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PREFACE

Since the publication in 1884 of the first English edition of

Ziegler's Special Pathological Anatomy, great advances have been

made in our knowledge of its subject-matter. These have been

duly embodied in the five successive German editions that have

appeared in the meantime. The work has accordingly been so

altered and enlarged that in preparing a third English edition we

have had entirely to rewrite the text, and to recast the biblio-

graphical and other supplementary portions. The number of

pathological papers and monographs to which reference might

fitly be made is now so great that only the more recent and

important can be dealt with. But the student of historical tastes

will find ample references to the earlier literature in the previous

English editions ; and by omitting them in this much valuable

space has been gained.

The second volume, containing the sections on the alimentary

tract with the liver and pancreas, the respiratory and genito-

urinary systems, the eye, and the ear, is already in the press and

will shortly be published. We hope to follow it with a new

version of the part on Creneral Pathological Anatomy, prepared

with the author's sanction and assistance from the latest German

edition.

We desire here to record our thanks to Dr W. G. Sjjiller, of

Philadelphia, for his help in preparing the translation of Sections

VI and VII.

DONALD MAC ALISTER

HENRY W. CATTELL
July, 1896.
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SECTION I

BLOOD AND LYMPH





CHAPTER I

THE BLOOD

1. The blood is a liquid of peculiar composition, abounding
in cells or corpuscles, and equivalent in amount to about one-

thirteenth of the body-weight. A cubic millimetre of the blood

of a man contains on the average 5,200,000, that of a woman
about 4,800,000, red corpuscles, with from 5,000 to 10,000 white

corpuscles. Thus for every white corpuscle there are from 500

to 1,000 red corpuscles. In 100 cubic centimetres of blood there

are in men 14.5 grammes of haemoglobin, and in women, 13.2

grammes (HtJrNER).
The amount of blood even in health is subject to considerable

variation ;
it may, under certain pathological conditions, differ

notably from the average proportion given above.

When the amount of blood in the body is simply increased,

without change in its composition, the condition is described

as plethora vera; when the increase is due to an augmentation
of tlie water and the salts, we speak of the condition as plethora
serosa. Diminution of the total amount of blood in circulation

is called anaemia or oligaemia; concentration of the blood,

through loss of water and salts, the blood-albumen remaining
normal in amount, is termed anhydraemia ;

relative dilution of

the blood, from diminution of the albumen it contains, is desig-
nated hydraemia or hypalbuminosis.

Plethora vera may occur when, before the removal by surgical

operation of parts of the body, the blood has been pressed back
from them into the general circulation to prevent haemorrhage,
as in amputation by Esmarch's bloodless method (^plethora apo-

coptica) ; or when blood has been injected directly into the

vascular system. The complete emptying of the placenta in par-
turition may force an excessive amount of blood into the body of

the new-born infant, and so give rise to temporary plethora.
Plethora caused by such an increase of the blood in circula-

tion is a transient condition, the organism promptly excreting the

excess of water and then destroying the surplus of red corpuscles.
True plethora, however, of a more abiding kind, occurs in specially

predisposed persons whose luxurious habits of life favour exces-

sive blood-formation. This excess, in certain cases, may be sa
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considerable as to be recognisable during life, by means of the

abnormally large, full, and at times tense pulse, and the unusually

powerful action of the heart; and after death- by the increased

capacity and fulness of the entire vascular system, as well as by
the cardiac hypertrophy thereby induced.

Plethora serosa as a transient condition may result from an
increased supply of water to the blood. As a chronic condition,
it may be due to diminished excretion of water, from disease of

the kidneys or the heart. Simple hydraemia results from abnor-

mal loss and insufficient re-formation of the blood-albumen :

anhydraemia, from increase of the water excreted and defi-

ciency of that ingested. After severe haemorrhage more water
is taken up by the blood, and the condition of hydraemia follows

and persists until the loss of albumen and red blood-corpuscles is

again made good.
Anaemia may occur from single or repeated haemorrhages,

abnormal disintegration of blood, and insufficient formation of red

corpuscles. Its characteristic symptom is the diminution of the
amount of haemoglobin in the blood. The proportion may fall

to six or even tliree grammes per 100 cubic centimetres of blood.

Usually the number of red corpuscles is somewhat reduced, and
the result is oligocythaemia. In chlorosis, however, the causes

of which are as yet undetermined, the red blood-corpuscles are

deficient in haemoglolnn. but their num1)er is not diminished.

Increased destruction of the red blood-corpuscles is fre-

quently referable to special causes acting injuriously on the

blood. It occurs after burns of the skin, and from the action of

many poisons, such, for example, as sulphuretted hydrogen, ar-

seniuretted hydrogen, potassium chlorate, picric acid, toluylene-
diamine, and many of the poisonous fungi. Infective diseases

accompanied by fever may also exercise a destructive influence on
the blood, owing to the action of their specific poisons and to the

abnormal increase of the body-heat ; and the like result may follow

from the presence of certain parasites in the blood, as in malaria.

Excessive cooling of the skin in specially-disposed persons may
occasion a destruction of the red blood-corpuscles (periodic or

paroxysmal haemoglobinuria ) . There are also several forms
of severe anaemia which are grouped together as pernicious
anaemia, among the features of which is increased blood-destruc-

tion or haematolysis, but the cause of this is still uncertain.

These forms are therefore provisionally termed cryjJtogenetic
anaemias. In some cases the condition is connected with defi-

nite physiological conditions, or with organic diseases, such as

for example pregnancy or childbirth, ulcerative affections of the

bowels, or the presence of intestinal parasites (Bothriocephalus^ .

In other cases no organic disease is demonstrable, the anaemia

appearing as a primary blood-disease. In the two instances last

named opinions differ as to the cause of the blood-changes
—
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whether they are due to an alteration in the blood-plasma, to the

presence of specific poisonous substances in the blood causing its

destruction, or to some abnormal frailty on the part of the blood-

corpuscles.

Deficiency in the formation of blood should be admitted as a
cause of anaemia only when we can demonstrate the presence of

morbid conditions in the bone-marrow, where especially the pro-
duction of red corpuscles takes place, or when defective food-

supply or disease in the alimentary tract or in other organs has

obviously caused impairment of the general nutrition, the evi-

dence of any active blood-destruction being at the same time

wanting. Even in such cases, however, it is often impossible to

make out the connexion between the organic disease and the
anaemia. There is, for example, a form of cachectic anaemia
which is met with in certain pathological conditions of the

lymphadenoid tissues (Arts. 30 and 35), of the spleen, of the

lymph-glands, and of the intestine, though the formation of blood
in the bone-marrow is not 23ei"ceptibly impaired.

Increased destruction of red blood-corpuscles is often capa-
ble of demonstration by the microscope, the blood containing
morbidly-altered red corpuscles and the products of their dis-

integration.
The altered and dying red blood-corpuscles often exhibit the

most varied and diverse foi-ms : thus we have globular, spindle-

shaped, crescent-, club-, bobbin- and nail-shaped varieties ; others

again are drawn out into threads, constricted in the middle, or

wholly irregular. This condition is known as poikilocythaemia.
Occasionally very small or very large red blood-corpuscles are
met with, and these are termed respectively microcytes and
macrocytes. Portions of the stroma of the red corpuscles may
also display partial discoloration, wiiile other portions are strongly
coloured, and in some cases the several constituents of the cor-

puscle appear to be separated (^ijlasmosclihu) .

Besides these corpuscular forms, which are undoubtedly due to

disintegration, we find in grave anaemia others whicli we must
regard as immature or morbidly altered embryonic forms of the
red corpuscle. Of this nature are the nucleated red corpuscles,
which are normally to be found only in the bone-marrow. The
normal embryonic forms, which are nucleated cells of ordinary
size, have been termed normoblasts, the morbid embryonic forms,
which are abnormally large, megalohlasts. The diameter of the
latter may be twice or even four times that of the normal cor-

puscle. According to Ehrlich and Muller, megalohlasts are

chiefly met with in severe pernicious anaemia, and exemplify a
morbid mode of blood-formation, winch in normal conditions
occurs onl}- during the period of embr^'onic development. It is

to be noted, however, that in pernicious anaemia not only is the
rate of blood-destruction augmented, but the rate of formation of
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blood in the bone-marrow, which in this affection contains numer-
ous embryonic forms of the red blood-cells, is simultaneously
increased (Cohnheim, Rindfleisch, Neumann, Muller). It

is not possible, however, to decide whether the multiplication of

the normoblasts and the appearance of megaloblasts in the bone-
marrow is caused by a primary disorder of that tissue, or is the

consequence of an antecedent disease of the blood. In the latter

case the phenomenon would indicate an increased growth of the

haematoblasts of the bone-marrow with a view to the restoration

of the blood.

According to Stixzixg and Gumprecht, the average proportion of the dry
residue in normal blood is in man 21-6 per cent., and in woman 19-8 per cent.

In severe anaemia this proportion may sink to 8-5 per cent., so that a condition

of hydraemia is present. Oligaemia may however exist, though the composition
of the blood remains normal. In leukaemia (Art. 2), on the contrary, the pro-

portion of dry residue is relatively high, though the amount of haemoglobin is

diminished.
The proportion of haemoglobin in the blood varies considerably at different

ages. It is liighest at birth; in the first years of life it falls to one-half, rising

again between the fifth and forty-fifth year to about two-thirds of its original
amount ;

thereafter it again declines. During gestation the proportion of

haemoglobin is diminished.
The researches of Bollinger and Heissler furnish the following data

concerning the variations of the quantity of blood in the lower animals : in

pigs, fi'om 2-25 to 8-70; in horned cattle, from 6-03 to 10; in dogs, from 4-4 to

12-4
;
in horses, from 5-9 to 13-5

;
in sheep, from 6-56 to 10-43 per cent., of the

body-weight. Fat pigs are remarkably poor in blood.

The amount of fat in the blood, which normally is very small and during
digestion reaches about 1-2 per cent., may under pathological conditions reach

a much higher percentage, the blood becoming milky and turbid from the

small oil-globules (lipaemia) it contains.

The amount of fibrin-ferment contained in the blood is. in diseased condi-

tions, subject to considerable variation
;
so that on post-mortem examination

we can distinguish certain cases in which there is an abundant formation of

fibrin, or hyperinoi^is ; and in other cases a deficiency of fibrin-formation, or

hypinosis. The former condition is found especially in inflammatory diseases,
such as croupous pneumonia and erysipelas ;

the latter, in death by suffocation,
and in poisoning by sewer-gas, by alcohol, and by hydrocyanic acid.

We can remove the anaemia resulting from haemorrhage by the transfusion
of blood, that is, by supplying to the affected person l)lood capable of perform-
ing its functions. Transfusion into the human subject of the blood of lower
animals serves no purpose, but rather causes further injury, inasmuch as the

human red corpuscles break down in the blood-serum of animals. The same

thing happens when the blood of one species of animal is injected into the

vascular system of an animal of another species.

References on Plethora., Anaemia, Hydraemia, Lipaemia,
and Transfusion.

Bierfreund: Haemoglobin in surgical diseases Langenbeck's Arch, xli 1891
Biermer: Pernicious anaemia Corresp. f. Sclureiz. Aerzte ii 1872
Birch-Hirschfeld : Epidemic haemoglobinuria in infants D. vied. Woch.

1879
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BiucH-HiRSCHFELD and Ehrlicii : Grave anaemias Verh. Congr.f. inn. Med.
XI Wiesbaden 1892

BizzozERO and Sanguikico : Transfusion .4. Ital. de biol. vii 1886
Blechmann: Pathology of the bone-marrow A. d. Heilk. xix 1878
Bollinger: Haemoglobinuria in hoi'ses Z . f. Thiermed. iii; Plethora vera

Munch, med. Woch. 1886
CoHNHEiM : Allqem. Path, i 1882; The bone-marrow in pernicious anaemia

V. A. 68 1876
Daremberg : Destructive action of blood-serum ^-1. de med. exp. in 1891
Ehrlich : Colorimetry of the blood Gesamm. Mittheil. i Berlin 1891
Eichhorst: Die progressive perniciose Andmie Leipzig 1878; Art. Chlorosis

Eulenhurifs Realencyklop . 1894 (with references)
d'EspiXE and Picot : Pernicious anaemia in infants Rec. de med. x 1890
Gabbi : Normal haematolysis Ziegler's Beitrdge xiv 1893
Grabber: Zur klinischen Diagnostik der Blutkrankheiten Leipzig 1888
Gram : The size of the red corpuscles in health and disease Fortschr. d. Med.

II 1884
Grossglick : Hydraemic plethora A. de phi/siol. ii 1890
Gumprecht : Lipaemia D. med. Woch. 18194 (with references)
Halla: Haemoglobin and corpuscles in acute fevers Prag. Z.f. Heilk. iv 1883
Hayem : Du sang et de ses alterations organiques Paris 1889
Heissler : The theory of plethora Munch, pathol. Arheiten Stuttgart 1886
Hoppe-Seyler : Phy.nol. Chemie Berlin 1877-81
vox HossLix : Excretion of haematin and albumen in chlorosis Munch, med.

Woch. 1890
HuxTER : Pernicious anaemia Lancet 1888, 1890, Practitioner 1888-89

;

Transfusion Journ. of Anat. xxi and B. M. J. 1887
Immermaxx : D. A. f. klin. Med. xiii. Ziemssen's Cyclop, xvi New York

1877
Kruger: Foetal blood at birth V. A. 106 1886
Laache: Die Andmie Christiania 1883, D. med. Woch. no. 43 1884
Labadie-Lagrave : Traite d. malad. du sang Paris 1893
Leichtensterx : Hdmoglobingehalt d. Blutes Leipzig 1878
Lichtheim : Periodic haemoglobinuria Volkmann's klin. Vortrdge 134 1878,

Corresp. f. Scluoeiz. Aerzte 1883
VON Limbeck : Klin. Pathol, d. Blutes Jena 1892 (with references)
LuKJAXOw: Allgem. Path. d. Blutes u. d. Lymphe Leipzig 1892 (with refer-

ences)
Mackexzie : Anaemia B. M. J. 1891
Maisst'rianz : Exper. Studien Ub. d. Verdnd. d. Blutkorper im Fieber Dorpat

1882
Maurel : L'anemie par insiiffisance de I'he'matose Paris 1891

MiJLLER, Fr. : Pernicious anaemias Chnrite-Ann. xiv 1889; Examination of

blood Cent. f. allgem. Path, in 1892 (with references) ; Atypical blood-

formation in pernicious anaemia D. A. f. klin. Med. li 1893 (with refer-

ences)
MiJLLER : Progressive pernicious anaemia Inaug. Diss. Ziirich 1877
Neumann: Bone-marrow in pernicious anaemia Berl. klin. Woch. 1877
VON Noorden: Grave anaemias Charite-Ann. xvi 1891

;
Path, des Sloffwechsels

Berlin 1893
Osler : Pernicious anaemia Cent. f. med. Wiss. 1877
Quincke: V. A. 54 1871; Volkm'ann's klin. Vortrdge 100 1876

;
D. A. f. klin.

Med. XXV, xxvii 1880
QuiNQUAUD : Blood-lesions in various diseases A. gen. de med. 1879
VON Recklinghausen : Allqem. Path. d. Kreislaufs u. d. Erndhrung Stuttgart

1883
Reixert : Die Zdhlung d. Blutkorperchen Leipzig 1891 (with references)
Rieder: Atlas d. klin. Mikroskopie d. Blutes Leipzig 1893
RiNDFLEiscH : Defective blood-formation in pernicious anaemia V. A. 121 1893
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Sadler : Estimation of corpuscles and haemoglobin Fortxchr. d. Med. (supple-

ment) 1892
ScHAUMANX : Bothri/ocejdiidf'n-Afniinie Berlin 1894
ScHiKF, H. : The red corpuscles in infants Prager Z.f. Heilk. xi 1890
Stierlix : Estimation of corpuscles and haemoglobin in infants D. A. f. liin.

Med. XLV 1889
Stixzixg and GiMi'iiECHT : Proportion of water and dried residue in the blood

in health and disease D. A. f. Jd'm. Med. liii 1894 (with references)
TuJiAs : Variations in the blood in certain infective diseases D. A. f. kiln. Med.

XLi 1887
Vaxlair and Masius: De la microcj/ihc'mie Brussels 1877
ViERORDT : Ddten und Tabellenf. Mediciner Jena 1893
VoGEL : 'l^ircJioio's Handh. d. spec. Path. Erlangen 1854
Waldsteix: Progressive anaemia with subsequent leukaemia V. A. 91 1883
Weixtraud: Changes in the red corpuscles T'. A. lol 1893
Worm-Ml'LLER : Transfusion u. Plethora Christiania 1875

2. The proportion of white corpuscles in the bk^od (which
usually amounts on the average to one white cell to five hundred

red) is subject, even under physiological conditions, to great vari-

ation, being markedly increased during digestion and during
gestation. Under pathological conditions this increase may reach

still higher degrees, and may be associated with a diminution of

the red blood-cells. If the condition of increase is transient it is

spoken of as Jeueoct/tosis ; if lasting, as leukaemia.

Pathological leucocytosis may occur, though not invariably,
after haemorrhages, in cachectic conditions accompanying malig-
nant disease (Reixbach), and just before death. It is met with
in a large class of diseases that are accompanied by inflammatory
exudations (inflammatory leucocytosis), such as croupous pneu-
monia, inflammations of the serous membranes, pyaemia, ery-

sipelas, scarlet fever, diphtheria, and quinsy. It is absent, on
the other hand, in measles and influenza. In typhoid fever the

proportion of leucocytes may even diminish. Experimentally,

leucocytosis may be induced in animals by the injection of pus-
micrococci, sterilised cultures of certain bacteria, bacterial proteins
or albumoses, vegetable proteins, hemialbumose, and nucleinic acid,

as well as by the administration of certain blood-poisons. The

leucocytosis is usually preceded by a transient diminution of the

leucocytes (Jiypoleucocytosis')., which, according to (tOLDSCHEIDER
and Jacob, is caused by the retention of the leucocytes within the

capilhiries of the viscera, and especially in those of the lungs.

Physiological leucocytosis is seldom marked in degree (on
the average it amounts to -)•> per cent., Rieder), and it leaves

unaffected the proportion between the different forms of leu-

cocytes. Inflammatory leucocytosis reaches a higher degree of

intensity, especially in pneumonia. Thus a proportion of one leu-

cocyte to 100, or even to 15 or 20 red corpuscles, may occur, and
the increase is generally confined to the multinuclear leucocytes.

The causation of pathological leucocytosis is not certainly es-

tablished. It is supposed by most authorities that an increased
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supply of leucocytes is carried to the blood from the parts in

which leucocytes are normally produced ; but perhaps there is

also an increased j)roduction of these cells. The latter hypothesis
would seem to correspond best with the observed facts.

The change in the blood known as leukaemia (Virchow) is

characterised by a more or less considerable increase of white
Ijlood-cells, accompanied in general by a corresponding reduction
in the number of red corpuscles. The proportion between the
two may be so altered that their numbers become equal, or in

extreme cases the white may slightly outnumber the red. Of the
white corpuscles, the uninuclear cells in particular are increased
above the normal proportion, while among the red blood-cells
nucleated forms are met with.

In well-marked leukaemia the blood is strikingly pale, clear,
and limpid. The heart and the large blood-vessels often contain
after death peculiar clay-coloured clots, rich in white corpuscles,
instead of the usual semi-translucent fibrinous deposits ; or the
clots are covered with a white, creamy, pus-like film composed
of colourless cells. The diagnosis of less-marked cases of leu-
kaemia may require the aid of the microscope, by means of which
even a slight relative increase in the proportion of white cells

may be recognised.
The increase of the white blood-cells in leukaemia is primarily

referable to an increased supply of cells from those organs which
produce leucocytes. Accordingly the spleen, the lymph-glands,
and the marrow of the bones, show in different degrees and com-
binations signs of hyperplastic ]:»rol iteration ; sometimes only one
or two of the above organs are altered and increased in bulk,
or all three may exhibit proliferation. We can thus distinguish
lymphatic, splenic (lienal), and myelogenous forms of leukaemia,
as well as combinations of these forms. Further proof of this

mode of origin is afforded by tlie fact that the blood contains cell-

forms which correspond with the characteristic cells of the organs
indicated. Thus in lymphatic leukaemia we find chiefly the small
uninuclear cell -forms, whicli correspond to the cells of lymphaden-
oid tissue. On the other hand in myelogenous and mixed leu-

kaemias large uninuclear cells appear, which correspond to those
found in the bone-marrow Qmyelocytes) but not in normal blood

;

in this case, too, the eosinophile cells in the blood are increased in

number.

Finally, it is capable of demonstration that in leukaemia the
tissue-elements of the organs which produce leucocytes exhibit
abundant examples of karyokinetic cell-division. It is to be
noted, however, that an increase of the colourless cells may un-

doubtedly take place outside of the above-named organs (Bizzo-
ZERo, Spronck, MtJLLER, Strobe), for the leucocytes have been
observed to divide by mitosis, not only in the circulating blood
but also within certain organs in which thev are retained ; in this
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way their number is further increased. It is also possible that

those cells which reach the blood-current are in part endowed
with a longer life than the ordinary leucocytes. The last-named

phenomena suggest an explanation of the fact that in very rare

cases (Leube, Fleischer) leukaemia may occur unaccompanied
b}- any recognisable changes in the spleen, the marrow of bone,
or the lymph-glands. Moreover, there is nothing to prevent us

assuming that from organs not perceptibly hypertrophied an ab-

normal number of colourless cells may be supplied to the blood.

The diminution of the number of red corpuscles which takes

place in the majority of cases of leukaemia is referable to the fact

that the process of their formation is disordered. The nucleated
red corpuscles, which are specially apt to appear in the blood
in myelogenous and mixed leukaemias, are to be regarded as

immature cells that have escaped from the marrow of bone.

The richness of the blood in colourless cells generally leads to

secondary changes in the different organs. These are indicated

chiefly by an accumulation of leucocytes in the capillaries, and
later on by the migration of some of them into the tissues. Such
leukaeyyiic infiltrations occur mainly in the liver, but are not

wholly absent in other organs and tissues. Sometimes they form
not only diffuse infiltrations, but also more definite deposits, which,
in the form of greyish-white nodular patches, can be recognised
without the aid of the microscope ; they are sjjoken of as leu-

kaemic lymjyhomata. These aggregations originate not simply in

a passive accumulation of leucocytes ; the cells probably increase

also by subdivision and multiplication m situ.

In the blood, in the spleen, and in tlie bone-marrow of those

affected with leukaemia Charcot's crystals are not infrequently
found after death. These are recognisable as sharp acicular

octahedral crystals.
The aetiology of leukaemia is not known. It is improbable

that all the diseases which are designated as leukaemia at the pres-
ent time have the same genesis and causation. The course of the

disease is usually a chronic one, though acute cases are occasion-

ally met with.

The proportion of multiuuclear cells under normal conditions amounts to

about 70 per cent., that of eosiiiophile cells to about 1 or 2 per cent., of the

colourless elements of the blood (Zappert). The view that leukaemia is

the result of dise.ase of the blood-prqduciiig organs is maintained chiefly by
ViRCHOW, Neumann, Moslek, Ehrlich, and Muller; while Biesiadecki,
Renaut, Lowit, and others believe it to be a primary disease of the blood

itself, in which the colourless elements, perhaps in consequence of some patho-

logical alteration of the blood-plasma (Lowit), do not pass through the no'-mal

cycle of changes, but retaining their vitality are deposited in the tissues, and so

lead to organic disorders. The peculiarities of the cells appearing in the blood,

and in particular the occurrence of cells which resemble those of tlie bone-

marrow, and like them jiresent the same neutrophile granulation (Ehrlich),
support the theory that lukaemia is primarily a disease of the organs that
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produce the red and white blood-corpuscles. This does not exclude the possi-
bility that the colourless cells which reach the blood may increase within the
vessels in some pathological manner, and maintain their vitality beyond the
normal period. It is a noteworthy fact, however, that affections of the spleen
and of the lymph-glands (see Sect. Ill), which are anatomically identical with
those occurring in leukaemia, may exist without any accompanying leukaemia
(pseudo-leukaemia, splenic and lymphatic anaemia). Thus hypertrophy of the
spleen and lymph-glands does not always lead to an increased influx of colour-
less cells into the blood.

Sumnuiries of the present state of our knowledge of leucocytosis and of
leukaemia are given in the memoirs of IIieder and Muller, cited below.
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CHAPTER II

THE LYMPH

3. The lymph is a liquid transuded from the blood-vessels,

together with certain products of tissue-metabolism, and in special

parts also (^e.g. the lacteals) substances brought to the lymph from

a
^ h.

^' C I
'CW^

h

Fig. 1. Section through a degenerating patch from the brain.

(Perosmic acid prepm'ation : X 200)

a blood-vessel filled with blood
b tunica media
c adventitia with its lymph-sheath
d unaltered neuroglia-cells
e fatty neuroojHa-cells
/ binuclear neuroglia-cells
g sclerotic tissue

/; lymphoid cells

hi lymphoid cells containing a few oil-

globules.

7i2 fat-granule carriers

hs pigment-granule cells, some contain-

ing red corpuscles

without. The lymph-glands contribute a number of lymphoid
elements in addition to the few cells derived from the blood.
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Morbid conditions of the blood, as well as diseases of the tissues,

accordingly give rise in general to changes in the lymph ; and sub-

stances taken up into the tissues from without very frequently
reach the lymphatic channels.

Many of the changes in question are not physically demonstra-

ble, being due to substances that are dissolved in the lymph. As
regards the morphological elements of the pathologically altered

lymph, the changes in them relate to the number and nature of

the cells it contains, and to the addition of products of the

disintegration of the tissues, or of foreign matters derived from
without. As illustrative of such changes in the normal contents
of the lymph, we may refer to Fig. 1, representing the degenera-
tive process resulting from a haemorrhage in the brain. Here the

circumvascular lymph-vessels (Fig. 1 c) contain, along with the

unchanged lymphoid elements, certain cells which are loaded partly
with colourless (A^ h.^ detritus of the brain-substance, partly with

disintegrated blood-corpuscles (/^g). In a Ij^mphatic vessel jjro-

ceeding- from an inflamed tissue the number of cellular elements
in the lymph is very markedly increased. Often mixed with the

lymph are found cast-off endothelial cells, some subdividing, others

degenerate. Not infrequently local coagulation of the lymphatic
contents, with the formation of fibrin, is observed. If a new
growth has broken into a lymphatic vessel, we may find the

tumour-cells in the lymph. Where bacteria have invaded the

tissues, colonies of microbes may develope in the lymph-channels.
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CHAPTER III

MALFORMATIONS OF THE HEART AND GREAT VESSELS

4. Malformations of the heart are of frequent occurrence,
and have great practical importance, inasmuch as they often on
the one hand cause non-viability of the foetus, and on the other,
where life after birth is possible, induce conditions of more or

less imperfect circulation, and a disposition to other and more
extensive lesions. Not infrequently also, in circumstances involv-

ing' great demands upon the activity of the malformed heart, they
lead ultimately to a fatal issue.

In most cases we have to deal with primary arrest of develop-
ment and with disturbances of growth, resulting in an imperfect
development of some part of the heart or in abjiormality of its

position and configuration. Only in rare instances do morbid

processes in utero, such as inflammations, inhibit or disturb the
normal development of the heart.

In the majority of cases the primary failure lies in the absence
or defective development of the septa which divide the simple
cavity of the embryonic heart into a right and a left ventricle,
and into a right and a left auricle, and the truncus arteriosus into
the aorta and pulmonary artery.

In addition to these defects we meet with malformations of

the valves, stenosis and closure of the auriculo-ventricular, the

arterial, and the venous orifices
;
and lastly malposition and faulty

development of the large arterial trunks and their branches, and
of the veins entering the aurick's.

Stenosis of the pulmonary artery (Fig. 2 d d^), a somewhat
frequent malformation, luay in^'olve the arterial trunk as well as
the conus arteriosus and the ostium, the valves being at the same
time more or less malformed. Sometimes there is complete clos-

ure or atresia of the pulmonary orifice. These malformations
occur in association both with closed and complete ventricular

septa and with defects (e) in tlie ventricular or auricular septum,
the former combination being however infrequent. Very often
these malformations are combined with anomalies in the position
of the large arterial trunks, both of these vessels arising from
the right ventricle, or the aorta from the right ventricle (a e) and

the^ pulmonary artery from the left ventricle (c? d-^, a condition
which might be termed transposition of the arterial trmiks. If
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the diameter of tlie pulmonary orifice measure less than a certain

amount, the pulmonary circulation can be adequately maintained

only when the ductus arteriosus remains patent.

Fig. 2. Malformation of the heart.

(With transposition of the large blood-vessels, stenosis of the pulmonary orifice, and
defect of the anterior part of the ventricular septum: from Rokitansky)

a ri^ht ventricle opened near its margin
h stenosed riglit ostium venosnm
c aorta arising from tlie right ventricle
d orifice of the pulmonary artery <li lying

posteriorly
e defectoftheanterior ventricular septum

/ anterior portion of tlie septum extend-

ing to the aorta on the left, between
the anterior and left segment of the
valve

g membranous portion of the right side
of the pulmonary artery

Stenosis and atresia of the aorta occur, like the analogous
conditions of the puhnonary artery, both with and without defect

of the interventricular septum. These malformations are some-
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times accompanied by transposition of the aorta, or may be com-
bined with other forms of cardiac malformation.

When the aortic orifice is markedly constricted or entirely
closed, the ventricular septum being properly developed, the

foramen ovale and the ductus arteriosus usually remain open, so

that the circulation is carried on chiefly by the action of the right
heart, and the blood of both the sj'stemic and the pulmonary
circulations is driven through the pulmonary artery. The left

ventricle and left auricle are in these cases generally small and

imperfectly developed.
Stenosis of the aorta between the opening of the ductus arte-

riosus and the origin of the left subclavian (^isthmus aortae), a

slight form of which is not infrequent, may in exceptional cases

be very marked ; and instances are described in which the aorta

is entirely closed, or even wholly wanting. The collateral circu-

lation is then established by means of anastomoses between the

branches of the subclavian and the descending thoracic and abdom-
inal aorta.

Stenosis and atresia of the venous orifices occur in the right as

well as in the left auricle.

Misplacement (or transposition) of the large blood-vessels
occurs along with other malformations of the orifices, of the ves-

sels, and of the septa, as well as in the absence of such malfor-
mations. In these cases the vessels sometimes maintain their

connexion with their proper ventricles ;
at other times an inter-

change takes place.
Defects of the ventricular septum may involve the entire

partition {cor hiloculare hiatriatum), in which case only one ven-
tricle is present. They are more frequently, however, limited to

the anterior or posterior region of the septum, or even to a por-
tion of one of these. The defect may be combined with a like

defect of the auricular septum (cor hiloculare), or with malforma-
tions of the arterial trunks and orifices, as Avell as of the venous
orifices. Persistence of the truncus arteriosus may be associ-

ated with defects of the anterior septum ; the latter however
occurs much more frequently in association with stenosis of the

pulmonary artery. In partial defects of the septum the aorta is

generally displaced to the right.
Defects of the auricular septum, more or less extensive,

are met with either by themselves, or in conjunction with other
malformations. Most frequently the foramen ovale remains open;
less often a defect is found beneath the membranous margin of
the foramen. Total absence of the septum constitutes the cor

hiloculare hlventricnhire.

Malformations of the valvular segments may occur in the
auriculo-ventricular valves, wldch are sometimes abnormally short,
or adherent to each other ; abnormal constriction and occlusion of
the orifices are also met with. In the latter condition the circula-
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tion can take place only when an opening persists in the auricular

septum.
The number of the sesrments of the semilunar or sisfmoicl

valves may be excessive or defective at either of the arterial

orilices.

Persistence of the ductus arteriosus is brought about chiefly
as a result of other defects in develo})ment, such as stenosis of the

pulmonary artery, of the aorta, or of one of the venous orifices.

It also occurs apart from any other form of cardiac malformation.

From their complexity, it is not always easy to gain a clear conception of

the genesis of these malformations. More exact knowledge of the history of

the development of the heart, which we owe to His and Born, has materially
aided our understanding of their origin, in regard both to defects of the septa
and to malformations of the arterial and venous orifices.

The human heart is originally formed out of a straight tuhe, which later on
becomes curved and S-shaped (Hertwig). From the anterior extremity of

this arise the two primitive aortic arches, while its posterior extremity receives

the two vitelline veins {venae omphalo-mesentericne) . When the tube (Fig. :3)

has reached a certain size and position in the embryo, the several parts become
differentiated, the widening venous portion and the arterial portion being
separated by a narrower tube, the auricular canal (ac) ;

the cavities are

thenceforward recognisable as auricle (a) and ventricle (t-). At the same
time the auricles develope lateral pouches {a<t), which become the appendices
auricularum.

V
ta

rv
Iv

si

Fig. 3. Heart of a human embryo 43 millimetres long.

(From His)

ventricle ac auricular caual
truueus arteriosus a auricle with appendix auriculae aa

Fig. 4. Heart of a human embryo at the fifth week.

right ventricle
left ventricle
sulcus interventricularis

{From His)
ta

laa
raa

truncus arteriosus
left appendix auriculae

right appendix auriculae

In the region of the auricular canal where the auriculo-ventriculai- valves are

subsequently formed, the endothelial tube narrows and is markedly flattened in

the sagittal direction, so that its opposite walls come nearly into contact.

The rudimentary ventricle (Fig- 3 r) forms a bent tube which narrows
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toward the aortic bulb (t(t).
This is soon grooved externally by a straight

furrow, the sulcus interventricularis (Fig. 4 si), running from above down-
wards, by which the ventricle is divided externally into a right and a left half,

of which the former is continued into the truncus arteriosus. The formation of

septa within the heart follows in the portion of the ventricle corresponding to

the externally visible interventricular sulcus (Fig. 4 si). On the inferior and

posterior wall a ridge arises (Fig. 5 vs), which is the rudiment of the septum
ventriculorum, and grows fi-om below upwards. Very soon on the posterior
wall of the auricle, to the left of the venous orifice (Fig. .5

.•;/•),
a process of con-

nective tissue (si) appears in the region of the auricular canal, whose walls at

this stage assume the form of an annular projecting fold directed downward (the

rudimentary valvular segments), and this process divides the auriculo-ventricular

orifice into a right and a left half. His terms this portion of the septum the

septum intermedium.

Fig. 5. Posterior half of the heart of a human embryo at the fifth week.

{From His)

Iv left ventricle
?'w rijtht ventricle
si septum intermedium
la left auricle
ra right auricle
vs ventricular septum

sr

as

ss

mouth of the sinus reuniens {sinus ve-

nosus of Born)
auricular septum (auricular crescent of

His, septum primum of Born)
sei)tum spurium * Eustachian valve

In the seventh week this septum unites with the septum of the ventricles,
and forms thus the middle segment of the auriculo-ventricular valves. The
other segments of the mitral and tricuspid valves are formed from the wall of

the ventricular cavity.
The diffei'entiation of the truncus arteriosus into an aorta and a pulmonary

artery follows directly upon the formation of the ventricular septum. It begins
with a flattening of the tube, and this is followed by the appearance of two

longitudinal ridges on the flattened sides, which grow toward each other and
then unite. Later on, the aorta and pulmonary artery become externally
distinct.

The process of division in the truncus arteriosus begins above, and extends
downward till it reaches the ventricular cavity. The partition then unites
with the ventricular septum by a secondary process of cohesion. The inferior

portion of the truncus forms the membranous portion of the ventricular septum.
The development of the semilunar valves begins before the division of the

truncus. Four prominences of a gelatinous texture are formed
;
and of these

two are bisected in the process of division of the arterial channels, so that,

presently three prominences appear in each trunk.
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The auricular septum begins to develope on the superior wall of the auricle,
from which point it grows (Fig. 5 as) downward, imtil, in the region of the
auricular canal, it reaches the septum intermedium (si) and coheres with it

;

thus the auricle as well as the auricular canal is divided into halves. Here,
however, the division again becomes incomplete, for an opening appears in the

septum, the foramen ovale, which closes only after birth.

The truncus arteriosus at a certain stage of embryonic development gives

origin to five pairs of primitive aortic arches, from whose confluence the aorta
dorsalis arises (Fig. 6). Upon the division of the heart into its several dif-

ferentiated portions, transformations occur in the arterial arches, whereby the
division of the circulation into the major and minor systems is effected. The
plan of the embryonic vascular system, originally symmetrical, now becomes

asymmetrical. The manner in which this is effected is shown in the two dia-

grammatic schemes of Figs. 6 and 7. The essential points in the process of

transformation are the division of the truncus into aorta and pulmonary artery,
the obliteration of some of the primitive aortic arches, and the further develop-
ment of the remainder.

In Fig. 7 the parts which persist are black or shaded, while those ultimately
obliterated are left white. The connecting link between the pulmonary artery
and the aorta, the ductus arteriosus, is obliterated last, since it closes only after

birth.

Fig. 6. Diagrammatic scheme of the aortic arches of the embryo of an
amniotic vertebrate.

{From Hertwig)
1-5 first to fifth aortic arches v
ad aorta dorsalis s

ci internal carotid p
ce external carotid

vertebral artery
subclavian

pulmonary artery

Fig. 7. Diagrammatic scheme of the transformations of the aortic arches
IN A mammal.

(From Rathke)
a internal carotid k
b external carotid h
c common carotid i I

d the deseendinij; aorta ?h

c fourth arch on the left side n
g left vertebral artery

right vertebral artery
left subclavian

right subclavian

pulmonary artery
ductus arteriosus

The venous trunks, with the exception of the ascending vena cava, are origi-

nally paired and symmetrical, and unite in the sinus reuniens (Fig. .5 sr) ;
this

later on disappears as an independent structure, and is absorbed into the auri-

cles. Through the further development of some and the involution of other

veins, the ultimately asymmetrical venous system is produced.
A comparison of the malformations of the heart with the stages of its develop-

ment shows that the malformations result essentially from defective or perverted
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development of the septum, the ventricle, the auricle, and the truncus arteriosus,

and from failure of their normal coherences. This is true not only of defects

in the septum, but also of anomalies of position and abnormal narrowness of

the arteries. Union of the septum intermedium with the wall of the auricular

canal leads to closure of the auriculo-ventricular orifice, or at least to an abnormal
coherence of the valvular segments. Abnormal subdivision of the truncus

arteriosus may also induce malformations of the valves; and incomplete develop-
ment of the rudiments of the valves may result in morbid alterations of their

texture. Disorders of evolution in the aortic arches are apt to give rise to

anomalies of the arterial trunks.

References on the Developmetit of the Heart.

Born: Development of the mammalian heart A. f. mikrosk. Anat. xxxiii 1889;
Anat. Anzeiger iii (p. 6()(i) 1888

Hertwig : Lehrb. d. Entwickelu)igs(/eschicht€ Jena 1893
His: Anatomie menschl. Einhryonen iii Leipzig 1885; Beitr. z. Anat. d. menschl.

Herzens Leipzig 1886
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Babes: Peculiar cases Jahrh. f. Kinderheilk. xiv 1879
vox Buhl : Cases Z.f. Biol, "xvi 1880
Chiari: Cor triloculare Jahrb. f. Kinderheilk. xiv, xv 1879-80
DiLG : Rare cardiac anomalies V. A. 91 1883
Dittrich: Variations in the aortic arch Prag. Z.f. Heilk. vii 1886
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of the septum Cent./, allg. Path, v (p. 859)
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Greenfield : Trans. Path. Soc. xxvii London 1876
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References on Aortic Stenosis near the Ductus arteriosus.

Bakie : Congenital stenosis of descending aorta Rev. de mt'd. vi 1886
Eppinger : Congenital aortic stenosis Pro;/. ]^ierleljahrssclir. Ill' 1871
Lebert : Aortic stenosis near ductns arteriosus V. A. 4 1852
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5. It is not rare for the lieart to be abnormally small in pro-

portion to tlie body-weight. This condition is described as car-
diac hypoplasia. The heart is either abnormally small at birth,

or fails to attain siifticient development later. Sometimes in

adnlts the heart may be no bigger than it normally is in chil-

dren of seven or eight years. Such extreme cases are rare, but
minor degrees of hypoplasia are often met with. According to

ViRCHOW, cardiac hypoplasia is common in patients of both sexes

suffering from chlorosis or haemophilia. In the majority of cases

there is an accompanying hypoplasia of the arterial vascular sys-

tem, the aorta and arterial trunks being narrow and thin-walled :

the genital organs may also be ill-developed, and sometimes the

entire body is undersized. The abnormal thinness and narroAv-

ness of the arteries are often associated with anomalies in their

distribution ; while corrugated and lattice-like irregularities of

the surface, and fatty deposits, are observed in the inner coat of

the aorta. In many cases rupture of such an aorta has been
recorded.

Congenital hypertrophy of the whole or a part of the heart

is seen when, from alterations in the ostial orifices and vascular

trunks, the forward propulsion of the blood is rendered difficult.

Among the malpositions of the heart in the thorax we occasion-

ally find the condition termed transpositio cordis., or dexiocardia.
Here the heart is situated on the right side, the malposition being
part of a general situs viscerum inversus, and but rarely unac-

companied by other anomalies. In cases of fissural malformation
of the anterior thoracic and abdominal wall the heart is not uncom-

monly displaced forwards (^ectopia cordis^. The pericardium in

these cases may be present or absent.

According to Tiioma, the average weight of the heart in the new-born
infant is '2()-iJ grammes; at the age of 17, 233-7 grammes; in full manhood,
303 grannnes. In women this weight is about 40 grammes less. The length
of the fully developed heart (Beneke) is on the average about 9-0 centimetres,
the breadtli 10-7 cm., the thickness 3-6 cm. The thickness of the right ventri-

cular wall is 2-0 to 3-0 millimetres; that of the left ventricular wall, 7-0 to

8-0 mm. In cases of hypoplasia the volume of the heart may be reduced by a
third or more.

According to Beneke, the circumference of the ascending aorta in new-
born infants, at its commencement, measures 20 mm. ; in the adult, 68 nmi. :

the circumference of the pulmonary artery at birth and in the adult is 23 mm.
and 65 mm. respectively. Above the bifurcation of ,the aorta into the common
iliac arteries the circumference in adults is 32 mm.
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Cammanx: New York Med. Gaz. vi 1870-71
Thoma : Grosse u. Gewicht d. anat. Bestandthede Leipzig 1882
Viehordt: Anat. Daten u. Tahellen Jena 1893
ViRCHOw: Chlorose u. Anomal. am Gefiissapparate Berlin 1872
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CHAPTER IV

MORBID ALTERATIONS OF THE HEART AS A WHOLE

6. Diminution in the size of the heart depends essentially

upon atrophy of its muscular and adipose tissues, and occurs most

frequently in persons whose general nutrition is defective, and
whose blood is greatly reduced in amount. In senile marasmus
and in cancerous cachexia the weight of the heart may sink below
half the normal amount. The adipose layer of the atrophic heart

is almost, or even entirely, absent, and is replaced by a gelatinous
translucent material resembling mucous tissue. The vessels cours-

ing over the surface of the heart are, as the result of the shrinking
of the underlying tissue, more or less tortuous. Tlie muscular

layers, on account of the wasting of their muscle-cells, are

thinned and frequently coloured brown, or yellowish-brown, by
the formation of pigment and fat in their substance. The cardiac

cavities are small, and the endocardium, condensed by the con-

traction of the tissue that was formerly spread out over a larger
surface, is less transparent than normal.

Enlargement of the heart, when not due to the presence of a

tumour, is caused either by dilatation of its cavities, by the hyper-
plasia of its muscular structure, or by an increase of the sub-

epicardial adipose tissue.

Dilatation of the heart is often the result of morbid changes
in its muscle, which make the walls 3'ield more readily to pressure

(fatty degeneration). In other cases it is caused by some resist-

ance to the emptying of the heart-cavities (stenosis of the orifices,

adhesions of the pericardium, diseases of the lungs, especially
chronic emphysema and pleuritic adhesions), or by alterations

of the valves, which, if the ventricles and auricles are relaxed,

permit a regurgitation of blood from the arteries into the ven-

tricles, and from the ventricles into the auricles (valvular insuf-

ficiency). The dilatation, according to the cause upon which it

is dependent, sometimes affects only one ventricle or auricle, some-
times the entire heart, and may be so great that the circumfer-

ence of the heart reaches twice the normal measurement or even
more. Locally circumscribed changes in the walls (ischaemic

softening of the heart-muscle, cardiac scleroses. Art. 11) cause

local protrusions, which are termed aneurysms of the heart

(Fig. 28).
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Dilatation of the heart is at first accompanied by thinning of

the walls of the distended portion ; but the distension may be
combined with hypertrophy of the muscular structure. This
occurs when the dilatation is produced by an increased resistance
to the outflow of blood from the heart, or by regurgitation of

blood into the heart during diastole.

Hypertrophy of the cardiac muscle is the result of per-
sistent increase of the work of the heart

; but this condition
induces true hypertrophy only when the demands upon the heart
do not exceed a certain limit and the muscle is well nourished.
The causes of increased cardiac action are insufficiency and steno-

FiG. 8. Hypertrophy of the left ventricle.

{Produced by insufficiency and stenosis of the aortic valves: transverse section: natu-
ral size)

a left ventricle b right ventricle

sis of the valves (Art. 9, Figs. 19 and 20), abnormal narrowness
of the arterial trunks, destruction of renal tissue whereby the

blood-pressure within the systemic circulation is increased, dis-

eases of the lungs (emphysema, pleuritic adhesions) which in-

crease the pressure in the minor circulation, adhesions of the

pericardium to the heart and lungs, increase of the total amount
of blood in the body, nervous excitement, and severe bodily exer-
tion. Idiopathic hypertrophy of the heart, in other words, simple
overgrowth of the heart-muscle from internal causes, has not been
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shown to occur. The increase in size of the heart-mnscle is there-

fore always symptomatic ; it is dependent on increased work, from
whatever cause arising. The hypertrophy accordingly appears
first in that portion of the heart which is primarily exposed to

the abnormal strain. In disease of the aortic valves and in cases

of contracted kidney, this portion is the left ventricle (Fig. 8 a);
in insufficiency and stenosis of the pulmonary valves, and in cases

of increased resistance within the pulmonary circulation, it is the

right ventricle.

Hypertrophy of the heart-muscle causes in tlie first instance a

thickening of the auricular or the ventricular Avail (Fig. 8 a).
The trabeculae and the papillary muscles share also in the hyper-
trophy, and may undergo marked increase in their circumference.

Tlie weight of a hypertrophied heart may reach twice tlie normal

amount, or even more ; hearts weighing 600 to TOO grammes and
more are thus met with.

The increase in the size of the heart-muscle is due to hyperplasia
of the individual muscle-cells. It is difficult to determine whether

any increase in the number of cells also occurs ; when the hyper-
trophy takes place in the first years of life this is not improbable.

In hypertrophied hearts the cavities are sometimes dilated,

sometimes normal, and sometimes smaller than normal, present-

ing the conditions known as eccentric, simple, and concentric

hypertrophy, respectively. The dilatation of the heart, as a con-

sequence of increased resistance to the circulation, may precede
the hypertrophy, or takes place subsequently in an already hyper-

trophied lieart, owing to secondary degeneration of the muscles.

Lipomatosis or fatty enlargement of tlie heart may be a local

manifestation of a general deposit of fat over the entire body ;
it

is characterised by an increase in the yellowish-white cardiac

pannieulus adiposus. ^Nlore marked forms of lipomatosis or adi-

posity tend to produce collections of fat in the intermuscular and
sub-endocardial connective structures, so that the muscular sub-

stance is as it were infiltrated with fatty tissue, and a layer of fat

appears beneath the endocardium. Marked lipomatosis may im-

pair the functional power of the cardiac muscle.
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CHAPTER V

MORBID CHAXGES m THE EXDOCARDIUM

T. The endocardium is a delicate membrane lining the heart,

composed of connective tissue, and containing few blood-vessels.

The valvular segments are portions of the endocardium
; those

guarding the aorta and pulmonary artery are devoid of vessels,

while those at the mitral and tricuspid orifices are vascular. The
chordae tendineae are provided with small vessels arising from
the papillary muscles.

The endocardium is frequently the seat of degenerative

changes, which in most instances affect the parietal layer, and
in other cases the valves. In the latter situation the degenera-
tive change not rarely gives rise to disorder of the valvular

functions.

Fatty degeneration is the most frequent of these changes.
This change is manifested by the formation of circumscribed

Fig. 9. Section of fatty endocardium.

{From the mitral valve of a child dead of scurvy : perosmic acid preparation, mounted
in glycerine : X 350)

Fig. 10. Mucoid degeneration of the connective tissue of the aortic valve.

(Perosmic acid preparation, from a frozen section mounted in glycerine : x 350)

a connective tissue b mucoid tissue

patches of an opaque white colour, which are found most com-

monly on the valves, and less frequently upon the parietal endo-
cardium. The fatty changes take place first in the connective

tissue, and later in the superficial endothelial cells, the protoplasm
of which appears beset with oil-globules. In the graver degrees
of degeneration the interstices of tlie connective tissue are entirely
filled with oil-globules of different sizes (Fig. 9). This condition

usually occurs in aged persons whose vascular system elsewhere
shows signs of similar change. But it may also occur in younger
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persons, and is found in association witli the most varied diseases,

such as chronic heart-disease, anaemia, marasmus, toxic and infec-

tive conditions, and the like.

Mucoid degeneration of tlie endocardial tissue occurs chiefly
in old age, but it also accompanies morbid thickening of the valves,
and is almost entirely confined to them. It generally occurs in

patches, leading to the formation of circumscribed thickenings and

prominences upon the free margins of the valves. These })atches

present a gelatinous appearance, and are composed of mucoid tissue

containing cells (Fig. 10 6), or of non-cellular mucous substance.

In the former case the texture of the patch resembles that of the

gelatinous tissue of the valves of the foetal heart.

The mucoid degeneration is often combined with fatty changes;
thus one portion of the valvular tissue may appear fatty and
another gelatinous, or the cells of the tissue are fatty while the

ground-substance becomes mucoid.
Sclerosis of the connective tissue of the endocardium is seen

chiefly on the free margins of the valves, the condition being so

frequently met with in old age that it may almost be regarded as

a physiological change. This condition leads to the formation of

flattened and dift'use thickenings of the valve, or to nodular

prominences, within which the tissue is dense and either obscurely
librillar or quite homogeneous, and contains few or no cellular

elements.

Sclerosis of the valvular tissue is frequently combined with

fattv, mucoid, and calcareous change, and necrotic disintegration
of the degenerated tissue may ultimately take place, leading to

the formation of patches of softening. Ulcers arise when such
softened and degenerated areas break down, and in the neighbour-
hood of these ulcers reparative processes are usually set up,

leading to infiltration of the tissue with leucocytes. This com-
bination of morbid changes is described as atheromatous de-

generation ;
it is a frequent cause of valvular insuiiiciency in the

aged. Hard calcareous masses are sometimes formed by the

deposit of calcium salts in the neighbourhood of the atheromatous

patches, and in many cases these masses seriously obstruct the

movements of the valves.

When from any cause the natural texture of the surface layer
of the heart is altered, or when it becomes rough or irregular,

finely-granular thrombi are apt to form on the affected spots.
These take the form of circumscribed yellowish or reddish

deposits, which are often (but not quite correctly) described

(Art. 8) as endocarditic vegetations (Fig. 11 h}. The deposits
form as a rule when the circulation is irregular or weak, and

appear as small yellowish or reddish-yellow nodes, or as rough
warty masses. They are generally found on the valves, both
about the ostial attachment and on the free surface. If these
thrombi are not washed off by the blood-current, proliferation



32 MORBID CHAXGES IX THE ENDOCARDIUM [CHAP. V

takes places in the underl3-ing endocardium (Fig. 11 e) ; this

penetrates the thrombus and gives rise to a more or less complete
substitution of cellular connective tissue for its substance. Many
gradually increasing thickenings of the valves are no doubt the
result of repeated thromboses of this kind. Larger thrombi may
undergo more or less complete calcareous infiltration, and cases

occur in Avhich the valvular sinuses of the aorta are beset with a

number of calcified thrombi in the form of irregular serrated ex-

crescences, firmly adlierent to the surface of the valves.

Slight amyloid degeneration of the connective tissue of the

heart-wall is not infrequently observed
;

it occurs under the same
conditions as amyloid degenerations of other organs. Degenera-
tion so marked as to be recognisable without the aid of the iodine
or methyl-violet reaction is rare, though cases have been recorded

(Heschl, Ziegler, Wild) in which hyaline patches and streaks,
as well as circumscribed hyaline nodules, had formed in the con-
nective tissue of the endocardium and in that of the myocardium
and epicardium.

e £i

o '^ a ,9S\i

•ks

Fig. 11. Proliferou.s growth of the endocardiuji with a thrombus.

(From the slighth/-thickened and vascular aoi'tic valve of a mule patient, aged 49 : prepa-
ration hardened in Miiller's fluid, stained loith alum-carmine and eosin, and
mounted in~ Canada balsam: x 60)

a hyperplastic connective tissue of b granular thrombi
valve, with blood-vessels c tibro-cellular excrescences

In i-are cases, a combination of amyloid chansje with a peculiar hyaline
degeneration of the connective tissue is observed. The tissue thickens and
becomes completely hyaline, and then breaks uji into translucent fragments,
some j^ortions yielding the characteristic iodine or methyl-violet reaction, while
other portions do not. By continuous extension of the degeneration through
the internniscular connective tissue, during which the muscle-cells in the
affecteil area disappear, a large portion of the muscular substance of the heart

may be destroyed. The heart-wall is thus converted into a rigid semi-trans-
lucent mass, resembling the fat or rind of boiled bacon, and the endocardium

may at the same time be thickly studded with hyaline granides.

References on Degeneration of the Endocardium and on the

Structure of the Valves.

CoicN : Vessels of the valves A. f. mikrosl: Annt. xxvii 1886
Darier: Vessels of the valves A. de phi/siol. ii 1888
Heschl: Amyloid heart-muscle Wien. med. Tl'oc/i. 1870
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HoNEGGER : Changes in the intima of the heart and arterial trunks Inaug. Diss.

Zurich 1882
Kybek: Amyldide Degeneration Dorpat 1871, and V. A. 81 1880
SoYKA : Amyloid heart-muscle Prag. m.ed. Woch. 1876
ViRCHOw: Gesamm. Abhitndl. Frankfort 1856
Wild: Amyloid and hyaline degeneration Zieglers Beitrdge i Jena 1885
Ziegler: Endocarditic vegetations Verh. Congr.f. inn. Med. Wiesbaden 1888

8. By endocarditis is meant an inflammatory disease of the

endocardinm, due to the influence of an irritant which has gained
access to the blood. The valves are the structures most fre-

quently affected, although the condition may be limited to other

portions of the endocardium.
Endocarditis is frequently a secondary affection, dependent

upon inflammatory disorders in other organs, such as suppurating
wounds, purulent peritonitis, and pneumonia. Not infrequently
however the endocarditis forms the first local manifestation of an
infection, the exciting agent of which has left no recognisable traces

at the seat of its entrance into tlie body. Embolic occlusion of

certain vessels, and metastatic inflammations in other organs, in

particular the kidneys, spleen, brain, and skin, are not infrequently
associated with endocarditis.

According to the researches of Weichselbaum, Wyssoko-
wiTSCH, Frankel, Sanger, Bonome, Klebs, Hirschberg,
Stern, Netter, and others, the causation of endocarditis is not

always the same. Various micro-organisms may act as the exciting
cause, and among them we find certain that are known to be asso-

ciated with other organic diseases, such as traumatic infections,

osteomyelitis, and pneumonia, while some have not yet been
correlated with any other infective disorder. Of the former the

most important are the Staphi/Iococcus pyogeiies aureus, the Strep-
tococcus pyogenes., and the iJiplococcus pneumoniae; while the

Staphylococcus pyogenes albus., and the Bacillus pyogenes foetidus

(Basset), seem to play only a subordinate part. Leyden and
others consider tliat endocarditis may be caused by the Gono-
CjCcus. The organisms found in connexion with endocarditis, but
not as yet associated with other organic diseases, include both
micrococci and bacilli. Thus Weichselbaum has described, as

met with in some cases of endocarditis. Micrococcus endocarditidis

rugatus. Micrococcus endocarditidis capsulatus, Bacillus endocar-

ditidis griseus. Bacillus endocarditidis capsulatus, and a bacillus

which he failed to cultivate
;
and Frankel and Sanger have

met with a non-motile foetid bacillus.

According to these authors, the experiments they have car-

ried out render it very probable that all of tliese bacteria are

pathogenic in their nature, and that the first-named organisms
are certainly so. The aetiological significance of the others is

not as yet established, and it may well be that their occurrence in

cases of endocarditis is either a post-mortem phenomenon, or is
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due to secondaiy settlements of the microbes in the diseased

tissues during life. Thus, for example, the presence of tuber-

cle-bacilli in the endocarditic deposits of tuberculous patients

(CoRNiL, KuNDRAT, Heller, Birch-Hirschfeld) is very proba-

bly due to a secondary invasion, though it should be noted in this

connexion that tubercles are occasionally found on the valves, and
that these may be overlaid with thrombi. Not infrequently the

areas affected with endocarditis contain at the same time two, or

even three, different forms of bacteria.

The action of the bacilli at tlieir place of settlement leads in

all cases to a more or less marked degeneration of the affected

tissue. If the bacteria (Fig. 12 b) extend from the surface deep

\
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Fig. V2. Mycotic endocarditis of an aortic valve.

(Sta}jhi/Ioroccus pyogenes aureus: preparation hardened in alcohol, embedded in cel-

loidin, stained with yentian-violet and vesuvi/i, and mounted in Canada balsam : X40)
a normal valve tissue d granular lamellar thrombi
b colonies of micrococci e fibrillar fibrin, with leucocytes
c necrotic tissue containing no nuclei / red blood-corpuscles

into the tissue, the result is in many cases a somewhat widely
extended necrosis, so that the tissue beset witli bacteria appears
to have lost its nuclei (Fig. 12 c). In consequence of the

changes which the chemico-physical constitution of the tissue

undergoes through the growth and spread of the bacteria, thrombi

very soon form on the surface of the affected areas. The tlirombi

mostly take the form of finely-granular flakes or films Avhich con-

tain no cellular elements. At times leucocytes and red blood-

corpuscles may be found attached to the flakes (Fig. 12/), and
fibrillar fibrin is simultaneously deposited on them (e^. The
thrombi are thus composed of different elements, and belong to

the ' mixed '

variety.
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On the semilunar valves of the aorta and pulmonar}^ artery,
Avhich are free from blood-vessels, inflammatory exudations

appear, but only at a later stage (Fig. 12). If, however, the

bacterial colonies are situated on the vascular portions of the

mitral and tricuspid valves, an inflammatory exudation quickly
follows, and is accompanied by more or less extensive cellular

infiltration of the affected valve-tissue (Fig. 13 e/).

f -=^ . -

Fi(i. 13. Mycotic endocarditis (pustulosa) of the tricuspid valve.

{Following an infected wound of the left foot, accompanied bi/ haemorrhaqic septic
pnenmo7iia : preparation hardened in alcohol, and treated with gentian-violet,
iodine, and ve.suvin : X (50)

a tissue of the posterior segment o

valve
b chorda tendinea
c pustular elevation on the valve
</ Staphylococcus pyogenes aureus

i the e pus-cells and staphylococci
/ pus-cells unaccompanied by micro-

cocci

g small abscess

The first change visil)le to the naked eye consists of a barely-
perceptible cloudi-

ness of the affected

part.
The course and

issue of endocardi-
tis is chiefly de-

pendent upon the

extent of the de-

generation and ne-

crosis to Avliich the

bacteria give rise ;

but the intensity
of the inflamma-

tory process which
has thus been

started, as well as

the magnitude and
character of the re-

sulting thrombosis, must also be taken into consideration.

Fig. 14. Warty endocarditis (verrucosa) of the
aortic valve.
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Fig. 15. Villous endocarditis (polyposa).

(Mitral value, icith recent endvcardUic thrombi,
seen from, the auricle; natural size)

a auricular wall
b posterior segment of the valve

'

c thrcimbus
e aurit'ulo-ventricular opening

When the extent of the

degeneration and necrosis

is small, and the affected

area remains covered with
thrombi projecting above
the surface in the form of

small wart-like yellowish
or reddisli masses, single,
or in groups or rows, we
liave tlie variety known as

warty endocarditis (ver-

rucosa^ (l'i&- !!}• When
the deposits are extensive,
and polypoid or shaggy in

appearance, the ctmdition

is called polypous or vil-

lous endocarditis ( Fig.
15 c and Fig. 17 6). When
the necrosis is more ex-

FiG. 16. Ulcerative endocarditis of the aorta, .shovv'ing ulcers, valvular
PERFORATIONS. AND VALVULAR THROMBI.

(Natural size)

a aorta e ulcers on the ventricular septum
b pulmonary artery / ulcers on the ventricular surface of

c valvular segment covered with the larger mitral segment
thrombi

d perforated segment covered with thrombi
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tensive and the necrotic tissue and the thrombi formed on it have
been separated, so that ulcerous excavations are visible, we have
an ulcerous or diphtheritic endocarditis. Sometimes the in-

fected tlirombi are cast oft', and })as,sing- into the circulation lodge
elsewhere in the tissues as foci of suppuration ; the ])rocess may
then be described as pyaemic or suppurative endocarditis Qms-
tulosa) (Fig. 13).

Ulceration may be combined with the formation of warty
thrombi in the most various ways. On the margins of an endo-

carditic ulcer (Fig. I'd c d and Fig. 17 6), new thrombi are apt
to form, but they are usually larger and looser than in endocar-

ditis verrucosa, and often possess rather a villous than a warty
appearance.

As already stated, endocarditis most frequently affects the val-

vular api)aratus, more rarely the parietal endocardium of the left

heart, still more rarely the endocardium of the right heart
; it is

most frequently observed in the latter situation when the endo-

carditis is due to traumatic infection. In the course of left-sided

valvular endocarditis, warty deposits may also be formed on the

valves of the riglit side of the heart.

Fig. 17. Mycotic endocarditis (villosa) ,
with valvular thrombi, and acute

valvular aneurysm.

a aorta

{Xatural size)

b valvular thrombus c aneurysm

Warty endocarditis affects chiefly the free margins of the val-

vular segments ; the ulcerative forms are less frequently confined

to this situation. The ulceration attacks different portions of the

valves, and very frequently spreads to the chordae tendineae, and
to the walls of the aorta and of the heart. AVhen the tissue of a

valvular segment is gradually destroyed on one side, the diseased

area sometimes yields under the pressure of the blood, and thus may
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be formed an acute valvular aneurysm (Fig. 17 c). Later on
the segment may be broken through (Fig. 16 c d), and valvular

perforations and ruptures are then produced. Not infrequently
the diseased chordae tendineae are broken. The bacterial inva-

sion may penetrate deeply into the heart-muscle and into the wall

of the aorta, and lead to myocarditis and arteritis, with more or

less extensive ulceration. The ulceration often causes much loss

of substance, leading to aneurysmal bulging of the wall, and under
certain conditions to rupture. If at any time the thrombi or

shreds of disintegrated tissue become detached from the affected

areas, they are carried away as emboli by the circulating blood,
and are arrested in various organs, notably in the brain, spleen,
and kidney. Endocarditis is often associated with myocarditis;
the latter being caused by direct or indirect infection from the

blood (Art. 12).

The warty thombotic deiiosits are often referred to as endocarditic vege-
tations or efflorescences, though this term, at least in so far as it is ap2:)lied to

the early stages of the process, is not strictly accurate
;
for at first there is no

true outgrowth from the endocardium (Art. 9). The term represents an opin-
ion formerly held and still maintained by some, that the wai'ty elevations begin
as inflammatory swellings of the endocardium, that they consist chiefly of the
swollen endocardial tissue, and that the thrombi which cover them are secondary
deposits.

As micro-organisms are found only in some of the so-called endocai-ditic

vegetations, it is still a subject of discussion whether all cases of endocarditis
are of bacterial origin. If we regard every thrombotic deposit and the associ-

ated proliferation of the underlying tissue (Arts. 7 and 9) as manifestations of

endocarditis, the question must be answered in the negative, for some of the

thrombi described as vegetations are not primarily due to the presence of bac-

teria, but are found in association with other changes of the endocardium.
In the present state of knowledge, it is better to reckon as cases of primary
acute endocarditis those affections of the endocardium only which are referable

to bacterial invasion.

Valvular perforations due to inflammation are not to be confounded with
fenestration of the valves. This latter condition is found not infrequently as

a congenital malformation, or as a consequence of loss of tissue in the neigh-
bourhood of the free margins of the semilunar valves. To distinguish between
the two conditions tlie difference in situation should be noted. Moreover signs
of inflammatory infiltration, or of fibrous thickening, appear around the open-
ings in the case of valvular perforations, but are absent in cases of fenestration.

9. When the lesion caused by the presence of the bacteria

has reached a certain stage, along with inflammatory infiltration

certain reparative processes are set up in the adjacent tissue.

These are chiefly indicated by the formation of germinal tissue

(Fig. 18 c?), and afterwards of connective tissue. In the rela-

tively benign warty forms of endocarditis, the degenerative pro-
cesses extend over a small area only, and it seems that the bacteria

do not in this instance penetrate deeply. Very soon, beneath the

nodular or loosely fimbriated thrombotic deposit, the infiltrated and

growing endocardial connective tissue (Fig. 18 a J) rises above
the surface, and by continued proliferation extends (A) into the
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substance of the thrombus (<? e). Cases are occasionally met with

in which the fibrin of the thrombus has thus to a large extent given

place to connective tissue growing from below, or is traversed from

base to surface by strings of cells and fibrous strands. In this way
the orio-inal thrombotic deposit is displaced by an inflammatory

granulomatous growth, and this is httingly described as an endo-

carditic vegetation.
In ulcerative endocarditis, in which the bacteria extend deeply

into the tissue and cause necrosis, the reparative process begins

only after loss of substance has taken place, and then starts in

the walls and floor of the ulcer. In other respects, however, the

-'^^^'m^^mi^l'<2?_ s->-

FiG. 18. Section through an endocarditic vegetation.

{From the auricle : preparation hardened in alcohol, stained with haematozylin : X 150)

a b endocardial and subendocardial connec- /
tive tissue, infiltrated with leucocytes

c the vegetation ff

d inflammatory growth rising above the h
endocardial surface

e granular coagula

colourless denucleated protoplasmic
masses

finely-granular masses ( ? micrococci)
zone of transition between the infiam-

matory growth and the fibrinous

thrombus

process follows the same course as that just described, the only

points of difference being that the thrombotic deposits are larger,
the inflammatory infiltration more dift'use and more marked, and
the proliferation more abundant, than in warty endocarditis.

Small thrombotic deposits, provided they are not broken off

and carried away by the blood-stream, are as a rule entirely

replaced by connective tissue. Of the larger valvular thrombi

(Fig. 1.5 c), such as occur chiefly in ulcerative endocarditis, a con-

siderable portion often remains. This becomes shrunken and cal-

cified, and the affected valve is thereafter covered with an adherent
hard calcified and chalk-like deposit (Fig. 19 c. Fig. 20 6).
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These ulcerative processes, as well as the thrombotic deposits
and new connective-tissue growths (provided they remain attached

to the valve and attain an appreciable size), lead to deformities

of the valvular segments Avhich interfere Avith their function, and
so give rise to the conditions known as stenosis (Fig. 21 e and

Fig. 20) and insufficiency or incompetence (Fig. 19 e. Fig. 20,

and Fig. 21 e e).

Stenosis of a valvular orifice is due mainly to thickening and

rigidity of the valves, from adherent and calcified thrombi (Fig.
19 c and Fig. 20 5), or to coherence of adjacent valvular seg-
ments (Fig. 21 (T). The thickened chordae tendineae (/) often

become adherent to the free margins of the mitral and tricuspid

-1 =>^ N
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Fig. 10. Posterior segment of the mitral valve, with thickened and calci-
fied THROJIBI, and stenosis OF THE AURICULO-VENTRICULAR OPENING.

{Seen from the auricle : natural size)

a auricular wall c thrombus, partly calcified, partly organised
b thickened posterior segment e aurieulo-ventricular opening

Fig. 20. Thickened and distorted aortic valves.

{Seen from above, shoioing thickened segments, ivith extensive partly organised and
partly calcified thrombi : aortic stenosis: natural size)

a transverse section of the aorta above the
valves

b calcified thrombi in the sinuses of

Valsalva

valves, as Avell as to each other ; so that finally the valvular

ajjparatus is reduced to a rigid funnel, compressed from before

backward, and with only a narrow slit-like opening (Fig. 21 e).

From the mutual coherence of the segments guarding the aorta or

pulmonary artery, and the presence thereon of calcified thrombi,
the orifice of the vessel becomes a mere inextensible slit, which

may l)e so narrow that a goose-quill can hardly be pushed
through it.
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Insufficiency arises chiefly from the shortening and deformity
of the valves (Fig. "21

(?),
and from the gradually increasing rigid-

ity of their tissue, which prevents the close apposition of the

segments. Ulcerative destruction and rupture of the valvular
curtahis and chordae tendineae may of course give rise in acute
fashion to insufficiency of the valve.

If the seat of the endocarditis be the parietal lining of the

Fig. 21. Aortic insufficiency and mitral stenosis.

{Natural size)

e stenosed opening of the mitral valvea aorta
b pulmonary artery
c sliortened and shrunken valves with

thickened walls
d mitral valve

/ thickened, shortened, and coherent
chordae tendineae

g papillary muscle

heart, it leaves upon the affected area lustrous white indurated

tliickenings, which usually lie on the surface, but in certain cases
radiate into the neighbouring muscular tissue. Diffuse or circum-
scribed thickenings may form upon the chordae tendineae.

In rare cases, the newly-formed connective tissue may undergo
Cicatricial contraction, which leads to stenosis of the heart, or
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rather of the conus arteriosus of a ventricle. This condition is

apt to occur after foetal endocarditis, and affects most frequently
the right heart

;
but it may supervene during extra-uterine life,

and is then found to involve the left ventricle.

With the replacement of a thrombus by connective tissue, and
its subsequent calcification, the progressive process in general
comes to an end, though in the interior of the thickened valves

changes which modify the structure of the new connective tissue

may for a long time continue to take place. Usually the tissue-

cells and the new blood-vessels diminish in number, the texture

becomes more dense, and hyaline degeneration, fatty changes, and
calcification often follow.

How long the virulent bacteria retain their vitality is not known,
but probably they are quickly destroyed. The appearance of new
deposits upon old thickenings of the valves is not always dependent
upon fresh settlements of bacteria. A^ery frequently these de-

posits are merely thrombi due to roughnesses or other superficial
alterations of the endothelium, or to some irregularity of the circu-

lation. Such formations are however of considerable importance,
inasmuch as they may lead to fresh proliferation, and this may
still further impair the efticiency of the valves.

The consequence of these affections of the valves is that the

circulation of the blood is impeded (Art. 6). The difficulty of

emptying the ventricles, and the regurgitation of the blood into

them, causes the vessels lying behind the diseased valve to be

overfilled and distended. In order to overcome the resulting
hindrance to the circulation hypertrophy of the heart-muscle

developes, beginning in that part of the organ which has to drive

the blood throuoh the diseased valve.
is
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CHAPTER VI

MORBID CHANGES IX THE MYOCARDIUM

10. The niyocardiuni is composed chiefly of cylindrical
muscle-cells, whose protoplasm is to a great extent differenti-

ated into transversely-striated fibrils; these fil)rils are firmly
united together at their ends or by lateral branches, and are

surrounded by a connective tissue containing blood-vessels.

Pathological changes may take place both in the muscle-cells

and in the connective tissue, but they are more commonly met
with in the former structures than in the latter.

Atrophic and degenerative changes of the muscle-cells are

those that most frequently occur, and they are often the cause

of death. In such a case death takes place through paralysis
of the heart.

Simple atrophy of the heart-muscle is a frequent accompani-
ment of senile decay, and of premature marasmus due to malig-
nant disease, pulmonary tuberculosis, and other affections. It

is indicated by a decrease in the size of the muscle-cells, and
often also by a simultaneous increase of yellow pigment-granules
within them (Fig. 22), so that the atrophied heart-muscle acquires
a brownish colour, the condition being spoken of as brovrn

atrophy.
Fatty degeneration of the heart-muscle is apt to occur in the

course of various forms of poisoning, of infective

diseases, and of long-continued
fever ; also, and very frequently,
as a conse(pience of chronic gen-
eral and local anaemia, as in steno-

sis of the coronary arteries, and
of general disorders of the circula-

tion, as in valvular disease with

imperfect compensation and in

i3ulmonary emi^hysema, in which
nJ,?;dt^ ,!l^TI^ the easeous interchanges neces-

£

ATROPHY OF THE
CARDIAC MUSCLE.

( Teased p7'epara
tion: X 350)

Fio. 23. Fatty

sary for the functional activity of deceneration of
•^ - "^ THE CARDIAC MUS-

CLE. ( X 350)
the l)loo(l are interfered witli

Histologically, fatty degeneration
is characterised by the appearance of small oil-globules in the

muscle-cells (Fig. 23); these are mostly arranged in rows, and
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in extreme cases may pervade the entire cell. Marked fatty

cliange is indicated to the eye by the yellowish colour imparted
to the heart-muscle.

In chronic fatty degeneration of the heart, the cliange often

appears in patches, and gives rise to a yellowish mottling of the

tissue, which is generally most marked on the inner surface of

the heart-wall, the trabeculae, and the papillary muscles. The

mottling often recalls the grain of some fine cabinet wood or the

pattern of a delicately striated feather. When pigmentation
accompanies the fatty change the tint l)ecomes yellowish-brown.

Granular and hyaline degeneration of the cardiac muscle,
often combined with cloudy swelling or fatty degeneration of the

muscular fibres, occur in the course of toxic affections and of the

infective fevers (diphtheria, typhoid fever). They are also met
with in connexion with traumatic injuries, inflammations, and
local ischaemias (Art. 11). These forms of degeneration may,
under certain conditions, reach such an intensity that the muscle

presents a dull non-lustrous appearance and its section is of a

grey or yellowish tint. Hyaline or waxy degeneration may be

combined with segmentation or rather fragmentation of the con-

tractile substance of the muscle (as in diphtheria); in such cases

the lines of rupture do not always seem to correspond with the

cell-boundaries.

In dilated hearts, whose substance is soft, flabby, and friable,

the muscle-cells are often loosened from each other, the indi-

vidual cells being then easily torn apart or actually separated by
transverse clefts (Rexaut); this change has been described as

segmentary myocarditis Qynyocardite segmentaire). The segmen-
tation or dissociation of the libres is not the manifestation of any
definite form of heart-disease, but mav occur under the most
varied conditions. It is found, for example, in persons who have
died from ischaemic softening or myomalacia (Art. 11), from cer-

tain forms of poisoning, and from infections, such as typhoid
fever, diphtheria, small-pox, pyaemia, and nephritis ; and in per-
sons who have died suddenly from violence. It is therefore

probable that the dissociation of the muscle-cells may take

place partly by reason of morbid changes in the muscles (hyaline

degeneration), partly from excessive stimulation of their fibres

leading to some perverted mode of contraction (vox Reck-

LiXGHAUSEx). Thus in most cases the actual segmentation
probably takes place m articulo mortis^ the degenerative change
not leading directly to the separation of the fibres, but only pre-

disposing them to rupture. According to Duxix, when decom-

position sets in soon after death (owing to the spread of the

Bacillus roll within the body), the cementing substance of the

muscle-cells may speedily give way.
In hearts whose muscle is degenerate large thrombi are often

found, particularly in the auricular appendices and in the recesses
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between the trabeculae, whence, by continued deposition, they

grow forward into the cavity of the heart, and give rise to the

so-called cardiac polypi. In rare cases they form ball-like masses

detached from tiie surface of the heart.

Hesciil (Oestrrr. Z. f. prakt. Heilkunde 1860) and Roth (Corresp. f.

Schweizer Aerzte 1884) have described cases of partial calcification of the heart-

muscle, taking the form of whitish points and streaks. Roijin and Juhel-
Rexoy (^4. gen. de me'd. 1885) have described large calcareous deposits in

fibroid patches or cicatrices of the heart-wall.

According to Lancereaux, Iwanowsky, Putjatin (Mor])id changes in

the cardiac ganglia in chronic diseases of the heart V. A. 74 1878), Ott (Xor-
nial and pathological relations of the cardiac ganglia Prag. Z. f. Heilk. ix

1888), and others, in persons who have suffered from chronic heart-disease,

degenerative changes and fibrous hyperplasia may be observed about the car-

diac ganglia in the septum, in the wall of the auricles, and at the orifices of the

aorta and pulmonary artery.
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11. Myomalacia cordis is the name given to softening of

the cardiac muscle consequent on arterial anaemia or ischaemia, the

commonest causes of the ischaemia being sclerosis, atheroma, calci-

fication, and thrombosis of the coronary arteries and their branches ;

more rarely it may be due to embolism of these arteries.

The appearance of the areas of softening differs according to

their age and the amount of blood contained in them. Shortly
after the occurrence of the ischaemia the patches are still firm, and

appear only as dull yellowish discolorations of the heart-muscle.

After a time they become softened and friable, and assume a yel-
lowish-white tint ; sometimes, if the substance has alread}- soft-

ened, the cut surface of a cross-section sinks in so as to become
concave.

If, in consequence of the obliteration or occlusion of the

arteries, an extravasation of blood takes place from the capillaries,
a haemorrhagic infarct is

produced. The infarcted

area is at first either uni-

formly dark-red, or mottled
with dark-red, brown, and

yellow. It may be yellow
in the middle and red at the

border. After a time it

may become greyish-yellow,

greyish-brown, or even of a

rusty tint. Later on both
the anaemic and the haemor-

rhagic areas take on a grey-
ish translucent appearance,
and the surface retracts

when cut.

The areas of softening
are found most frequently
in the left ventricle, espe-

cially near the apex on the

anterior or posterior wall.

Occasionally they are found
in other places, such as the
wall of the right ventricle
or of one of the auricles,

though they are very seldom
found in the latter situa-

tion. In rare instances the

papillary muscles may be
the seat of softening ; under
certain conditions indeed an entire papillary muscle may be con-
verted into a friable yellowish mass, more or less infiltrated with
extravasated blood. If the softening extends to the endocardium,

Fig. 24. Rupture of the heart ix arterio-
sclerotic MYOMALACIA.

a branch of the left coronary artery, the lumen
of Mhicli has been closed by sclerotic and
thromliotic changes

b point of rupture
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thrombi are usually formed over the spot, iu the shape of flatteued

superficial deposits or of polypoid coagula.
If the .area of softening is extensive, and involves the whole

or nearly the whole thickness of the heart-wall, rupture of the
heart may result (Fig- -4

/>),
and blood escapes into the pericar-

dial sac. The rent is usually jagged and irregular.
The tissue-changes underlya

,i(r

ing the varying appearances of

the softened patches are partly

retrogressive and partly con-

structive in their character. The
original ischaemia brings about
the destruction of numbers of

muscle-cells, and consequently
in the 3'ellowish-coloured areas

can be detected muscle-fibres in

different stages of degeneration
and disintegration (Fig. 25 6),
whose fragments ultimatelybreak
down into granular detritus (c).
In the case of small lesions, after

the disintegration of the muscle-

cells the process may come to an
end ;

in other cases further

changes take place in the con-

nective-tissue elements. These

changes are indicated by the fact

that the cell-nuclei here and
there no longer stain well with

reagents (fOi while granular de-

posits ajjpear on the pale and lus-

treless connective-tissue fibrils.

In those cases in which
haemorrhao-e is associated with
the destruction of the muscular

tissue, we find blood-cor})Uscles
both in the meshes of the connective tissue and taking the place of

the disintegrated muscular elements. These corpuscles are ^^artly

intact, and partly degenerate. Later on pigment-granules are

found in the tissues. In cases of rupture of the heart the cardiac

wall in the neighbourhood of the rent is infiltrated with blood.

Infiammatory exudations very soon supervene upon the tissue-

necrosis and haemorrhagic extravasation, and regenerative pro-
cesses start from the connective tissue of the neighbouring parts.
The })roliferation leads to the formation of granulation-tissue,
with the production of new vessels, while the products of disin-

tegration of the tissue and of the blood are partly dissolved and

partly taken up by the cells themselves. Presently the inflam-

FiG. 25. Myomalacia cordis.

(Section through a degenerating muscu-
lar bundle: preparation hardened in
Mailer's fluid : stained with haeina-

toxylin and carmine, and mounted in

glycerine : X 250)

a transverse section of a normal
muscle-cell

b disintegrating nuiscle-cell

c musele-cell resolved into granular
detritus

d connective tissue devoid of nuclei
e nucleus of normal muscle-cell

Ci swollen nucleus
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mation, whose presence is indicated cliiefly by the infiltrated

leucocytes, subsides ;
the granulations are converted into con-

nective tissue, which in the course of time contracts and becomes

denser, and a fibroid cicatrix is produced (Fig. 26 c and Fig.

27 a 5). This may be recognised by the naked eye as a dense

whitish scar-like patch, and is termed a fibroid induration or

sclerosis. No regeneration of the disintegrated muscle takes

place within the region occupied by the scar. The muscular

fibres sometimes found Avithin the cicatricial tissue are merel}^

pre-existing fibres that have escaped destruction.

.:"K

>-

ih

Fig. 26. Fibroid induration of the heart.

{Section through a fibroid trabeculu; haemutoxylin staining : X 40)

a endocardium
b transverse section of a normal mus-

cle-cell

c hyperplastic connective tissue rich

in cells

d atrophied muscle-cells amid hyper-
plastic connective tissue

e dense connective tissue with few nu-
clei and no muscle-cells

/ vein surrounded by a few intact mus-
cle-cells

g small blood-vessels
h cellular intiltratiou

Small areas of softening naturally leave behind them small

patches of sclerosis, which lie hidden in the muscle, giving rise to

no perceptible thinning of the wall, and causing no important
disturbance of the function of the heart. They are therefore of

importance only when, through the successive closure of many
small arteries, their number is so increased that the cardiac muscle
is at length studded with innumerable small patches of fibroid

degeneration.
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It not infrequently happens, however, that the area of ischaemic

softening, and of the resulting sclerosis, reaches considerable dimen-
sions (Fig. 27 a li). This most commonly occurs in the neigh-
bourhood of the apex on the anterior wall, less frequently in the

posterior wall, of the left ventricle, and on the interventricular

septum, Avhere the cicatrices sometimes involve the greater por-
tion of the wall of the ventricle {a h). That the process chiefly

a 6

Fig. 27. Thrombosis within the heart.

{Resulting from fibroid induration and anenri/smal bulging of the cardiac wall: tioo-

thirds natural size)

a sclerotic patch with thickened endocardium
6 fibroid induration of the myocardium
c thrombus

affects this region is due to the fact that the descending branches
of the coronary arteries (Fig. 28 a) are here especially apt to be

constricted and occluded.

If a large portion of the heart-muscle is converted into cica-

tricial connective tissue, a partial bulging of the cardiac wall may
occur, due to the blood-pressure upon the sclerotic area (Fig. 27 b

and Fig. 28 b) ;
in this way is formed a pai'tial cardiac aneurysm,

corresponding to the area of the fibroid induration. These aneur-
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ysms are most frequently found in the anterior wall of the left

ventricle above the apex ; they may also be found in the posterior
wall of the ventricle, or in the septum ventriculorum. In the

latter situation they project toward the right side of the heart.

As a rule these aneurysmal pouches are small, reaching about the

size of a walnut ;
but in some cases they attain a considerable

magnitude, and lead to incomplete emptying of the blood from the

ventricle and to the formation of thrombi upon the internal surface

of the depression (Fig. 27 (?).

In certain conditions the tis-

sue of the sclerotic area may
become calcified (Robin).

Haemorrhages not de-

pendent upon the obstruc-

tion of arteries rarely occur
in the cardiac muscles.

They are however met with
in patients who have suffered

from extreme venous en-

gorgement (as in suffoca-

tion), and associated with
various infective diseases,
with leukaemia and anaemia,
with haemorrhagic purpura
Qnorbus maculosus Werlliofii),
and with poisoning by phos-
phorus, arsenic, morphine,
etc. Much more frequently,
in the last-named condi-

tions, small ecchymoses and

large suggillations are to be
found in the endocardial and
Sub-endocardial as well as in Fig. 28. Partial cardiac aneurysm.
tne epicarCiiai ana SUb-epi- {Resulting from arteriosclerotic myomalacia
cardial tissues. If the patient and fibroid induration)

does not die, the blood ef- « coronary artery, with thickened intima
p 1-1 11 and contracted lumen
tUSed IS absorbed. 5 aneurysm

In rare cases, partial cardiac aneurysms fall under obsei'vation which
have not been preceded by fibroid degeneration of the cardiac wall. They are

found most frequently in the membranous portion of the septum ventricu-

lorum, which bulges in the direction of the right heai't and occasionally even

ruptures. AV^riters on the subject attribute the abnormal stretching of the pars
memhranacea to increased pressure in the left ventricle, to traction exerted by
the tricuspid valve, or to atheromatoTis and inflammatory changes in the sep-
tum. More rarely aneurysms of the right and posterior sinuses of Valsalva are

observed; these bulge toward the right heart, and occasionally rupture. In

very rare cases cardiac aneurysms are met with elsewhere, which are caused

by congenital local thinning of the heart-wall. Hernial protrusions of the
endocardium between the muscular fascicles of the cardiac wall are of the
nature of congenital malformations.
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References on Myomalacia^ Fibroid Induration^ and Aneurysms of
the Heart (see also Art. 12).
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Woch. 1885
Meyer, G. : Spontaneous rupture of the heart D. A. f. klin. Med. xliii 1888
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QuAix : Fatty disease of the heart London 1885
RoBix and JniEL-REXOY": Calcareous degeneration of the heart ^4. gtn. de

vied. 1885
Stevex : Fibroid degeneration .Tourn. of Path, ii 1893
ViTi : Sclerosis of the myocardium A. ital. di din. mcd. ii 1890
Weigert: Pathological coagulative processes V. A.IQ 1880
WiLKS and ]\Ioxox: Pathol. Anatomy London 1875
ZiEGLER : Causes of contracted kidney D. A. f. klin. Med. xxv 1879; Myo-
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12. Inflammation of the cardiac muscle, or myocarditis,
other than the secondary myocarditis due to iscliaemic necrosis

(Art. 11), is caused chiefly by infective or toxic agencies. In

these cases the irritant, having reached the endocardium or the

pericardium, penetrates into the underlying tissue, or is brought
to the muscle through the blood-vessels. Traumatic injury of

the heart-wall may also result in inflammation.

Purulent myocarditis occurs in connexion with pyaemic
infection, and is caused by micro-organisms, which either attack

the myocardium directly from the endocardium, or are brought to

it by the blood-channels (Fig. 29 a). Even in the latter case,

however, an ulcerative endocarditis is frequently the starting-point
of the bacterial invasion, though the condition may occur as the

result of a general infection of the blood. So far as is known, the

micro-organisms that are brought to the heart-muscle in the Ijlood

are the same as those found in endocarditis, and as a rule they
also find their way to other organs, such as the kidneys. These

micro-organisms usually come from suppurating wounds or from
other seats of bacterial invasion, thougli in some instances they
gain access to the body without leaving any recognisable traces at

their point of entrance. Wlien in some such manner multitudes

of bacteria (chiefly micrococci) reach the heart-muscle, the affected

person may succumb speedily, and at the autopsy the cardiac wall

is seen to be beset with numerous small opaque greyish-yellow

spots, which represent bacterial colonies. Within these the muscle
is degenerate or completely destroyed, and in general some degree
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of inflammatory iiiflltration of the tissue has already taken phice

(Fig. 29 a b). If death does not occur for some time yeUowish-
white accumuhitions of pus may be found in the affected areas

;

and when the patient has survived for a longer period abscesses

may be formed. ISmall deposits of pus may be re-absorbed, and
leave scars or calcareous residues. Larger abscess-like accumu-
lations generall}^ burst into the heart or the pericardium, if the

patient survive so long, or the whole wall ma}^ give way and
cause rupture of the heart.

^y-sjm

Fig. 2<.t. Mycotic myocarditis.

{From a ca.tf of puerperal parametritis : preparation hardened in alcohol, stained with

gentian-violet and iwsuvin, and mounted in Canada balsam: X 300)

a intravascular colonies of Staphylococcus
b cellular infiltration

c transverse section of muscles
d intermuscular connective tissue

Indurative myocarditis, leading to the formation of scleroses,

when it is n(jt a consequence of ischaemic softening (Art. 11), is

likewise caused by specific infections and intoxications (often by
those of diphtheria, scarlet fever, typhoid fever, small-pox, and

pneumonia) ; it may also be tlie terminal stage of an infection

due to pyogenic micrococci, as these microbes do not invariably
set up suppuration. The bacterial poison acts partly by causing
degeneration of tiie muscle-cells (Art. 10) and partly by inducing
alterations in the vessel-walls, leading to the formation of inflam-

matory infiltrations, in which connective-tissue proliferation may
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later on take place. If a considerable portion of the muscle per-
ishes in this way, cardiac scleroses are ultimately formed wftich

are similar to those found after ischaeniic softening (Art. 11).

They are usually however of small size, and form mere specks
or streaks of scar-tissue. Should they attaiji any considerable ex-

tent, they are commonly combined with fibroid thickening's of the

endocardium. They rarely give rise to the formation of cardiac

aneurysms.
In hearts tliat have undergone morbid changes as the result of

antecedent endocarditis, scattered areas of sclerosis may often be
found in large numbers. These are situated in the subendo-
cardial tissue, or in the cardiac muscle itself. Consequently it

may be assumed that the injurious agencies which induce endo-
carditis affect also the myocardium, giving rise in it to inflam-

mation, muscular degeneration, and fibrous hyperplasia. fSliglit

degrees of inflammation, from infection or poisoning, may he re-

covered from without giving rise to loss of muscular substance or

to indurative changes.
Wounds of the myocardium, if they remain aseptic, heal by

proliferation of connective tissue, and cicatrices are thus formed
in the muscle. No regeneration of muscular tissue, or at most a

very slight regeneration, takes place. The first results of trau-

matic injury here, as elsewhere, are haemorrhage and inflammatory
reaction.

References on 3Iyocarditis and Wounds of the Heart (see also

Arts. 10, 11).
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Leydex : Diphtherial myocarditis Z. f. klin. Med. iv and D. med. Woch. 1882
Martin: Pathogeny of cardiac scleroses Rev. de med. 1883
Martinotti : Le ferile del cuore (wounds of the heart) 1888
Rabot and Philippe : Diphthei-ial myocarditis A . de iiu'd. exp. 1891
Romberg: ^Myocardial affections in typhoid, scarlatina, and diphtheria D. A./.

klin. Med\ xlviii, xlix 1891-92"
Roth : Cardiac abscess V. A. oS 1867
Rothschild : The origin of cardiac scleroses Inaufj. Diss. Freiburg 1890

Wagxer, E. : Myocarditis .1. d. Heilk. 1861
WuxDERLiCH and Wa(;ner : Intlammation of the left auricle ibid. 1864
Zemp: Wounds of heart and aorta Ininig. Diss. Ziiiich 1894
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CHAPTEK XU

INFECTIVE GRANULOMATA, TUMOURS, AND PARASITES OF
THE HEART

13. Tubercle is tlie commonest of the infective granulomata
affecting the heart. In acute miliaiy tuberculosis the heart does

not always escape the general invasion, the tubercles being usu-

ally found beneath the endocardium of the right ventricle. Large
caseous nodes, and diffuse hbroid and caseous inflammatory areas,

are not of frequent occurrence, and when present are usually
associated with chronic tuberculous pericarditis ; it is but rarely
that they are limited to the myocardium or the endocardium.

Syphilitic gummata are very rare. They lie in the heart-

wall embedded in dense liyperplastic fibrous tissue, and according
to their stage of development appear as soft grey or gre3'ish-red

patches or as dry caseous yellowish nodes, which may Ijreak

into the cavities of the heart. Simple inflammatory indurations

of the cardiac muscle occur somewhat more frequently, as a con-

sequence of inherited or acquired syphilis ; though some of the

lesions which are described as syphilitic inflammations should
rather be classed with the arterio-sclerotic indurations (Art. 11).

Syphilitic inflammation of the valves is very rare. In hereditary
syphilis gummatous masses are very rarely found in the heart,

fatty degeneration of the muscles being a more frequent lesion.

In actinomycosis of the lungs and of the mediastinum the

specific infection may attack the pericardium first and then the

myocardium. It leads to the formation of greyish granulations,
which afterwards become fatty and yellowish-white in colour and
sometimes suppurate.

i\mong the primary tumours met with in the heart are sar-

coma, lympho-sarcoina, tiljroma. lipoma, myxoma, and rhabdomy-
oma. These form nodular or polypoid growths that extend into

the cavities of the heart. They are all rare. Some of the cardiac

tumours desei-il^ed are of conofenital orisrin.

Secondary tumours, especially carcinomatous growths, are

found somewhat more frequently. Tlie cancer-germs, other than
those which penetrate to the heart -wall from the pericardium,
reach the muscle by way of the circulation. The growths may be
found in the midst of the cardiac muscle, oi: near its inner or
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outer surface. In the latter case they are apt to protrude into

the cardiac or the pericardial cavity.
Tumours also attack the heart by extension from neighbouring

parts, such as the mediastinum, the oesophagus, the stomach, and
the lungs.

The effect of such tumours on the heart naturally varies with
their size and situation. Large growths may lead ultimately to

inefficiency of the heart's action. Thrombi readily form upon
tumours which project into the internal cavities. Softening and
ulceration of new growths may lead to rupture of the heart.

Of parasites Cysticercus and Echinococcus are met with in the

heart. EcJiinococcus (hydatids) may lead to rupture of the heart,
and by bursting into its cavities give rise to embolism of the sys-
temic or pulmonary arteries.

References on Tuberculosis and Syphilis of the Heart.

CuRSCHMANX : Cardiac syphilis Arbeit, d. med. Klinik Leipzig 1893
Demme : Cardiac tubercle Ber. .Tenner schen Kinderspitals Berne 1887
Ehrlich: Syphilis Z.f. Hin. Med. i 1880
Graffxer: Valvular gumma D. A./, liin. Med. xx 1877
Grexvouller : Cardiac syphilis These Paris 1878
Kockel: Cardiac syphilis Arbeit, d. med. Klinik Leipzig 1893
Laxcereaux : Traite de la syphilis 1873
Laxg : Path. n. Therap. d. Syphilis i Wiesbaden 1885; Syphilis d. Herzens

Vienna 1889
Leydex : Tuberculosis D. med. Woch. 1895-96
Mracek: Cardiac syphilis A . f. Dermat. suppl. 1893 (with references)
Oppolzer : Rupture of a gumm'a into the heart Wien. med. Woch. 1860
Pollak: Tuberculosis of the myocardium Z.f. kiin. Med. 21 1892 (with ref-

erences)
vox Recklixghausex: M^yocardial tubercle V. A. 16 1859
Saxger: Myocardial tuberculosis A. d. Heilk. xix 1878
Teissier: Syph. endocarditis and myocarditis Ann. de dermat. et de syph. 1882
Tripier: Tuberculous endocarditis A. de med. exp. 1890
Virchow: Krankh. GeschwiUste n; V.A. 35 1866
Waldeyer: Myocardial tuberculosis V.A. 35 1866

References on Tumours of the Heart.

Albers: Lipoma V. A. Id 1856
Baxti: Lipoma Lo Sperimentdle 1886
Berxet : Lipoma V. A . 41 1867
Berthexsox: Primary tumours of the heart A. de med. exp. v 1893, and

V. A. 182 1893 (vvith references)
Czapek : Primary cardiac tumours Prag. med. Woch. 1891 (with references)
Fraxkel, E. : Primary sarcoma Festschrift z. Erofn. allg. Krankenhaus. Ham-

burg 1889
JuRGENS: Primary cardiac tumours Berl. klin. Woch. 1890
Kaxtzow: ^lyoma V. A. 35 1866
KoLiSKo: Congenital myoma Wien. med. .Tahrb. ii 1887
Martixotti: Tumours of the heart Gaz. delle Clin. 23 Turin 1886
vox Recklixghausex: 'Myoma Mnnotsschr. f. Gebitrtsk. xx 1862
Rieder: Rhabdomyoma .Tahrb. Hamburg. Staatskrankenhauses i Leipzig 1890
Salvioli: Myxoma Rivista din. di Bologna 1878
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Skrzeczka: Angioma V. A. 11 1857
Tedeschi: Cardiac tumours Prag. med. Woch. 1893 (with references)
ViRCHOw: Myxoma Charite-Ann. vi; ]Myoma V. A. 80 1864
Wagner: Sarcoma ^-1. d. Heilk. vi 1865
Waldvogel : Flbrom d. Herzens Gbttingen 1885
Wiegand: Myxoma Oesterr. med. Wuch. 1876
Zaxder : Fibroma V. A . 6U 1880

References on Parasites of the Heart.

BuDD : Hydatid Med. Times and Gaz. xvii London 1858
Davaine : Entozoaires Paris 1877
GoODHART : Hydatid Trans. Path. Soc. xxvii London 1876
Griesinger: Echinococcus A. f. pliysiol. He'dk. v 1846
MosLER : Echinococcus Z . f. klin. Med. vi 1883
MoxoN : Hydatid Trans. Path. Soc. xxi London 1870
Oesterlen: Echinococcus in the heart V. A. 42 1868
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CHAPTER VIII

MORBID CHANGES IN THE PERICARDIUM

14. The pericardium is one of the serous membranes, that line

"the body-cavities and mark them off from the contiguous organs
and tissues. On its inner surface it is covered with flattened

endothelial cells, resting- upon a stratum of connective tissue.

Normally it is a closed sac, in which the heart is as it were invag-
inated, and contains within its cavity from 5 to 20 cubic centi-

metres or more of a clear liquid.

Occasionally it is found that the pericardium is more or less

defective. The defects occur most frequently in cases of ectopia ;

it is only in rare cases that they are unaccompanied by other mal-
formations. Cases are recorded in which the pericardium was

entirely wanting, or reduced to a mere fringe at the base of the

heart. Sometimes there may be a hole on the left side, which
allows the apex of the heart to project into the left pleural cavity.
Diverticula of the pericardium are very rare.

In cases of venous engorgement the superflcial veins of the heart

are often markedly overfilled, and after long-continued venous ob-

struction they may become abnormally distended and varicose.

In extreme venous hyperaemia, such as occurs in suffocation,

haemorrhages are often observed in the neighbourhood of the

minor epicardial vessels, in the form of small dark-red ecchymoses.
These are often present in large numbers, especially over the base
of the heart. Similar ecchymoses also occur in phosphorus-poison-
ing and in certain infective disorders, as well as in scurvy, purjuira,
leukaemia, and anaemia. They may under certain conditions

reach a large size.

In cases of rupture of the lieart, of the first part of the aorta or

pulmonary artery, or of the branches of the coronary arteries, large

quantities of blood may accumulate in the jiericarflia] sac, producing
the condition Avhich is known as haeino-pericardium. Haemor-

rhages often occur in the pericardial cavity from the rupture of the

new blood-vessels formed in the course of inflammatory processes ;

in this case the Ijlood is usually mixed with liquid exudations.

In chronic venous engorgement the pericardial sac is sometimes
the seat of passive dropsy, and may then contain a very large

quantity of liquid, which markedly distends the sac and pro-
duces a condition referred to as hydro-pericardium.
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References on Malformations of the Pericardium.

Bristowe : Pericardial diverticulum Trans. Path. Soc. xx London 1869
Chiari : Absence of parietal layer Wien. med. Woch. 1880
CoMn : Pericardial liernia and diverticula BoU. <l. scienze med. xv Bologna 1886
Faber : Absence of the pericardium V. A. 7-4 1878

15. The most important affection of the pericardial sac is the

inflammatory lesion knoAvn as pericarditis. This manifests itself

in different ways. In the majority of cases it is of haematogenous
origin, in other words the

exciting agent is brought
to the pericardium by the

blood, as in pericarditis

accompanying acute artic-

ular rheumatism, small-

pox, scarlatina, nephritis,
etc. In other cases the in-

flammation begins in the

mediastinum, in the lungs,
in the pleura, in the me-
diastinal or peribronchial

lymph-glands, in the

oesophagus, in one of the

neighbouring organs of

the abdominal cavity, or

in the heart itself, and
from these extends to the

pericardium. Among the

micro-organisms which
cause pericarditis are the

pyogenic micrococci, the

diplococcus of pneumonia,
and the tubercle-bacillus ;

but the presence of micro-

organisms cannot be de-

monstrated in all cases of

pericarditis.
In the less severe forms

of inflannnation the peri-
cardial liquid increases

somewhat in quantity, and
becomes slightly turbid.

The turbidity is due to extravasated leucocytes and desquamated
endothelium. These changes are, however, rarely the only ones

observed, as the pericardium is specially liable to the formation
of fibrinous exudations. Minute fil)rinous coagula usually make
their appearance, and when the inflammation is slight cohere into

Fig. 30. Cur villoshm.
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small granules. These granules are deposited upon the peri-

cardium, and give rise to a cloudiness of its surface, which is

rendered very obvious by scraping the heart with the blade of a

knife. The fibrinous masses are partly granular and partly hya-
line, the underlying endothelium being usually converted into

denucleated flakes or plates. The deposits are found chiefly on

the epicardium, and generally upon the posterior wall of the ven-

tricles ;
in other cases they are spread over the entire surface of

the heart. Even in these slighter' forms, therefore, the peri-
carditis is a sero-fibrinous inflammation.

If the inflammation be somewhat more severe, a large amount
of fibrin is deposited upon the surface of the pericardium.
Here and there occur large and protuberant tenacious masses of

fibrin, of a whitish

colour, the super-
ficial strata of

which are shaggy,
reticulate, or cor-

rugated, a condi-

tion known as cor
villosum (Eig.

30). Frequently,
from the presence
in them of extrav-

asated red blood-

corpuscles, these

deposits of fibrin

are reddish in

colour.

The amount of

exuded liquid
found in the peri-
cardial sac varies

at different pe-
riods in the course

Fig. 31. Adhesive pericarditis.

{Pre.'paration hardened in Mailer's Jiuid, stained with haema-
toxi/lin and neutral carmine, and mounted in Canada
balsam : X 150)

a the epicardium
b fibrinous membrane overlying it

c dilated and congested blood-vessels
d leucocytes infiltrating the tissues
e lymph-vessels filled with cells and coagula
/ formative cells within the deposit

of the inflammation, being sometimes large and sometimes in-

considerable. If the quantity is not great, it often happens
that the deposits of fibrin upon the two contiguous surfaces of

the pericardium cohere, and thus give rise to more or less firm

adhesions.
In tlie first stages of the inflammatory process the pericardial

connective tissue (Fig. 31 a) is more or less infiltrated with leuco-

cytes ((^), the lymph-vessels (e) are filled with exudations, and
the blood-vessels (c) are distended with blood. From the third

to the fourth day numerous vascular buds and loops appear upon
the surface of the pericardium ; these penetrate into the deeper

layers of the fibrin, and are quickly converted into blood-vessels

containing blood. At the same time large formative cells appear
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ill the deeper layers of the fibrinous deposit, together with nume-
rous leucocytes (/). The formative cells are round, club-shaped,
spindle-shaped, or branched, and are disposed in layers. By the
mutual apposition and cohesion of these cells a germinal cellular

tissue is formed (plastic or adhesive pericarditis).
In the course of the next few weeks a highly vascular granu-

lation-tissue (Fig. 32 d) is formed, which encroaches on and

penetrates the deposited fibrin (c?), ultimately causing it to dis-

appear. In this

way the fibrin is

at length replaced

by new-formed cel-

lular tissue, and
this in turn is con-

verted into cica-

tricial connective

tissue.

If the exuda-
tion be scanty, and
the newly-formed
tissue be confined
to definite areas,
the process results

in the formation
of lustrous whitish
fibroid patches up-
on the surface of

the heart. Such
areas are usually
described as milk-

spots, or maculae
tendineae. At times

only a single spot
is formed; in other
cases the entire

surface of the ven-

tricles, of the auri-

cles, and of the

.--^-<.w^^

Fig. 32. Granulation-tissue formed within a fibri-
nous PERICARDITIC DEPOSIT OF SOME WEEKS' DURATION.

{Preparation hardened in Midler's fluid, stained ivith hae-

matoxylin and eosin, and mounted in Canada bal-
sa )n : X 45)

a epicardium b deposit upon the epicardium, composed
of granulation-tissue d and fibrin clarge blood-vessels

is covered with

spots of various sizes. Filamentous or stringy adhesions be-
tween the visceral and parietal layers of the pericardium are
often formed here and there, and thread-like processes are
sometimes found attached to the milk-spots. These are to be

regarded as the ruptured remains of former adliesions to the

opposite pericardial wall.

If the amount of fibrinous exudation thrown out in the course
of the pericarditis be very considerable, and if the inflammatory
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process and the associated formation of new tissue continue for

any length of time (Fig. 32 6), the superficial deposits and the

fibrous adhesions between the layers of the pericardium become
very numerous, and the process is then usually referred to as adhe-
sive pericarditis, a term that is of course also applicable to the
more circumscribed adhesions just described. With the increase

in the number and density of these fibrous adhesions, the peri-
cardial sac grows smaller and smaller, until at length com})lete
coherence, or concretio pericardii, leads to entire obliteration
of the pericardial cavity.

In the majority of cases the whole of the liquid and solid

exudation is re-absorbed, though here and there remnants of

fibrin may remain behind as dry caseous deposits, which later

on undergo calcification. The newly-formed connective tissue

may also become more or less infiltrated with calcareous salts,

forming hard plates and scales, which in certain cases surround
the heart as with a coat of mail.

In mild cases of pericardial inflammation, the neighbouring
parts remain unaffected, provided they themselves have not been
the starting-point of the inflammation. In severe inflammations
the pleura and the tissues of the mediastinum may be involved
in the process, and thus adhesive pleurisy, with indurative medi-

astinitis, is set up. These lead to the formation of pleural adhe-

sions, and to fibroid thickening of the mediastinal tissue.

The pericardial inflammatory process may, in certain circum-

stances, assume from the outset a purulent or sero-purulent char-

acter
;
and we haye thus a purulent or a sero-purulent pericar-

ditis. This occurs as a rule in ctmnexion with pyaemic infection,

or by extension from pleural and mediastinal suppurations or

from ulcerative processes affecting the bronchial lymph-glands,
the oesophagus, the stomach, etc. Under similar conditions, and
in cases of rheumatism, ne])hritis, etc., fibrino-purulent pericar-
ditis is occasionally met with, the exudation beino- turbid with

pus-cells and yellowish-white flakes composed of pus and fibrin.

If the patient does not die, the process terminates by the re-

absorption of the exuded matters. This is accompanied by the
formation of new connective tissue, which issues in thickening
and adhesion of the pericardium. Purulent exudations may in

like circumstances become inspissated and then undergo calcifica-

tion. Very extensive suppuration of the pericardial tissue itself

is rare
;

but on the other hand the suppurative process often

spreads by continuity to neighbouring tissues.

By the rupture of ulcers of the oesophagus and of the stomach,
as well as by traumatic laceration of the pericardium, air may
enter its cavity, a condition described as pneumo-pericardium.
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References on Pericarditis.

Bamberger: W'len. med. TT'oc/;. 1872
Banti : Aetiology of pericarditis D. med. WocJi. 1888

;
Uraemic pericarditis

Cent.f.^ alU//Path. v 1894
Bauer : Diseases of the pericardium Ziemssen's Cyclop, vi 1876
Cerf: Pericardial adhesions Inaug. Dltis. Ziiricli 1875
Feierabexd : Calcification Wien. med. Woeh. 1Q66
Gould : Calcification Trans. Path. Soc. xxviii London 1877
GuTTJiAXx: Bed. Win. Woch. 1880
MtJLLER : D. A. f. Nin. Med. xxiv
Neumaxn : A. f. mikrosk. Anat. xviii

RiEGEL : Gerliardt's Handh. d. KinderJcr. iv

Zahn: Purulent pericarditis V. A.l'l 1878

10. Among the infective granulomata of the pericardium
tuberculosis is the must eummu]i. This eondition is usually due
to tuberculous infection of the neighbouring organs, the lungs,
the pleurae, or the peribronchial and mediastinal lymph-glands.
Tubercle-bacilli may however reach the pericardium by way of

the circulation also.

Slight degrees of infection are indicated by the formation of

grey tubercles, which are usually to be found on a part only of

the inner surface of the pericardium. The area around the

tubercle is generally hyperaemic ; and not infrequently a delicate

gelatinous cellular tissue, traversed by newly-formed vessels, is

there produced. The pericardial liquid is usually more or less

increased in quantity and is at times blood-stained. From rup-
ture into the pericardium of neighl)ouring caseous nodes, the ex-

udation sometimes becomes purulent in character.

In cases of advanced tuberculosis the tubercles are more

abundant, and usually extend over the entire surface of the

heart. At the same time agglomerations of tubercles and cheesy
nodes of different sizes are formed, and these usually lie in a mass
of greyish-red vascular granulation-tissue. The cavity of the

pericardium contains an abundant sero-sanguineous exudation,

generally accompanied by fibrinous deposits by which the tuber-

cles may be to some extent covered over, so that the course of the

disease is that of a fibrinous pericarditis. The pericardial layers
are more or less extensively, at times entirely, coherent, being
united by a continuous greyish semi-translucent film of granula-
tions and connective tissue, which contains grey and cheesy
tubercles, and larger caseous agglomerations of these.

In actinomycosis of the lungs and mediastinum the peri-
cardium may be permeated by granulations undergoing fatty

degeneration, while its cavity is filled with a purulent or fibrino-

purulent exudation.

Syphilitic inflammation of the pericardium is very rare, and
is usually associated with syphilis of tlie myocardium ; it leads to

the formation of pericardial adhesions.
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Primary tumours of the i3ericardium are extremely rare.

Secondary growths are somewhat more common, and invade
the pericardium either from the lungs and mediastinum, or the

oesophagus and stomach, or by metastasis from more distant

organs. Among those most frequently found invading the mem-
brane are lympho-sarcoma of the mediastinum and carcinoma of

the oesophagus and of the stomach.

Of the animal parasites occurring in the pericardium, Cysti-

cereiis, Echinococcus, and Trichina are those most frequently re-

corded.

References on Tuberculosis and Syphilis of the Pericardium.

EiCHHORST : Tuberculous pericarditis Charite-Ann. ii 1875
Hayem and Tissier : Tuberculous pericarditis Rev. de mod. ix 1889
Kast : Purulent pericarditis in tuberculosis of mediastinal glands F. ^. 96

1884
Leudet: a. gen. de med. ii 1862
MijACEK : Syphilis of the heart A . f. Dennat. suppl. 1893 (with references)
Proust : Gaz. med. de Paris 1865
EiEGEL : Gei'hardt's Handh. d. Kinderki-. iv
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CHAPTER IX

MORBID CHANGES IX THE ARTERIES

17. Atrophy of the arterial walls, which may be wide-spread,
occurs in association with chronic anaemia and general marasmus,
as well as with atrophy of individual organs. Thus after the

amputation of a limb the arterial trunks of the stump become
of smaller size. Partial disappearance of some of the component
parts of the vessel-wall, of the muscular fibres for example, takes

place as a consequence of inflammatory or degenerative conditions

affecting: it, and also of abnormal distension of the vessel.

Fatty degeneration of the intinia of the arteries is mani-

_ tested by the appearance of opaque
whitish or yellowish-white spots on its

surface, and is very frequently found

post 7no7'tem in the larger vessels (Pig.

33), as well as in the small arteries and

capillaries (Pig. 34).

Fig. 33. Fatty degeneration of the cells of the intima of the aorta,
viewed from the flat surface.

Fig. 34. Fatty degeneration of a cerebral capillary.

{Perosinic acid preparation : X 350)

The process begins with a fatty degeneration of the endo-
thelial cells, which liecome (Pigs. 33 and 34) filled with globules
of oil. The endothelium sometimes becomes detached, and is

carried off into the circulation. In extreme fatty degeneration of

the deeper layers of the intima, small areas of disintegration are

formed, and these may become a nucleus for the accumulation
of cells, which take up into their substance some of the oil-

globules. Proliferation may also take place around such areas.

The causes of the fatty change are to be sought in disturbances
of the circulation, changes in the composition of the blood, and
the presence of poisonous substances in the circulation.
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Fatty degeneration of the media attacks chiefly the muscle-
cells. From the resulting' diminution of the strensfth of the

media rupture of the artery may occur. Calcareous infiltration is

often associated with fatty degeneration, the blood-vessel thereby
losing- its elasticity and l^ecoming risrid.

Amyloid degeneration is of common occurrence in the arter-

ies, the vascular system being especially prone to be affected by
this change. The degeneration is particularly noticeable in the

intima of the large blood-vessels, and in the media and sometimes
in the adventitia of the smaller vessels.

Hyaline degeneration of the arteries first appears in the

intima of the vessels of large calibre, the connective tissue being
rendered homogeneous and losing its nuclei. A second variety
of homogeneous degeneration of the vessels is well seen in the

smallest arteries and capillaries (Fig. 35 a 6), and occurs with

-M-fJfear'o-

6

Fig. 35. H\;alixe degeneratiox of the blood-vessels of an atrophic
lymph-gland.

{^Preparation hardened in alcohol, stained with ahan-carmine and picric acid, and

mounted in Canada balsam : X 200)

a hyaline vessel, lumen still patent 6 hyaline vessel, completely occluded

Fig. 36. Commencing calcification of the middle coat of the aorta.

{The deposit lies betiveen the elastic lamellae : X 250)

special frequency in the glomeruli of the kidneys, in the choroid,
in the brain, and in the lymph-glands.

The degenerate vessels have a homogeneous appearance, and
their walls are markedly thickened (Fig. 35). The endothelium
is at first unaffected, and the lumen of the vessel unaltered (^/),

though in later stages the lumen becomes contracted and finally
occluded by the hyaline deposit (/O-

A form of granular degeneration of the arterial muscle-fibres

is described by Lowenfeld. In tliis form the muscle-cells swell

up, assume a granular appearance, lose their nuclei, and finally

disintegrate. The change may take place in isolated cells, or in

groups of cells, and causes a marked diminution of the strength
of tlie media to resist pressure.

Calcification of the arteries (Fig. 36) occurs chiefly in cases

where the nutrition of the vessel-wall is impaired, or its tissue is

otherwise morbidly altered. It is usually associated with fatty
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degeneration, hyaline degeneration, sclerosis, and atheroma (Art.

18). The intiina or the media is the seat of deposit of the cal-

careous salts. In the former situation it is the sclerotic and
atheromatous patches themselves which become calcified, so that

frequently actual calcareous plates are formed, which are capable
of being entirely separated from the surrounding tissue. If the

media be the seat of the calcareous deposit, the process may go so

far that the whole vessel is converted into a hard and rigid tube.

Large and middle-sized arteries so affected often show upon their

inner surface a ribbed or corrugated appearance, the calcification

of the degenerate media taking place in bands or stripes.
The calcareous salts are deposited in small glistening granules

(Fig. 36), which finally coalesce into compact masses. Haema-

toxylin imparts a deep bluish-violet coloration to tissues affected

with calcification.

In extreme cases the calcified arteries may actually become
ossified, portions of the calcified areas appearing to be permeated
by vessels and medullary spaces, from which a bone-like substance

is ultimately built up.
Necrosis of the vessel-walls results most frequently from

infiammations which occur in the neighbourhood of the vessels,

and which themselves end in tissue-necrosis and disintegration.
Of this nature are in particular the diphtheritic inflammations,
and caseous tuberculosis. Necrosis affecting the vessels exhibits

the same characters as tliat in the contiguous parts.

Mefereures on JItjaline Degeneration and Calcification.

Aendt: ]\forbi(l anatomy of the central organs V. A. 49 1870
CoHX : Ossification of arteries V. A. lOO 1886
Gull and Stttox : Arterio-capillary fihronh Med.-cJiir. Trans. London 1872
HoLscHEWNiKOKF : Hyaline degeneration of cerebral vessels V. A. \V2 1888
JuxGK : Hyaline degeneration A. f. Ophthalm. v
Kromayer: Miliary aneurysms and colloid degeneration in the brain Inaug.

Diss. Bonn 1885
Leyoen : Z. f. kiln. Med. iii

LowEXEELi) : Spontane Hirnhlutunrjen Wiesbaden 188S
Lubimoff: V. A. 57, A.f. Psych. 1874
Mallory: Calcareous concretions in the brain Journ. of Path, iii 1894
Marchaxd : Art. Arteries Euleidiurg's Realencylio}). 1894 (with references)
jVeelsex: Degeneration of cerebral capillaries .-I. d. Heilk. xvir 1876
Oeller : Hyaline degeneration of vessels in lead amblyopia V. A. 8(; 1881
ScHWEHiGER: A.f. Ojihlhalm. Y
Thoaia : Disorders of the renal circulation in chronic nephritis V. A. 71 1879
Wieger: Hyaline degeneration of lymph-glands V. A.IS 1879
Ziegler: Causes of contracted kidney D. A.f. kiln. Med. xxv 1879

18. The term sclerosis is used to designate a condition of the

arteries in which the intima presents a greater or less degree of

indurative thickening. If this condition is general, the process
may be called diffuse arterio-sclerosis

;
if it is local, so that

larger or smaller prominences of a flattened or rounded form
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appear on the inner coat of the vessel, we speak of it as circum-
scribed or nodose arterio-sclerosis. A certain degree of thick-

ening of the intinia of the peripheral arteries is a physiological
condition in old age, and the change often begins to be appar-
ent even in middle life. Circumscribed thickenings are however

always of a pathological nature. Diffuse sclerosis may be com-
bined with local thickenings. The affected parts sometimes ap-

pear translucent and almost gelatinous in texture, and sometimes

cartilaginous, or densely fibrous.

The local thickenings of the intima (Fig. 37 efg^, known as

sclerotic plates or atheromatous plaques, occur in arteries of

every size, from the ascending
aorta to the finest arterioles.

They may be few in number
or very numerous ;

and they
are especially frequent in the

aorta, where often it is difficult

to find even a small area of

the intima that remains en-

tirely unaffected. When few
in number, the sclerotic patches
are usually situated near the

point of origin of arterial

branches.

If the sclerosis is at all

marked, plaques or tablets of

an opaque yellowish-white or

clear-white colour will always
be found near the translu-

cent, cartilaginous, or fibrous

patches. These plates may be
smooth or rough ;

and not in-

frequently ulcers are formed
beneath them by necrotic de-

struction of tlie subjacent tis-

sue, at the bottom of which
lie masses of white detritus.

Not infrequently the rough
and ulcerated spots are cov-

ered with thrombi, which may
be soft and translucent, thick

and whitish, or mixed in cliaracter. The yellowish-white plaques
are known as atheromatous patches, and the eroded spots as

atheromatous ulcers, the j^rocess as a whole being described as

atheroma of tlie arteries.

Calcareous infiltration is often associated with these condi-

tions, and affects especially the diseased spots, so that actual

plates or scales of chalk form in the sclerotic patches. The

1

Fig. 37. Atheromatous cerebral
ARTERY.

{Preparation stainedwith haematoxylin, and
mounted in Canada balsam : X 50)

intima considerably thickened

bounding elastic lamella of intima
media
adventitia
necrotic denucleated tissue with masses
of fatty detritus

/ and /i detritus with cholesterin-plates
ff infiltrated leucocytes in the intima
h infiltrated leucocytes in the adventitia

a
b

c
d
e
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media may appear unchanged, or it may contain scar-like tissue,

either alone or in combination with calcareous deposits.
The firm yellowish-white plates are composed of new-formed

connective tissue, which presents evidence of premature degenera-
tion, generally of the nature of hyaline change. In consequence
of this degenerative process, the substance of the connective tissue

becomes homogeneous, and loses first its fibrillation and ultimately
its cells. Sometimes the hyaline degeneration is combined with
extensive fatty degeneration, which primarily affects the cells.

Highly granular fibrous tissue may be found side by side with the

hyaline patches. In those jDatches which appear gelatinous, the

tissue presents the characteristics of mucous tissue, its cells being
sometimes preserved unchanged, sometimes fatty, and sometimes

already broken down.
The degenerate and necrotic connective tissue not infrequently

becomes calcified, and indeed the calcareous plates above described

are practically always produced in tissue that is already morbidly
altered. ]\Iore frequently tlie degenerate tissue undergoes disin-

tegration, its place being taken (Fig. 37 g) by a mass of granular
detritus (/) more or less intermingled with oil-drojos, and often

containing plates of cholesterin (/i). This detritus constitutes

the so-called atheromatous pulp.
The necrotic processes usually begin in the outer layers of the

sclerotic thickening (Fig. 37 e/), but they may spread towards
the interior, and ultimately extend so far that the layer of con-

nective tissue towards the lumen of the vessel gives way, where-

upon the atheromatous patch becomes an ulcer.

Cellular infiltrations (^) are often found near the seat of

atheromatous degeneration, due to the fact that the destruction of

tissue leads to immigration of leucocytes and proliferation of the

surrounding tissue-elements. The media may remain unchanged,
but usually it also presents evidence of cellular infiltration round its

capillaries, and fibro-cellular strands run through those parts of it

whose structure is altered or destroyed. Further, it not infre-

quently happens that the media shows areas of hyaline and fatty

degeneration and calcareous infiltration. The adventitia may be

unchanged ; or it may present diffuse or patchy fibroid induration,
as well as foci of cellular infiltration.

In certain cases the adventitia, as well as the media, possesses

very numerous vasa vasorum (Fig. 38), which may run as far as

the innermost layers of the media, and sometimes even of the

intima (Fig. 38 f). The vessels in the latter case are usually
accompanied by clusters of leucocytes {d d^ d^.

Sclerosis and atheroma differ in their mode of development,
and their aetiology differs accordingly.

In many cases the condition developes very gradually as
a manifestation of senile decay, sometimes affecting the aorta

chiefly or alone, sometimes isolated arteries in single organs or in



70 MOEBID CHANGES IX THE ARTERIES [CHAP. IX

several siinultaneoiisly, sometimes nearly all the arteries in the

body. When no special injurious influence can be discovered as

a probable cause, we must assume that the changes which age
brings with it are them-
selves sufficient, in

many cases, to give rise

to this condition of the

vascular system.

Injurious agents of

many kinds have by
various authorities been
credited with the power
of exerting, through
the medium of the

blood, a noxious action

on the arterial intima.

Chronic alcoholism,

lead-poisoning, and

gout are thus deemed
to be of special impor-
tance. In recent years

particular attention has
been directed to the

infective processes in

this connexion, and
articular rheumatism,
endocarditis, typhoid
fever, scarlatina, and

syphilis are given as

among the causes of

arterial sclerosis.

So far as the scle-

rotic process is at pres-
ent understood, it is

probable that it may
start from degenera-
tive changes of various

kinds. Some of these

antecedent changes are

associated with old age,
others with premature
decay or marasmus.

Fig. 38. Section of the aorta ix acite prolif-
erous AORTITIS.

{Thriymho-arteritis prolifera : specimen hardened in

Milller's fluid and alcohol, stained vyith Bismarck
brown, and mounted in Canada balsam: x 25)

« intima thickened by previous inflammation with
cellular infiltration d

b media with infiltrated leucocytes d^
c adventitia with infiltrated leucocytes d.i

e granular fibrin lyins on the intima
e tlie same within the intima

/ lilood-vessel within the hyperjtlastic intima

g small artery contracted by sclerosis of its intima

others with infective or

toxic agencies, or again with mechanical injuries such as strain

or rupture of some of the coats of the vessel. The primary alter-

ation or damage is then followed by inflammatory action, and this

by proliferation of the vessel-walls.

Sclerosis and atheroma are therefore sequences of a prolifer-
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ous or hyperplastic arteritis, whose originating causes are of

various and diverse kinds (Art. 19).
If the process which issues in arterial sclerosis be observed

while it is still in progress, foci of proliferation and often of

inliammatory infiltration will be found in the intima, and fre-

quently in the media and adventitia as well. In tlie walls of tlie

larger vessels these are generally seen surrounding the vasa vaso-

rum (Fig. 38
c?j d^'). Thus, according to the situation in which

tlie disease is most marked, we distinguish the varieties known as

endarteritis, mesarteritis, and periarteritis. The intima may
suffer such extensive changes, through the development of scle-

rosis and atheroma, that the condition may be specifically described

by the term chronic endarteritis deformans.
If the changes occur cJiietly in the intima, the process of new

tissue-formation takes place upon its inner free surface, and

chiefly beneath the thrombi which are there deposited in the
manner already described in treating of proliferation of the
endocardium (Art. 7, Fig. 11). Occasionally some of these
thrombi still persist at the time of death. The thrombi are
sometimes soft in consistence, grey, translucent, and almost gelati-
nous ; again they may be yellowish, reddish, or mottled in colour,
and warty, matted, or villous in form, resembling the so-called

endocarditic vegetations {arteritis verrucosa). Cases occur in
which the aorta presents, along with sclerotic thickenings and
atheromatous j^atches, a great number of the above-mentioned
thrombotic deposits {aortitis verrucosa'). The microscope then
shows that the wall of the aorta contains not only the older
fibroid indurations and hyperplasias (Fig. 38 a), but also numer-
ous foci of proliferation and inflammation {d d-^ d^), and that the
thrombotic deposits are already partly penetrated by ingrowths of
connective tissue from the imderlying intima (e g^). The whole

process thus assumes the character of a proliferous thrombo-
arteritis (Art. 19).

Arterial sclerosis may terminate in the narrowing and oblitera-
tion of the vessels (endarteritis obliterans), or in their gradual
dilatation and rupture. Occlusion may arise from the coales-
cence of the thickenings of the intima, or from thrombosis behind
the contracted and roughened segments. Thrombosis takes place
not only in the small arteries, but also in the large ones

; even the
common carotid and subclavian may be obliterated in this manner.
The most frequent seat, however, of such occlusion is in the arter-
ies of the brain, heart, and kidneys ;

in these situations it may
affect both the larger and the smaller vessels. Dilatation and
rupture of the arterial wall occur when the media is the coat

chiefly affected, as the resisting power of the vessel is thereby
greatly diminished.

The results of arterial stenosis and obliteration are necrosis,
degeneration, and atrophy of the tissues deriving their nutrition



72 MORBID CHANGES IN THE ARTERIES [CHAP. IX

from the affected vessels. If the vasa vasorum are occluded by
sclerosis (Fig. 38 ^), atheromatous degeneration of the vessel-

wall is liable to result.

Hypertrophy of the arteries, in which the connective tissue

as well as the muscle-hbres undergo multiplication and increase,
occurs in vessels that serve for the establishment of a collateral

circulation, or that are called upon to supply large masses of new
tissue with blood. The arteries in such cases increase in length
and in thickness, and often become tortuous. When, in connexion
with the formation of new tissue, fresh vessels are formed by
budding, some of the new-formed capillaries must, through the

complete development of their walls, be converted into arteries.

In cases of increased arterial pressure, such as occurs in

chronic renal disease, hypertrophy of the arterial walls may take

place throughout the greater part of the vascular system.

References on Sclerosis and Atheroma of the Arteries

(see also Art. 19).

Charcot: Vascular system Oeuvres completes v Paris 1888
DuPLAix : La sclerose Pai'is 1883
Friedlandee : Arteritis obliterans Cent./, med. Wiss. 1876
Giovanni: Pathogenesis of endarteritis .1. ital. de hiol. i 1882
HoLLis : Atheroma Journ. of Path, iii London 1894
HoNEGGER : Degeneration d. Intima. d. Herzens u. d. Gefcissstdmtne Ziirich 1882
Isnard : Sclerosis ^4. ge'n. de med. 1886
KosTER : Pathogenese d. Endarteriitis Amsterdam 1874
Lancereaux: Traite d'anat. pathol. ii Paris 1881
Landouzy and Siredey : Arteritis and cardiac aifections in typhoid Rev. de

med. 1885
Langhans : Anatomy of the arteries V. A. 36 1881
Leyden: Cardiac affections from overstrain Z.f. kiln. Med. xi 1886
Lowenfeld : Pathogenese d. Hirnhlutungen Wiesbaden 1886
Marchand : Art. Arteries Eulenburg's Realeticgkloji. 1894
Martin : Pathogenesis of atheroma Rev. de med, 1881
Pekelharing : Endothelial proliferation in arteries Ziegler's Beitrdge viii

1890
Ranvier and Cornil : Histology of the intima A. de physiol. 1868
Romberg : Sclerosis of the pulmonary artery D. A. f. klin. med. xlviii 1891
Thalma : Chronic endarteritis V. A. 77 1879
Thoma : Diffuse arteriosclerosis V. A. 104; Senile Verdnderungen Leipzig 1884;

Vascular and fibrous hyj)erplasia in the arterial wall Ziegler's Beitrdge x
1891

ViRCHOw: V. A.4:, 77, 79, and Gesamm. Ahhandl. 1856 (p. 496)
Weissmann and Neumann : Elastic fibres in arteriosclerosis Allg. Wien. med.

Zeit. 35 1890

19. Inflammation of the arteries, or arteritis, may be in-

duced by morbid changes in the blood, by traumatic injuries, and

by the extension of inflammatory processes from the neighbour-
hood of the vessel-wall. Mechanical violence may lead to arter-

itis by tearing or wounding the vessel, or by crushing its coats, as

in sursrical lisfation. Non-traumatic inflammations are for the
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most part due to infection or poisoning; mere disorders of nutri-

tion may, however, lead ultimately to processes of an inflamma-

tory character. Among the infective agencies the most common
are the pyogenic micrococci, the tubercle-bacillus, and the virus of

syphilis. These irritants lead to arterial inflammation by acting
upon the arterial wall from the lumen of the artery, from the vasa

vasorum, or from the adjacent tissues.

Very frequently arteritis is connected with the presence of

foreign bodies in the blood-current, more particularly with throm-

bosis, the thrombosis itself often in its turn starting from an ante-

cedent arteritis elsewhere.

^&*^i

L-srs"-<v
fe^^;.-

Fig. 39. Embolic suppurative arteritis.

(From the submuco.m of the intestine; preparation hardened in alcohol, stained with
fuchsin, and mounted in Canada balsarn : X 30)

a a^b c d e layers of the intestine h thrombus adherent to the arterial wall
/ transverse section of a remnant of the i periarterial purulent infiltration of the

arterial wall
g embolus surrounded by pus-cells within

the dilated and suppurating artery

submucosa
k veins engorged with blood

Corresponding to its manifold causation, the character and
course of arteritis present many differences, and it is accordingly
impracticable to describe all its varieties. We may, however, give
prominence to certain main types, with which the remainder may
easily be connected. Among these types we may distinguish

—
thrombo-arteritis, haematogenous arteritis without thrombosiSv
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arteritis extending from the surrounding tissues, the specific arte-

ritis caused b}^ the tubercle-bacillus, that caused by the virus of

syphilis, and finally the disease known as periarteritis nodosa.

Thrombo-arteritis may manifest itself in connexion with spon-
taneous thrombosis, or with embolism. In the first class we place
the thrombosis which follows ligation, injury, or disease of the

vessel-wall. The particular variety of arteritis occurring in con-

nexion with thrombosis is determined by the nature of the throm-

bus, and may be purulent or proliferous in character.

Purulent thrombo-arteritis results from spontaneous throm-
bosis or embolism when the coagulum contains pyogenic micro-

organisms. The vessel-wall may undergo either necrosis or

purulent infiltration (Fig. 39 i) as a result of the action of the

bacteria, and this may lead to suppurative softening of the arte-

^'^M

iM':^#i^{^^-:^
h

,.'©v^^ *--.T"-^''£=?=^safe

'^'^7,'

Fig. 40. Occlusion of a pulmoxary vessel by connective tissue after
embolism.

i^Preparation hardened in MUller's fluid, stained with haematoxylin and eosin, and
mounted in Canada balsam: X 45)

a arterial wall b connective tissue within the lumen of the vessel
c d new-formed blood-vessels

rial coats. The larger arteries, in process of purulent infiltration,

appear yellowish-white in colour, swollen, and brittle. Under the

pressure of the blood the vessel-wall may yield, producing an
infective or pyaemic aneurysm (Fig. 39), or the artery may
rupture. Periarterial abscesses (z) may result from the accumu-
lation of pus and suppuration of tissue around the vessel. This
condition is very apt to be brought about in the smaller arteries

when tliey are occluded by infective em1)oli (Fig. 39 (/).

Proliferous or plastic thrombo-arteritis occurs in cases

where the primary thrombus or embolus is not infective, and leads,

according to the amount of proliferation induced, to occlusion of

I
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the vessel (Fig. 40) or to circumscribed thickenings of the wall.

The thickenings may consist of flattened prominences, of firmly
adherent ridges, or of bands and strings which cross the lumen of

the vessel (Fig. 41 5). When the contracting thrombus or em-
bolus is only in part replaced by connective tissue, while another

part becomes calcified, warty or knotty prominences are formed
on the wall of the artery. These we might call arterial calculi,

or arterioliths.

The new connective tissue which developes in the substance of

and so replaces a thrombus owes its existence to proliferation of

the cells of the vessel-wall.

When the process leads to com-

plete occlusion of the artery, it

is called endarteritis obliterans.

While the formation of new
tissue is progressing the arterial

wall is in a condition of prolif-
eration and inflammation, and
we accordingly find it infiltrated

Avith connective-tissue cells and

leucocytes. Sooner or later, in

the inner coats of the vessel, the

leucocytes are accompanied by
large fibroblasts, and these ex-

tend out from the intima into

the thrombotic mass (Fig. 42 K).
In the course of time these cells

form germinal tissue, which
takes the place of the thrombus,
and finally becomes converted
into connective tissue (Fig.
40 ft). If the endothelium of the

intima be still preserved, it takes part in the proliferation ;
if it

be destroyed the new-formation of connective-tissue cells proceeds

solely from like cells in the coats of the vessel.

The blood-vessels (Fig. 40 d) which supply the connective

tissue that takes the place of the thrombus come in the first

instance from the vam vasorum, but they ultimately communicate
with the part of the arterial channel that is still open. In thrombi

due to ligation, the new-formation of connective tissue and the

new vessels generally start from the point at which the ligature
was applied (Fig. 43 d-^), but the part of the wall of the vessel in

the neighl)ourhood of the thrombus also furiiishes new tissue. In

wounds of the vessels it is the region covered by the thrombus
that is principally concerned in the reparative process.

Haematogenous arteritis, not associatecl with thrombosis,

originates from the non-vascular intima on the one hand, and
from the vasa vasorum on the other hand (Fig. 38); according

Fig. 41. Remains of emboli in a branch
of the pulmonary artery.

a shrunken embolus permeated by con-
nective tissue

b fibrous bands running across branches
of the artery
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to the primary seat of the lesion, we distinguish it as endarteritis,

mesarteritis, or periarteritis.
The aetiology of this form of arteritis, when it is not due to

]3urulent infection, tuberculosis, or syphilis, is still uncertain : we
may however say that certain specific infections and poisons, as

well as simple disorders of nutrition, may give rise to it (Art. 18).
The arteritis is almost always of a plastic nature ; it leads to the

formation of new connective tissue, and consequently to thicken-

ing of the intima. It is often the cause of indurative fibroid

degeneration of the media and adventitia, and indeed of all those

conditions that are characteristic of arterial sclerosis (Art. 18).

Fig. 42. Sectiox of a thrombus in proce.ss of organisation.

{From the femoral artery of an aged man, three ineeks after ligation: haematoxylin
staining : X 300)

a tunica media e

6 fenestrated elastic membrane /
c intima thickened by previous intlam- g

mation
d coagulated blood /*

cells infiltrating the media
cells infiltrating the intima

leucocytes, partly within the thrombus
and partly between it and the intima

various kinds of formative cells

Consecutive or secondary arteritis, due to inflammation of the

tissues in which the arteries lie embedded, may be suppurative,

gangrenous, or hy})erplastic, according to the nature of tlie affec-

tion of the surrounding tissues. The forms leading to suppura-
tion and gangrene occur chiefly within infected wounds and

ulcers, such as those of the stomach, intestine, and lungs ; they
are a common cause of the rupture of blood-vessels in these situa-

tions. If the artery contains a thrombus, as for example after

ligation, this also may undergo suppurative softening.

Secondary arteritis leading to the formation of new connective
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tissue is usually the result of chronic inflammation in an organ

containing the vessel. The fibrous hyperplasia affects chiefly the

adventitia, but it may spread also to the media and intima.

Fig. 43. Diagrammatic section of a ligated vessel.

{The thrombus is supposed to be entirely replaced by vascular fibrous tissiie)

a adventitia (^i new-formed fibrous tissue outside the
b media lumen
c intima e new blood-vessels
d new-formed fibrous tissue within the lumen

References on Arteritis (see also Art. 18).

Appollonio : Organisation of ligation-thrombi Ziegler's Beitrcige in 1888
Auerbach : Occlusion of arteries after ligation Inaug. Diss. Bonn 1877
Ballance and Edmunds : Ligation in continuity London 1891
Barbacci : Acute aortitis verrucosa // Morgagni 1890
Baumgarten: Organisation d. Thromhus Leipzig 1877, and V. A.78 1879
BuBNOFF : Organisation of thrombi V. A . 44 1868
BucnwALD : Aortitis verrucosa D. med. Woch. 1878
Burdach : Senftleben's experiment (connective-tissue formation in doubly-

ligated vessels) V. A. 100 1885
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Charrier and Kloppel: Cerebral arteritis Rev. de med. xiv 1894
Dejerine and Huet : Obliterating aortitis Rev. de med. viii 1888
DuTiL and Lamy : Progressive obliterating arteritis .1 . de med. exp. v 1893
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Martin : Dystrophic scleroses Rev. de med. vi 1886
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20. Syphilitic arteritis is found either as an independent
disorder or as part of a local syphilitic affection. In the lirst

variety the affected vessel shows white or grey thickening of the

intima and of the adventitia. The vessel, such as a cerebral

artery, may be beset with greyish translucent or whitish patches ;

or a certain length of it may be transformed into a white or grey-
ish-white cord. This form is not to be distinguished, either by
the eye or with the microscope, from arterial thickening due to

non-syphilitic fibrous hyperplasia. The second form of syphilitic
arteritis occurs in the midst of foci of syphilitic inflammation, the

vessels being surrounded either with dift'use cellular infiltrations

(the so-called gummatous granulations) or with dense cicatricial

tissue.

If the process is still recent, and in the stage of granulation,
the thickening of the intima (Fig. 44 a) consists of cellular tissue.

The cells are in part small and round, in part larger and spindle-

shaped or stellate, corresponding to the various forms of fibro-

blasts. The adventitia is similarly altered (f?). The media (e)
is generally infiltrated only to a moderate extent with cells. If the

syphilitic affection is of longer standing, and connective tissue has

already been formed in the inflamed areas, the thickened arterial

coats are more fibrous and contain fewer cells. The media is
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either in good condition or is in places atrophic and fibroid.

There is nothing specific in the histological character of the pro-
cess ; but it may be remarked that in ordinary arteritis leading
to sclerosis the cellular infiltration is not usually so abundant
as it is in syphilitic inflammation, and that the adventitia in

particular is not so subject to marked alteration.

The thickening of the arterial coats in syphilis is often very
considerable

•,
it may indeed become so extreme that the lumen

of the affected artery is partially or entirely occluded (^arteritis

syphilitica obliterans) .

Tuberculous arteritis arises from the infection of arteries by
way of the blood, and from the extension of a periarterial focus
of tuberculosis into the

vessel-wall ; the latter

mode of invasion is much
more common than the

former.

When infection has
taken place, either discrete

tubercles or diffuse in-

flammatory infiltration

and hyperplasia may be

developed (Fig. 45 a a^
c cT) ;

the latter may lead

to very considerable thick-

ening of the vessel-wall,
and often causes throm-
bosis. If the granulations
become caseous, the vessel-

walls undergo the same
transformation (g). If

the diseased vessel be not
closed by thrombosis be-

fore the caseation sets in,

it often ruptures and so

gives rise to haemorrhage.
When no rupture takes

place bacilli may pass
from the vessel-wall into

the lumen, and thus be disseminated by the blood-stream.
Fibrous hyperplasia of the vessel-wall may also be set up as

a consequence of tuberculous inflammation. Most commonly it

is the adventitia which becomes thickened, though at times a

like thickening affects the intima as well. It may become so

considerable that the lumen of the affected vessel is greatly con-

tracted, or even occluded. The same result follows when throm-
bosis takes place in a vessel whose wall is the seat of caseating
tuberculous granulations.

Fig. 44. Syphilitic arteritis.

(From the sylvian artery of a young man aged 20 :

preparation hardened in alcohol, stained loith

carmine, and mounted in Canada balsam: X 150)

greatly thickened intima
fenestrated membrane, broken through on the

left

muscular coat
adventitia
fibro-cellular tissue

new-formed cellular tissue

a
b

c

d
e

/
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Periarteritis nodosa is a peculiar disease of the arterial sys-
tem described by Kussmaul, R. Maier, and P. Meyer, whose
nature is not yet clear

;
it is characterised by the occurrence on

the arterial wall of great numbers of whitish nodules (Fig. 46 a).

They are found not only on the vessels that can readily be dissected
out with scalpel and scissors, in the muscles, the serous membranes,
and so on, but also on the arteries of the parenchyma of the spleen,
the abdominal glands, the uterus, and the mucous membranes.

The nodes on arteries of somewhat larger size are situated on
one side of the vessel-wall

;
in the case of the smaller ones they

_ _^_ entirely surround the

lumen. The thickening
is dne to cellular infiltra-

tion and proliferation of

all the coats of the vessel

ec

m0^'

Fig. 45. Tuberculous arteritis.

{Preparation stained ivith fuchsin and tnethylene-blue, and mounted in Canada bal-

sam : X 100, hut the bacilli have been sketched in under a higher magnifying
power)

c media
d proliferous adventitia infiltrated with

cells and containing tubercle-bacilli

e caseous portion of the vessel-wall

intima ax proliferous intima infiltrated
with cells and containing tubercle-
bacilli

inner elastic lamella

Fig. 46. Periarteritis nodosa.

( Vessels takenfrom the mesentery of the small intestine : natural size)

a node-like swelling

(Fig. 47), the hyperplastic intima projecting into the lumen of the

artery (5), while the media (c c?) is transformed into cellular tissue

of considerable thickness, and the adventitia and the surrounding
tissue (e) are thickly studded with cells. The affection might
thus be fitly described as arteritis proliferans nodosa. Thrombosis

may accompany the process, which sometimes also leads to aneu-

rysmal dilatation of the weakened and yielding arterial wall. When
the inflammation and proliferation are excessive the tissues sur-

rounding the artery are apt to be affected in the same way. The
thrombosis leads to ischaemic necrosis of the parts lying behind
the occlusion. The most likely explanation of the disease is that
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it is an infective one. The sudden onset of the affection, its rapid
course, and the marked wasting tliat accompanies it, are in favour

of this theory (von Kahldex).

'm^S'f/m- mm
|i

'

111, 'i'«;k ^v/'.'/.iM-.. 7 .,•.,..,

'^iiiii^^^^^^s.<i?^^Kte

Fig. 47. Periarteritis nodosa.

{Longitudinal section of node shown in Fig. 46 a: jveparation hardened in Mailer's

fluid, and stained with haematoxylin and eosin: X 30)

a Oi normal vessel-wall c diffuse overgrowth of the media
b circumscribed swelling of the intima d projection of intima and media into

growing into the lumen of the the lumen of the vessel

vessel e periarterial cellular infiltration
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Fig. 48. Aneurysms of the aorta.

(From a looman aged 30 : half natural size)

a spindle-shaped dilatation or ectasis d rib adherent to the wall of the aneu-
of the ascending aorta

c aneurysm due to rupture communi-
cating by the opening b with the e shrunken aortic valve
lumen of the dilated aorta

rysmal sac showing marked atro-

phy from pressure
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21. Arteries whose walls have lost their elasticity and power
of resistance may dilate to an abnormal extent or even rupture
under the pressure of the blood, whether this be normal or for

any reason exceptionally increased. In this manner more or less

severe and sometimes fatal haemorrhages frequently occur. The
dilatation and rupture may be acute, and if death does not take

place the vessel may return to its normal condition by contraction

and ultimate repair of the rent. In other cases the result is per-
manent sacculation or dilatation of the vessel, or an external

sac containing blood may remain in communication with its

channel. All these results are usually comprehended under
the name of aneurysm. If the wall of the aneurysm consists of

the coats of tlie artery, we speak of it as an aneurysm proper, or

true aneurysm. If the arterial channel remains in communica-
tion with a sac consisting of new-formed tissue, we speak of it as

a false aneurysm.

Fig. 49. Aneurysms (a) of the hypogastric artery.

(Reduced hy one-sixth)

If we classify aneurysms according to their external form
and their local relations to the affected vessel, we may first con-

sider a group of pathological conditions which are described as

arterial ectases. An ectasis is a spindle-shaped, sometimes almost

cylindrical (Fig. 48 a), or in other cases somewhat pouched dila-

tation of an artery, over a greater or less extent of the vessel's

course. Such a widening occurs with special frequency in the

aorta, and may extend over its whole length, or affect a limited

portion only, such as the ascending aorta or the arch. Some-
times in the course of a vessel there are several fusiform enlarge-
ments, or in addition to the dilatation the artery is tortuous and

convoluted, a condition which is termed cirsoid aneurysm: it

occurs most frequently in the great vessels lying within the pelvis.
The second group is formed by the saccular aneurysms which

project from one side of the affected artery (Fig. 48 c. Fig. 49 a),
and are more or less sharply marked off from the lumen of the

vessel.
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By many authorities the saccular forms alone are described as

aneurysms. The several varieties can however hardly be sepa-
rated, inasmuch as transitional and combined forms exist (Fig.

48), and they have to some extent the same aetiology and mode
of development.

The production of an aneurysm is probably in all cases refera-

ble to some morbid weakening of the arterial coats. In certain

instances it is perhaps dependent on a local imperfection of de-

velopment in the coats ;
but as a rule it is due to some of the

injurious influences incidental to post-embryonic life. Fusiform,

cylindrical, and pouched dilatations, and tortuous or cirsoid

elongations of arteries, wliich we have classed together as arterial

ectases, are caused by stretching of the weakened arterial walls,
and may be called aneurysms by distension. The formation of

large saccular aneurysms is probably always preceded by rupture
of one or more of the arterial coats, and we may therefore de-

scribe them, in contradistinction to the former class, as aneurysms
by rupture.

Aneurysms by distension are due as a rule to the changes com-

prehended under the term arteriosclerosis
; they may, however,

be caused by acute inflammation of the vessel-wall, and in certain

cases are probably the result of imperfect development. Conical

aneurysms, occurring at the origin of arterial branches, may be
caused by excessive traction upon the vessels (Thoma).

Aneurysms by rupture also occur with great frequency in asso-

ciation with arteriosclerosis : accordingly the class of aneurysms,
which from their mode of origin we may call arteriosclerotic,
forms the largest and for the physician the most important group.
They are most commonly met with in the aorta, particularly in its

thoracic portion, but they often occur in the arteries of the brain,
and are not very rare elsewhere, as for example in the carotids, the

abdominal arteries, the femorals, and their branches.

Rupture of the arterial coats takes place both in arteries of

normal calibre, and in vessels already dilated. It usually occurs dur-

ing the early stages of arteriosclerosis, and in the case of the aorta

in persons who are between 35 and 40 years of age. Occasionally
at the time of rupture little or no sclerotic thickening of the coats

can be recognised (Fig. 50) ; but as a rule the intima shows some
such change (Fig. 51 a). The rupture sometimes affects only the

innermost coat of the vessel, sometimes also the middle, and at

times the outermost coat as well. A^arious forms of arteriosclerotic

aneurysms by rupture may be distinguished accordingly. If all

the coats are broken through, haemorrhage into the surrounding
tissues naturally results, and if the effused blood cannot find an
outlet this gives rise to the formation of a blood-tumour or

haematoma, wdiich afterwards may undergo further changes.
If the intima and media are torn through (Fig. 50 c), a

dissecting aneurysm Qd d) may be formed, whose outer wall is
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constituted chiefly by the adventitia (e^, which has been loosened
from the media by the pressure of the escaping blood, or by the
adventitia and the outer strata of the media too-ether. This result

is most commonly observed in the ascending aorta (Fig. .50) and
in the small arteries of the brain, which are surrounded Ijy a loosely-

adhering adventitia. If the adventitia of the aorta does not give

d-\

Fig. 50. Rupture of the ixtima and media of the aorta, with the forma-
tion OF A dissecting ANEURYSM.

(From a man aged 50)

a aorta c transverse rent through the intima and
h aortic valve media

d coagulated blood under the adventitia e

way at the time of the rupture of the intima and media it may be

stripped loose over a large extent of surface, so that the under-

lying accumulation of blood may reach as far as the points of exit
of the branches of the thoracic and abdominal aorta.

As a rule death takes place very soon after rupture ; but life is
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sometimes prolonged for a while, particularly in those cases in

which the blood forces its way from the subadventitial sac back

again to the blood-stream, at some point farther on in the course
of the vessel (Bostrum). The new blood-channel formed by the
adventitia is then strengthened by the formation of connective
tissue around it, and it may even acquire an endothelial lining.

Fig. 51. Aneurysmal dilatation and partial rupture of the ascending
AORTA.

{From a man aged 36 : natural size)

a dilated aorta with sclerotic plates in the b rent in the intima through which the
intima media is visible

c rent in the media

Since in cases of complete rupture and of dissecting aneurysm
we cannot always detect morbid changes in the coats of the

vessels, it is very probable that in the absence of these changes
traumatic injury to, or defective development of, the vessel-wall

is the primary cause of the lesion. When a portion of the intima
of a vessel such as the aorta gives way, with or without accom-

panying rupture of the media, and Avithout dissection of the

other coats, a lonis minoris resistentiae is formed at that part.
I A local dilatation of the remaining layers of the arterial wall

thereupon takes place, and a saccular aneurysm is produced.
This result is not however inevitable, for we frequently see rents
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in the large vessels that have actually healed by means of newly-
formed connective tissue, and show no signs of yielding. When
the process results in lateral dilatation of the vessel-wall, a very
large blood-sac (Fig. 48 c) may ultimately be formed at the
affected sj)ot. These sacs communicate with the lumen of the
vessel by a more or less wide opening (Fig. 48 5), which is com-

monly narrow compared with the size of the artery or of the sac
itself. Frequently several such aneurysms co-exist in sclerotic

and dilated vessels, so that for example an ectatic ascending or

transverse aorta may present three, four, or even more saccu-
lations.

Arteriosclerotic aneurysms of the aorta and other great vessels
often attain considerable size, and cause distortion and displace-
ment of the contiguous viscera. Aneurysms of the thoracic aorta

frequently extend to the sternum and ribs, or to the spinal column,
and then exert pressure on these bones. Under these conditions
the bony substance becomes eroded and atrophic, and large por-
tions of the vertebral bodies, the sternum, or the ribs may be
thus absorbed (Fig. 48 <^). The nerve-trunks, the trachea, and
the walls of adjacent blood-vessels such as the pulmonary artery,
are in like manner pressed on and atrophied.

In the wall of the sac itself, which is subjected to steadily in-

creasing distension, inflammatory infiltration and proliferation
are set up, and these result in fibrous hyperplasia. Within the
sac laminated thrombi may form, which fill it up to a greater or
less extent, and cause proliferation of the underlying wall, but do
not necessarily lead to the healing of the aneurysm by obliteration
of its cavity.

Sooner or later the aneurysm ruptures, and blood is effused
into the surrounding tissues. The haemorrhages that occur so

frequently in tlie brain come very often from the rupture of

aneurysmal dilatations in atheromatous arteries. Large thoracic

aneurysms frequently project into the lumen of the trachea, the

bronchi, or the oesophagus, after causing the absorption of the
walls of these structures by pressure ; then the aneurysmal sac

ruptures, and massive haemorrhage takes place into the respiratory
tract, or into the oesophagus. In other cases the aneurysms ruj^t-
ure externally through the intercostal spaces, and instances are
recorded in which they have ruptured into the pulmonary artery
or into the veins. In the latter instance the aneurysmal sac
has previously become adherent to the wall of the vein, and when
rupture into the latter ensues the condition is known as true
varicose aneurysm.

Embolic aneurysm is another special variety, of which we
may distinguish two forms. The first owes its existence to the
fact that sharp-cornered particles of calcified material are swept
from ulcerated valves or other parts of the vascular system to a

peripheral artery, into Avhose walls they penetrate. This may
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cause rupture and fatal haemorrhage (cerebral apoplexy), or if

the walls of the vessel do not at once give way entirely, an aneu-

rysm by rupture may be formed. In the latter case the walls of

the sac are composed either of tissue derived entirely from the

surrounding structures, or in part at least of the outer walls of the

vessel. These aneurysms are thus essentially due to mechanical

erosion, and accordingly are really traumatic in origin.
The second form of embolic aneurysm is that known as the

mycotic or infective aneurysm (Fig. 39). This form is due to

emboli infected with bacteria (//), which set up at their point of

lodgment suppurative inflammation and degeneration of the ves-

sel-wall and its surroundings. The emboli usually come from
infective endocarditic thrombi. The walls of the vessel (/),

becoming friable and softened by ulceration, either wholly or

partially give way. If the outer coats do not rupture, a saccu-

lar or fusiform aneurysm may form by their dilatation. In horses

embolic aneurysms are often produced by the Strongylus armatus^
which lives in the blood-vessels (notably in the mesenteric artery),
and causes at its point of lodgment throm1)osis and degenerative
changes in the vessel-wall. Laceration of the inner and dilata-

tion of the outer coats are the ultimate result. We might call

these parasitic aneurysms.
Aneurysms by erosion are usually found in suppurating

wounds and in tuberculous foci, especially in cavities of the

lungs. The suppuration or the tuberculous inflammation involves

the outside of the vessel (Fig. 45), softens it, and so renders it

more liable to laceration. In favourable cases the portion of the

vessel thus affected may protect itself by tlie formation of thrombi,
followed by proliferation, with the result that its lumen is ulti-

mately obliterated. Frequently, however, the vessel-wall ruptures
and haemorrhage takes place ;

or as a result of the destruction of

the outer coats, the inner ones protrude, producing hernial aneu-

rysms. The protruding inner walls may be already covered by
thrombi

; or the vessel-wall may be thickened by the formation of

connective tissue. Hernial aneurysms either rupture, or induce
the formation of new connective tissue about them, and in this

way their walls are strengthened.
Traumatic aneurysms are produced by the action of mechani-

cal violence of any kind upon the vessel, in consequence of which
the inner, the outer, or all of the arterial coats may l)e torn through.
What happens in the first instance will be understood from what
has already been said. When the vessel-walls are entirely torn

through, and the blood cannot escape to the exterior or into some

cavity of the body, a l)lood-tumour is farmed, bounded by the

surrounding tissues : this is an arterial haematoma. In the

course of time a connective-tissue sac may be developed round
the coagulated mass of blood, and its contents undergo con-

traction. If through the original point of rupture in the vessel-
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wall blood again gains access to the sac, a spurious aneurysm is

formed.
When an artery and a vein are wounded simultaneously, and a

communication between the two is established by the formation of

an intermediate haematoma, a traumatic spurious varicose aneu-

rysm is the result. This accident may happen in the operation
of blood-letting from the median vein of the arm, in which the

brachial artery is sometimes cut. When by a wound direct com-
munication is opened between an artery and a vein, so that the

arterial blood flows into the vein without the intervention of a

sac, and the vein is distended under the arterial blood-pressure,
we have a condition that is termed an aneurysmal varix.

The formation known as racemose or anastomotic aneurysm, or vascular

arterial tumour, has nothing in connnon with true aneurysms. It is rather a

pathological multiplication of the vessels over a whole arterial region, and is

probably always dependent upon some local congenital anomaly of develop-
ment. Convoluted coils and plexuses of hypertrophic and dilated arteries are

thus formed, and the condition might appropriately be described as a racemose
arterial angioma.

Aneurysms are sometimes congenital (Phanomknow : Aneurysm of the

abdominal aorta Arch./. Gyncik. xvii 1881), and in infants may be due to the

presence of septic thrombi or to the fact that the ductus arteriosus exerts an
excessive traction on the wall of the aorta or pulmonary arterj^ (Thoma).

Out of 159 cases of arterio-venous aneurysm collected by Bramann, wounds

by stabbing, hacking, or cutting were given as the cause in 108, gunshot injui'ies

ill 29, and contusions in 5. In cases the condition arose spontaneously.
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CHAPTER X

MORBID CHANGES IN THE VEINS

22. It may be stated that in general the veins are subject to

the same morbid changes as the arteries, though many pathological

processes affecting them are less markedly characteristic and in-

volve less important consequences than the corresponding lesions

of the arteries.

Fatty degeneration of the intima and media follows a similar

course to that of the arteries, and gives rise to the appearance of

whitish spots on the venous coats.

Calcification occurs upon the whole but rarely, and is seldom

marked. The most complete examples of calcification may be

found in veins whose walls have undergone fibroid degeneration.
Fibroid thickening of the intima, a process analogous to arte-

riosclerosis, and described as phlebosclerosis, appears both in

diffuse and in circumscribed forms, particularly in the veins of

the lower extremities. The affection is however less pronounced
than in the arteries, and its effects are in general of minor im-

portance.
An inflammatory condition of the veins leading to the forma-

tion of new connective tissue, proliferous or hyperplastic phle-
bitis, is met with chiefly after venous thrombosis, or as a consequence
of inflammatory proliferation of neighbouring parts: it begins in

the first case as a thrombo-phlebitis ;
in the second, as a peri-

phlebitis. As thrombosis is one of the commonest plastic affec-

tions of the veins, thrombo-phlebitis is a comparatively frequent
disorder. It occurs often in the veins of the lower extremities

and of the pelvis, and not rarely in the large veins of the trunk
and in the sinuses of the dura mater. The cellular infiltration and

proliferation of the vessel-walls, and the gradual replacement of

the thrombus by fibrous tissue, take place in the same manner as

in proliferous thrombo-arteritis.

After an interval of some months, the site of the former
thrombus is sometimes indicated only by thickening of the intima
and by a few fibrous bands traversing the lumen of the vessel

(Fig. 52 h c); but sometimes the vein at the affected spot is cica-

tricially contracted (Fig. 52 a) and ol)literated, so that the process
might be described as phlebitis obliterans. Obliteration takes

place not only in small but also in large veins, such as the femoral
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vein and the inferior vena cava ;
and the vessel may thus, for a

distance of several centimetres, be converted into a solid fibrous

cord.

If a contracting venous thrombus is only partially replaced by
connective tissue, the rest of it becoming calcified, vein-stones or

phleboliths are formed.
Proliferous periphlebitis developes when jiroliferation takes

place in the tissues contiguous to the veins, and leads in the first

instance to a thickeninsr of the adventitia

only, though it may ultimately extend also

to the inner coats.

Wounds of the veins heal in the same
manner as those of the arteries.

Suppurative phlebitis is most fre-

quently associated with suppurative and

septic inflammation of the adjacent tissues,

and is thus at the outset a periphlebitis.
Purulent infiltration of the vessel-wall may
however extend to the inner coats, and is

then indicated by their yellowish-white ap-

pearance, or in putrid inflammations by
their dirty-grey or greyish-green discolora-

tion. Under certain conditions infective

inflammations spread for a considerable dis-

tance within the adventitia of the veins,

so that the vessels appear as if sheathed in

reddened and infiltrated tissue.

If pyogenic bacteria reach a venous

thrombus, septic softening is set up within

it, and at the same time degenerative

changes, necrosis, and inflammation affect

the vessel-wall : the result is thus suppu-
rative thrombo-phlebitis. When the

veins are infected in this manner, the path-

ogenic bacteria very readily reach the

l)lood.

Tuberculous periphlebitis and phle-
bitis arise in the same way as tuberculous

arteritis (Art. 20), and lead to cellular infil-

tration and hyperplasia of the venous walls,

which afterwards become indurated or un-

dergo caseous degeneration. The process

may finally extend to the intima, enabling
the tubercle-bacilli to enter the blood-cur-

rent and to disseminate tlie tuberculosis liy metastasis.

Syphilitic periphlebitis and phlebitis are oliserved most fre-

quently in the branches of the portal vein, and in the umbilical

vein of new-born children affected with syphilis.

Fig. 52. Obliteration of
the right femoral
VEIN.

{Remains of a thrombosis
which occurred three

years before death ; nat-
ural size)

a obliterated portion of
the vein (tlie rii^ht iliac

vein was also obliterated)
bed fibrons l)ands witb-

in the vein and its branches
e recent thrombus
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23. Phlebectases or

varices (Fig. o'd) are dila-

tations of the veins, which
are caused chiefly by me-
chanical interference with
the outflow of blood from
them : the impediment may
be local or general venous

engorgement, compression
of the veins, thrombosis,
failure of the heart, or the

like. Their formation is

favoured by the presence of

morbid changes in the ve-

nous walls and the tissues

surrounding them.
In many cases the veins

are uniformly dilated in a

cylindrical form, or show

spindle
- shaped bulgings.

In other cases tlie dilated

veins are coiled in a tor-

tuous or serpentine fashion

(Fig, 53), with numerous
lateral pouches, so that the

several convolutions ulti-

mately lie close one to an-

other.

Simple stretching of the

vessel-walls under the inter-

nal pressure of the blood

may suffice to explain the
first variety, while the second

implies rather some abnor-
mal local weakness of the
venous wall, for such varices
are occasionally found in

Fig. 53. Varices of leg.

{Injected preparation : one-half natural
size)
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places where engorgement does not apparently exist. When the

veins are markedly pouched and tortuous, without any perceptible

thinning of their coats, some hyperplasia of the venous walls must
of course have taken place.

If the walls of tortuous veins touch each other, fusion may
occur at the point of contact, and in this way anastomosing venous
sinuses are formed. The result is a kind of cavernous tissue, with
wide blood-spaces.

Varices occur very frequently in the lower extremities, and
form beneath the skin tangled convolutions consisting of serpen-
tine and saccular blood-sinuses (Fig. 53). They may be produced
in persons obliged to sit or stand for a long time together, but

they arise with special frequency in cases of long-continued
interference with the venous circulation, such as results from
the pressure of the pregnant uterus or of tumours in the pelvis.

They are also frequent in the pelvic veins, the veins of the

broad uterine ligament, the spermatic cord (varicocele ), the

prostate, the bladder, the scrotum, the labium pudendi, and
the lower portion of the rectum. The veins which form a

plexus around the rectum, by their dilatation, frequently give
rise to the tuberous or grape-like varicose prominences known
as haemorrhoids or piles.

The circulation through the liver is sometimes obstructed by
reason of morbid processes affecting the interlobular connective

tissue (cirrhosis of the liver). As a result we find engorgement
and dilatation of the portal veins, and of the oesophageal and

spermatic veins which anastomose with them. The like dilatation

has been observed in the persistent channel of the umbilical vein

in the round ligament of the liver (Baumgarten), and in the

parumbilical veins ; in this case the communicating veins of the

round and suspensory ligaments, and the veins of the anterior

abdominal wall, may also be dilated and tortuous, leading to the

formation of the so-called caput medusae.

Varices not infrequently rupture and so give rise to haemor-

rhage ; this is especially apt to happen in the case of haemorrhoids,
which are torn and bruised by the passage of the faeces. Veins

may also rupture subcutaneously. In the neighbourhood of the

varices oedema and inflammation are often set up, and lead either

to suppuration with the formation of abscesses or ulcers, or to

overgrowth of connective tissue. The former is most common
in the neighbourhood of haemorrhoids, where infection is apt to

occur ;
the latter in the lower extremities, where from oedema

and fibrous hyperplasia thickening and induration of the tissues

is a frequent result, giving rise to the condition described as

phlebectatic elephantiasis or pachydermia. In the affected

parts traumatic injury readily induces ulceration, and the so-called

varicose ulcers have but little tendency to heal. They often

extend over a considerable area, and the floor and margins tend
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to become callous and indurated from the formation in them of

dense cicatricial tissue.

Thrombosis in dilated veins is not infrequently associated with

proliferous or purulent thrombo-phlebitis. Calcification of the

remains of the coagulum leads to the formation of phleboliths.

References on Varices.

Baumgarten: The umbilical vein in hepatic cirrhosis Arheiten path. Inst, i
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CoHNHEiM : Death from rupture of splenic varices V. A. 37 1866
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Epstein: Structure of normal and varicose veins V. A. 108 1887
Jacobs : Pathological anatomy of haemorrhoids Inaug. Diss. Bonn 1890
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CHAPTER XI

MORBID CHANGES IN THE LYMPH-VESSELS

24. The morbid changes occurring in the lymphatic system
do not admit of complete treatment apart from the pathologi-
cal anatomy of the parenchyma of the various organs. The
lymphatics have their ultimate radicles in the substance of the

tissues, and the first part of their course is formed by the meshes
and clefts into which the lymph derived from the blood is poured.
The efferent channels, in other words the smallest lymph-vessels,
are canals devoid of special walls, and marked off from the sur-

rounding connective tissue only by a layer of flat endothelial cells.

Not until we come to the larger lymphatics do we find, outside

the endothelium, any special connective-tissue wall.

It must be very rare for demonstrable changes to take place
in these minute lymph-channels without simultaneous disease of

the tissues that enclose them ; they and the tissues are in too

intimate relation for one to suffer without the other. The same
holds good even of the larger lymphatics, though they have walls

of their own in addition to their endothelial lining. It is indeed

only the largest lymjDhatics of all that we can regard, from a

pathological point of view, as independent structures.

Inflammation frequently affects the lymph-vessels, giving rise

to the affections known as lymphangitis and perilymphangitis.
It is generally secondary to some inflammation of tlie tissues,

the lymph from the inflamed area acting as an irritant to the

vessels through which it flows and to the tissues that imme-

diately surround them. But rarely does an irritant capable of

setting up inflammation reach the lymphatics from any other

source than from a previously inflamed part. The secondary
inflammation may extend far beyond the seat of the primary
affection ; thus it may spread from a wound in the hand up into

the lymphatics and glands of the axilla. During life the affection

is indicated by the presence of red and painful streaks extending
from the initial wound to the nearest lymph-glands.

In minor degrees of lymphangitis the lymphatic endothelium
is swollen, its nuclei are increased, and its cells in part undergo
multiplication. In the more severe inflammations the endothelial

cells are cast off and perish ; while at the same time the lymph-
vessels contain an abnormal number of lymphoid elements, and
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not infrequently the lymph is fibrinous and coagulable. In puru-
lent lymphangitis the lymph-vessels may be distended with small

collections of pus, and sometimes assume a sacculated or monili-

form appearance. The tissue surrounding the lymphatics, as

well as the vessel-walls themselves, is more or less infiltrated

with leucocytes, and its capillaries are markedly distended with

blood. In long-continued lymphangitis the lymph-vessels contain

epithelioid and multinuclear cells derived from the endothelium.

The issue of lymphangitis is either complete restoration ad

integrum by re-absoi'ption of the exudation and regeneration of

the lost endothelium, necrosis and abscess of the vessel and the

tissue surrounding it, or lastly fibrous hyperplasia and induration

of both. The latter occurs in chronic inflammatory conditions,

and may lead to the obliteration of the lymphatic vessel.

Like the non-specific inflammations, the specific inflammations

set up by the infective granulomata may invade the lymphatic

system. The lymphangitis thus induced often exhibits no special

peculiarities ;
but in other cases the specific granulomatous pro-

liferation is induced. In this respect tuberculosis is the best

example, as the affection leads to the formation of characteristic

nodes within the lymph-channels.

References on Lymphangitis.
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25. Inflammatory processes affecting the wall of a lymphatic
and the surrounding tissue, pressure from without, the irruption
of tumours or parasites into the lymph-channel, and other like

causes, often bring about occlusion of the vessel. If the number
of lymphatics thus obliterated is not great, while other vessels

remain open so that the lymph of the part can find an exit, no
further change is usually induced. Even the thoracic duct may
be occluded without serious danger, for other collateral paths are

opened up. But if the efflux of lymph is entirely prevented, as

in filarial disease, lymphatic engorgement ensues and the vessels

become gradually dilated, forming what is called lymphangiec-
tasis. This affection may also develope without demonstrable

impediment to the outflow of lymph, generally as a result of

H
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repeated attacks of local hyperaemia or inflammation, but at times
also without any such cause being apparent.

Lymphangiectasis following inflammation is observed chiefly
in connexion with the form of cutaneous and subcutaneous hyper-
plasia known as elephantiasis. The skin is thickened, and on
section allows an abundance of clear lymph to escape from the

dilated lymphatics. Sometimes the epidermis is raised in blisters

by the accumulated lymph.
Dilated chyliferous lymphatics are very often met with in the

mesentery : the usual cause is obstruction due to inflammatory
or neoplastic growths seated in the mesentery or thoracic duct.

Sometimes the obstruction is due to lymphatic thrombosis. The
dilated vessels look like straight cylindrical ridges or convoluted
saccular or moniliform cords ; their contents are either white and

limpid or pulpy and caseous.

Lymphangiectasis, not associated with engorgement or inflam-

mation, is generally congenital or depends upon congenital de-

fects. The afl^ection known as lymphangiectatic macroglossia
and macrocheilia, a peculiar overgrowth of tongue and lips, is

due essentially to dilatation of the lymphatics of the parts. Lym-
phangiectases of the skin, such as are often met with in the

inguinal region, scrotum, labia pudendi, lower limbs, and thorax,
are of the same nature. They sometimes take the form of dift'use

thickenings which are termed lymphangiectatic elephantiasis,
or of circumscribed tumour-like swellings, and are hence classed

with the tumours as lymphangiomata. It is not possible to draw
a sharp line between the swellings of this nature which we might
fitly call tumours and the others.

In addition to the lymphatic tumours described as lymphangio-
mata we have a class of new-growths specially affecting the lym-
phatic vessels, and known as endotheliomata. They have been
described chiefly as tumours of the serous membranes, of the pia
and dura mater, and of the skin ;

and are either flattened and
dift\ise or rounded and circumscribed swellings. They are classed

with the sarcomata, and are characterised by endothelial prolif-
eration and by the formation of peculiar nests and clusters of cells

lying in a kind of fibrous stroma. Their structure thus resembles

in many points that of carcinoma.
When tumours break into the lymj^hatic channels the endo-

thelial cells may take part in the neoplastic proliferation, and

produce connective tissue. It is doubtful whether they have the

power of producing cancer-cells. According to the prevailing

opinion, cancer-cells are produced only by multiplication of cells

of a similar nature that have reached the lymph-channels.
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CHAPTER XII

MORBID CHANGES IN THE SPLEEN

26. The spleen is an organ which plays a peculiar and impor-
tant part in the metabolism of the blood ; and its relation to the

vital functions of the blood accounts in some measure for its

anatomical structure and for its special relation to the vascular

mechanism. The characteristic tissue of the organ is the red

spleen-pulp, which is com-

posed of blood-vessels and
adenoid tissue.

The spleen-pulp (Fig.

54) consists of cellular tis-

sue, having a delicate mem-
branous reticular stroma,
which is strengthened by
stouter fibrous strands or

septa originating in the

capsule or in the connective

tissue about the hilum, and
traversed by delicate arte-

rioles (c) and by wide thin-

walled venous capillaries
or venules (a a^). The
mode of communication be-

tween the arteries and the

veins is not yet finally de-

termined. Bannwarth
is of opinion that the arte-

rial capillaries empty their

blood into the pulp, and
that the venous capillaries
take up their blood from it.

Others maintain that there
is direct communication be-

tween the arterioles and the venules, but the walls of the vessels

are suid to be not continuous but perforated. The walls of the
small veins (a a^) and arterial capillaries (c) consist of a some-
what closer stratum of the reticulum of the pulp, and of an endo-
thelial lining of flattened spindle-cells (5), the nuclei of which

Fig. 54. Section of the
PULP.

DARK-RED SI LEEN-

{From a child dead of acute pyaemia : prepara-
tion hardened in Mdller's fluid and alcohol,
and stained with gentian-violet : X 200)

transverse section and
longitudinal section of the venous capilla-

ries or venules of the pulp
endothelium of venule
arterial capillary
pulp-trabeciilae with colourless cells and red

blood-corpuscles
e disintegrated red blood-corpuscles and cells

containing corpuscles
/ colonies of micrococci in a vein

g necrotic tissue

a

h

c

d



104 MORBID CHANGES IX THE SPLEEN [CHAP. XII

project into the lumen of the vesseL The pulp-tissue lying
between the vessels contains h-mphoid cells and larger rounded
colourless cells with one or more nuclei (c^), ordinary red cor-

l^uscles, together with corpuscle-carrying cells (g), pigment-
granule cells, and free yellowish or brownish or rust-coloured

pigment.
In addition to the pulp, the spleen contains lymphadenoid

structures known as malpighian follicles (or corpuscles). They
form whitish granules within the red pulp, and are developed by
a partial transformation of the fibro-cellular sheaths of the arteries

into reticular connective tissue. They either are situated at the

side of the arteries or surround them, and have a diameter of from
0.2 to 0.8 mm. They contain only small capillary vessels which
enter into the substance of the pulp.

The external form of the spleen is somewhat variable, but it

is generally more or less flattened or tongue-shaped. It is often

remarkably lobulated, or at least deeply indented. One or more

supernumerary spleens or spleniculi, from tlie size of a bean to

that of a hazel-nut, are occasionally found near the spleen. Mis-

placements of the spleen are common. The weight of the normal

organ in an adult varies between 130 and 250 grammes.
Complete absence of the spleen is very rare, btit does

occur in persons who are otherwise perfectly well-formed. The
malpighian follicles are often so small as to be unrecognisable by
the naked eye, or seen only with difficulty.

The functions of the spleen are as yet imperfectly ascertained,

though it is perhaps now established that the red cor^juscles are

broken up within it. The corpuscles pass into the spleen-pulp
and are disintegrated within its cells, haemosiderin being thus
formed. New red blood-corpuscles are probably not produced in

the spleen, but colourless cells are supplied to the blood from the

malpighian follicles.

When elsewhere in the body an increased destruction of red and
colourless blood-corpuscles takes place, the products of disintegra-
tion are in large part brought to the spleen, and are there destroyed
and re-aljsorbed. The increased affiux of matters in process of

disintegration is usually accompanied by congestive hyperaemia
of the spleen, and is apt to produce a swelling of the organ, which
has been described as a spodogenous splenic tumour (o-ttoSo?

ashes). AVhen the material so brought is chiefly composed of

dead red corpuscles and their debris, the number of splenic cells

containing corpuscles and pigment is increased ; this may lead to

a rust-coloured pigmentation of the organ, from an increase in the

number of cells containinaf srranules of haemosiderin. If dving
or dead leucocytes reach the spleen, they also are taken up by the

cells of the pulp and destroj^ed.

Foreign matters, such as coal-dust, circulating in the blood,
are especially apt to be deposited in the spleen-pulp, where they
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lodge chiefly in the adventitial sheaths of the arteries. If a folli-

cle be situated at the side of a vessel, the coal-dust seems to be

deposited with preference on the opposite side (Arnold), but

the deposit may completely surround the arteriole. When an

arteriole traverses the centre of a follicle, the pigment is gener-

ally found in its immediate vicinity, spreading thence into the

substance of the follicle.
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27. Simple atrophy of the spleen occurs chiefly in aged or

marasmic patients. The organ is small, the capsule wrinkled and
sometimes thickened

;
the pulp seems loose, pale, and tough, its

cells are scanty, the vessels are imperfectly filled with blood, and
the trabeculae appear relatively prominent.

Amyloid degeneration appears most frequently in the form
of the so-called sago spleen, in which the amyloid deposits are

found chiefly in the reticular tissue of the periarterial malpighian
follicles, and thence extend to the pulp (Fig. 55 5). The spleen
is usually somewhat enlarged, and of a much firmer consistence

than normal. In the brownish-red or greyish-red pulp, instead

of the normal whitish follicles, are found light-brown hyaline
translucent masses, resembling grains of boiled sago, and in size

considerably larger than the normal follicles. These bodies are

composed of a hyaline substance (Fig. 55 5), within which usu-

ally only the nuclei of the connective tissue and scattered leu-

cocytes are still to be seen. When the degeneration affects the

pulp by extension, or wdien it begins therein, the resulting degen-
eration is more diffuse, and the spleen becomes firmer and is more

uniformly hyaline. Its resemblance to the rind of boiled bacon has
led to the name of lardaceous or bacon spleen which is generally
applied to it.
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The arteries are sometimes free from the amyloid change (a),
but sometimes they also have undergone degeneration. In amy-
loid degeneration of the pulp the walls of the capillaries and of

the veins are markedly degenerate and thickened.

According to IStilling, an amyloid spleen may contain, in the

media of the arteries and in the tissue immediately surrounding
them, as well as in the trabeculae of the reticulum, hyaline
masses that do not give the characteristic amyloid reaction with
iodine. Under like conditions to those which cause amyloid
degeneration a hyaline degeneration, affecting the vessels and
the reticulum of the follicles, is sometimes observed.

Rupture of the spleen may take place spontaneously when the

organ becomes abnormally enlarged. Traumatic rupture is more

Fig. 55. Amyloid degeneration in and about the splenic follicles.

{Preparation hardened in Milller's fluid, stained loitk haematoxylin and eosin, and
mounted in Canada balsam: x 30)

a transverse section of branches of the splenic artery
h amyloid patches c pulp d trabeculae

common, and may occur in a healthy spleen or in one which has

already undergone morbid changes. Ruptures of any considerable

size are followed by very grave haemorrhage. If the haemorrhage
be stayed by the formation of a coagulum filling the rent, the

wound may heal as in other organs, the clot being gradually
absorbed and finally replaced by a scar. The same ju'ocess takes

place in other wounds of the spleen.
28. Passive hyperaemia or engorgement of the spleen, with
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its attendant consequences, follows upon such disorders of the cir-

culation as interfere with the emptying of the splenic veins. When
the hyperaemia is recent, the spleen is increased in size, filled

with blood, and of a dark blackish-red colour. Its veins are dis-

tended, and the pulp contains more than the normal proportion of

red blood-corpuscles. When engorgement of the spleen has per-
sisted for some time, the organ is usually found to be either

normal in size or somewhat enlarged : it is rarely smaller. It is

commonly more cup-shaped than in health, and its edges are more
rounded. Its firmness and toughness are always increased, and
sometimes it is almost hard (cyanotic induration), owing to the

greater density of the pulp. The trabeculae stand out sbarply ;

and the capsule is often thickened. The chief textural alteration

in such a spleen consists in the increased amount of fibrous tissue

it contains, the increase showing itself in the trabeculae and in

the walls and sheaths of the vessels. Occasionally the septal
strands of the reticulum of the pulp are found to be slightly
thickened.

Thrombosis of the splenic veins leads to notable swelling
of the spleen. Through the calcification of thrombi in dilated

branches of the splenic veins, concretions resembling calcified

parasites (such as Peyitastoma) are formed.

Anaemia of the spleen, such as follows from great haemor-

rhage or from pressure exerted by the adjacent organs, manifests

itself \)\ the very pale colour of the pulp.
Embolic infarction of the spleen is usually consequent upon

the loosening of portions of cardiac or aortic thrombi : the in-

farcts are generally from the first pale and anaemic
; they are less

frequently haemorrhagic. They are of various dimensions ; small

ones may be of the size of a cherr3^ larger ones may extend over

as much as half or more or even over the whole of the spleen.
The infarcts that are usually seen at post-mortem examina-

tions are either of a dirty-yellow colour throughout, or the centre

is of a dull or greyish-yellow or reddish-brown tint, while the

margin remains dark.

In the red or haemorrhagic infarct the veins and capillaries, as

well as the splenic pulp, are fully distended with blood. The
follicles are infiltrated with extravasated blood only at their mar-

gins, the centres being usually unaffected. In anaemic infarcts

the red corpuscles are in part disintegrated into granular masses,
and in part deformed and decolorised. The nuclei of the trabe-

culae are no longer visible, the trabeculae themselves being swollen
and beset with oil-globules. The lym})hoid follicles are either

necrotic, or in process of breaking up into granular and fatty
detritus, few nuclei beino- visible. At a later stage the reticulum
and cells are alike transformed into a granular mass— in other
words the entire tissue perishes by necrosis. Traces of the
normal structure remain only in the marginal zone of the infarct^
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in which staining-reagents still bring out the nuclei of the cells

and the trabeculae.

Inflammation and hyperplasia of the surrounding splenic tissue

follow the necrosis, and the necrotic mass is thus by degrees
re-absorbed. After a time a dense shrunken radiating cicatrix is

formed in the site of the infarct ; it is often pigmented, or flecked
with shining white spots. Large infarcts are sometimes imper-
fectly re-absorbed, so that the cicatrix encloses a necrotic caseous

patch.
If bacteria reach the seat of infarction, purulent or gangrenous

inflammation may be set up instead of the changes just described.

References on Engorgement and Infarction of the Spleen.
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29. Congestive hyperaemia occurs most frequently as a

morbid condition in those infective diseases which are accom-

panied by contamination of the blood with parasites or poisons.
An acute enlargement of the spleen is thus produced, the

organ often reaching a considerable size. The capillaries and the
veins undergo a marked widening of their lumen, and the mass
of the spleen-pulp contains more blood-corpuscles than in its nor-

mal condition. The pulp is stained an intense red, and is so soft

that on section it may be easily scraped away. The malpighian
follicles sometimes stand out distinctly as white nodules ; some-
times they are scarcely recognisable amid the swollen pulp.

The congestive hyperaemia may pass away rapidly, but it

often persists for some time, and further changes are set up in

consequence. This is especially the case with the enlargement
accompanying typhoid fever, pyaemia, relapsing fever, ague,
acute nephritis, scarlatina, and anthrax. When the enlargement
has existed for a time the pulp appears no longer red, but grej'ish,
or pale reddish-grey, and is excessively soft, so that if the body
be not entirely fresh the pulp will be almost diffluent. With the

paling of the colour the volume usually increases, reaching some-
times the double or quadruple of its normal size. In extreme
cases the swelling may lead to bursting of the capsule, and thus

to rupture of the splenic tissue.

Enlargements of the spleen which are characterised by a grey-
ish-red or gre3dsh-white colour of the pulp, are to be regarded as

due to inflammation, and the process is called splenitis. In red
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spleens also histological changes are often found that show the

process to be an inflammatory one, hyperaemia having passed into
inflammation. In severe cases the splenic capsule is sometimes
involved and becomes covered with fibrinous or fibrino-purulent
or purulent exudations, so that we may speak of the condition
as perisplenitis.

The hyperaemia and inflammation of the spleen accompanying
infective diseases are caused partly by the micro-parasites inter-

cepted and retained within the splenic tissue, partly by the toxic

products elaborated by them. Accordingly in many of the infec-

Fig. 56. Lymphoid follicle of the spleen with central necrosis.

(From a case of diphtheria : preparation hardened in Flemming's acid solution, stained
with saffranin, and mounted in Canada balsam: X 300)

a central portion of the follicle, with numerous small masses of cellular detritus and
a protoplasmic network containing feebly-staiued nuclei

b peripheral zone containing leucocytes

tions (pyaemia, typhoid fever, relapsing fever, anthrax, diphthe-
ria, malaria), the presence of such parasites is demonstrable in
the blood-vessels (Fig. 54). in the pulp (Fig. 57), or in the folli-

cles. When excessive destruction of the blood from any cause
takes place, the products of disintegration thus formed may also
be deposited in the spleen, and produce

'

spodogenous
'

enlarge-
ment.

The micro-organisms brought to the spleen and the special
poisons they elaborate not rarely give rise to more or less exten-
sive necrosis of its tissue, affecting the follicles or the pulp. In
pyaemic infection necroses occur in the neighbourhood of the
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colonies of bacteria developing within the spleen (Fig. 54
(jr).

In

diphtheria, on the other hand, in which the pulp is usually only
slightly swollen and fairly firm, the follicles aj^pear prominent
by reason of their size and their dull white colour. Necrosis

of numerous lymphoid cells within the follicles is often observed,
their nuclei breaking down and their protoplasm becoming lique-
fied to such an extent that the follicles (Fig. 56) consist only
of nuclear detritus (a), while at the same time the adenoid reticu-

lum is reduced to a network of swollen cells with pale nuclei.

In relapsing fever the swollen and red or reddish-brown

spleen contains areas resembling ischaemic infarcts (Art. 28),

pale-yellow necrotic patches, and also small spots of necrosis

limited to the follicles, within which (Nikiforoff) the cells are

dead and devoid of nuclei. In patients who have died during an
acute exacerbation of relapsing fever, the spleen shows, near the

patches of necrosis, areas in which some only of the cells have
lost their nuclei (Fig. 57 c), and in these areas can be seen more
or less numerous groups of the specific spirilla lying free (a) or

enclosed within nucleated or denucleated cells.

In typhoid fever also the swollen spleen contains large pale-

yellow necrotic masses, resembling anaemic infarcts, due proba-

bly not to any direct action of the specific bacteria, but to disorder

of the circulation from coagulative changes within the blood-

vessels. It is very probable that the extensive necrosis met with
in the spleen in relapsing fever is also due to the same cause.

Besides the above-named degenerations and necroses, which
occur only in certain of the infections, acutely-swollen spleens
show a more or less marked increase of the cellular elements con-

tained in the pulp— in red spleens chiefly of the red blood-cor-

puscles, in pale spleens of the colourless elements. Among the

latter occur numerous multinuclear leucocytes. At times fibrin-

ous coagulation takes place, especially in cases associated with
necrosis. Moreover, according to the nature of the infection and
the stage the disorder has reached, we may find disintegrated and

fatty leucocytes and large pulp-cells containing bacteria or other

parasites (such as the Plasmodium malariae), or large uninuclear

cells (Fig. 57 /) containing red corpuscles (sometimes as many as

ten) or haemosiderin derived from them, together with leuco-

cytes, whole or disintegrated. All these cells may be found
within the dilated blood-vessels, or in the pulp. The endothelium
of the veins may also be swollen or in part desquamated, and so

likewise the cells of the pulp-reticulum. Karyokinetic figures are

seen more or less frequently in the living cells both of the follicles

and of the pulp.
The further course and the consequences of congestive hyper-

aemia and inflammation of the spleen differ in different cases.

As the general disease passes away the infiltration and swelling
of the spleen-pulp usually diminish. The red and white blood-
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cells accumulated in the pulp are gradually passed on or destroyed,
and the spleen recovers its normal size and appearance.

In other cases it happens that after inflammation the spleen
remains permanently altered. In the first place diffuse or circum-

scribed thickenings appear on tlie capsule, and take the form of

flattened lenticular nodules or large cicatricial patches. These

appear as a rule when the spleen has been covered over with

a fibrinous exudation, the absorption of which has taken place
but slowly, while part of it is replaced by granulation-tissue.
Adhesions of the spleen to the surrounding structures are a

common result of the process.
The inflammatory changes sometimes result in more or less

extensive atrophy of the spleen, the pulp-tissue decreasing per-

FiG. 57. Portion of tissue and isolated cells from a splenic follicle
UNDERGOING PARTIAL NECROSIS.

{After Nikiforoff; from a case of relapsing fever : preparation fixed in bichromate of

potassium and corrosive sublimate, and stained loith methylene-blue : X about 600)

a free spirilla
b lymphocytes with spirilla
c lymphocytes without nuclei
d large uninuclear pulp-cells

e small uninuclear pulp-cells

/ phagocytes containing leucocytes and red

corpuscles with their detritus

g free red blood-corpuscles

ceptibly in bulk. This happens chiefly in cases accompanied by
indurative thickening of the capsule, which hinders the expansion
of the organ. The trabeculae are sometimes unchanged, but

occasionally tliey too are thickened.

Enlargement with induration of the splenic tissue is especially

apt to follow repeated attacks of hyperaemia and inflammation, as

in malarial fever, and is dependent either upon an actual increase

of the pulp-tissue or upon the formation of new connective tissue

within the reticular framework. Deposits of haemosiderin or of

malarial pigment may lead to a simultaneous pigmentation of the

spleen. The pigment lies in the free cells of the pulp, in the con-

nective-tissue cells of the trabeculae, or in the vessel-walls.
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Inflammation may also end in suppuration, wliich is usually
circumscribed, and leads to the formation of a splenic abscess.
In some cases however, the foci of suppuration are scattered so

closely throughout the entire substance of the organ that we
might fitly describe it as universal. Small abscesses may heal, and
be replaced by connective tissue

; large ones may diminish in size

by the absorption of the pus, their cavities being closed up by
granulations and cicatricial tissue, which afterwards undergo cal-

cification. The splenic abscess often breaks through the capsule ;

and should the spleen be free from old adhesions the pus entering
the peritoneal cavity gives rise to fatal peritonitis. If adhesions
to contiguous organs have been previously formed the abscess may
break into the stomach, intestine, pleura, or lungs.

Refere7ices on Acute Enlargement of the Spleen in Infective Diseases,
and on I^arulent Splenitis.

Bardach: The spleen in infective diseases Ann. de Vlnst. Pasteur 1889
Besnier : Art. Rate in Did. encyclnp. des sciences med.
BiGNAMi : Chronic malaria Cent.f. cdlf/. Path. v. (p. 356)
Billroth: Normal and morbid anatomy of the spleen V.A. 23 1862
BiRCH-HiRSCHFELD : Acnte splenic tumonr A. d. Heilk. xiii 1872
Ehrlich : idem Charitt-Ann. ix Berlin 1884
Frankel: Splenic abscess in typhoid Jahrb. Hamburg. Staatskrankenanstalt i

Leipzig 1891
Friedreich: Acute splenic tumour Volkmami'sklin. Vortrage 75 IS"?4:

Gerhardt: Enlargement of the spleen in pneumonia Charite'-Ann. xiii 1888
Hess : The large cells in acute splenic hyperplasia Zieglers Beitrdge vn 1890
Klein : Trans. Path. Soc. xxviii London 1877
Laxcereaux : Gangrene of the spleen Gaz. med. de Paris 1863
LiJniMOFF : Pathology of biliary typhoid V.A. 98 1884
Martinotti and Barbacci : Acute splenic tumour in infections Cent. f. alia.

Path. I 1890
Metschnikoff : Phagocytosis in relapsing fever V.A . 109 1887
MuLLER : Histology of acute enlargement of spleen Inaug. Diss. Freiburg 1890.
NiKiFOROFF : The spleen in relapsing fever Ziegler's Beitrdge xii 1892
Ponfick: Studies on relapsing fever V.A. 60 1874
SoKOLOFF : Pathology of acute splenic tumour T'.I. 66 1876
SouDAKEWiTSCH : Researches on relapsing fever Ann. de I'lnst. Pasteur 1891
Weigert : Beitrdge z. Lehre von d. Pocken (necrosis of spleen) ii 1875

30. Persistent or progressive splenic enlargement, due to

an increase of the essential tissue of the spleen, must be regarded
as a hyperplasia of the organ. It occurs, apart from inflamma-

tory conditions, as a definite disease associated with certain mor-
bid changes in the blood, which manifest themselves either by
leukaemia (Art. 2) or by simple anaemia. Tlie former com-
bination is called leukaemic, and the latter pseudo-leukaemic,
hyperplasia of the spleen. In their histological structure these

two forms of splenic tumour are very much alike, and cannot
be distinguished by mere examination of the spleen, without
reference to the condition of the blood. The aetiology of the

disease is unknown ; its course is a chronic one, though acute cases
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are recorded in which death took place in a short time. The

change in the spleen is in some instances the only primary organic
affection present; in other cases it is combined with analogous
changes in the lymph-glands (Art. 38) and in the bone-marrow

(Art. 41). The morbid hyperplasia may start first in the spleen,
in the lymph-glands, or in the bone-marrow.

The hyperplasia as a rule extends uniformly over the entire

spleen ;
it is rarely limited to isolated patches. So far as is

known the affection commences with an increase of the entire

parenchyma, the constituent elements all undergoing hyperplasia.
The tissue is bright-red and soft, the follicles being nowhere

markedly prominent. In a much rarer form of the affection

the malpighian follicles (Fig. 58 a) first become hypertrophied,
and stand out as greyish nodules or as white lobulated clusters

or beaded strings.

Fig. 58. Hypertrophy of the follicles of the spleen.

{From a case of spleno-lymphatic leukaemia in a child: natural size)

a white lymphoid follicle h yellowish ischaemic infarct

As the parenchyma increases in size the originally soft tissue

becomes firmer, and at the same time paler. The follicles are

often at this stage but slightly enlarged, but they sometimes
become hypertro})liied and form whitish nodes and clusters of con-

siderable size (Fig. 58). The capsule is generally somewhat
thickened and beset with coarse fibrous patches of various sizes,

and adhesions are often formed between it and the surrounding
organs. The enlargement thus brought about may be very con-

siderable, the weight of the spleen sometimes reaching three or

more kilogrammes.
In the earlier stages the hyperplastic enlargement of the pulp

and follicles, apart from the amount of blood that may be present,
is primarily due to an increase in the number of the constituent
cells. Later on the connective tissue increases in amount, and so
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leads to the greater consistence of the organ. When the follicles

clevelope into nodes of any size they compress the spleen-pnlp
more or less between them, and this part of the structure often

becomes atrophied in consequence. It is then found to contain

fatty degenerate cells and pigment-granules either free or en-

closed in cells. The section thus assumes a peculiar mottled or

marbled appearance, the brown and yellow pigmented and atro-

phied pulp alternating with greyish and yellowish follicular

nodules. The disorders of circulation consequent upon tliese

textural alterations often lead in the later stages to the formation
of haemorrhagic infarcts and anaemic necroses (Fig. 58 6); these,

according to their age, appear as red, brown, or yellow and clay-
coloured patches. Haemorrhagic and anaemic necroses, after re-

absorption has taken place, sometimes leave behind fibrous and

occasionally pigmented cicatrices. In hyperplastic spleens of long
standing the enlarged follicles have to a great extent lost their

original structure, and consist of hbro-cellular tissue with no trace

of the original reticulum. The pulp also becomes in places more
fibrous, and loses much of its characteristic structure.

A second form of splenic hyperplasia is met with in cases

where enlargement of the spleen accompanies hypertrophic or

atrophic cirrhosis of the liver. In this form also the spleen may
attain a very considerable size, so that its weight reaches from
500 to 1000 grammes or more. Under certain conditions it may
even exceed the weight of the liver.

The enlarged spleen in cirrhosis of the liver is similar in

appearance to the leukaemic and the pseudo-leukaemic spleen,

though the follicles are not enlarged. It is usually regarded as

due to chronic venous engorgement (Art. 28); but the appear-
ance of the pulp is against this view. It is fairly soft in consist-

ence and not so dark-red as in the hyperaemic spleen, and the

enlargement may be very considerable even when there is no

engorgement. In moderately-enlarged sj)leens the pulj^ is rich in

red and colourless corpuscles, while its structure is not materially
altered. Where the enlargement is extreme, on the contrary, the

characteristic structure of the pulj) may be more or less effaced

and the reticular tissue in part replaced by large-celled connective
tissue with a fibrillated ground-substance. It is somewhat re-

markable that in tliese cases the spleen contains a certain number,
sometimes a very large number, of fatty degenerate leucocytes.

References on Splenic ffi/perplasia.

Arnold: Cell-division in splenic hyperplasia T". .4. 951884
Banti : Enlarged spleen in hepatic cirrliosis Lo SperimetUale 1894
BiRCH-HiRSCHFELD : GerluirdCs Handb. d. Kinderkr. in
GowERS : Trans. Path. Soc. xxix London 1878
Langhans: IMalignant lymphosarcoma T'. A. 54 1872
Mosler: Path, and Therap. der Leuliimie Berlin 1872

I
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Trousseau : Adenia CUnique med. iii

ViHCHOW : V. A. o 1853, and Gesamm. Abhandl. 1856
Westphal : Pseudo-leukaemia D. A./, klin. Med. li 1893 (with references)

31. Tubercles are very frequently found in the spleen. In

acute general tuberculosis, miliary tubercles are nearly always

present both in the parenchyma and in the capsule. In chronic

tuberculosis the disease when it affects the spleen gives rise to

caseous nodes of various sizes (Fig. 59 a), whose centres gener-

ally soften and break down. The tubercles are situated in the

malpighian follicles, in the arterial sheaths, and in the pulp.
In leprosy, aggregations of cells containing bacilli make their

appearance in the spleen.

.,^-^^^'
---T

Fig. 59. Chronic tuberculosis of the spleen.

{From a child : natural size)

a large caseous nodes

Gummata rarely develope in the spleen, though they are some-

times met with both in congenital and in acquired syphilis. They
may be single or multiple, forming grey translucent nodes, which
in later stages become yellow and opaque with a greyish-white
translucent periphery.

Syphilis may also manifest itself by a general hyperplastic

enlargement of the spleen, which is observed mainly in the con-

genital form of the disease ;
in some cases the pulp-cells, in others

the fibrous constituents, take the chief part in the overgrowth.
While the spleen of a new-born infant weighs about 9 grammes
or 0-3 per cent, of the body-weight, in syphilitic infants the

average weight of the spleen is, according to Birch-Hirschfeld,
11 grammes or 0-7 per cent, of the body-weight, and it may be as

great as 100 grammes (Ziegler).
Actinomycosis of the spleen leads to purulent inflammation.
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References on Syphilis of the Spleen.

Barensprung : Die hereditdre Syphilis Berlin 1864
Baumgartex : Miliary guininata in the spleen V. A. 97 1884
Beer : Die Eingeweidesi/philis Tiibinqen 1884
BiRCH-HiRSCHFELD : A. (I. Heilt. 1875, Gerhnrdt's Handh. d. Kinderkrankh. IV
Gold: Vierteljahresschr. f. Derm. u. Si/ph. 1880
Laxg : Varies, iiber Syphilis ii Wiesbaden 1885
ViRCHOW : Die krankh. Geschwiilste

Wagxer : Syphiloma .4. d. Heilk. iv 1863
Weil: D. A.f. klin. Med. xiii 1874

32. Primary neoplasms of the spleen are very rare.

Fibroma, sarcoma, angioma, and lymphangioma have been met
with. Langhans has described a case of pulsating cavernous

angioma of the spleen, with metastases in the liver. The new-

growth occupied nine-tenths of the already greatly-enlarged bulk
of the spleen.

Cysts containing serous liquid may occur in the splenic cap-
sule ; tliey are produced by the abstriction of portions of the peri-
toneal endothelium (Renngli). They are however very rare.

Metastatic gro-wths, especially of carcinoma and sarcoma,
are more common than the primary forms. They usually take

the shape of rounded nodules.

Pentastoma. Echinoroccus (hydatids), and Cysticercus are met
with as animal parasites of the spleen.

References on Tumours of the Spleen.

Barbacci : Lymphangioma Lo Sperimentale 1891
Eilelt: Pray. Vierteljahrsschri/t 7 fi 1862
Fink: Fibroma and lyniphangioma Pray. Z.f. Heilk. vi 1885
Langhans: Cavernous tumour V. A. 75 1879
Martin : Cavernous tumours and sarcoma of the spleen in the horse Jahresber.

d. K. Thierarzneischide Munich 1882-83
Rexggli : ]Multiple cysts of the spleen Inauy. Diss. Ziirich 1894
SCHEFFER : Jahrb. f. Kinderheilk. xv 1880
Spillmanx : Cystic haematoma A. de physiol. 1876
Weichselbaum : Sarcoma and lymphoma V. A. 85 1884
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CHAPTER XIII

MORBID CHAXGES IX THE LYMPH-GLANDS

33. The lymph-glands are structures of peculiar formation

intercalated in the course of the lymphatic vessels: they consist on

the one hand of the lyinph-paths or sinuses communicating with

the lymphatics (Fig. 61 b and Fig. 62 b c), on the other of the

lymphatic follicles (Fig. 61 a and Fig. 64 a) and the inter-

follicular septa. The supporting framework of both sets of

structures is a reticular connective tissue, whose trabeculae con-

tain nuclei at their intersections and are covered with a layer of

endothelium, and whose meshes enclose free lymphoid cells. In

the lymphatic follicles a central region can be distinguished, the

cells of which are somewhat larger and stain less readily than the

lymphocytes of the peripheral zone. Among the larger cells a

number always contain nuclei in process of division, so that this

region is to be regarded as the germinal centre (Fig. 64 a) of the

lymph-gland, from which new cells are continually being produced
and supplied to the lymph flowing through the gland. The deli-

cate reticular framework is supported by a many-layered fibrillar

capsule ;
from this trabecular septa extend into the interior and

unite at the hilum of the gland, thus dividing the parenchyma
into separate segments or loculi.

Simple atrophy of the lymph-glands is to some extent a

normal accompaniment of advanced age, when the lymph-glands
and the lymphadenoid follicles of the mucous membranes tend

to become smaller. When this shrinkage takes place early in

life, or in an aged person to an unusual degree, it must be regarded
as pathological.

The lymphoid elements, especially those in the centre of the

gland, are first and most markedly affected. They may entirely

disappear, the remaining connective tissue being changed into

adipose tissue, beginning at the hilum. This change is most

frequently observed in the mesenteric glands.

Atrophied lymph-glands, when they are not pigmented, have
a light-grey tint and are usually firmer than normal ; when they
become fatty they exhibit the characteristic appearance of adi-

pose tissue.

Amyloid degeneration of the lymph-glands usually accom-

panies amyloid disease of other organs ; it is rarely met with by
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itself. When the ghmds alone are affected the change is nearly
always due to some chronic tuberculous suppuration within the

territory whence their lymph-supply is drawn
; at times the

glands themselves are also beset with tubercles. If the amyloid
change is at all advanced it is often distinguishable by the dull

greyish tint and firm consistence of the glands on section
; to

make certain, however, we must employ the iodine or methyl-
violet reaction, or examine the glands microscopically. At times

the lymph-sinuses are chiefl}^
affected

;
in other cases, and

this occurs more frequently,
the follicles and the septa.

Tlie process of degenera-
tion begins with a hyaline

thickening of the reticular

trabeculae (Fig. 60 a). Then
the thickened trabeculae be-

come nodulated (6) and

finally by coalescence form
continuous homogeneous
blocks or flakes. The nuclei

of the reticulum (c c?) often

remain unaltered for an as-

tonisliingly long time, but

ultimately they disappear.
The lymphoid elements di-

minish in proportion as the

reticulum thickens, and may
here and there disappear

entirely.

Hyaline degeneration
occurs witliin the lymph-glands, especially affecting the walls of

the blood-vessels (Fig. 35). Other portions of the gland may
also be converted into hyaline masses. The caseation of tuber-

culous lymph-glands is sometimes preceded by a homogeneous
deo'eneration of their cells.

Fig. 60. Amyloid swelling of the adenoid
reticulum.

{After Eberth : methyl-violet pi'eparation .

X 350)

a
b
c

d
e

f

normal reticulum
swollen reticulum
unaltered nucleus

degenerate nuclei
normal lymphoid corpuscles
atrophied lymphoid corj)uscles

References on Degeneration of the Lymph-glands.

Baumgartex : Tuberculosis Z . f. ki'in. Med. ix
Billroth : Pathol. Histologie Berlin 1858
Flemmixg: On regeneration of tissues A./, mikroxk. Anat. xxiv 1884
HoYER : Researches on lympli-glands A. f. mikrosk. Anat. xxxiv 1890
KoEPPE : The lymph in its relation to the development of cells in the lymph-

glands A. f. Anat. supplement 1890
Lionville: Mediastinal adenopathy in the aged A. de physiul. 1869
Ranvier: Traite d'Jiistologie Paris 1875-88
Vallat : Hyaline degeneration in tulierele and gumma V. A. 80 1882
Wieger : Hyaline degeneration in the lymph-glands V. A. 78 1879
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34. Minutely-divided foreign substances that have gained
access to the lymphatic vessels are intercepted and retained for

a longer or shorter time in the glands. Dead cells thus brought
to the lymph-glands are there disintegrated. Thus, during the

re-absorption of extravasated blood, the detritus of the red blood-

corpuscles is conveyed to the lymph-glands and there accumu-

lates, enclosed within the carrier-cells.

At first the pigment-carrying cells are met with mainly in the

lymph-sinuses (Figo 61 5), but afterwards they enter the follicles

(a) and the retijular mesh-work. If they are numerous the lymph-
gland will present a dark brownish-red or rust-coloured appearance,
not unlike that of the reddish-brown spleen-pulp.

Other substances may in like manner be retained in the

glands, and if they have any colour of their own the gland of

course becomes pigmented. The most familiar instance of this

is the grey or black pigmentation of the bronchial glands at

Fig. 61. Deposit of pigment-carrying cells in a lymph-gland after
resorption of an extravasation of blood.

{Preparation hardened in Miiller's fluid, stained with carmine, and mounted in Canada
balsam : x 100)

a follicle near the surface b lymph-sinus iu a septum c pigment-granule cell

the hilum of the lung. In persons who have had their skins

tattooed the glands which receive the corresponding lymphatics
are often found after a time to contain some of the insoluble

pigment. After inllammation of the skin its pigment may be
carried to the lymph-glands.

The consequences of this deposit of inert foreign matters in

the glands depend on their amount and on their physico-chemical
nature. Many substances, such as calcium carbonate, are dis-

solved
; others, like charcoal or cinnabar, remain and lead to

permanent pigmentation. They lie enclosed in lymphoid cells

(Fig. 62 c) or lodged in the cells of the reticulum or the trabec-
ulae. If the amount present is small the changes induced are

trifling ; larger amounts lead to shrinking and induration of
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the gland. The lymphoid elements dwindle and disappear, while
the meshes of the reticulum become tilled with pigment-carrying
cells (Fig. 62 c and c') and free pigment. The reticulum may be

unaltered, or in part hyper-
plastic (a), in which case it is

made up of large branching
and anastomosing cells. Dense
fibrillar connective tissue (J)
is often formed in places, and
this too contains pigment.

When insoluble dust is

carried to the gland in great
abundance, softening as well

as inflammation and hyper-
plasia of the surrounding
structures may take place.
This sometimes gives rise to

adhesions of the gland to the

parts in its immediate neigh-
bourhood, and not infre-

quently results in ulceration
of the adjacent tissues.

Chemically - active sub-
a reticulum made up of large branched cells stances have of COUrse a very
h fibrillar connective tissue

;\-£( , ^. £f i. ^i ]

c and c' round cells containing pigment Ciluerent ettect, as alSO SUCU

living micro-organisms as

may reach the glands. They usually set up more or less intense

inflammation, and not infrequently lead to active proliferation
and hyperplasia.

Fig. 62. Section of a slate-coloured
lymph-gland of the lung.

{Preparation hardened in alcohol, stai}ied

with carmine, and mounted in Canada
balsam : X 250)

References on the Deposition of Foreign Substances in the Lymph-
glands.

Arxold : Stauhlnhalation und Staubmetastase Leipzig 1885
DE FiLiPPi :

' Ferratin
'

Ziegler's Beitrdge xvi 1894
Gabbi : Normal haematolysis Ziegler's Beitrdge xiv 1893
Grohe : Melanaemia V. A. 20 1861
HiNDENLANG : Pigmentation of lymph-glands in purpura V. A. 79 1880
Oekoxomides : Chronic affections of the bronchial glands Inaug. Diss. Basle

1882
OnTu : The lymph-glands in resorption of extravasated blood V. A. 55 1872
Riehl: Pigmentation of lymph-glands in Addison's disease Z. f. klin. Med. x
ScHMORL : Transport of pigment from the skin Cent. f. allg. Path, iv 1893
ViRCHOW : Cellularpathologie 4th edition (p. 224) Berlin 1871

35. Inflammation of lymph-glands or lymphadenitis is

usually of lymphogenous origin, but it ma}^ also be set up by
irritants brought to the glands by way of the blood. The most

frequent causes of the inflammation are bacteria, or the chemically-
active poisons or ' toxins

'

produced by them.
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The chief symptom of acute inflammation is swelling of the

gland (in the inguinal region the swelling is called abubo).
This is primarily due to excessive dilatation of the blood-vessels
of the gland, and is afterwards increased by the accumulation of

inflammator}^ exudations in the gland-tissue. The appearance of
the intlamed gland varies with the intensity of the hyperaemia
and the condition of its parenchyma; its colour is sometimes grey-
ish-red to dark-red, somotin.ies light-grey or greyish-white : in
consistence the tissue is usually soft and moist. In severe cases of

longer duration patches of necrosis appear, which are small (as in

diphtheria) or large (as in typhoid fever), and have a turbid

e (tod
Fig. 63. Inflamjiatory oedema of a lymph-gland, with catarrhal desquam-

ation OF the endothelium of the lymph-channels.
(From a cervical gland of a child dead of scarlet fever: pre2Mration hardened in Mai-

ler's fluid, stained ivith haematoxijlin and eosin, and mounted in Canada balsam:
X 300)

a lymphoid tissue b lymph-channel
c connective-tissue trabeculae d desquamated endothelium,
e clear space distended with liquid

greyish-white tint. In other instances yellowish-white foci of

liquefaction and suppuration are visible (as in pyaemia or syphi-
litic chancre). The circumglandular tissue is usually also in-

flamed, oedematous, or infiltrated with purulent or fibrino-puru-
lent or haemorrhagic exudations.

The irritant which gives rise to lymphadenitis may lead to

primary necrosis or at least to degeneration of the tissue of the

gland.
^

Thus in septic suppuration more or less extensive necrosis
occurs in the neighbourhood of tlie bacterial colonies. In diphthe-
ria we find in the germinal centres of the lymph-follicles necrotic
foci similar to those already figured and described in the case of
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the follicles of the spleen (Fig. 5Q}. Within these areas the nu-
clei of the lymphocytes and of the reticulum are disintegrated or

deprived of their chromatin, the reticulum itself is replaced by
peculiar formations that appear granular or homogeneous accord-

ing to the method of preparing the tissue for examination. In

diphtheria, such changes take place chiefly in the tonsils and fol-

licular glands of the pharynx, and in the lymph-glands correspond-

ing to the area of mucous membrane inflamed ; but they are not

absent in other aggregations of lymphadenoid tissue, such as the

a lymph-follicle with well-marked ger- b c lymph-channels with fibrino-haemor-
minal centre rhagic exudation

d distended blood-vessel

intestine. Similar but less pronounced changes are occasionally
met with in connexion with other varieties of acute lymphadenitis,
as for instance in the mesenteric glands after acute intestinal in-

flammation. In other cases again conditions of fatty degenera-
tion are observed, partly in the cells of the follicles and septa, and

partly in the cells of the lymph-channels.
The exudation is at the outset composed chiefly of liquid, which

is poured into the lymph-channels and often flushes them out to

such an extent (Fig. 63 5) that they become at first almost devoid

of cellular elements. This often leads to desquamation of the
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endothelium of the lymph-channels, which then contain large
cast-off cells (Fig". 63 d), and they may thus be said to be in a

condition of desquamative catarrh.

In more intense inflammation the exudation assumes a fibrin-

ous, fibrino-haemorrhag'ic, or purely haemorrhagic character. The
admixture of a few red blood-corpuscles with the contents of the

lymph-channels is very common both in the catarrhal form and in

ordinary inflammatory swelling. The fibrinous exudation appears
most frequently in the lymph-channels (Fig. 64 5 c). These may
be in parts markedly distended, and contain a loose fibrinous

mesh-work enclosing leucocytes and red blood-corpuscles. In

diphtlieria the lymphadenoid follicles of the tonsils, the follicular

glands of the tongue, and the cervical lymph-glands, are the chief

seats of the fibrinous exudation ; and they are sometimes, whetlier

they are necrotic or other-

wise unaffected, permeated
by a close mesh-work of

fibrinous filaments (Fig.
64 a).

Filjrinous exudations in

the glands occur mainly in

connexion with croujDous
inflammations (such as

diphtheria or pneumonia)
of the corresponding mu-
cous membranes, and with

typhoid fever ; the necrotic

foci which in typhoid are

formed in the mesenteric

glands may be thickly beset

with fibrinous threads. Tlie

blood-vessels in these in-

flammations often show

signs of hyaline thickening.
When inflammation leads to suppuration a large number of

multinuclear leucocytes are collected in the lymph-glands, and
abscesses are formed. These cause a larger or smaller portion
of the gland to undergo liquefaction and disintegration, and not

infrequently extend to the adjacent parts, giving rise to purulent
periadenitis.

The process of resolution after inflammation consists chiefly
in the removal of the exudation, the fibrin and cells it contains

being disintegrated and liquefied : the cells frequently show signs
of swelling and fatty degeneration before they disajipear. The
debris of the exudation, and in particular of the red blood-

corpuscles, is largely taken up by the surviving proliferous
cells.

Signs of proliferation are soon visible both in the free and in

Fig. t)5. Fibrinous mksh-work in the lym-
phadenoid FOLLICLES OF THE TONSIL IN

CROUPOUS PHARYNGITIS FROM DIPHTHERIA.

{Preparation hardened in alcohol, stained with

methyl-violet, and, partly decolo?nsed with
iodine, xylol, and aniline-oil : X 150)

a follicle with fibrinous mesh-work
b interfollicular tissue containiug lymphoid cells
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the fixed cells, not only within the lymph-follicles, but also in

the giand-tissue generally. It is not known to what extent this

process is capable of replacing tissue that has perished by normal

lymphadenoid tissue. When a gland encloses large necrotic foci

or abscesses, hyperplastic inflammation goes on for a long time
in the adjacent tissue. This chronic indurative lymphadenitis
leads to the formation of ordinary granulative or cicatricial tissue,

which gradually fills the place of the abscess or necrotic patch, and
in this way repair is effected, a scar being formed in the site of

the tissue that has been lost. When the necrotic or suppurating
parts are too large to be completely absorbed, they are converted
into a dry mass which undergoes calcification, and the lymph-

c

I

-V-'-.- .- .:..----''>'
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Fig. 6tj. Fibrous hyperplasia of a lymph-gland.

{Preparation ha?-dened in alcohol, stained with haematoxylin, and mounted in Canada
balsam)

a thickened capsule
c isolated remnants of eland-tissue

b fibrous bands pervading the gland

glands then enclose calcareous foci surrounded by connective

tissue, or are entirely converted into aggregations of calcareous

nodules.

Chronic inflammations of the lymph-glands, other than those

due to the presence of suppurating or necrotic foci or to specific
causes such as tuberculosis and syphilis, are most frequently
induced by long-continued inhalation of dust (Art. 34, Fig. 62).
Clironic inflammation in the tissues from which the lymph-glands
derive their lymph, such as tlie skin or intestine, may however

give rise to persistent irritation in the glands and induce chronic

hyperplasia of their structure. In such cases the glands are usually
but little altered, if at all

;
the only perceptible change consisting

in the excessive number of cells they contain (so-called hyper-



ART. 36] TUBERCULOSIS 125

trophy). It may however happen, as in the case of glanduhir

hyperplasia from the irritation of tlust, that the connective-tissue

elements undergo proliferation, and this leads to fibroid induration

of the substance of the gland (Fig. 6Q a b).
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36. Tuberculous lymphadenitis, often called scrofulous lym-
phadenitis, is usually caused by the invasion of tubercle-bacilli car-

ried by the lymph, more rarely by infection from the blood. When
the disease is lymphogenous the organs from which the infected

lymph comes are as a rule tuberculous. The point of entry of

the bacilli may however remain free from tuberculosis, so that
the lymph-glands (bronchial or cervical) exhibit the first local

manifestation of the disease.

The tubercles usually form first in the lymphoid follicles and

septa, and their eruption is indicated by the appearance of uninu-
clear or binuclear epithelioid cells (Fig. 67 a), and later on of

giant-cells (c?), some containing bacilli. They lie close to each

other, compressing the original lymphoid cells, and finally take
the form of the familiar large-celled tuberculous nodule (Fig.
67 a).

The eruption of tubercles may be accompanied by signs of more
or less intense inflammation, as a consequence of which the lymph-
glands appear swollen and reddened. The number of leucocytes
in the tissue is increased, owing in part to the migration of white

corpuscles from the blood-vessels, and probably also to an increased

production of lymphoid cells. When mature (a) and caseous (a^)
tubercles are present, the cut surface shows the characteristic light-

grey and whitish nodules.
In the later stages of the process the swollen lymph-glands,

from the continued production of caseating tubercles, appear beset
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with large yellowish-white caseous patches, which tend to become
confluent. After a time the entire lymph-gland, or at least a large
portion of it, may be converted into a cheesy mass, which later

on becomes softened or calcified.

The signs of inflammation and the accumulation of leucocytes
in the glandular parenchjana are often inconsiderable. The pro-
cess then consists essentially in the progressive new-formation of

epithelioid cells, which form small nodular masses. These become
confluent (Fig. 68 h c), and the lymphadenoid tissue (a) is accord-

ingly more and more encroached on and reduced to isolated strands,

^}:^msc^m -^ .cm^r^jjA

a
c

Fig. 67. Recent tuberculosis of a lymph-gland.

{Preparatio7i hardened in Midler's fluid, stained with haematoxijlin, agitated in a test-

tube, and mounted in Canada balsam : x 150)

a fresh tubercle Ci giant-cell at the border of a caseous

aj caseous tubercle nodule
6 lymphadenoid tissue d large-celled lymphadenoid tissue out-
c giant-cell in the centre of a tubercle side the tubercles

e lymphoid cells

while the remainder of the structure is made up of large rounded

(6) and stellate or spindle-shaped (c) cells, that form a striking
contrast to the lymphoid cells. Caseous necrosis seems not to

supervene for a long while, though after a time the large-celled
tissue is here and there converted into a mass of homogeneous
hyaline material or of lustrous blocks and flakes devoid of nuclei.

The hyperplastic process just described, which leads to what
is anatomically a large-celled hyperplasia of the lymphoid tissue,

is always associated with an increase in the size of the gland,
which may become as large as a pigeon's egg or even a hen's Qggi
and is dense and firm in texture. The section appears either uni-
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formly grey and translucent, or seems to be made up of small

greyish granules. When exposed to the air for a time, the cut
surface acquires a brownish colour. When caseation has occurred,
the tissue contains uniform yellowish patches resembling the
surface of a cut potato.

This large-celled hyperplasia, with tardy and inconsiderable

caseation, is one of the less dangerous forms of tuberculous lym-
pliadenitis, for it appears to remain for a long time limited to the
affected gland. It is chiefly met with in the cervical glands, but
is not uncommon in those at the root of the lunsf, where it is sren-

erally combined with pigmentary induration due to the inhalation
of carbonaceous dust.

In many cases, especially in children, the multiplication of

tubercle-bacilli within the lymph-gland, and the cellular prolifera-

Fig. fi8. Large-celled hyperplasl\ of a tuberculous lymph-gland.
(Preparation hardened in Miiller's fluid, stained loith alum-carmine, and mounted in

Canada balsam : X 150)

a remuauts of lympbadenoid tissue h large-celled tissue c spindle-celled tissue

tion and inflammation thereby induced, are quickly followed by
caseation, so that the glands have hardly begun to swell before

they show cheesy enclosures. By the time they have reached any
considerable size they are already converted into soft or even
diffluent caseous masses encapsuled only by a thin layer of indu-
rated non-caseous tissue. By continued caseation and softening,
the process may extend to the neighbouring parts, and so lead
either to an induration or to a caseous and purulent periadenitis.
Caseation of a subcutaneous gland may result in its rupture

I
through the skin. In deeply-seated glands rupture not infre-

1 quently occurs into neighbouring cavities and channels, such as
the pericardial sac, the veins, the bronchi, the oesophagus, or the
intestine. Whether these processes are in all cases due solely to
the action of the tubercle-bacilli, or whether the microbes act in

cooperation with other irritants, is not yet definitely determined.



128 MORBID CHANGES IN THE LYMPH-GLANDS [CHAP. XIII
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37. Syphilitic infection oi the lymph-s^lands takes place

mainly from specitic coutauiiiiatioii of the lympli brought to thera;

it is rarely conveyed to them by the blood. The syphilitic initial

sclerosis is followed by a scarcely perceptible swellins;- of the

nearest glands, whicli is referred to as indolent or hard bubo. In
the further course of the disease glandular affections may arise in

connexion with any of the various inflammatory manifestations of

secondary syphilis, and sometimes assume a gummatous character.

The infected lymph-glands are more or less swollen, and may
reach the size of a Avalnut. As a rule the swelling is due essentially
to an accumulation of leucocytes, though it sometimes dej^ends on

large-celled hyjjerplasia. After a certain time, which usually ex-

tends considerably beyond the duration of the primary affection,

it may be months or even years afterward, the enlarged lymph-
glands generally diminish in size and recover, owing to diminution
of the number of round-cells contained within their tissue. It may,
however, happen that the process results in fibrous induration or in

gummatous caseation of the diseased gland.
In leprosy the infected glands contain numbers of large cells

enclosing multitudes of lepra-bacilli, and bacilli lying free in the

gland-tissue.

References on Syphilitic Lymphadenitis.
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38. Under the head of progressive lymphadenoid hyper-
plasia, or lymphadenia, may be comprehended a peculiar group
of alt'ections, whose aetiology is still altogether obscure, their

common character consisting in a })rogressive increase of the lym-
phadenoid tissues. On the one hand individual lymph-glands
become notably augmented in bulk, forming tumours varying in

size from that of a large bean or walnut to that of a hen's egg,
while on the other hand fresh glands are continually becoming
affected by the hyperplastic process. The process may commence
in the lymph-glands proper, such as those of the axilla, or in the

lympadenoid tissue of the spleen (Art. 30) or of the mucous
membranes, such as that in the tonsils and intestinal follicles, and
thence extend continuously over an ever-wadening area, in certain

cases indeed over the wdiole of the lymphadenoid tissues. Analo-

gous changes often appear in the bone-marrow, and lymphadenoid
growths may be found in places which normally contain no such
tissue. The similarity of the disease, in its course and progress,
to some of the infections, for example to certain forms of tubercu-
lous lymphadenitis, makes it in some measure probable that lym-
phadenia is also infective in its nature, though at the present time
there is no proof whatever that this is the case.

On macroscopic examination the enlarged lymph-glands exhibit
in section a whitish or greyish-white, less commonly a greyish-red
surface, and in rare cases contain also a few necrotic foci. Ac-

cording to their degree of consistence we may distinguish them
into soft and hard forms. Intermediate forms are, however, met
with, and in a given case the several affected glands may possess
different degrees of hardness.

Under the microscope the normal structure of the gland is in

some cases still recognisable, the follicles, septa, and sinuses being
clearly differentiated

;
in such examples the increase in size is

essentially due to the overgrow^th of the lymphoid follicles. The
condition is therefore fitly described as a glandular hyj)ertrophy or

lymphadenoma. In other cases the structure so far deviates
from the normal that recognition of the several components is no

longer possible, the entire tumour being made up of lymphadenoid
tissue of perfectly uniform texture, whose reticulum encloses an

extraordinarily large number of free cells. The tissue of the
trabeculae and capsule, and sometimes also that immediately
surrounding the capsule, is closely studded with rounded cells.

Lastly, the reticular framework may also undergo a hypertrophic
modification, becoming stouter and coarser, and in part even con-
verted into stringy fibrous tissue, which is far removed in texture
from the typical adenoid reticulum.

Its marked deviation in structure from the normal type of the

gland has caused this form of overgrowth to be classed with the

sarcomata, under the head of lymphosarcoma. Lymphosarco-
mata are described as soft or hard according to the extent to
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which the connective-tissue element is developed, and the corre-

sponding degree of consistence of the tissue.

The characters of a particular glandular tumour may be so

well marked that it is easy to determine whether it should be
classed as a lymphadenoma or as a lymphosarcoma. Cases occur,

however, in which the features of the two varieties are combined,
so tliat along with heteroplastic tissue resembling that of a lympho-
sarcoma there are in the same gland definite and typical lymphoid
follicles and septa. As a consequence, writers often make no dis-

tinction between lymijhadenoma and Ij-mphosarcoma, but liave

used the terms indifferently for both classes of growths.
By many the difficulty is evaded l)y descril)ing all the pro-

gressive lymphadenoid growths as malignant lymphoma.
Progressive lyiuphadenia is a disease which may last for a

few weeks (as in acute leukaemia), or for several years, before it

ends in death. In some of the cases, associated with soft forms
of lymphadenoma and of Ijnnphosarcoma, the blood contains an
increased number of colourless corpuscles. The affection, thus
allied with leukaemia, is then called leukaemic adenia, and the

glandidar tumour is described as leukaemic lymphadenoma
or lymphosarcoma. In other cases this symptom is absent,
and the disease is associated only with marasmus and general
anaemia, or the blood may exhibit no demonstrable change. These
cases are met with chiefly in connexion with hard lymphosarcoma,
though in some of them the soft variety is alone present. The
affection is variously referred to as Hodgkin's disease, simple
adenia (Trousseau), lymphosarcoma (X'lHCHnw ). malignant
lymphoma (Billroth) in the stricter sense, or pseudo-leukaemia
(Cohnheim).

We do not yet know why the progressive hyperplasia of the

lymph-glands is sometimes associated with leukaemia and some-
times not. The cells contained in the reticular framework are

either exactly like normal lymphocytes, especially in lymphade-
noma, or some of them are distinctly larger, as in lympliosar-
coma ; but there are no invariable and characteristic differences

between the glandular tumours that are accompanied by leukaemia
and those that run their course without this symptom. In some
instances, particularly in lymphosarcoma, along with uninuclear
and binuclear cells, a few multinuclear giant-cells are observed.

According to Goldmaxn, the tumours may also contain eosino-

phile cells in somewhat large numbers. Proliferous changes, in-

dicated by karyokinesis in the nuclei, can be detected both in the

free cells and in the cells of the reticulum.
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39. Sarcoma is the only primary tumour met with in the

lymph-glands. It generally occurs in single glands, or several of

the same group are simultaneously affected and cohere into a

nodular tumour. It often overpasses the limits of the gland and
invades the adjoining tissues, forming adhesions with the skin if

the gland is subcutaneous. Secondarj^ growths are usually devel-

oped in various organs ; but, in contrast with lymphadenoma, the

nearest lymph-glands generally escape. Soft small-round-celled

sarcoma, spindle-celled sarcoma, fibro-sarcoma, and alveolar sar-

coma (Fig. 69) or alveolar angiosarcoma, are all forms that occur.

The two latter have a somewhat carcinoma-like structure, the

epithelioid cells (^ c} Ijeing grouped in clusters and nests within
an alveolar stroma (a).

It appears that the neoplasm may start in various parts of the

gland-tissue. According to PuTiATA. alveolar sarcoma begins in

the tissue around the vessels. In other instances, especially in

spindle-celled sarcoma, the connective-tissue framework is the

primary seat of the neoplastic proliferation (Winiwarter).
Some authors, like Putiata, maintain that the lymphoid elements

may be transformed into tumour-cells.
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Fig. 69. Alveolar sarcoma of a lymph-gland.

{Preparation hardened in MUller's fluid, stained with alum-carmine, and mounted in
Canada balsam : X 100)

a stroma 6 cell-nests c alveoli with scattered cells

Fig. 70. Carcinoma developing in an enlarged axillary lymph-gland.

(Preparation hardened in alcohol, stained with haematoxylin, and mounted in Canada
h((/s(nn: X (10)

a germinal centre of a lymphoid follicle b lymph-sinus c artery d cancer-nests
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Carcinoma is the most common among the secondary or me-
tastatic gro-wths. It leads to the conversion of the lymph-
giands into tumours of various sizes, whose general structure

accurately reproduces the characters of the primary growtli.
The development of the cancer takes place within the lymph-

sinuses, and there, by multiplication of the tumour-cells brought
to them by the lymph, clusters and strings of large cancer-cells

(Fig. 70 d} are formed, which compress and encroach upon the

lymphocytes. A fibrous stroma is formed from the lymphadenoid
tissue, which encloses in its meshes the growing cancer-nests.

Sarcomatous metastases, like the carcinomatous, may de-

velope from sarcoma-cells which have gained access to the gland
by way of the lymphatics.
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CHAPTER XIV

THE BOXE-MARROW

40. The bone-marrow in children is a soft tissue of a bright
red colour, which is particularly rich in cells and hlood-vessels,

and is accordingly referred to as red or lymphoid marro"w.
The supporting framework of this tissue is composed of deli-

cate reticular connective tissue. The abundant capillaries and
veins are wide and thin-walled.

The majority of the cells enclosed in the reticulum are spheri-

cal, and possess either a clear vesicular nucleus with highly
refractive nucleoli and nucleolar filaments, or an apparently ho-

mogeneous nucleus which is ill-defined, and in fresh sections is

seen only with ditficulty. These cells vary in size, those with
a vesicular nucleus being generally larger than those with a

homogeneous nucleus; the former have, moreover, a more gran-
ular protoplasm. The homogeneous nuclei take nuclear stains

more deeply than the vesicular nuclei.

While these cells constitute the majority, the lymphoid mar-
row always contains a number of leucocytes with eosinophile

granules, flattened cells containing no fat, globular cells contain-

ing fat, nucleated and non-nucleated red blood-corpuscles, cells

enclosing red blood-corpuscles and pigment, and uninuclear and
multinuclear giant-cells.

According to the researches of Neumann, Bizzozero, Cohn-
HEIM, TiZZONI, RiNDFLEISCH, HAYEM, GkOHE, DeNYS, H. E.

Ziegler, and others, the bone-marrow takes part in the process
of blood-formation, and the nucleated red corpuscles found in

it are regarded as representing a preliminary stage in the devel-

o])ment of these corpuscles. The presence in the bone-marrow
of cells containing blood-corpuscles and pigment tends to prove
that the red blood-corpuscles are likewise destroyed in that tissue.

The marrow is richest in cells in early life; later on, and

especially in the long bones, the number of cells decreases, and

by the imbibition of fat the greater portion of the cells of the

reticulum are at the same time transformed into fat-cells. After
the fourteenth to the sixteenth year, the marrow of the long bones

usually consists mainly of fatty tissue ; this when it contains only a

small amount of blood is of a yellow colour, with a larger amount
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of blood it is yellowish-red, ami its cut surface has an oily lustre.

This is called yello^v marrow, in contradistinction to the red
or lymphoid form. It should however be remarked that between
the two forms there are many intermediate stages. In the flat

bones and in the short cancellous bones the marrow remains per-

manently red, and either retains the essential characters of lym-
phoid marrow, or by the imbibition of fat changes to a transitional

form between this and yellow marrow.
In advanced age the number of free cells contained in the

bones sometimes decreases still more markedly, while at the same
time the fat tends to disappear. The resulting free space is filled

by a clear liquid containing mucin; the marrow thus acquires a

translucent gelatinous appearance, and is hence termed gelatinous
marro-w.

References on Bone-marrotv (see also Arts. 1 and 41).

Arnold : Karyokinesis in marrow-cells V. A. 93 1883 and 97 1884
Bayerl: Production of red corpuscles in epiphysial cartilage A./, mikrosk.

Anat. XXIII 1884
BizzozERO: Sul midolio degli ossa Xaples 1869 reviewed in V. A. 52 1871;

Atrophy of fat-cells in the bone-marrow A./. 7nikrosk. Anat. xxxiii 1889
Flemmixg : Zellsubstanz Kern u. Zellthellung Leipzig 1882
Gegenbaur : Jena. Z . f. Med. u. Naturtviss. i-iii

KoLLiKER : Gewebelekre d. Mensclien i Leipzig 1889
MoRAT : La inoelle des os Paris 1873
Neumann: The bone-niamnv in Mood-formation Cent. f. med. Wiss. 1868;

Berl. klin. Woch. 1877, 1878, 1880 and Z.f. kiln. Med. in 1881
TizzoNi and Fileti : Atli del Lincei ser. 3 xi 1881
Werner : Cell-division in the giant-cells of the marrow V. A . 106 1886

41. The modes in which the bone-marrow is affected by gen-
eral diseases and the primary changes other than inflammatory
that take place in it may be classified under three heads. In the

first place, as the result of various diseases conditions of atrophy
and degeneration are induced, which are characterised chiefly by
diminution of the fat and decrease in the number of cells, in a

measure also by degenerative changes in the tissue-elements. For

example, in senile decay, in chronic pulmonary emphysema, in

phthisis, in chronic diseases of the kidney, and in starvation

(Neumann), the adipose tissue of the marrow disappears more
or less completely. If no increase takes place in the number of

cells, and if the vacant spaces are filled by a liquid containing
mucin, the marrow assumes a gelatinous translucency and changes
into the gelatinous variety already mentioned.

Many infective diseases (such as typhoid fever, relapsing

fever, typhus fever, etc.) are attended ])y fatty degeneration
of the cells and capillaries of the marrow. In relapsing fever

(Ponfick) and in variola (Chiari) necrotic foci may be formed.

These and other infections of the blood often lead to inflammation

of the bone-marrow.
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Hypertrophy of the fatty tissue of the marrow occurs as a

concomitant of general atrophy of the entire skeleton (Art. 43)
and of the articular cartilages, and is at times so excessive that

the bone, composed almost entirely of fat, has a lower specific

gravity than water.

In very many cases, concurrently with the decrease in fat, we
find an increase in the number of the marrow-cells, so that the

tissue assumes more and more the characters of red or lymphoid
marrow. This is observed especially in oligaemia, leukaemia,
chronic pulmonary tuberculosis, chronic suppurative ostitis, and
cancerous cachexia; but it is not a constant phenomenon in these

conditions. For example, Grohe found in 157 patients who had
died of phthisis 119 cases with red marrow. Red marrow is also

met with, especially when death has occurred in the later stages
of the disease, in typhoid fever (Gkohe), in croupous pneumonia,
and in septic affections (Golgi, Litten), in acute endocarditis

(Ponfick), in small-pox (Golgi), etc.

The tint of lymphoid marrow varies from greyish-red to dark-

red according to the amount of blood it contains. In severe cases

of pernicious anaemia the whole of the marrow of the long bones

may be dark-red in colour, resembling raspberry jelly. The
coloration usually begins at the epiphyses and extends thence
towards the middle of the bone. In leukaemia the marrow is

often mottled with tints varying from flesh-pink to greyish-red,

greyish, or greyish-yellow, and sometimes parts are yellow or

greenish-yellow and look like pus.
In the red marrow the colourless marrow-cells are always

abundant; and the nucleated and non-nucleated red blood-corpus-
cles are in general increased in number. Numerous cells contain-

ing blood-corpuscles and pigment are often found in the tissue,

especially in cases of pernicious anaemia, typhoid fever, typhus
fever, relapsing fever, and intermittent fever. ' Charcot-Neu-
mann crystals

'

(in the form of small colourless octahedra) are also

frequently present; they are thought by some authorities to be a

substance containing mucin (Salkowsky), by others (Schrei-
NEr) to be a phosphatic product of the decomposition of albumen.

The increase in the number of colourless and of coloured cells

in the bone-marrow is generally explained by the assumption that,
in the above-named diseases, the cells of the bone-marrow itself

undergo proliferous multiplication. If the anaemia and cachexia
result from repeated haemorrhages or from organic disease, this

increase may be regarded as a regenerative process.

According to Neumann, Bizzozero, Hoyer, and others, how-
ever, there is a form of leukaemia in which the marrow-changes
are primary, and are therefore the originating cause of the altera-

tion in the blood. This form is accordingly termed medullary
or myelogenous leukaemia (Art. 2).

The increase in the number of nucleated red corpuscles is
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generally interpreted as indicating an increase in the liaemato-

genic activity of the marrow. It is not improbable, however,
that it is dependent npon some retardation of the normal trans-

formation of the young blood-corpuscles into the mature form.

Increased destruction of the red blood-corpuscles, or the pres-
ence of minute foreign bodies circulating in the blood, leads to

deposition of corpuscular detritus and other foreign matters in the

marrow. The deposition of insoluble ferrated compounds, derived
from the disintegration of haemoo-lobin. is the commonest ex-

ample, and may be described as siderosis of the bone-marrow.
This condition may also result from jaundice, and may be experi-

mentally produced by abnormally increasing the amount of iron

ingested. The ferrated particles lie for the most part within the

marrow-cells and the blood-corpuscles.
Grave disorders of the local circulation, especially such as

impede the outflow of blood from the bone, and traumatic inju-
ries, often give rise to haemorrhage from the delicate capillaries
of the marrow. Some of the extravasated blood may be absorbed

unchanged, but the greater part is disintegrated, and numbers of

granule-carrying cells containing pigment make their appearance

during the absorption of tlie products of disintegration.

References on Changes in the Bone-marrow accompanying various

Diseases (see also Art. 43).

Arnstein: Intermittent fever V.A. 61 1874
Blechmann: Pathology of the bone-marrow A. d. Heilk. xix 1878
Chiari: Osteomyelitis in small-pox Ziegler's Beitriige xiii 1893
CoHXiiEiM : The marrow in pernicious anaemia T'. A. 68 1876
EisENLOHR : Pernicious anaemia and cancer D. A. f. klin. Med. xx 1877
DE FiLiPPi : Researches on ' ferratin

'

Zie(jler''s Beitrdge xvi 1894
Geelmuyden: The bone-marrow in disease T". *i. 1U5 1886 (with references)
GoLGi : Small-pox Revista din. di Bologna 1873
Grohe : The marrow in various diseases Beii. kiln. Wocli. 1881, 1884
Heuck: Leukaemia V. A. 78 1879
LiTTEX : Corpuscle-carrying cells in the marrow Cent.f. vied. Wiss. 1881
LiTTEN and Orth : The bone-marrow in various diseases Bed. klin. Woch. 1877
jMuir : The bone-marrow in pernicious anaemia Journ. of Path, ii 1894
NoTHXAGEL : Lymphadenia ossium (a peculiar pernicious disease of the bones)

Virc.how's Festschrift {internation(de) ii Berlin 1891
PoNFiCK : Sympathetic affections of the marrow in internal diseases V.A.oQ,

60 1874; Leukaemia T^ .-1. 67 1876
RiESS : Corpuscle-carrying cells Cent. f. med. Wiss. 1881
RoBix : A. d'anat. et de p/ii/siol. 1874
Salvioli : Rivi.'^ta din. di Bologna 1878
Stocker : ]\Iarrow-changes in certain febrile affections A. f tviss. Thierheilk.

XIII 1887
Waldstein: Progressive anaemia with leucocythaemia V. A. 91 1883
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CHAPTER XV

ATROPHIC AFFECTIONS OF BONE

42. The osseous tissue of the skeleton developed during foetal

life and soon after birth is for the most part a temporary structure

of limited duration. The immature bones of the new-born child

are re-absorbed and disappear in the course of years, and are

replaced by others whose texture and composition are of a dif-

ferent kind.

The researches of morbid anatomists have shown that the

dissolution and re-absorj^tion of mature osseous tissue, under

pathological conditions, are among the commonest of morbid

Fig. 71. Resorption of bone.

(Section of a bony trabecula in the neighbourhood of the resected end of thefemur : pre-

paration hardened in Miiller's fluid and alcohol, decalcified in picric acid, stained
with alum-carmine, and mounted in Canada balsam: X 200)

a trabecula
b fat-cells of the marrow

c round-cells
d osteoclasts

e Howship's lacunae

/ blood-vessel

phenomena. As a rule the morbid process follows the lines of

the normal process known as lacunar resorption.
At the point Avhere the l)one is about to be absorbed multi-

nuclear cells or myeloplaxes (Fig. 71 d) appear in the marrow
or periosteum, and attach themselves to the surface of the bony
trabeculae. Kolliker has termed the multinuclear cells that are

met with in normal osseous resorption osteoclasts, a name which
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has also come into general use for the myeloplaxes of pathological
resorption.

After a time deep erosions, generally referred to as HoAvship's
lacunae or foveolae (Fig. 71 e), form at the points where the
osteoclasts are adherent. It is assumed that the osteoclasts effect

the active dissolution of the underlying osseous tissue.

Fig. 72. Eccentkic atkophy of the lower ends of the tibia and fibula,
with osteoporosis.

{Natural ttize)

When a large portion of the bone is being absorbed, the osteo-

clasts appear in great numbers, and lie close together. Corre-

spondingly numerous grooves and pits are produced on the bone,
and its surface thus presents a rough and eroded appearance.

During the continuance of the process the surface is covered with

these grooves. When the resorption ceases the surface again
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becomes smooth, eitlier from absorption of the prominent inter-

lacunar ridges, or from the deposition of new osseous tissue in the

eroded lacunae.

If the resorption proceeds chiefly from the side of the marrow,
the result is eccentric atrophy (Fig. 72); the external form of

the affected bone reuuiins unaltered, while its cavities and nutrient

canals become wider, and its lamellae and trabeculae thinner.

When resorption is mainly external, on the other hand, there is

concentric atrophy ( Fig. 73 and Fig. 74), or local defects are

jjroduced. If the compact osseous tissue becomes porous from
the widening of the Haversian canals (Fig. 72), the condition is

termed osteoporosis. In cases of excessive atrophy the marrow

Fig. 73. Senile atrophy of the calvarium.

(With defects of the outer table and diploe in the middle portions of the parietal bones:
reduced to one-third natural size)

of the enlarged medullary cavities often consists of pure adipose
tissue, a condition which has led to the process being described as

a 'fatty degeneration of the bones.'

In old age lacunar resorption affects large portions or even the

whole of the skeleton, and it is then termed senile atrophy. It

sometimes occurs in a marked degree in the flat bones, in the

vault of the skull (Fig. 73), in the scapula, and in the pelvis,

chiefly in parts that are not covered by muscles. In the skull the

resorption of the parietal bones (Fig. 73) may go so far as to

destroy the entire outer table and diploe, and even some portions
of the inner table. In a few spots the bone may be entirely

destroyed and so perforated. Next in frequency to the parietal
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bones the supra-occipital is most apt to be affected, the frontal

bone but rarely. As the erosion is not uniform, shallow grooves

appear on the external surface of the skull. The bone at the foci

of resorption looks dull and lustreless, indeed almost rough, and
the surface is studded with a number of small medullary cavities

filled with blood.

In the diploe the addition of new bone to the old usually gives
rise to condensation of the tissue before resorption begins. De-

FiG. 74. Hypoplasia of the plbis, ischium, and ilium of the left side.

{From coxitis ichich had prevented the vse of the left leg in early life: the riqht ace-
tabulum is displaced inwa7-ds, the pelvis being therefore obliquely contracted : rather
less than half the natural size)

posits of osseous tissue also occur on the inner surface of the skull,

especially in the frontal bone.

In the facial part of the skull senile atrophy affects mainly the

Upper and lower maxillae, the alveolar processes of which are

sometimes entirely absorbed.

In the vertebrae and in the bones of the extremities both con-

centric and eccentric atrophy take place, the bony trabeculae being
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thereby in places thinned or even entirely absorbed. Should the

greater part of the trabeculae be absorbed at any particular point,
so that the continuity of their connexions is interrupted, the bone
is liable to give way at that point (Art. 50).

Resorption may be so excessive that the remaining bony tissue
becomes incapable of withstanding an ordinary strain, and so
fractures with great readiness : this condition has been termed
symptomatic osteopsathyrosis, or fragilitas ossium.

Absence of functional use (Fig. 74) is a frequent cause of pre-
mature lacunar resorption of tlie bones: this form of atrophy

Fig. 75. Extreme atrophy of the cranial bones produced by the pressure
OF THE developing BRAIN.

The position of the cerebral convolutions is indicated by deep impressions, that of the
sulci liy sliarp bony ridges. The ethmoid is bulcjed downwards, and the wings of
the sphenoid and the lower border of the squama of the petrous bone are forced for-
wards and downwards.

(Skull hrnchycephalic and hypsocephalic : premature synostosis of the lateral and
lower portions of the coronary suture, icit/i compensatory increase in height in the

region of the pmi'ieial bones and the sagittal suture : five-sevenths of the natural
size)

from disuse occurs not only when a limb or part of a limb is

deprived of its normal activity, but also when portions of a single
bone cease to perform their function of support.

Atrophy of the first kind occurs in the stumps of amputated
limbs, and in the bones of limbs that have ceased to be used (Fig.
74); while atrophy of the second kind is observed in fractured
bones where the fragments have overlapped during the process of

healing, the atrophy affecting those trabeculae which from the
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altered direction of the stress are no longer required to act as

supporting structures.

Those forms of bony atrophy which appear as the sequelae of

nervous diseases are termed neuroparalytic and neuropathic
atrophies. When they occur in paralysctl limbs it is natural to

attribute them to mere disuse. But not infrequently diseases of

the spinal cord and brain, that are unaccompanied by paralysis

Fig. 76. Deformity of the superior ast> inferior maxillae and their
alveolar processes produced by cicatrisation after a burn.

{Deep incurving of the anterior surface of the superior may ilia : nearly horizontal posi-
tion of the alveolar j)rocess : decrease in size of the inferior nia.rilla, and ahnost
entire disappearance of the angle between the ascending'and liorlzontal rami : bony
ankylosis between the superior and the inferior maxilla)

of the limbs, such as posterior sclerosis (tabes) and paralytic
dementia, are associated with remarkable wasting and fragility of

the bones, and commonly with articular changes also (see Art. 75).

Atrophy from pressure is another and very frequent form
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produced by persistent local pressure on a bone. Thus an increase

of the cranial contents may induce such atrophy of the cranial

bones that the entire internal surface is roughened, the inner table

more or less absorbed, and the tegmen tympani thinned and per-
forated. Should the convolutions of the brain be pressed against
the bone, the result may be a deepening of the impressions which

are normally present (Fig. 75), while the sulci receive corre-

sponding ledges and ridges of

bone. The pacchionian bodies

of the pia mater produce deep

pits in the bone, which some-
times penetrate to the outer

table. The frontal sinuses and
the antrum of Highmore may
become enlarged from the accu-

mulation of liquid or the press-
ure of tumours. Cutaneous
scars undergoing great contrac-

tion may press upon the under-

lying bone and induce extensive

resorption (Fig. 76), with the

result of very considerable dis-

tortion and disfigurement. Such
scars usually result from burns.

The pressure of aneurysms of

the aorta upon the vertebrae,

sternum, or ribs may produce
more or less extensive erosions

(Fig. 77), and may even entirely

destroy the bone at the point of

pressure. Tumours of the soft

parts which exert pressure upon
the adjacent bones often have a

similar effect.

Finally, every periostitis or

osteomyelitis that reaches a cer-

tain degree of intensity and

persists for a certain length of

time (Chap, xvi), and every
tumour that developes in the

bone-marrow or on the inner
surface of tlie periosteum, give rise to some resorption of bone.

Pressure, inflammation, and the development of tumours result

generally in local atrophy of bone; but a local inflammation, such
as destructive arthritis, may induce abnormal resorption over en-
tire bones, and so lead to fragilitas ossium. Small and local super-
ficial defects, visible by the unaided eye, are termed erosions; if

larger portions are destroyed, or at least strikingly altered and

Fig. 77. Atrophy of the last thoracic
and upper lumbar vertebrae, from
the pressure of an aortic aneu-
RYSM.

{Reduced to two-fifths of the natural size)
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rarefied, we speak of the affection as caries (Chap. xvi). When
the bony tissue is, by the action of some noxious agency, not

merely eroded but killed outright, and in considerable mass, we
speak of the process as necrosis. Caries and necrosis may be

combined in many ways, producing a condition which is called

necrotic caries.

Both in marked lacunar atrophy and in far-advanced osteoma-

lacia (Art. 43) cysts may form in the interior of the bones, with
clear or turbid lit^uid or haemorrhagic contents. They arise in

these affections from the total disintegration and liquefaction of

the constituent parts of the tissue, and may reach a great size,

in certain cases nearly equalling the bone in diameter. At times

the bone may be actually distended by a secondary accumulation
of liquid. Cysts are occasionally produced within bones from

new-growths which have undergone liquefactive softening, for

example from enchondroma, myxoma, and sarcoma. Cysts may
also occur which have no perceptible connexion with new-growths
or with excessive resorption.

According to certain authorities (Lobsteix: Traite d'nnat. patkol. Paris

1833; GuRLT : Lehre roa Knnchenhruchen Berlin 1862; Volkmanx : Hand'
huch der Chirurgie ii 1872; Enderlen : Osteopsathyrosis V. A. 131 1893),
there is an idiopatliic form of fragilitas ossium in which no rarefaction of the

osseous tissue is apparent. Tliis malady is congenital, or developes from some
unknown reason in adult life, and may appear in different members of the
same family. If the views of these authorities be correct, we must assume
that in the persons so affected the organic substratum of the bony trabeculae

possesses some morbid character which manifests itself by abnormal brittleness

of the bones.
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43. Halisteresis ossium ( aXo^ of salt, areprjat'^ deprivation)
or decalcification is a form of atrophy of bone in which at first

nothing but solution of the calcareous salts takes place, while the

organic matrix or cartilage, though somewhat altered, is preserved
for a certain length of time.

The solution of the lime-salts begins on the periphery of the
trabeculae (Fig. 78 i), and advances progressively from these to

the deej)er layers. The l)0undary-line of the still calcified portion
(a) sometimes runs parallel to the surface of the trabeculae ; at

other times it has an irregular contour, showing depressions simi-

lar to those known as Howship's lacunae. Between the calcified

and the completely decalcified parts there is sometimes a zone
in which, as in commencing ossification, calcareous particles of

various sizes are visible.

According to the researches of VON Recklinghausen and
Apolant, in halisteric atrophy the existing Haversian canals are

generally widened, and new canals and clefts appear in the

ground-substance of the bone. This condition is the result of

decalcification, and gives rise to the peculiar lattice-like or rather
feather-like markings which are seen in suitably prepared micro-

scopic sections of the bone.
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The matrix of the decalcified bone is sometimes homogeneous,
and sometimes finely or coarsely fibrous. Not infrequently the
normal lamellar stratification can still be distinctly traced, the
lamellae being continuous with those of the still calcified part.
Some of the bone-corpuscles are clearly visible, while others liave

disappeared, or are represented only by small oval spaces, without
visible stellate processes.

The width of the decalcified portion is naturally subject to

considerable variation. In extreme cases of halisteresis the amount
of persisting calcified bony substance is veiy small, numbers of

Fig. 78. Section of a vertebra affected with osteoma.

(Preparation hardened in alcohol, cut withoiit decalcification, stained with eosin, and
mounted in thick Canada balsam: x 45)

a remains of calcified bone e larger medullary cavities
h decalcified bone / larger spaces arising from the absorption
c decalcified and atrophied trabeculae of the trabeculae
d Haversian canals

individual trabeculae being entirely decalcified (c). The decalci-

fied cartilaginous matrix may persist for a time, and is probably

capable, by again taking up lime-salts, of being transformed once

more into firm bone. If however the process of decalcification

continues, it is generally followed by the disintegration and solu-

tion of the matrix.

Halisteresis may occur as a local affection in limited portions
of a bone, for example in the site of tumours whicli destroy the
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osseous tissue. More frequently, however, it extends more widely,
and occasionally involves the entire skeleton

;
in the latter case

it forms the characteristic symptom of the disease known as

osteomalacia. According to the time of its appearance, this

disease is termed senile or juvenile, the latter form occurring
most frequently during pregnancy. The puerperal form is apt
to begin in the bones of the pelvis, being indeed often confined to

these and the neighbouring bones. It may, however, extend over
the greater part of the skeleton, especially when the woman passes

through several pregnancies after the disease has begun. The
non-puerperal form begins most frequently in the vertebrae and

Fig. 70. Osteomalacia of the pelvis.

a the fifth lumbar vertebra, which has b angular bending of the os pubis
sunk forward and to the left with
the body of the sacrum

c incurved ilium

the thorax, spreads thence to the extremities, and finally to the

cranial bones. The incidence of the disease is practically lim-

ited to certain geographical areas ;
in Germany in particular it

is confined to the basin of the Rhine.
The causes of morbid decalcification are at present unknown:

many authors suppose that the presence of lactic acid in the bone-
marrow causes solution of the lime-salts; others attribute the

condition to an increased amount of carbonic acid in the blood.

According to Eisenhart, the alkalinity of the blood is dimin-
ished. Vox Recklinghausen regards osteomalacia as essen-

tially due to some local irritation of the vascular mechanism of

the bones. Anatomical examination of the osseous tissue gives
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no adequate clue to the causes of the disease. During the pro-

gress of the malady the bone-marrow is hyperaemic, and frequently
contains scattered haemorrhagic foci, or traces of them such as

pigmentary deposits. During the stage of

hyperaemia the fat of the marrow appears to

be decreased and the cells to be increased.

The marrow may again assume its fatty char-

acter, or it may become gelatinous. Where
the bony substance has in large measure dis-

appeared, the marrow usually becomes liquid,
and larger or smaller smooth-walled cysts are

produced. Under certain conditions, the tis-

sue filling the medullary cavities having be-

come liquid, and the exterior wall being
reduced to a thin decalcified stratum covered
with j^eriosteum, a long bone may assume the

appearance of a mere membranous sac.

Bones that have been severely affected l^y

osteomalacia always lose their firm consis-

tence ; they are readily broken, bent, or in-

dented, and a knife may with ease be passed

through their entire thickness. Sometimes in

the case of the long bones a mere cortical

layer of the thinness of paper alone retains

the form of the bone, while the almost en-

tirely decalcified bodies of the vertebrae may
be squeezed out like a sponge. In these cir-

cumstances it is not surprising tliat the skele-

ton undergoes manifold variations of form

during life. Various curvatures and angu-
larities, with shortening of the total lengtli,

may take place in the spinal column, accord-

ing to the weight it has to bear, and the soft-

ness and pliability of the several segments.
Forward curvature is called lordosis, back-

ward curvature kyphosis, and lateral curva-

ture scoliosis. In kyphosis of the thoracic

vertebrae, the ribs are pushed together and
the sternum is bent at an angle. In addition

to this, the lateral parts of the ribs are forced

in, or even sharply bent, bv atmospheric
served cortical strata . • . • • j.- i" i ii •

i i
c rarefied cortical stra- pressure duruig inspiration, and by the weight

turn of the body when recumbent on the side. In
d newly-formed osteoid .-, ,

. y^,- r-<^. xi i j; xi j- i „
tissue the pelvis (rig. iv) the base of the acetabu-

lum yields to the pressure of the head of the

femur, and is forced toward the interior of the pelvis, while the

symphysis pubis is pressed outward and forward. In the erect

posture the promontory of the sacrum sinks downward (a), and

Fig. so. Osteomala-
cia OF THE TIBIA.

(Frontal section of left
tibia bent outward as
a result of osteomala-
cia : one-third natu-
ral size)

a b relatively well-pre-
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the iliac crests are bent by the traction of the muscles attached

to them. These distortions give rise to various degrees of con-

traction and deformity of the pelvis, which are often increased

by shrinking and atrophy of its several bones. Bending, angular

yielding (Fig. 80), and fracture are of frequent occurrence in the

bones of the extremities.

When the weight borne by the bones, or traumatic injury, gives
rise to curvature, angularity, or fracture, new bony tissue may
be formed even though halisteresis is still in progress, and fract-

ures may thus become consolidated by the development of well-

defined callus. In curvature of the long bones the new-formation
of osseous tissue on the convex parts of the curve is often very
considerable (Fig- 80 d^. One difference between this new-
formation and osseous repair in healthy persons (Arts. 44 and 45)
is that in the former case the new tissue becomes calcified only
in part, namely in the centre alone of the bony tralieculae, and

persists for a long time in the condition of osteoid or semi-cartilag-
inous tissue. This new osteoid tissue is readily distinguished
from the old and decalcified tissue by the fact that the former
contains large bone-corpuscles with well-developed cells, and that

its matrix has a different structure. New osteoid tissue is not

infrequently formed in bones that have not perceptibly bent or

vielded.
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CHAPTER XXI

REGENERATION AND HYPERTROPHY

44. The osseous part of the skeleton, when it has reached its

full development, is a structure that cannot be increased in size

by the intercalation of new tissue between the elements of the
old. The theory set forth by many authorities (Wolff, Gud-
den), and maintained even in recent times, that the osseous tis-

sues are capable of increase by expansive or interstitial growth,
can at most be admitted in the case of bones that have not yet
attained their maturity. The mature bone grows only by the

apposition or addition of new bony elements outside the old, and
even when the medullary cavity of the bone appears to grow wider
it is only because apposition of bony matter on the exterior is

accompanied by resorption of the interior.

Nevr osseous tissue is formed by the periosteum, by the

marrow, and by the diaphysial and epiphysial cartilages. It is

the internal stratum of the periosteum, variously described as

the cambium layer (Billroth), proliferous stratum (Virchow),
osteoplastic stratum (Strelzoff), or periosteal marrow (Ran-
VIER), that normally produces bone, although this power is not

entirely lacking in the outer layer. From its mode of origin, the

inner periosteal layer is equiv^alent in its nature and structure to

the bone-marrow, and is for the most part in unbroken continuity
with it.

The bony tissue that developes from the marrow and the peri-
osteum begins either as a purely cellular structure or as a tissue

that, before its ossification, is composed of cells embedded in a

hyaline or fibrillated matrix. The process of ossification con-

sists essentially in the conversion of certain parts of the prelim-

inary structure, destined to form the substratum of the bone, into

a dense tissue containing lime-salts, while the remaining cells not

thus utilised become enclosed within peculiar stellate cavities in

the osseous matrix and are termed bone-corpuscles.
In the formation of bone from the cartilages of the diaphyses

and epiphyses the cartilage is almost entirely absorbed by the

adjacent medullary tissue, and the new bone is derived essentially
from the cells of the marrow (Art. 54).

The production of new bone under pathological conditions is

exactly similar to the normal process of ossification. Most fre-
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quently the production is effected by the aid of osteoblasts or

bone-forming- cells derived from the periosteal or medullary cells,

which multiply by karyokinetic subdivision.

When the new osseous formation is designed merely to

strengthen existing trabeculae, the osteoblasts are grouped on

the surface of the old bone iii the form of a close fringe or border,

and are distinguishable by their size and their clear vesicular

nuclei (Fig. 81 c). The osteoblasts, at the expense of the greater

portion of their protoplasm, then give rise to a dense fibrillated

connective-tissue framework or matrix, which contains small stel-

late cavities, the so-called bone-corpuscles. These cavities remain

open, and are occupied by such of the osteoblasts as are not used

up in the formation of the matrix (Fig. 81 b). By the deposition
of lime-salts in the matrix the newly-formed tissue receives the

characters and appearance of bone, and forms a new lamella on
the surface of the old (ft), the

cells it encloses representing the ,^.. ;^^
residual osteoblasts. c M'^^^' ^W''p:- W #"^w.^ m "

Wlien fresh trabeculae are to /K i^-

' "

<*.. ,i;i>.,. i

be formed in the periosteum or S- 5*^ , __./:^
^

the marrow, and these structures

are in process of proliferation,
the osteoblasts group themselves
within the cellular germinal tis-

sue in rows and clusters of various

sizes. Between them is formed Fig. 81. The formation of new bone

a dense tibi-illitpd nvitriv stiined ^^ ™^ surface of old bone by
a uense nuiuiaiea matiix, siainea means of a layer of osteoblasts.
red by carmine (Fig. 82 e / and (Preparation hardened in Mailer's fluid

Fig. 83 c), which encloses the re- "^d alcohol, decalcified with picric
.

^
. , I . -,1 • • acid, stained with haematoxylin and

maining osteoblasts WlthinirregU- carmine, and mounted in Canada

larly-branched or stellate spaces.
6a;s«»n; xsoo)

The tissue so built up grows more « old bone
T Ti 1 •

, i new!v-iormed lamella
and more like bone in texture, c osteoblasts

and is accordingly termed osteoid
tissue. Wlien it is infiltrated with lime-salts it is converted into

osseous tissue, the thickness of which may afterwards be greatly
increased by the apposition of new bone, elaborated by layers of

osteoblasts (Fig. 82,9').
The tissue formed by the proliferous periosteum or marrow not

infrequently in the first instance resembles cartilage (chondroid
tissue); this may afterwards be converted into osteoid tissue, or

may develope into well-formed cartilage (Fig. 84 ft).

The formation of cartilage (ft) from the proliferous germinal
tissue is characterised by the appearance of a hyaline matrix
between the formative cells or chondroblasts. The hyaline
matrix, Avhen treated with haematoxylin, takes a reddish-violet or

purple stain (Fig. 84 /). The persisting chondroblasts (f7) are

ultimately enclosed within rounded cavities, about which the

——
:<«^:5
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matrix becomes somewhat condensed and so forms a sort of

capsule.
The newly-formed cartilage, except in the case of chondromata,

is usually short-lived, and is soon transformed into osseous tissue

or into marrow. This change is alwaj^s preceded by the j)enetra-
tion of blood-vessels into the substance of the cartilage (Fig.
85 tf), accompanied by the formation of processes of cellular

medullary tissue (c? e). Some of the marrow-cells come with the

ingrowing blood-vessels ; others are derived from the cartilaare

itself (i A;), which m the neighbourhood of the blood-vessels

Fig. 82. Myelop.endus formation of bone from aggreg.^tions of osteoblasts.

{Section from the hiternnl callus of a fortnight-old fracture of the fibula in a man aged
25: preparation hardened in Mi'dler's fluid and alcohol, decalcified ivith picric acid,
stained with haematoxylin and carmine, and moiinted in Canada balsam : X 150)

/ osseous trabeculae in process of forma-
tion

g osteoblasts surrounding the newly-
formed trabeculae

fat-cells of the marrow
fatless marrow
single osteoblasts

groups of osteoblasts
lirst stage in the development of the

osseous matrix
h blood-vessel

breaks up and becomes proliferous. If the cartilage is not in this

way entirely dispersed and displaced, its remnants, reduced to a

few trabeculae, are transformed into osteoid tissue (Fig. 85 /)
and then into true Ijone, whose trabeculae may afterwards receive

appositional increments from the action of osteoblasts (Fig. 85^).
In a similar manner epiphysial cartilage, whose physiological

growth has ceased, is transformed into bone. The formation of

bone in this case is likewise preceded by the development of

medullary processes and spaces, originating either in an ingrowth
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of marrow from adjacent parts, or in preliminary dissolution and

subsequent proliferation of the cartilage itself.

i,^Si

i'i'itt>>ki >i. /jet -> .^*

Fig. 83. Formation of osteoid trabeculae from proliferous periosteum.

(Preparation from a fortnight-old fracture: hardened in Alilller's fluid and alcohol,

decalcified ivith picric acid, stained with haeinatoxylin, and moutited in Canada
balsam : X 50)

o external fibrous layer of the perios- c osteoid tissue
teum d chondroid tissue

b germinal tissue e medullary tissue

Bone-formation also, and not infrequently, occurs in mature
tissues that have ceased to be proliferous, their substance under-

going metaplastic transformation. When connective tissue is

^^^-im^^^'^^-. ^

»Jfe.'S>(®'>?»'i-
}/y^J

FiG. 84. Periosteal formation of cartilage.

{From a fracture five days old: preparation treated with Flemming's nucleus-fixing
solution and haem,atoxylin, and mounted in glycerine : X 250)

a cellular germinal tissue e matrix of the germinal tissue
& chondroid tissue f matrix of the cartilage
c proliferous periosteal formative cells g capsule of cartilasie-cell
d cartilage-cells h proliferous endothelium of a capillary
c?i ^2 karyokinesis in cartilage-cells
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thus changed into osseous tissue, the steps of the process are

these: In a particular region the fibrous groundwork of the tissue

(Fig. 86 a) becomes more condensed (5), and lime-salts are de-

Fig. 85. Formation of bone from cartilage in a callus fourteen days old.

(Preparation hardened in Midler's fluid, decalcified with picric acid, stained with

carmine, and mounted i)i Canada balsam: X 200)

a hyaline cartilage
b medullary spaces
c blood-vessel
d cellular medullary tissue
e fibro-cellular medullary tissue

/ osteoid tissue

g osteoblasts

h cartilage-cells set free by the disap-
pearance of the matrix

i proliferous cartilage-cells in a capsule
that has burst open

k proliferous cartilage-cells in a closed
causiile

Fig. 8(). Formation of bone from connective tissue.

(Section through a developing trabecula from an ossifying fibroma in the periosteum of
the superior maxilla : preparation hardened in aicohol, cut without previous decalci-

fication, stained with haematoxylin, and m,ounted in Canada balsatn : X 200)

a connective tissue c calcareous infiltration
b condensed tissue forming the ground- d connective-tissue cells

work of the new bone di bone-corpuscles
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posited in it (c) ;
the connective-tissue cells ((?) are then by

degrees enclosed in irregularly-shaped cavities, and thereby
become converted into bone-corpuscles (c?i).

Since the time when it was conclusively ascertained that bones grow by
apposition, various writers (Ollier, Humphry, Viuchow, Stuelzoff, Gud-
DEX, J. Wolff, Volkmaxn, Hueter, Ruge, f2GGER, and others) Irave main-
tained that growth may likewise take place interstitially. They have sought
to prove this by various methods, including the microscopic examination of

growing bones, the insertion of pegs or the piercing of drill-holes at various

points in their length, and the fixing of rings and metal discs beneath the

periosteum. None of tliese methods have however sufficed to demonstrate
that interstitial growth actually takes place in bones that have already attained

maturity.
According to Kolliker, three varieties of bone may be distinguished in the

skeleton, namely, (1) true lamellar bone in the Haversian systems; (2) lamellar

bone with Sharpey's fibres, in the intermediate or fundamental lamellae of the

long bones
;
and (3) true fibrous or membrane bone in the flat bones of the

skull.

The lamellar bone is produced by osteoblasts, and consists entirely of a

gelatine-yielding calcified fibrillated substance, without any cementing material.

The bundles of fibrils form by their apposition continuous layers or sheets, and
in contiguous layers may run parallel or decussate with each other.

The lamellar bone with Sharpey's fi.bres, or lamellar fibrous bone, consists

of true lamellar osseous tissue formed by osteoblasts, and of non-calcified fibrous

bundles, or Sharpey's fibres, which originate from the periosteum. The com-

pact substance of the long bones in the foetus and in young children contains

a remarkable mesh-work of ramifying and interwoven Sharpey's fibi-es, and has

therefore been called plexiform osseous tissue (Ebner). True fibrous bone
arises from connective tissue and cells, the connective-tissue matrix becoming
entirely calcified.

Meferetices on the Structure and Regeneration of Botie.
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Bonome: Regeneration of bone V. A. 100 1885
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von den KnochenhrUchen Stuttgart 1886
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Ollier : Traite de la regeneration des os Paris 1867
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Osseous grafting in man

A. de ph>/siol. 1889; Surgical osteogenesis Verh. internat. med. Congr. iii

Berlin 1891
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45. When the continuity of a bone is interrupted by traumatic

injury, so tliat fracture or fissure is caused, proliferation of the

cells of the periosteum and marrow is speedily set up, and in the

course of a few weeks, if the wound remains uninfected and free

from suppuration, results in the repair of the fracture. The

newly-formed osseous material which unites tlie fragments of the

bone is termed callus; according to its source it is distinguished
as exterior or periosteal, interior or myelogenous, or intermediary
callus. Immediately after the injury by which a bone is splintered,
or broken transversely or obliquely, the ends of the fragments
(Fig. 88), as well as such splinters as may have been broken off

from them (Fig. 88 5), are usually more or less displaced in rela-

tion to each other. The periosteum is generally torn at the seat

of fracture and in part stripped from the bone; while the neigh-

bouring soft parts are also torn and crushed to a varying extent.

A certain amount of blood is extravasated into the bone-marrow
and the surrounding tissues.

As a result of these lesions inflammation sets in soon after the

injury ig inflicted, so that the tissues are infiltrated with liquid
in the first place and later on with extravasated cells. The peri-
osteum accordingly appears reddened and swollen during the first

few days after the fracture. Its fibrous layers are distended and

separated by albuminous liquid, and small round-cells appear here

and there through its texture (Fig. 87 g). Similar changes occur
in the tissues contiguous to the periosteum, as well as in the parts
where the marrow is torn. After the second day cells can be

detected which contain fragments of disintegrated blood-corpus-
cles, leucocytes, and the detritus of damaged tissue.

In simple fractures the inflammation at no time reaches a high
degree of intensity. After a few days the inflammatory symp-
toms usually decrease; at the end of the fifth or sixth day the

number of extravasated leucocytes in the tissues is small, and
unless the damage has been severe they usually disappear entirely
within the next few days.

On the second day after the fracture the first signs of prolifer-
ation show themselves in the cells of the periosteum and of the

bone-marrow. Here and there the cells and nuclei become swollen

(Fig. 87 a), and the various forms of karyokinetic nuclear divi-

sion follow in their regular order (5 c). During the next few

days the number of proliferous cells increases, and at the same
time the endothelium of the blood-vessels (t?) undergoes active
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proliferation. By the third or fourth da}' the osteoblastic layer
of the periosteum has been transformed into a highly-vascular

germinal tissue (Fig. 87) consisting of somewhat large poly-

morphous cells. Some of these exhibit karyokinetic figures, and
all are embedded in a homogeneous or fibrillated matrix, enclos-

ing isolated leucocytes. The blood-vessels are frequently almost

occluded by their proliferous endothelial cells.

The cells of the external layer of the periosteum also undergo
proliferation: but here the fibrous structure of the membrane
remains visible throughout.

From the fourth day onward the germinal tissue begins to

be differentiated. In the layers nearest to the bone appear little

patches, that presently unite into trabeculae, of osteoid and occa-

sionally of chondroid tissue (Fig. 83 c d and Fig. 84). These

patches and trabeculae are after a short time transformed into

I I^jO ^"' ^' ^ ^^ '^f^i .Q^

^^:Vm. ^m^-^i^^^^-Mi ^

Fig. 87. Proliferous periosteum four days after fracture of the bone.

{Preparation treated with Flemming's nucleus-fixing solution, stained with haematoxy-
lin, and mounted in glycerine : X 250)

a pale formative cells with large nuclei e endothelial cell showing karyoki-
b osteoblasts showing karyokinesis netic figure
c two cells with nuclear stars shortly / small deeply-stained formative cells

after division g leucocytes
d blood-vessels with proliferous endo-

thelium

osseous tissue. The highly-vascular germinal tissue lying be-

tween these cellular aggregations retains its loose structure, and

by degrees assumes the characters of bone-marrow. In the course

of the next few days the number of osteoid trabeculae forming
on the broken surfaces steadily increases, and by the end of the

first week tlie extremities of the two fragments are covered with
a multitude of young osteophytes (Fig. 88 d d^) and osteoid

trabeculae (e gj).
The region of periosteal osteophytic growth in the long bones

always extends for some distance toward the epiphyses, and in

M
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Fig. 88. Longitudinal section through a fracture ok the fibula fourteen
DAYS OLD.

{From a man aged 25: preparation hardened in Miiller's fluid, decalcified with picric

acid, stained with haematoxylin and carmine, and mounted in Canada balsam : X 7)

a cortical layer of the fibula h small splinters c fatty marrow d d^ periosteal

osteophytes e ej trabeculae of osteoblasts and osteoid tissue / newly-formed
cartilage (i myeloireuous osseous trabeculae h myelogjenous trabeculae
of ()st<"il)lasts and osteoid tissue i connective tissue covering the fractured ends

Ic osteoblasts I external fibrous layer of the periosteum
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such a manner that the proliferation is greatest nearest the seat

of fracture and decreases gradually as it recedes from this point.
In the neighbourhood of the fractured ends the periosteal

germinal tissue may be in the first instance transformed more
or less completely into hyaline cartilage (Fig. 88/); this how-
ever is only temporary, and is soon changed into spongy bone

(Fig. 85). Sometimes fibrous connective tissue is formed in

small patches, but this too is later on elaborated into osseous

tissue.

The new tissue which developes from the inner layer of the

periosteum generally gives rise at first to a spindle-shaped swell-

ing of the periosteum over the ends of the broken bone. Usually

during the second or third week the proximal and distal frag-
ments are bridged over by the periosteal proliferation, and as

the development of firm osseous trabeculae proceeds, the sepa-
rated fragments are again united. If splinters have been detached

(Fig. 88 5) but not deprived of vitality, they are joined to the

ends of the bone by osseous trabeculae that grow between them
or cover them over. While the outer periosteal callus is thus

being formed, an internal myelogenous callus (Fig. 88 ^) usually

developes at the same time in the marrow. The process is as

follows : the proliferous osteoblasts form trabeculae (7i) ; these are

then transformed into osteoid tissue, and finally into osseous tissue.

The inner callus is generally much less bulky than the outer, and

may under certain conditions be represented merely by a few
trabeculae.

The intermediary callus that forms between the fragments is

almost entirely produced by the ingrowing of the external peri-
osteum.

At a very early stage processes of resorption are set up both
in the old and in the newly-formed bone. As regards the former,
the jagged ends of the fragments (k) and the separate splinters

(6) are absorbed. In the course of some months, after union has
taken place, the portion of the callus which is unessential to the

function of the bone is again removed. A certain amount of

involution also occurs in the callus, and those trabeculae which
are especially exposed to mechanical stress are thickened by
apposition. In the old bone those parts which have become use-

less by reason of their altered statical conditions (Wolff) are

absorbed. After months or years the texture and form of the

fractured bone thus approach very nearly to their original condi-

tion, and the boundary line between the old and the new bone

disappears, so that in cases where there has been but little dis-

placement of the ends, the line of fracture may be marked only
by an inconsiderable thickening (Fig. 89 aft). In cases where
the dislocation of the broken ends has been more pronounced,
greater deformity of course remains.

At the same time that resorption takes place in the outer
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callus, processes of involution are set up in the indurative thick-

ening of the connective tissues of the contiguous soft parts, which

usually accompanies the healing of the fracture.

The bulk of the callus varies greatly in different cases, and

depends, apart from the individual peculiarities of the patient,

upon the nature of the osseous tissue at the seat of fracture, upon
the size of the bone, and upon the kind of fracture. The greatest
amount of callus forms in fractures through the diaphyses of the

long bones. Tlie callus is much smaller in

fractures near the epiphysial ends of the

long bones, in the small cancellous bones,
and in the flat bones, such as the scapula,
innominate, and cranial bones. In the lat-

ter case the external callus is very small

indeed, and scarcely shows above the sur-

face ; it may afterwards be entirely ab-

sorbed. The fissure between the edges of

the fragments is often incompletely bridged
over by osseous tissue. In fractures which
extend from the diaphysis into a joint, the

extra-capsular callus is strongly developed,
while the intra-capsular callus is scanty.
In some cases, the joint is bridged over by
osteophytes arising from the extra-capsular
callus.

In incomplete fractures, by which the

continuity of the bone is only in part in-

terruj^ted, and no portion is entirely sev-

ered from its connexions, the formation of

callus is limited. The like holds for ' o-reen-

stick' fracture of the long bones, dinting
or depression of the flat bones, contusion
or crushing of the spongy bones, and for

simple cracks or splittings of bones in

general.
In complete fractures, in which there

is an entire sejjaration of the broken parts,
the amount of callus is dependent, other

conditions being equal, upon the amount
of separation and upon the number of

fragments. The callus is least when the separation is so slight
as not to tear the periosteum. It is very much greater when there

is marked lateral displacement, or overlapping of the fragments
in the longitudinal direction, and when the displaced fragments
meet at an angle (Fig. 90). A comminuted fracture with much
splintering requires a greater amount of callus for its repair than
does a simple transverse or oblique fracture.

If splinters of bone are broken off' and widely separated.

Fig. 8!i. Reunited frac-
ture OF THE TIBIA .^.ND

FIBULA, WITH SYNOSTO-
SIS OF THE BONES.

{Half the natural size)

a line of fracture in the
tibia

b in the fibula
c osseous union between

the tibia and fibula
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union between them and the bone may not take place. Necrotic

fragments produce and keep up an inflammatory irritation, which
lasts until they are absorbed. Living fragments that preserve
their periosteal covering may increase in size through apposition ;

but they are ultimately absorbed. Fragments enclosed in the

callus are either thickened by apposition or rarefied by resorption,
their fate depending on whether or not they are capable of sub-

serving the statical function of the restored bone.

Fig. 90. Fracture of the spine nine months old, with great displacement
of the vertebrae.

{Reduced about one-half)

thoracic vertebrae
lumbar vertebrae
callus formed on the louver half of the
fractured first lumbar vertebra

d upper portion of the first lunil)ar ver-

tebra, torn and dislocated i<ir\vards

and downwards, and united by osse-
ous bridges to the anterior surface of
the second and third lumbar vertebrae

When contiguous bones, such as the tibia and fibula, are broken,
the tissue produced by the proliferation of the torn periostea may
coalesce, and so lead to the formation of a synostosis (Fig. 89 c).

If the ends of the fragments are widely separated by the
traction of muscles (as in transverse fracture of the patella and
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fracture of the olecranon) or otherwise, or if the fragments are

continually subject to relative displacement, bony union may fail

to take place. This may happen when soft parts are caught
between the ends of the fragments, as sometimes occurs at the

upper extremity of the humerus and femur ; or when one of the

fragments is ill-nourished and possesses little osteoplastic tissue.

The latter condition arises chiefly in the case of intra-capsular
fractures, and more particularly in intra-capsular fracture of the

neck of the femur (Fig. 92). Senile debility
and marasmic conditions of the body may delay
the formation of callus. Lastly, even in per-

fectly healthy patients, osseous union some-
times fails.

When the ends of the fragments are im-

movably united by firm fibrous bands (Fig.
91 e) instead of by bone, a pathological syndes-
mosis is formed

; but when the union of the

fragments is looser and more or less movable a

false joint (Fig. 92) or pseudo-arthrosis is

the result. In many cases the pseudo-arthrosis
consists of a loose ligamentous mass uniting
the fragments, and this, by a gradual change of

form in the ends of the bone, may form a new
joint or nearthrosis. In such cases a false

head (Fig. 92 d) and acetabulum (e) may be

produced, the opposed surfaces being covered
with dense connective tissue, or in rare in-

stances with cartilage, and the periphery of the

surfaces of contact being invested with a sort

of capsule (/).
Other things being equal, the duration of

the process of repair in a given fracture depends
'

upon the size of the bone. According to Gurlt,
the average time required for the healing of a

broken digital phalanx is two weeks ; of a rib,

three weeks ; of a forearm, five weeks ; of an

upper arm, six weeks ; of a tibia, seven weeks ;

of a femur, ten weeks ; and of the neck of the

femur, twelve weeks. In children, the process
is much more rapid. In children under two

years of age, the majority of fractures unite in from two to three

weeks. Sometimes in otherwise perfectly sound patients the

healing is, for some unknown reason, unduly delayed.
Pieces are sometimes resected from the shaft of a bone by

surgical operation, or the articular ends of two bones are removed
and the resected ends fitted together ; in such cases the result may
be either bony union or the formation of a new joint.

Fig. (11. Fracture
of the fibula,
repaired by syn-
desmosis.

(Two-thirds of the
natural size)

a lower fragment
h ujiper fragment
c syndesmosis
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References on the Repair of Fractures.

Bardeleben : LehrJmch d. Chir. ii Berlin 1880
Bergmann : Injuries of the head Deutsche Chirurgie part 30 1880
Bruns, p. : Die Lehre von den Knochenbriichen Stuttgart 1886
DuHAMEL : Mem. acade'mie royale des sciences Paris 1841
Dupuytren: Le<;ons orales de chirurgie '2nd edition Paris 1839
GuRLT : Handh. d. Knochenbriichen i Berlin 1862
Kassowitz : Die normale . . . Ossijication Vienna 1881
Malgaigne : Traite des fractures Paris 1855
RiGAL and Vignal : Formation of callus ^1. (^/e

;?//?/.«/o/.
1881

Roux: Ankylosis of the knee A.f. Anat. n. Phijsiol. 1885
Stimson : Treatise on Fractures Philadelphia 1883
Wagner : Der Heilungsprocess nach Resection Berlin 1853
Weber : Heilung gebrochener Kohrenhnochen 1825
Wolff : Das Gesetz d. Transformation d. inneren Architeclur d. Knochen hei pathol.

Verdnderungen 1881
;
Das Gesetz d. Transformation d. Knochen Berlin 1893

Fig. 92. Pseudo-arthrosis after fracture of the neck of the femur.

a shaft of the femur
b head of the femur
c acetabulum

(Three-fifths of the natural size)

d rounded surface of fractured neck of the femur
e smooth concave surface of fractured head of the femur
/ fibrous bauds forming part of a new capsule

46. In many cases the production of ne\y bone must be

regarded as a purely reparative i^rocess, as for example after

fracture or resection, where the new bone firmly reunites the
severed portions. In other cases the formation of new osseous
tissue leads to hypertrophy of the bone. Of this nature is the

proliferation which accompanies inflammation (Chaps, xvi and
xvii). In growing bones hypertrophy sometimes makes its
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appearance without any recognisable cause (Chap, xviii). In

other cases the increased production of bone is referable to the

presence in the blood of certain chemical substances, such as

phosphorus and arsenic. New l)one is also frequently produced
in the neighbourhood of tumours of the marrow or periosteum,
or it may develope in the mass of the tumour itself.

When by long-continued periosteal and endosteal hyperplasia
a bone increases greatly in size, the condition is termed hyper-
ostosis. The term osteosclerosis is applied to that condition in

^ ^6 i3^i^^J«n\
"^ '^""^ M -^^ tJc T^^ 't

^ Kb

V \^_^'

Fig. 93. Resorption and apposition of bone.

{From the neighbourhood of a metastatic cancer-node in the diaphysis of the humerus:
preparation hardened in Miiller's fluid and alcohol, decalcified loith picric acid,
stained with haematoxylin, and mounted in Canada balsam : X 50)

a cortical layer of tlie huniwus d osteoblasts
h normal Haversian canal e osteoclasts and Howship's lacunae
c dilated Haversian canal with wide / cancer-nodes

blood-vessels g stroma of the cancer

which the medullary sjDaces of a spongy bone are encroached upon
by the deposition of osseous tissue upon the old trabeculae, or

by the formation of new ernes, so that the cancellous tissue becomes
close and dense in texture. Circumscribed osseous deposits in the

interior of a bone are termed enostoses
;
small circumscribed peri-

osteal deposits are termed osteophytes ; larger ones, exostoses.
The latter develope at the point of insertion of tendons, and near

the attachment of cartilages. When exostoses developed from the

outer layer of the periosteum are not firmly united to the bone,

they are known as movable exostoses. Extensive formations of
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osseous tissue on the exterior of a bone are spoken of as peri-
ostoses. All these forniatiuns arise chiefly in connexion with

inflammations; but they may be produced without demonstrable
cause. Osseous tissue developed from a cartilaginous basis is

termed chondroid exostosis. Some exostoses are produced with-
out passing through a cartilaginous stage, and are known as

fibroid exostoses. Very frequently the processes of bone-

resorption and bone-apposition are combined, and the latter may
either precede or follow the former.

Thus a tumour, developing in the interior of a bone (Fig. 93

f g') may by lacunar resorption occasion the disappearance of the

adjoining bony substance
; while apposition of bone takes place

simultaneously in the Haversian canals beyond, and in the perios-
teum, either by the deposition of osteoblasts {ci) on the old bone,
or by the formation of new periosteal trabeculae. The result is

Fig. 94. Apparent dilatation of the radius.

{From a child, the dilatation arising from internal resorption and external apposition,
accompanying central tubei'culosis : natural size)

that as the tumour grows and the old bone entirely disappears,
although the growth rises above the former surface, it neverthe-
less remains continually covered by a surrounding crust or shell
of bony tissue.

In a similar manner the destruction of a long bone by tuber-
culous granulations may be accompanied by the dej^osition of new
bone on the external surface. If this new layer is in its turn de-

stroyed, Avhile fresh apposition once more takes place on the

exterior, the bone has the appearance of dilating, and at the same
time its walls become thinner (Fig. 94).

In a bone that has been amputated or resected, resorption and
apposition always occur in the sawn or chiselled portions; and when
from any cause new osseous tissue has been formed at any point,
resorptive processes are probably always set up in it at a subse-

quent stage. In this manner, projecting osteophytes may disap-
pear, and roughenings of the bony surfaces may become smoothed
out again.
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CHAPTER XVII

INFLAMMATIONS OF BONE

47. The acute haematogenous inflammations of bone con-

stitute a group of affections that are most commonly j)roduced

by pathogenic micro-organisms, though other noxious agencies

may also give rise to them.

Among the infective diseases by which the inflammations of

bones and joints may be induced, the following are the most note-

worthy : multiarticular rheumatic arthritis, pyaemia, scarlatina,

measles, typhoid fever, relapsing fever, dysentery, small-pox,

mumps, gonorrhoea, and acute infective osteomyelitis and peri-
ostitis. The latter disease, which originates from the invasion

of pyogenic micrococci, owes its name to the fact that the asso-

ciated inflammation of the marrow and periosteum forms a char-

acteristic feature of the disease. In acute articular rheumatism
inflammation of the joints appears as an essential symptom, and
is generally accompanied by inflammation of the endocardium
and of various serous membranes. In scarlatina, typhoid fever,

measles, pyaemia, and gonorrhoea, the inflammations of bones
and joints are not pathognomonic, but occur as more or less

frequent complications; these must accordingly be regarded as

metastatic in their nature, inasmuch as they are due to infection

conveyed to the seat of inflammation from another part of the

body.
In gonorrhoea the joints only are affected by metastatic in-

flammation; in relapsing fever and small-pox we may have osteo-

myelitis; in pyaemia, scarlatina, measles, and typhoid fever, both

ostitis and arthritis may occur.

The signs of inflammation are primarily manifested in the

vascular tissues of the bones, namely the periosteum and the mar-
row ; and, according as it affects chiefly the one or the other

tissue, the inflammation is described as periostitis or osteomye-
litis. Inflammation of the bone-marrow or of the cortical stratum

of the spongy bones is often termed ostitis. Slight and transient

inflammations leave the substance of the bone intact, or give rise

only to a trifling amount of resorption and apposition. Severe

inflammations often terminate in caries and necrosis of the

osseous tissue.
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The gravest form of acute inflammation of bone is acute
infective osteomyelitis and periostitis. This disease makes its

appearance most frequently in young persons, and is an infective
disorder accompanied by fever. The inflammation is intense and
of a purulent or septic character; it is usually confined to one of

the long bones, but occasionally attacks more than one. The
femur is most frequently the seat of the disease, then the tibia,
less often the long bones of the arm, and still more rarely the
short and flat bones.

The disease arises either spontaneously, without any manifes-
tation of previous infection, or in association with typhoid fever,
measles, or scarlatina. Whether in the latter case it is to be

regarded as due to the virus of the initial affection or to a second
infection of a specific kind cannot as yet be determined, although
the latter supposition is the more probable.

Micrococci are constantly found in true infective osteomyelitis.

Staphylococcus pyogenes aureus and alhus being the forms most

frequently detected (Rosenbach, Gai:i;e, Kkaske). The dis-

ease thus belongs to the group of septic pyaemias.
The process may originate either in the marrow or in the

periosteum, and it is characterised by inflammation which leads
to suppuration, sometimes to putrid decomposition or gangrene.
The infiltration of the periosteum is sometimes confined to that
membrane itself, and sometimes involves the contiguous loose
connective tissue. When recent it gives rise to redness and

swelling and occasionally to haemorrhages; in later stages the
infiltrated tissues assume a yellow or grey tint. The marrow is

at first hyperaemic and at times shows signs of haemorrhagic
infiltration. Later on suppurative foci of a dirty-yellow or grey
colour are formed, usually in the diaphyses, but occasionally in

the epiphyses also. In severe cases the entire marrow of the dia-

physis suppurates, and the Haversian canals of the cortical stratum

may become filled with pus. Large quantities of pus sometimes
also collect between the periosteum and the bone. When some
of the inflammatory foci are situated near a joint, this too may
become inflamed, and serous and purulent effusions are poured
out into its cavity.

The disease frequently issues in hyperpyrexia and in death.
Metastatic abscesses sometimes result from the septic inflamma-
tion and thrombosis of the veins of the bone-marrow. Sub-peri-
osteal abscesses may rupture externally.

At the seat of the purulent or septic inflammation there is

always some necrosis of the bone (Figs. 95 and 96), but cases
occur in which the infection produces no suppuration, so that

speedy recovery by re-absorption of the inflammatory exudation is

possible.
In the graver forms the course of the disease depends primarily

upon the size and number of the necrotic foci. In suppuration of
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tlie entire marrow of the diaphysis,

accompanied by a total separation of

the periosteum, the whole of the shaft

may become necrotic. A limited sup-

puration will naturally cause but

slight necrosis (Fig, 96 a). Partial

necroses (Fig. 95 a) lie just under
the periosteum or in the deeper parts
of the bone, according to the situation

of the initial suppuration. Necroses
are distinguished as total or partial,
central or superficial, according to

their size and situation.
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Fig. 95. Necrosis of the lower third of the diaphysis of the femur.

{From a case offifteen years' standing : preparation preserved in spirit : four-fifths of
the natural size)

a sequestrum

Fig. 96

h c edges of the opening in the thickened bone

Necrosis of the left tibia with periosteal bone-formation,
following acute osteomyelitis.

{Three-fifths of the natural size)

a sequestrum b periosteal bone-formation c separated epiphysis
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Soon after the commencement of suppuration, granulations

spring up at the margins of the affected region, and mark it off

from the adjoining tissue. At the same time signs of prolifera-
tion appear in the marrow and in the periosteum, indicated chiefly

by the formation of osteoplastic germinal tissue and of multi-

nuclear osteoclasts. With the appearance of the latter cells,

active resorption begins at the border between the dead and
the living tissue, and this, after the lapse of weeks, leads to the

separation of the former from the latter. If the inflammation of

the diaphysis in a young patient reaches the epiphysial cartilage

(which does not disappear until after the nineteenth or twentieth

year), separation of the epiphysis (Fig. 96 (?) results.

The separation of the dead from the living tissue having been

accomplished, the bone encloses a suppurating cavity or abscess

containing the separated fragment of bone, which is known as the

sequestrum (a). Generally at the same time one or more open-

ings (Fig. 95 b c) in the bone are formed, which are at first

covered over by pus-secreting granulations. Round about the

openings masses of new osseous tissue of various size have already
been formed, producing condensation or thickening of the bone.

When the entire thickness of the bone has perished, the new bony
tissue can arise only, except at the ends, from the periosteum.
In this way it surrounds the sequestrum on all sides so as to

encase it in a rigid sheath or splint (Fig. 96 J), which holds

together the surviving fragments. In partial necrosis new bone
is formed both in the periosteum and in the interior of the bone ;

in the latter case the growth originates in the marrow. As a rule

new bone is absent only at the opening through which the pus
from the abscess-cavity makes its exit.

Small sequestra may be absorbed in the course of a few weeks
or months : larger sequestra may for years (Figs. 95 and 96) keep
up a condition of inflammation, and finally have to be removed by
operation. Sometimes they can be extracted through openings
by which pus is being discharged ;

but more frequently the

encasing splint of new bone has first to be chiselled away. After
the removal of the sequestrum the wound closes by granulation
and cicatrisation, and by renewed proliferation of the periosteum
and marrow. When the process is completed the bone is covered
with osteophytes and altered to an irregular shape, while its

interior is partly condensed or sclerotic, partly rarefied or osteo-

porotic. By gradual apposition and resorption the bone in time
returns more or less to its normal condition ;

but even in the case

of partial necrosis, years may pass before the cancellous portion
regains its normal structure, and the original loss of substance is

entirely made good. The periosteal thickenings, and the other

changes in the spongy and in the cortical strata, are rarely if ever

entirely effaced.

The metastatic inflammations of bone which occur occasion-
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tilly in pyaemia, typhoid fever, scarlatina, and measles sometimes
follow a clinical course similar to the analogous forms of infective

osteomyelitis and periostitis. Usually, however, they give rise

only to small foci of suppuration and abscesses ; sometimes indeed

(as in small-pox) the inflammation of the bone-marrow, or of the

periosteum, may be so slight and transient as to leave behind no

permanent textural alteration.

If any of the larger nutrient arteries are occluded by emboli

during the metastatic inflammation, the process may be combined
with anaemic necrosis.

In recent years Ollier, Schlange, Riedinger, Roser, and others (see
ScHLANGE : Some rare affections of bone Arch. f. klin. Chir. xxxvi 1887;
RiEDiNGP^R : Ganglion periostale or Periostitis albuminosa Festschr. fiir A. von

Knlliker 1887; Roser: Periostitis albuminosa CentralU. f. Chir. 1887) have
described certain mild forms of inflammation of the bones characterised by
the presence of accumulations of clear ropy albuminous liquid, resembling
synovial fluid, under the names of periostitis and ostitis albuminosa. These
attack chiefly the larger long bones of young persons between the ages of 15

and 20, and are unaccompanied by fever. According to Garre the affection

is in some cases only a slight form of infective osteomyelitis, which as we know
does not always take a sevei'e course, and does not invariably lead to suppur-
ation : it sometimes gives rise merely to transient inflammatory disturbance,
followed by the formation of new bone.

References on Osteomyelitis and Periostitis.

Appelrath : Infectiose Osteomyelitis 1890
Chiari : Variolous osteomyelitis Ziegler's Beitrdqe xiii 1893
CoLZi : Etiologia delV osteomielite acuta Florence 1890
Dmuchowski and Janowski : Pyogenic action of the typhoid bacillus Zieg-

ler's Beitrdcje xvii 1895
Fischer and Levy: Bacteria in osteomyelitis and periostitis Z.f. Chir. xxxvi

1893
Fruhner : Acute osteomyelitis in short and flat bones Beitrdge von Brims v

1889
Gaxgolphe : Mdladies infectieuses des as Paris 1893
Garre: Rare forms of acute infective osteomyelitis Kocher\ Festschrift Wies-

baden 1891; Special forms of acute infect, osteomyel. Beitrdge von Bruns
X 1893

Haaga : Statistics of acute spontaneous osteomyelitis Beitrdge von Bruns v 1889
Ivanoff : Subacute osteomyelitis in adolescence These Paris 1885
Jaboulay: The microbe of acute osteomyelitis These Lyons 1885
Jordan : Acute osteomyelitis Beitrdge von Bruns x 1893
Klebs: Pathol. Anat. d. Schusswunden Leipzig 1882
Klemm : Bone-att'ections in typhoid A./, klin. Chir. xlvi 1893
KocHER : Causation D. Z.f. Chir. xi 1878
Kraske: Aetiology of acute osteomyelitis A. f. klin. Chir. xxxiv 1887
Lanneloxgue and Aciiard: Experimental study of osteomyelitis Annales

de rinst. Pasteur v 1891
Legiehx : Periosteitis u. Osteitis albuminosa 1890
Ogston : Journ. of Anat. xvii 1882
Reyxier and Legexdre : Aetiology of certain forms of periostitis etc. A . gen.

de med. 1885
Rosenbach : Mikroorganismen bei d. Wundlnfectionskrankh. Wiesbaden 1884
Struck: Microbes D. med. Woch. 1883
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Tubby : Acute infective ostitis Guys Hosp. Reports xlvii London 1890
Ullmann : Osteomyelitis acuta Vienna 1893
VoLLERT : Albuminous periostitis (so-called) Vollinann's ki. Vortrdge 352

1890
WiTZEL : Knochenentzundungen bei acuten infect. Erkrankungen Bonn 1890

48. When a bone is crushed, torn, broken, or injured in any
way by traumatic violence, haemorrhage and inflammation are

induced (Art. 45). These conditions rapidly pass away, and the

injury is repaired by regenerative growth of the periosteum and
marrow.

If the traumatic injury, such as a fracture, is accompanied

by simultaneous perforation of the skin (compound fracture),

whereby a communication is established between the external air

and the bone, and contamination of the wound by pathogenic

micro-organisms takes place, an intense inflammation is set up that

completely perverts the process of repair.
In favourable cases pus-secreting granulations are formed in

the wound : these cover over the exposed bone, and force them-
selves in between the fragments. After a time new bone is

formed in the periosteal granulations, and repair may be com-

pleted without necrosis. More frequently, however, the infection

leads to suppuration, and wherever considerable accumulations

of pus take place the tissues perish and the bone over a greater
or smaller area becomes necrotic.

In certain cases a large part of the marrow of the fractured

bone becomes the seat of suppuration, and the periosteum also is

destroyed to a greater or less extent. The suppuration may
extend from the bone to the nearest joint, to the intermuscular

connective tissue, and so on. Tliese complications render the

course of the affection similar to that of haematogenous purulent

periostitis and osteomyelitis (Art. 47), and tend to produce

sequestra which can be loosened and extruded from the body
only by long-continued processes of resorption. The formation

of callus is for the most part limited to the periosteum surround-

ing the necrotic fragments.
Such a course of events is specially characteristic of gunshot

injuries, of which an open wound and extreme comminution of

the bone are the usual concomitants. It may also however take

place in amputation-stumps, Avhen the operation-wound becomes

septic and inflamed from the invasion of bacteria.

Not infrequently the irritant causing the inflammation pene-
trates from the exterior into the periosteum and the bone, without
antecedent traumatism. This generally happens when the tissues

contiguous to the bone are the seat of inflammation. But the

irritant sometimes reaches the bone without previously exciting
inflammation in the immediately adjacent structures. Thus sup-

purating ulcers of the scalp or of the nasal mucous membrane,
purulent inflammations of the pelvic connective tissue, and the
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like, may extend to the periosteum and marrow of the contiguous
bones, and there set up suppuration, caries, and necrosis. Peri-

osteal inflammation is apt to be set up in a finger tlie skin of which
has been injured and infected, as in panaritium or -whitloTV.

49. Chronic inflammations of bone, apart from the tuber-

culous, s}'philitic, and actinomycotic forms, are chiefly the result

cf acute inflammations wliicli have induced conditions that give
rise to long-continued irritation. This is the case with all haema-

togenous, traumatic, and metastatic inflammations that issue in

necrosis. The changes accompanying chronic inflammation of

the periosteum and bone-marrow may thus be inferred from
what has already been described. Pus-secreting granulations are

Fig. 97. Phosphorus-necrosis of the lower jaw.

{The necrotic jaw-hone is enclosed in a sheath of neiv hone: after von Schulthess-
Rechberg)

formed at the seat of necrosis, and these surround and enclose

the central or peripheral sequestrum. From the cavities thus

formed (so-called cloacae), fistulous tracks or sinuses lined with

granulations pass outward, and permit the pus to escape. The

processes of resorption and apposition alternate in the rest of the

bone, and lead partly to osteoporosis, partly to hyperostosis.

Phosphorus-necrosis deserves separate mention. This affec-

tion makes its appearance among the workers in match-factories,
and almost always attacks the jaw-bones (Fig. 97), very rarely

affecting the other bones of the face. It is caused by the absorp-
tion of yellow phosphorus, which obtains access to the bone from
the mouth. An essential preliminary factor in the aetiology of
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this local destructive action on the jaw
wound or sore of the gum, or the loss

saliva, carrying with it the chemical

poison and certain pathogenic micro-

organisms, gains access to the deeper
structures (Kocher).

A slight inflammation of the perios-
teum is usually the first manifestation,
and thereupon the periosteum and the

marrow proliferate and produce new
bone, the maxilla thus becoming thick-

ened and sclerotic. Later on suppura-
tion takes place in the periosteum and

occasionally in the marrow, leading to

necrosis of larger or smaller portions of

the bone ; and these after a time exfo-

liate. In some cases the entire inferior

maxilla perishes. If the patient con-

tinues to be exposed to the vapours of

phosphorus, the crust of new bone en-

closing the dead portion may itself be-

come necrotic.

Occasionally the periostitis is acute

from the outset, and leads directly to

suppuration and necrosis, without the

formation of new osseous deposits.
Chronic inflammation of bone also

results from the like inflammation in

the immediately adjacent tissues, as for

instance from cutaneous ulcers (Fig. 98)
or hyperplastic inflammations resulting
in elephantiasis. The inflammatory pro-
cess in these cases leads to cicatricial

thickening of the periosteum, beneath
which the bone is sometimes eroded,
sometimes beset with osteophytes and
diffuse hyperostoses. Now and again
these overgrowths reach a very consid-

erable size (Fig. 98).

is the presence of some
of a tooth, wherebv the

Fig. 98. Periosteal hyperos-
tosis OF THE TIBIA.

(At the base of a chronic ulcer

of the leg : two-thii'ds of the
natural size)

References on Plwsplwrus-necrosis.

BiBRA and Geist : Die KranJch. d. Arheiter in PhospJwrzUndholzfabriketi 1847
Geist : Die Regeneration d. Unterkiefers Erlangen 1852
Hackel : Phosphorus-necrosis Langenheck's Arch, xxxix 1890
Hervieux : Les maladies ... a la fabrication des allumettes Paris 1846
JosT : Phosphorus-necrosis Beitruge von Brnns xii 1894
Kleinmann : Die Phosphornekrose Leipzig 1893
Kocher : Zur Kenntni^s d. Phosphornekrose Bienne 1894
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vox Schulthkss-Rechberg : Phosphorus-necrosis Inaug. Diss. Zurich 1879
Trelat : La necrose cause'e par le phospkore Pai'is 1857
VoLKMAXN : Pitka and Billroth's Handb. d. Chirurt/ie ii 1872
Wagner : Effect of phosphorus on the organism V. A. 55 1872

50. Of chronic inflammations whose course throughout is

slow and insidious, there are (apart from those associated with

gout) two varieties. The one is termed hypertrophic ostitis,

or ostitis hypertrophicans, the other is ostitis deformans.
The aetiology of both these groups of affections is still altogether
obscure.

Typical ostitis hypertrophicans is a feature of the peculiar
maladies which have lately been described under the names

Fig. 99. Skeleton of a hand with hyperostosis of the bones.

(From a case of acromegaly : after Arnold)

acromegaly (Marie), pachyacria (yon Recklinghausen),
and pulmonary hypertrophic osteoarthropathy or osteoarthropatMe

hi/pertrophiante cCorigine 2)7ieumique (Marie). It gives rise in

early and in adult life to changes which result in the enlarge-
ment of the distal portions of the bones of the extremities and of

the face, and are often combined with deformities of the verte-

bral column. The anatomical researches of Arnold, Marie,
Thomson, and others, have shown that the increased size of the

13arts is chiefly due to hyperostosis (Fig. 99), periosteal osteo-

phytes being deposited on the bone, in the shape of tuberous and

pointed excrescences which alter the form of its surface. Their

development, due to some chronic irritation of the periosteum,
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and perhaps of the marrow, is not confined to the terminal j^or-
tions of the limbs, but may extend over the greater part of the

skeleton, and give rise, for example, to numerous osteophytic pro-
tuberances on the femur and tlie pelvic bones. In acromegaly
the pituitary body is said to be always enlarged (Art. 129), and
in certain cases hypertrophic osteoarthropathy seems to be asso-

ciated with chronic pulmonary affections, probably of a tubercu-
lous nature.

Ostitis deformans is a disease of the osseous system peculiar
to old age, and is characterised chiefly by the combination it

Fig. 100. Ostitis deformans of the head and neck of the femur.

{Four-fifths of the natural size)

a external view b section

presents of wide-spread resorption and apposition of bone. The
process may be limited to particular bones or groups of bones,
such as the femur (Fig. 100 a b). the bones of the cranium, or
the spine (Fig. 101) ; or a large portion of the skeleton may be

implicated.

Resorption of bone-substance takes place both in the cancellous
and in the cortical regions; in the latter case it produces osteopo-
rosis, which may markedly diminish the strength of the bone.
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The osseous trabeculae may entirely disappear from the cancellous

bone, and be replaced by fatty or gelatinous or even fibrous tissue

containing few cells (osteomi/eUtis fibrosa), in which cysts are some-
times formed by liquefaction.

Fig. 101. Spondylitis deformans.

{One-half the natural size)

a body of a lumbar vertebra the thickness b rounded protuberances uniting the bod-
of which is markedly diminished in ies of adjacent vertebrae
front c body of a thoracic vertebra which has

collapsed

The apposition of new bone starts from the marrow or from the

periosteum. In the former case the spongy parts become denser,
and the medullary spaces are partially filled up with new bone ;

in

the latter the bone itself is often greatly thickened (Fig. 100 a h

and Fig. 101 5), its increase in bulk, particularly in the case of the
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skull, being quite apparent in the living patient. This combina-
tion of resorption and apposition always leads to the more or less

complete destruction of the characteristic architecture of the bones

(Fig. 100 5). In the thickened skull for example the distinction

between the inner and outer tables and the diploe may be entirely
lost.

In cases of ostitis deformans, when the bone is weakened by
excessive resorption it may give way by bending or even by
abrupt angular flexure : the long bones are especially subject to

this kind of deformation. Thus the humerus or the tibia may be
bent into a curve, or the neck of the femur may be displaced
on the shaft, and be forced into a more horizontal position by the

weight of the body.
When the cancellous tissue becomes excessively weak it may

collapse entirely. This occurs chiefly in the vertebral column

(Fig. 101 a c), where particular vertebrae sometimes become

wedge-shaped by the sinking in of the fore-j^art of their bodies,
and the spine accordingly becomes curved, generally in the

anterior direction (kyphosis).
Certain cases of ostitis deformans are from a histological point

of view comparable witli arthritis deformans
;
the main difference

lying merely in the special seats affected by the processes of re-

sorption and apposition (Art. 73). Other cases are more nearly
allied to osteomalacia, particularly those in which bulging or

bending of the bones is associated with pathological formations of

new osseous tissue (Art. 43, Fig. 80).

References on Hypertrophic Ostitis (including Acromegaly and

Pulmonary Osteoarthropathy ) .

Arxold : Hypertrophic ostitis Zie[jler>- Belirage viir 1891
Bramwell : Illustrated cases of acromegaly Ailas of din. med. ii part 3 Edin-

burgh 1893
Dreschfeld : Case of acromegaly B. M. J. i 1894 (with references)
DuCHESNAU : Etude anat. et dm. de racrnmi'galie Paris 1892
Friedreich and Erb : Hypertrophic ostitis Z). A. f. Min. Med. 1888
HoLSTi: Autopsy of a case Z . f. kiln. Med. xx 1892
Lefebvre : Pulmonary osteoarthropathy These Paris 1891
Marie and Souza-Leite : Pulmonary osteoarthropathy Bulletin med. 1889

;

Acromegaly Brain xii 1890; Osteoarthropathy and acromegaly Rer. de
med. 1890; Essays on acromegaly (New Syd. Soc.) London 1891 (with
references)

Marinesco: Case ^4. de med. exp. iv 1891
VON Recklinghausen: Pachyacria V. A. 119 1890
Thomson: Skeleton in acromegaly Journ. of Anat. 1890
Thorburn : Cases of pulmonary osteoarthrophy B. M. J. i 1893 (with refer-

ences and figures)
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References on Ostitis Deformans (see also Arts. 47 and 74).

Lunn: Four cases of ostitis deformans Trans. Clin. Soc. xviii London 1885
MoiZARD and Bourges : A. de me'd. exp. iv 1892
Paget : Med.-chir. Trans. London 60 1877, 65 1882
VON Recklinghausen : Ostitis deformans, osteomalacia, and osteoplastic
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CHAPTER XVIII

INFECTIVE GRANULOMATA OF BONE

51. Tuberculosis, the most common of chronic bone-diseases,

may start in the marrow, in the periosteum, or in any joint or

synarthrosis.
It occurs most frequently in young persons, although it some-

times makes its first appearance in advanced age. In the majority
of cases the infection comes to the bones by way of the blood

;

Fig. 102. Fungous granulations with tubercles from the spongy tissue of
THE CALCANEUM.

{Preparation hardened in Miiller's fluid and alcohol, decalcified with picric acid, stained
with haematoxylin, and mounted in Canada balsam : X 60)

a fatty marrow
6 blood-vessel
c bony trabeculae
d osteoclasts

e granulation-tissue
/ tubercle within the granulation-tissue
g isolated tubercles

but cases are also conceivable in which the bacilli may enter

through the lymphatics of the bone, or pass into it from con-

tiguous foci of tuberculous disease.

The tuberculous process begins by the formation at one spot
of grey or greyish-red granulations, or at times perhaps by the
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simultaneous production of a number of such eruptions. The
granulomatous foci are characterised anatomically by the presence
in them of grey and yellow tubercles (Fig. 102/). If the primary
seat of the tuberculous process is in the interior of a bone, such as

a vertebra or a tarsal bone, or in the diaphysis or epiphysis of one
of the long bones, and if it lies deeply and remote from the

articular ends, the changes it occasions may go on for a time
without involving periosteum or joint.

Lacunar resorption of the bone always occurs at the seat of the

tuberculous granulations (Fig. 102 f?), while these sooner or later

undergo caseous degeneration in the central portion of the affected

spot. If the trabeculae are not already destroyed, they become
necrotic within the zone of caseation.

A tuberculous focus once started increases by peripheral exten-

sion, and by the appearance of new foci in the immediately adjoin-

ing tissue. The more rapidly this proceeds, the sooner do large
caseous nodes develope, which contain a considerable number of

necrotic trabeculae. If on the other hand the process advances
but slowly, the osseous trabeculae within the granulomatous
region may be entirely absorbed.

When the process has reached a certain point, rounded or

oblong caseous nodes are seen in the substance of the bone, each

surrounded by a grey or greyish-red marginal zone of granulation-
tissue. The nodes are of various sizes, from that of a pea to that

of a hazel-nut, and contain carious or necrotic trabeculae, or larger,

usually oblong and splinter-like, fragments of dead bone, which are

permeated by caseous granulation-tissue, and are marked off from
their surroundings by a zone of greyish tuberculous granulations
In still later stages the foci of the first kind are often softened and

liquefied, and the enclosed osseous trabeculae for the most part de-

stroyed. Thus a cavity or cavernous excavation is formed (Fig.
103 A, Fig. 101 a, and Fig. lOo a), which is surrounded by granu-
lations and contains caseous pus and osseous detritus. In the case

of the larger foci the necrotic fragment of bone becomes a more or

less completely loosened sequestrum (Fig. 103 /), immersed in

caseous and purulent matter, and lying in a cavity or cloaca which
is closed in by granulation-tissue (g).

Such foci are usually developed singly or at any rate only in

small numbers. It is but rarely that any considerable number of

them form in rapid succession or simultaneously. When this does
occur in the long bones, the tuberculous foci may extend over the

greater portion of the medullary cavity. In this case the parts
affected by the specific inflammation very rapidly undergo caseous

degeneration, so that no true granulomatous deposits are produced.
The size of the tuberculous foci in particular cases and* the

course the disease takes depend upon conditions for which our

j)resent knowledge is insufficient to account. The smallest foci

are doubtless capable of repair, the necrotic masses being then
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liquefied, re-absorbed, and replaced by new connective tissue or by
marrow and bony tissue. Larger foci make perceptible pauses in
their progress, and their cavernous excavations (Fig. 103 A) are
walled off from the rest of the marrow by a mass composed of
dense connective tissue (c?) and granulation-tissue containing
trabeculae (g).

When a bone contains a tuberculous focus the surrounding

Fig. 103. Central tuberculosis of bone in an advanced stage.

(Transrerse .icctlon t/wour/h the loioer part of the diaphyxis of the tibia : preparation
hardened in alcohol, decalcifipd ivith picnc acid, stained with haematoxylin and car-

mine, and mounted in Canada balsam : X 4)

a periostemn
b rarefied onrtioal layer
c periosteal osseous deposit
d fibrous tissue on the inner surface of

the cortical layer
e tuberculous ijranulation-tissue

/ sequestrum permeated by granulation-
tissue, with scanty trabeculae

g connecting process between the margi-
nal granulations and the sequestrum

h cavity formerly filled with pus and
caseous matter

portions of it

Large foci of

areas of the b
sition of bony
in the interior,
a condition is

46 (Fig. 49).

are never entirely free from proliferous changes,

long standing sometimes extend over considerable

one, and induce wide-spread resorption and appo-
tissue. Should progressive resorption take place
while new bone is being formed by the periostemn,

produced which has been already described in Art.

This condition was formerly termed spina ventosa,
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and in it the entire bone increases in girth, while the medullary
cavity simultaneously widens. If the internal resorption is but

slight (Fig. 104 «), and is accompanied by external apposition,
the bone thickens and increases in size by the formation of numer-
ous lamellae (^h) which are bound together by transverse bars.

The former condition is usually met with in the smaller of the

long bones, the latter in the larger bones, as in these the tubercu-
lous process is generally confined to a circumscribed region.

In the larger bones osteoplastic processes are generally set up
also in the marrow near the tuberculous foci, and in certain cases

these produce condensation and sclerosis of the affected bony
tissue (Fig. 105 c).

The periosteum may be infected primarily, or by extension
from the bone, or from a neighl)ouring joint or synarthrosis. The
course of the tuberculous periostitis thus induced varies accord-

ing as the process remains merely local or extends over large

Fig. 104. Periosteal deposition of bone in chronic myelogenous tuberculosis.

{F)'0)n the lower end of the right humerus of a child : natural size)

a tuberculous cavity b lamellar and cancellous deposits

areas of the bone-surface. In the first case more or less sharply
defined granulomatous foci containing tubercles are formed, and
in the neighbourhood of these the bone undergoes resorption.
The result is known as peripheral caries (Fig. 106 d e'). If the

periostitis is consecutive to primary disease of the bone or joint, in

addition to the peripheral caries there are corresponding changes
in the interior of the bone, and the periosteal disease is often con-

tinuous with the deeper tuberculous focus.

Sooner or later the periosteal tuberculous areas, if they do not

recover, become caseous and then soften. In this way, as in the

marrow, are formed caseous nodes surrounded by a zone of gran-
ulations and indurated connective tissue, or large sacculated cold
abscesses (Fig. 106 /) bounded by a pyogenic membrane of

connective tissue and granulation-tissue containing tubercles.

The contents of these abscesses undergo steady increase by the

secretion of pus from this membrane, and by the loosening and

separation of caseous masses from their walls.

From its original site the abscess may extend into contiguous
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parts, and so form secondary or consecutive abscesses. In other

cases it ruptures early either outwards to the surface of the body
or into some internal part, and so

ftu'ms fistulous tracks or sinuses,
about which the tissues become indu-

rated and covered with tuberculous

granulations. Sometimes these granu-
lations grow so luxuriantly that they
rise like a mushroom over the external

orifice of the sinus. While the caries

accompanying the tuberculous perios-
titis is gradually extending, prolif-
eration of the periosteum takes place
in tlie adjoining parts, and often leads

to the formation of a considerable

amount of new bone. Cases however
occur in which regenerative prolifera-
tion is very slight, or all but entirely
absent. This is especially apt to hap-
pen in the case of the cranial bones.

In some instances atrophic resorp-
tion of the bone follows rapidly on the

infection of the periosteum, and may
be very extensive. The resorption

may be followed in its turn by the

formation of new bone from the peri-
osteum.

The loss of substance in the cor-

tical stratum of the larger long bones,
the femur for instance, may go so far

that the bone is reduced to the thick-

ness of paper (Fig. 107 a),
and is composed of only a single
layer of Haversian lamellae.

Should new bone be again pro-
duced, the surface becomes
studded Avith osteophytes (^),
and these ultimately form a

continuous layer of highly-
vascular cancellous bone (c)
which is covered over exter-

nally by the filjrous layer of

the periosteum ((7). „ ,„^ „
ri-, , -.

^
• xi Fig. 105. Osteosclerosis of the femur.

i ubercies may appear m tiie resulting from chronic tuberculosis.

osseous system in general mili- (Longitudinal section of the lower half of the

ary tuberculosis ;
but nothing femur : six-sevenths of the natural size)

verv definite is known as to their « tuberculous abscess d exostosis

f
'

T ,
• b si)onsi;y bone e articular cartilage

irequency and extension. c sclerotic boue with au erosion at/
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The changes occasioned by tuberculosis in the bones and joints are treated

of in text-books of surgery and morbid anatomy under various names. Among
them may be mentioned the following— malacic or fungous caries {caries mollis

or fuiK/osa), scrofulous caries, tuberculous caries, bone-necrosis, bone-abscess,

fungous arthritis, synoritis hi/perplastica granulosa, fungus articuli, scrofulous

arthritis, articular caries, arthrocace, white swelling {tumor albus), caries sicca,

cold articular abscess, etc.

Fig. lOG. Tuberculosis of the spinal column.

{One-half the natural size)

a vertebral columii e superficial erosions in several vertebral

b aorta c ribs bodies
d vertebral body almost entirely de- / abscess-wall

stroyed by caries

References on Tuberculosis of Bone.

Cheyne, W. : B. M. J. ii 1890; Tuherculous disease London 1895
Friedlander : Volkmumis tlin. Vortrdge OJ- 1873
KiEXER and Poulet : Tuberculous osteoperiostitis .-1. de physiol. i 1883
KoNiG : Die Tuberculose der Knochen u. Gelenke Berlin 1884
Krause : Die Tuherculose der Knochen u. Gelenke Leipzig 1891
Lanxelongue : Tuherculose rertc'lnyde Paris 1888
Meinel : Die Knochenluherkeln Erlangen 1842
MoGLiNG : Surgical tuberculosis MittheU. chir Klinik Tubingen 1884
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Nelaton : L'ajfection tiiherculeuse des os Paris 1837
ViRCHOW : Krunkhafte Gesc/ucii/ste ii 1865
VoLKMANN : A.f.klin. Chir. iv, Pitha and Billroth' i< Ilandh. der Cliirurgie ii

Erlangen 1872, and Volkmannx klin. Vortriige 1(J8-1(J!» 1879

Fig. 107. Formation of oste >phytes upon the atrophied cortical layer op
the j'emltr i.\ chronic tuberculous arthritis.

{Transverse section throufih the diaphysis of the feinicr of a child aged four : prepara-
tion hardened in Midler's fluid, decalcitied with picric acid, stained ivith haema-
tojci/lin and carmine, and mounted in Canada balsam : X 50)

a atrophied cortical layer h osteophytes
c medullary spaces with numerous blood-vessels between the osteophytes
d periosteum e layer of osteoblasts / groups of cells in the outer layer
g tubercles in the inner layer of the periosteum

52. Tuberculosis of the larger long bones most usually

clevelopes in their cancellous ends (Fig. 104), the shafts being
less frequently diseased (Figs. 103 and 105). When the tuber-

culous disease affects the periosteum, it is also as a rule most
markiMl in or about the articular extremities. In the smaller

long bones the whole of the marrow and periosteum are often

diseased (^spina venfosa'), and in the sliort spongy bones the osteo-

myelitic process very commonly involves the adjacent periosteum.
Thus the foci of the osteomyelitis and periostitis are generally
found to extend to the neighbouring joints, and there produce a

tuberculous arthritis (Art. 76). This is brought about by the

direct extension of sub-cartilaginous nodes in the bone, or of peri-
osteal foci near the joint-capsule, through the intervening tissues



190 INFECTIVE GEAXULOMATA OF BOXE [CHAP. XVIII

into the joint ; or indirectly by the transport of tubercle-bacilli

from these foci into the joint by way of the lymphatics.
In tuberculosis of the carpus and of the tarsus several bones

and joints are usually involved simultaneously. Entire bones

may be destroyed by caries and necrosis, so that in their place

nothing but masses of granulomatous tissue are found, which
enclose only small carious sequestra. In a similar manner entire

phalanges of the fingers or of the toes are destroyed.

fKf

Fig. 108. Angular flexure of the vertebral column from the destruction
of the first lumbar vertebra.

{Two-thirds of the natural size)

a lumbar vertebrae
b thoracic vertebrae
c seconil liinibar vertebra
d osseous lamellae j)artly formed by

the remains of the arches and pro-
cesses of the first lumbar vertebra

and partly due to new bone-forma-
tion

e twelfth thoracic vertebra

/ deformed arches of the eleventh
and twelfth thoracic vertebrae

In the vertebral column the process is occasionally limited to

one or more parts of a single vertebra, thus producing merely

superficial caries or deep but circumscribed excavations. Fre-

quently, however, it leads to greater destruction of the bodies and
arches of the vertebrae (Figs. 108 and 109), and of the inter-

vertebral discs (Fig. 108) ;
in certain cases, the entire body or

arch of one or more vertebrae may be destroyed (Fig. 109).
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When the spinal column is thus weakened and unable to support
the weight of the upper part of the body, it is apt to colla])se at

the damaged place and to bend forward at an angle (Pott's
disease).

If the remains of the carious bodies of the vertebrae project
backwards, or are forcibly displaced in any direction, the spinal
cord may be compressed and degenerative processes set up within
it. In tuberculous caries of the bodies of the vertebrae, ab-
scesses (Fig. 106/) form by accumulation of purulent matter in

Fig. 109. Angular flexure of the spixe with bony ankylosis of the bodies
OF the vii-xii thoracic vertebrae after partial destruction by tuber-
culous DISEASE.

{Reduced to three-fifths of the natural size)

a third thoracic vertebra c bony mass formed by the fusion of the
b fourth lumbar vertebra bodies of the vii-xn thoracic vertebrae
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front of the spinal column, and these are apt to burrow and extend
downward. In disease of the lower portion of the vertebral col-

umn abscesses thus formed often burrow along the ilio-psoas
muscle to the crest of the pubic bone, and finally point below

Poupart's lig-ament.
Tuberculosis of the pelvic bones leads to more wide-spread

caries, with the formation of ' cold
'

abscesses. The symphysis
pubis and the sacro-iliac synchondrosis may thus be destroyed.

In tuberculosis of the flat cranial bones, caseous masses are

formed in the bone-marrow as well as beneath the periosteum :

these cause necrosis of the bone and give to it a yellowish-white
appearance, while the periosteum itself is stripped off by the ac-

cumulation beneath it of caseous pus, and is at the same time
studded Avith caseous nodules.

Tuberculous caries of the atlas, the axis, and the base of the

skull, sometimes causes loosening of the connexions between
the spinal column and the skull, with consequent dislocation of the

latter, and compression of the medulla oblongata by the odontoid

process.
Isolated tuberculous foci in the bones are capable of repair.

Any loss of substance that may have taken place is then filled up
by connective tissue, and ultimately by osseous tissue. If a cur-

vature of the spine has not been rectified by proper appliances,
the column will become fixed in the position it has taken up by
the formation of new osseous and connective tissue : the remnants
of a number of vertebrae may in these circumstances coalesce to

form a single bone (Fig. 109
c?),

in which the boundaries of the

original segments are no longer discernible. The carious tissues

on the articular ends of contiguous bones often become firmly
united across the joint by connective tissue and osseous trabeculae

(fibrous and bony ankylosis). If the joint still contains frag-
ments of cartilage, these are apt to be transformed into fibro-

cartilage and connective tissue.

Very frequently however the repair is only partial. While
the greater part of the diseased region may be filled up by tissue

free from tubercles, yet some remain here and there, and from
these residual deposits the morbid process often starts anew.

53. Syphilitic disease of the bones makes its appearance
only in tlie later stages of syphilis, and results either in caries and
necrosis or in the formation of new osseous tissue.

The gumma is the formation characteristic of syphilis in bone.

This is a local inflammatory product, which is usually met with
in the periosteum, and less frequently in the marrow.

Recent periosteal gummata take the form of flattened swellings
of elastic consistence, and on section exhibit a gelatinous texture.

In later stages the gummatous tissue becomes either somewhat
whiter and like inspissated pus, or of a firmer consistence, resem-

bling rather ordinary granulation-tissue interspersed with patches
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of fibroid cicatricial tissue. In the latter case the gumma fre-

quently encloses denser and drier white caseous masses, due to

fatty degeneration and necrosis of part of the inflammatory tissue.

Fig. 110. Gummatous syphilitic caries of the parietal boke.

{From a child eight weeks old sufferingfrom congenital syphilis : preparation hardened
in Midler's fluid and alcohol, decalcified with picriccccid, stained with haeniatoxylin
and carmine, and mounted in Canada balsam : X 6'5)

a external periosteum e dura niater
b external tal)le / syphilitic focus or gumma
c spongy interveuins layer g carious bony trabeculae
d interual periosteal layer

Fig. 111. Syphilitic caries and necrosis of the calvarium.

{Reduced one-half)

a carious excavation b large fragments of necrotic bone
e
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When the process has continued for a long time, nothing may
remain but a callous scar-like thickening enclosing no remnants
of granulation-tissne or of caseous matter.

At the point where the gumma is formed (Fig. 110/), resorp-
tion of osseous tissue (//) always takes

place. The resorption is most active in

the case of those nodes that are distin-

guished by an abundance of round-cells
and by their pus-like appearance. Such
foci are most frequently found in the ex-

ternal periosteum of the cranial bones (Fig.
110 a and Fig. Ill) : they may however
make their appearance in any of the bones
of the skeleton, and also in the internal

periosteum or dura mater of the skull.

When situated in the external periosteum,
the outer table of the skull is first rendered
carious (Fig. 110 b and Fig. Ill a); but

usually the specific inflammation soon at-

tacks the diploe, and may ultimately extend
to the surface of the dura mater.

Isolated foci may be small and incon-

siderable, and these of course give rise only
to slight loss of substance. With increase
in the size of the focus the erosion of the
l3one also increases

;
and when numerous

foci are formed the vault of the skull be-

comes riddled with irregularlj'-formed pits
and holes of various sizes. If the inflam-

matory process extends deeply, and the

dura mater becomes involved, the circula-

tion in the portions of bone l3'ing between
tlie excavations is more and uKu-e inter-

fered with, and thus the syphilitic caries

may become associated with more or less

extensive necrosis (Fig. Ill J). Cases
occur in which this combination of caries

and necrosis causes destruction of the larger

portion of the cranial vault.

In a similar manner erosions and exca-

vations of various sizes are produced in

other bones.

Osteomyelitic gummata occur somewhat

frequently in the phalanges and in the

diploe of the skull, while the}' are seldom
seen in the larger long bones : yet in the

latter situation they are occasionally met with in great numbers.

They form foci that are gelatinous, fibro-gelatinous, dirty-yellow

fv,*f

Fig. 112. Syphilitic
perostoses of 1

left femuk.

{Reduced to two-fifths
the statural size)

of
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and puriform, or caseous (Chtari). The osseous tissue enclosed

within these foci is carious and necrotic, wiiile the bone about

them is the seat of more or less marked hyperostosis.
In the course of gummatous periostitis numbers of osteo-

phytes are often formed in the vicinity of the gummatous foci,

wliich, particularly in the long bones, attain at times a con-

siderable size. Should recovery take place, the gaps in the

periosteum are made good by scar-tissue or by newly-formed
bone. Parts that have undergone necrosis keep up a state of

inflammation until they are resorbed, or until a sequestrum is

formed and exfoliated; and at the same time give rise to exten-

sive production of new bone in the adjacent parts.
The new-formation of bone, which in these instances is

obviously due to the local inflammation, takes place in other cases

of syphilis as an independent process, and leads to more or less

marked thickening of the bone, or hyperostosis, dependent on
the osteogenic activity of the periosteum. Such hyperostoses

usually occur on the long bones (Fig. 112), but are also met with
on other bones, and at times are spread over the entire skeleton.

As the result of simultaneous endosteal bone-formation, the older

bone may be rendered sclerotic and correspondingly increased in

density: in other cases it undergoes osteoporosis and so becomes
rarefied and porous.

In cases of leprosy (Sawtschenko), granulomatous foci con-

taininsr bacilli may be formed in the bone-marrow.

Actinomycotic inflammation, as soon as it reaches the peri-

osteum, leads to peripheral caries and occasionally to necrosis.

Most frequently it is the maxillae, the spine, and the bones of the

thorax that are attacked, and sometimes very extensive destruc-

tion of the bones is thus brought about.

In glanders caseous nodes and patches of suppuration have
been observed in the periosteum and synovial membranes.

References on Syphilis cmd Leprosy of the Bones (on Congenital
Syphilis see also Art. 58).

Bowlby: Sj'philis St. Barth. Hosp. Reports xxvi London 1890
Chiari : Syphilis Vierteljahres.'ichr. f. Derm. u. Syph. 1882
Haaij : Syphilis V. A . 65 1875
Jasinski : Sypliilitic diseases of the vertebral column A. f. Derm, xxiii 1891
Lancereaux : Traite hist, et prat, de la syphilis Paris 1874
Laxg : Vorlesungen iiher Path. it. Therap. d. Syphilis "Wiesbaden 1885
INIeyer, L. : Syphilis Z . f. Psych, xviii
Parrot: Syphilis A. de physiol. norm, et pathoJ. 1872 and 1876
Sawtschenko : Leprous osteomyelitis Cent. f. Balieriologie v 1889; Changes

in the bones in leprosy Ziegler's Beitrdge ix 1891
Soloweitschik : Syphilitic affections of the skull T. .4. 48 1869
ViRciiow: V. A. 15 1858. and Kranlhafte Geschwiilste ii 1865
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CHAPTER XIX

DISORDERS OF OSSEOUS DEVELOPMENT AND GROWTH

54. The bones composing the skeleton originate either from
connective tissue that is but slightly differentiated, or from a pro-
visional cartilaginous substratum. Examples of the first mode
of origin are seen in the flat bones of the skull: these are called

membrane-bones, l^ecause they are due to ossification partly of

the integument and partly of the wall of the cephalo-enteric

cavity or head-gut (Gegenbaur). Examples of bones originat-

ing in cartilage are seen in the remaining parts of the skeleton:

these bones constitute the internal skeleton, in contradistinction

to the external or integumentary skeleton.

Ossification in the membi'anous substratum of the integumentary bones
takes pUice in general by the developnient of trabeculae containing lime-salts,

together with bone-corpuscles and bone-cells, in the germinal or embryonic
tissue, which is composed of cells with a more or less abundant homogeneous or
fibrillar matrix. Tliese trabeculae are at a later stage thickened by the apposi-
tion of new germinal tissue. When an osseous plate is thus formed, it increases

in thickness by the formation of new bone from the adjacent superficial layer
of connective tissue, which layer is thenceforward called the periosteum.

Ossification begins in exactly the same manner in the parts of the skeleton

that are pre-formed in cartilage. Trabeculae are developed in certain definite

places in the tissue surrounding the cartilage, or perichondrium. This mode
of bone-formation corresponds to that observed in the periosteum of the flat

or membrane-bones; it continues throughout life, and is termed periosteal
ossification. There is another mode allied to this, called endochondral
ossification, in which the marrow-tissue of the osseous strata surrounding the

cartilaginous substratum penetrates the cartilage while it is in process of inter-

nal calcification. Wherever the marrow penetrates, the cartilage all but com-

pletely disappears, and medullary spaces are thus produced. This is the first

stage of endochondral ossification : throughout its subsequent course it is char-

acterised by certain peculiar features.

In the neighliourhood of the spot where a medullary space encroaches on
the cartilage, proliferation commences in that tissue (Fig. llo

l>)
and results in

the formation of small groups of cells in the place of the isolated cartilage-cells.
As these groups increase in immlier and in the size of their component cells,

they tend to arrange themselves in linear order
(t- d). The alignment always

takes place in a direction parallel to one of the long axes of the bone, and as it

is uniform throughout the entire thickness of the cartilaginous matrix, there is

developed from the proliferous zone (6) a zone of parallel columns of carti-

lage-cells (c), the largest cells being in juxtaposition to the bone already formed.

This region of large cartilage-cells is distinguished as the hypertrophic
zone

i^cl).



AKT. 54] NORMAL OSSIFICATION 197

In this way the cartilage extends in the direction of the long axis of the

bone, liut the increase in length of the pre-fornied cartilaginous substratum as

a whole is dependent on its own continued longitudinal growth. This growth
is most marked in bones destined to become elongated in shape : it is less per-

a (V

Fig. 113. Normal ENDOCHONDRAii ossification.

(Longitudinal sectionfrom the upper end of the femoral diaphysis of a neio-born child :

preparation hardened in Mailer's fluid, decalcified with picric acid, stained with
haematoxylin and carmine, and mounted in Canada balsam: X 55)

a hyaline cartilage /
b zone of commencing j)roliferation of g

the cartilage h
c columns of cartilage-cells i

d columns of hypertrophic cells k
e zone of provisional calcification

zone of primary mednllary spaces
zone of primary ossification

fully-developed cancellous bone
blood-vessels
osteoblastic layer



198 DISOKDEES OF OSSEOUS DEVELOPMENT [CHAP. XIX

ceptible in bones whose ultimate length is inconsiderable compared with their

breadth.
AVhen the cohimns of cells have attained a certain size, calcification sets in

within the matrix and in the capsules of the cartilage-cells (e), and is initiated

by the deposition therein of fine calcareous granules.
The further growth of the cartilage is thereupon stoi^ped. The zone of

calcified cartilage (e) never reaches any considerable size, but forms simply a

narrow whitish stratum or seam.

After persisting for a short time the zone of calcified cartilage disappears:
the contiguous highly-vascular marrow (/) invades the cartilage, dissolves

its calcified matrix, leaving only a few scattered remnants, and extends into

the dehiscent capsules of the cartilage-cells. Only a few slender and jagged
trabecular fragments of the matrix remain, and these as a rule contain uo

cartilage-cells. The cartilage-cells lose their identity in the marrow : it is still

uncertain whether they are disintegrated or persist and become changed into

marrow-cells, though the latter is the more probable supposition.
The zone of primary medullary spaces ( /') at first contains only the tra-

becular fragments of the cartilaginous matrix
;
and these, with few exceptions,

are changed by a peculiar metaplasia into bony tissue, the process beginning at

the periphery (Kassowitz). Some of these bony trabeculae are dissolved,
and the primary medullary spaces, wliose width corresponds to that of from
one to three columns of cartilage-cells, accordingly coalesce to form medullary
cavities of larger calibre. The remaining trabeculae undergo ossification in the

ordinary way (^•) by the development of osteoblasts from the cellular medullary
tissue. These attach themselves to the jjersistent cartilaginous trabecnlae, and

ultimately transform them into bone.
In this manner, tlien, the cartilage is replaced by bony tissue, its chief

function in relation to the bone being to determine its form and the extent of

its longitudinal growth. In some degree, also, the internal structure of the

new bone is determined by the cartilage, since the persistent trabeculae of the

cartilaginous matrix serve as the foundations of the osseous trabeculae.

Endochondral ossification proceeds in l)otli a proximal and a distal direction,
and produces the axially-directed diaphysis or shaft of the bone, while the

cartilaginous end-pieces ai'e named the epiphyses. Toward the end of foetal

life blood-vessels penetrate the lower epipliysial cartilage of the femur from
the perichondrium, and form a close network in the centre. After antecedent
calcification of the cartilage, a new centre of ossification forms in this network,
and from this centre the epiphysis ossifies along radiating lines. In the other

long bones the epiphysial centres of ossification appear later. Inasmuch as

ossification is in this case also preceded by proliferation of the cartilage, the
bone produced in the epipliysis developes in all directions from the centre.

When the ossification extends to the perichondrium the longitudinal growth
of the bony epiphysis is but slight, and stops entirely on the side toward the

diaphysis.
The layer of cartilage lying next to the joint persists as the articular

cartilage. Tlie portion of the epiphysial cartilage next the diaphysis remains
to the end of the growing stage, namely froui the twentieth to the twenty-
seventh year. After the epiphysis is ossified, columns of cartilage-cells are pro-
duced only on the side that is next the diaphysis. When the ossification of this

side of the epiphysis is complete, the shaft ceases to grow in length, and
becomes united to the epiphysis by continuous bony tissue.

55. If for any reason the cartilasfinons snbstratiim of any part
of the internal or of the integamentary skeleton does not attain

its proper development, or if a part already formed in cartilage
is destroyed in utero by morbid processes such as ischaemia or

inflammation, the corresponding bone or part of a bone is not
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produced, with the result that the skeleton is defective. Such
defects are described as results of local agenesis. Most fre-

quently it is a portion of the skull (Fig. 114), or of the vertebral

arches, that remains undeveloped : in the bones of the extremities

and in the bodies of the vertebrae such defects are somewhat less

often met with. Both conditions are usually accomj)anied by
defects in the related soft parts ; yet imperfections in the bones
of the extremities and of the trunk, due to simple cartilaginous

hypoplasia, may occur without any corresponding malformation of

the soft parts. Partial defects of individual bones, such as are

found chiefly in the cranium (Fig. HI) and in the limbs, are due
to some arrest of development at a stage when the main part of

the bone has been already formed, and is in process of active

growth. Defects at the distal ends of the tibia, of the fibula, and
of the radius occur in association with malformations of the feet

and hands.

^"5^^^*^

Fig. 114. Partiai, agenesis op the boxes of the cranial vault in anex-
cephalia.

(^Reduced to two-thirds of the natural size)

a d frontal bone b parietal bone c squamous portion of occipital bone

56. It sometimes happens that while the cartilaginous sub-

stratum of each individual part of the skeleton is normally devel-

oped as regards form, its growth in size is in some way checked
or retarded. In the long bones this gives rise to dehciency of

length or of girth, in the flat bones to insufiicient area or thick-

ness. In certain cases the arrest of development shows itself in

an abnormal slenderness of the individual bony trabeculae.

Arrest or impairment of the development of the bones may
take place in utero, and lead to malformations of the skeleton of

the new-born child (Fig. 115). In other cases the arrest does

not begin till after birth, and then gives rise only to subsequent
stunting or dwarfing of the skeleton or of some parts of it.

If the interference with development extends unifonnly over

the entire skeleton, the result is a condition of general dwarfish
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under-growth (Fig. 116), described as microsomia or nanoso-
mia. In this case the separate parts of the skeleton retain their

normal proportional relations, or at least present but slight varia-

tions from the normal.

When the arrest is limited to particular regions of the skeleton,
the growth of these alone is affected, and the proportional rela-

tions of the several parts are accordingly more or less disturbed

(Figs. 116 and 117).
When it is chiefly the longitudinal growth of the extremities

that is affected, the result is micromelia (Figs. 115 and 117).

Deficiency of superficial extent

in the cranial bones produces mi-

crocephalia or nanocephalia
(^Fig. 118). Shortening of the

base of the skull causes the bridge
of the nose to appear sunken, or

the nose as a whole to be retracted

and flattened. Imperfect develop-
ment of the alae of the sacrum
causes transverse contraction of

the pelvis (Fig. 122).
When any region of the skel-

eton is ill-developed, there is usu-

ally some corresponding deficiency
in the related soft parts; but it

not infrequently happens that the

latter grow too large in propor-
tion to the corresponding bones,

and being thus thrown into folds

and bulgings appear themselves

to be deformed.
The cause of arrest of devel-

opment in the skeleton, whether

general or local, undoubtedly lies

in some instances in the consti-

tution of the embryo itself, and
either depends on inheritance or

is the manifestation of a spon-
taneous variation or 'sport.' In other cases the anomaly of

development is due to some acquired lesion, referable to intra-

uterine or extra-uterine injury. In many cases the cause of the

defective development of the skeleton may be traced to imper-
fection in the functional activity of the thvi'f^id gland, a condi-

tion met with chiefly in connexion Avith cretinism. Cretinism
sometimes appears sporadically, at other times assumes an
endemic form, apparently under the influence of some as yet
undetected miasmatic virus ; and it may also result from removal
of the thyroid gland by surgical operation. As regards the other

Fig. 115. New-born micromelic in-

fant, WITH CRETINOID EXPRESSION
OF FACE.

(Reduced to one-fourth of the natural
size)
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causes, of an acquired nature, which result in defective develop-
ment of the bones, we are still in ignorance.

From a histological point of view, arrested longitudinal growth

Fig. 116. Skeleton of a female cretinoid dwarf.

{Aged 31 : height 118 centimetres : skull clinocephalic)

The epiphysial cartilages of the long bones and pelvic hones persist, as also the
frontal suture. The several parts of the skeleton are fairly proportionate, except that
the upper extremities are relatively short.

Fig. 117. Skeleton of a female dwarf.

(Aged 58 : height 117 centimetres)
The bones of the limbs are very short, the trunk is relatively long. The epiphysial

cartilages have not persisted, and the articular ends of the bones are thickened.
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in the cartilage-bones, and defective lateral growth in the mem-
brane-bones, are due either to failure of bone-formation at the

zone of ossification in the diaphysis, or to premature synostosis at

the margins of bones that normally continue for a time united

only by sutures of cartilage or connective tissue. Deficient

thickness or girth arises from scanty periosteal deposition on the

exterior : slenderness of the cancellous trabeculae is the result of

imperfect myelogenous apposition of osseous tissue on the primary
trabeculae developed in the cartilage or from the periosteum, or

in other words of imperfect osteogenesis.
In bones formed from cartilage failure to increase in length is

in many cases due solely to defective proliferation of the cartilage
at the zone of ossification : instead of the normal array of col-

FiG. 118. Head of a microcephalic child (Helen Becker).

{Agedfive years : after a photograph taken by A. Ecker in 1868)

umns containing numerous cartilage-cells, the columns are few
and the cells scanty, or the columns are entirely absent (compare
Fig. 119 b c with Fig. 113 bed e).

In cases of well-marked arrest of growth the columns of car-

tilage-cells (6), even in the larger long bones, fail to attain any
considerable height ; they sometimes, indeed, are shorter than in

normally-developing digital phalanges. This condition has been

termed cliondrodystrophia hypoplastica (Kaufmann) or achondro-

plasia (Parrot).
In these cases the process of ossification following upon the

dissolution of the cartilage does not differ from the normal pro-
cess (/), and the formation of bone from the periosteum takes

place in the usual way. The disposition and arrangement of the
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persistent remnants of calcified cartilage are, however, abnormal ;

and accordingly the architectural structure of the cancellous or

spongy bone (compare Fig. 119 e with Fig. 113 K) produced by
the endochondral ossification is altered, while at the same time

the entire bone is abnormally thick in proportion to its length.
Should endochondral ossification be checked during the course

of development, the growth of the bone in its long axis will

cease. If at this stage the epiphysial cartilages that are destined

to disappear with adolescence are still persistent, they may remain

permanently. It thus happens that some dwarfs, after the twen-

a,

Fig. 119. Endochondral ossification in a new-born child with abnormally
SHORT limbs.

{Longitudinal section through the upper zone of osxifiration in the diaphysis of the

femur : preparation hardened in alcohol, decalcified with picric acid, stained with

haematoxylin and carmine, and mounted in Canada balsa77i: X 55)

a hyaline cartilage
b zone of proliferous cartilage
c zone of cartilage undergointr calcification

d zone of primary medullary spaces
e cancellous bone

/ osteoblastic layer

tieth year has been passed (Fig. 116), not only have cartilaginous

epiphysial junctions at the ends of the long bones (Fig. 120), but
even between the several bones of the pelvis and the different

segments of the sternum. Furthermore, sutures such as Ihe

frontal, which usually disappear at an early age, may remain un-
united throughout life (Fig. 116).

In addition to such simple failure of longitudinal development
of the bones, from inadequate proliferation of the cartilage-cells,
as is observed in micromelic infants and in the subjects of thyroid
cachexia (including cretins), certain peculiar perversions of endo-
chondral ossification are met with, which have had their origin in
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iiitra-uterine disease. These are characterised macroscopically
by the shortness of the diaphyses (Fig. 121 a) and by a more or

less marked thickening of their ends (Fig. 121 6). Microscopi-
cally they exhibit irregularities in the proliferation and calcifica-

tion of the cartilage, with corresponding anomalies of ossification.

The cartilage indeed proliferates, but no cellular columns are

formed
;
and it may thereafter either soften or become calcified

and ossified in an irregular man-
ner, the condition being termed

chondrodystrophia malacica
( IvAiF^rANX ) or niicromelia
chondromalacica. In other

cases increased proliferation of

-,>'•**'

Fig. 120. Boxes of the middle finoer of the right hand of the cretinoid
DWARF OF Fig. 116.

{The epiphysial line remains cartilaginous : natural size)

Fig. 121. MiCROMELIC PSEUDO-RAt HITIS (foetal rickets) OF THE UPPER LIMB.

{A)i example of Chondrodystrophia hypertrophica : reduced to four-fifths

of the natural size)

a diaphysis h epiphysis of the bones of the fore-arm c scapula

the cartilage in all directions occasionally sets in, producing exces-

sive thickening of the ends of the diaphyses. This may be com-
bined with extreme irregularity of ossification, and is now and then

accompanied by an ingrowing of the periosteum between the

cartilage and the bone, which of course involves the entire cessa-

tion of longitudinal growth. Inasmuch as the abnormal pro-
liferation of the cartilage is in these cases the most striking
feature of the process, the condition might be suitably described

as chondrodystrophia hyperplastica.
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Premature synostosis takes place both in situations that

normally are not subject to ossification, and in parts that are
ossified only in advanced life, or at least at some later period of

growth.
Among the synchondroses liable to premature ossification we

may take for examples the cartilaginous junction between the
anterior and posterior portions of the body of the sphenoid, and
between the body of the sphenoid and the basilar portion of the

occipital bone. The former of these begins to ossify at birth;
the latter between the twelfth and thirteenth years. Premature

Fig. 122. Agenesis of the wixgs of the sacrum with sacko-iliac synostosis.

{Pelvis ankylosed and transversely conti-acted; sacrum sunk deeply into the pelvis:
somewhat less than half the natural size)

synostosis of these bones, like deficient proliferation of the carti-

lages, results in shortening of the base of the skull (Virchow),
and so gives rise to depression of the bridge of the nose.

In the sacro-iliac synchondrosis deficiency of distal growth
in the lateral portions of the sacrum, and premature synostosis
Avith the ilium (Fig. 122), result in imperfect lateral expansion of
the pelvis. By bilateral synostosis a symmetrical transverse con-
traction (Fig. 122), and by unilateral synostosis an unsymmetri-
cal or oblique transverse contraction oi the pelvis is produced.



206 DISORDEKS OF OSSEOUS DEVELOPMENT [CHAP. XIX

Under certain conditions, imperfect development of the sacrum
itself also produces transverse contraction of the pelvis (LiTZ-
mann).

The sutures between the fiat cranial bones are the best exam-

ples of the syndesmoses, and they usually persist until adult age.
Since expansive growth in superficial extent occurs along the lines

of the sutures, through apposition of bone at their margins, pre-
mature ossification produces arrest of the growth of the skull as a

whole, and the result is cranio-stenosis.
In premature synostosis of all the sutures, the cranium remains

small in all its dimensions, producing microcephalia. Premature
ossification of the coronary and lambdoid sutures checks longitudi-
nal expansion, that of the sagittal, spheno-parietal, parieto-tempo-
ral, and frontal sutures, prevents lateral development of the skull.

If the cerebrum increases notably in bulk after partial synostosis
has begun, compensatory overgrowth takes place in the sutures

still unossified, and room for the growing brain is thus provided.
Such local deficiency and compensatory overgrowth cause the form
of the cranium to deviate more or less from that characteristic of

the race to which the affected person belongs, and not infrequently
a skull is thus produced which differs from every normal type.

Inadequate endochondral growth in linear dimensions is in

some cases, but by no means always, combined with premature
synostosis of the synchondroses and syndesmoses. The former
condition may be present though there is no premature synostosis;
and the latter, especially in the cranium, may appear unaccom-

panied by any disturbance of normal endochondral growth.

Intra-uterine arrest of the longitudinal development of the bones is generally
described by writers under the name of micromelic foetal rickets, and a

very large number of cases have been recorded. The term rickets or rachitis

is, however, inappropriate, for the abnormal processes at the zone of endo-

chondral ossification are not analogous to those observed in rickets, and the

disorders of periosteal ossification characteristic of rickets are entirely absent.

It is still an open question whether true rickets ever occurs as an intra-uterine

affection. Mori believes that he has demonstrated its existence in one case.

Even in members of the same race, the form of the skull is subject to

marked variation, and the variation is still greater when different races are

compared. The characteristic measurements of the cranium are its length,

heiglit, and breadth. The cephalic index is the ratio of its length (taken as

100 units) to its breadth. The altitudinal index is the ratio of its length to

its height. The accepted horizontal plane is that passing through the upper
edges of the external auditory meatus and the lower orbital margins.

According to the variations of the cephalic index, we distinguish the dolicho-

cephalic (index less than 75) and the hrachijcephalic (index more than 80) types.
Intermediate forms are called mesocephnlic. If the ratio of the breadth to the

height is less than 70, the skull is j^latycephnlic : if between 70 and 75. ortho-

cephalic; if above 75, h;/psocephalic. The character of the facial profile is

indicated by the facial angle of Camper, namely the angle between a line

on the level of the external auditory meatus and the floor of the nasal cavity
and a line touching the middle of the forehead and the anterior portion of the

alveolar process of the superior maxilla. If this angle be 80° or more, the skuU
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is called orthognathous ; if it is between 80° and 65°, prognathous (Gegenbaur).
The mean cubic capacity of the male cranium is 1450 cubic centimetres; that

of the female is loOO cubic centimetres (Welcker).
Pathological types of skull are due in part to premature synostosis.

Among them we distinguish the hijdrocephalic type (from dropsy of the ven-

tricles), the cephalonic (or big head), the microcephalic (or small head), the

dolichocephalic (or long head), the sphenocephalic (or wedge-shaped head due

to compensatory development of the anterior fontanelle), the leptocephalic (or
narrow head), the clinocephalic (or saddle-shaped head), the iriqonocephalic (or

triangular head due to narrowing of the frontal bone, from foetal synostosis of

the frontal suture), the brachycephalic (or short head), the pachycephalic (in
which the bones of the cranium are thickened), the oxycephalic (or pointed

head), the platycephalic (or flat head), the trochocephalic (or round head), and
the plagiocephalic (or unsymmetrical oblique head).

References on Hypoplasia and Premature Synostosis of Bones.
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57. Excessive longitudinal growth of the bones depends upon
abnormal proliferation of cartilage in the process of endochondral

ossification, and excessive thickness upon abnormal addition of

osseous tissue by apposition. The two processes, when they
affect the entire osseous system, lead to hypertrophy of the

skeleton, or gigantic overgrowth.
Growth of the bones beyond the ordinary dimensions proper

to the race, and to the ancestral stock, may be noticeable even
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at birth, though more usually it makes its appearance during
the period of adolescence, or even after the time when growth
normally ceases. The increase in the several parts of the

skeleton may be symmetrical and uniform ;
more commonly,

however, the hypertrophy is unequal, so that the normal rela-

tive proportions of the parts are disturbed. At the same time

the hypertrophied parts may be irregularly enlarged, and so be-

come more or less deformed. Such deformity is most frequently
observed in the bones of the skull (Fig. 123) and at the ends

of the limb-bones.

The causes of excessive development of the osseous structures

are still obscure. It is nat-

ural to assume that the

variety that begins in the

early or intra-uterine pe-
riod of growth is due to

heredity. When the hyper-

plasia first makes its ap-

pearance during extra-ute-

rine growth, it is possible
that external influences

play an important i)art in

the causation, in addition

to some hereditary predis-

position. Perhaps chemical

agents may be influential in

producing these changes.
In support of this theory
the experimental investiga-
tions of Wegxer, Maas,
and Gies might be cited.

These investigations show
that phosphorus and ar-

senic, when given in small

doses during the period of

adolescent growth, produce
an increase of bone at

every point which is the

site of physiological appo-
sition.

Abnormal osseous hypertrophy may continue to progress until

death, or it may cease after a few years.

Overgrowth of individual portions of the skeleton, or partial

gigantism, occurs in the bo]ies of the skull (Fig. 123), and aflects

the bones of the cranial vault as well as those of the face. The

overgrowth is sometimes uniform, at other times irregular in its

distribution ; occasionally also the bones so affected possess a

tuberous or lobate surface. Virchow has termed the condition

Fig. 12:j. Leontiasis ossea.

(Case observed by Buhl)
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leontiasis ossea. Cases are recorded in which the weight of

the skull reached five kilogrammes.
Where a particular part of the body, such as the foot, or a toe

or finger, are from any cause overgrown, the bones of the part
are frequently hypertrophied to a corresponding extent. As

examples of excessive growth of individual bones, and of the

development of new or supernumerary ones, the following are

specially noteworthy
— the development of the anterior portion

of the transverse process of the seventh cervical vertebra into a

rib
;
the lengthening of the twelfth rib, and tlie formation of a

rudimentary thirteenth rib
;
and the abnormal enlargement of

the bony surfaces and points of attachment of tendons, described

under the various names of apophyses, tuberosities, tubercules,

spines, and crests.

Tumour-like formations of new bone sometimes occur in

situations where no outgrowths normally exist. Such tumours

appear on the cranium as well as on the other portions of the

skeleton, and are sometimes composed of comixict ivory-like bone,
and at other times of spongy or cancellous tissue : they may be

multiple. Many cases are reported in which tuberous or spicular

bony growths have been formed over the entire skeleton, or the

greater portion of it, the protuberances being usually covered
with a layer of cartilage at their growing margins (Art. 62).
On the larger long bones these growths are generally found at

the articular ends, and near the cartilaginous stratum between

diaphysis and epiphysis. They may however occur in any other

situation— for example, on the flat surfaces and the crest of the

ilium, on the ischium, or on the pubes.
The mode of origin and the significance of these and other

similar formations are A^ery various. The occurrence of super-

numerary ribs is taken as evidence that man is descended from
ancestors who possessed a larger number of ribs, and in this

respect one is reminded of the structure of the anthropoid
apes. The enlargement of tuberosities, crests, and the like, is

regarded as merely a local overgrowth of parts whose develop-
ment is normally subject to wide variations, possibly favoured
in certain instances by some excessive traction exercised by the

muscles.

The causes of general or local gigantic overgrowth, of diffuse

hyperostosis of the cranium, and of circumscribed tumour-like
osseous formations, are for the most part still unknown. Some-
times chronic or frequently recurring inflammation, such as cuta-

neous erysipelas of the head (Virchow), appears to be a cause.

In other cases traumatic injury leads to osseous hyperplasia.
Cases are reported in which a kick in the face by a horse (Buhl)
or an operation on the face (Jourdain) has resulted in hyper-
ostosis not of the injured part only but of the entire skull. The
phenomenon is not unnaturally accounted for by the assumption
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that in these particular instances the periosteum and marrow

possessed an inherited predisposition to excessive osteogenesis.
As regards multiple hyperostoses, the theory of inherited pre-

disposition seems to offer the only explanation, and its relevance

is rendered probable by the fact, on the one hand, that these

hyperostoses generally make their appearance during the period
of growth, and, on the other hand, that they frequently run in

families. When multiple hyperostosis appears for the first time in

a family, it is probably to be regarded as a spontaneous variation

or '

sport,' to be classed with other like anomalies of development.

References on Hypertrophy of the Skeleton and on Local Overgrowths
and Exostoses.
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Frankel, M.: Pseudo-elephantiasis V. A. 46 1869
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Fritsche and Klebs : Pathologie des Riesenwuchses Leipzig 1884
Heymann: Hereditary multiple exostoses V. A. 104 1886
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WiTTELSHOFER : Gigautic overgrowth of fingers A.f. klin. Chir. 24 1879
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58. If the diaphysis of one of the long bones becomes chroni-

cally inflamed from the presence in it of a tuberculous focus or

of a necrotic sequestrum resulting from acute osteomyelitis, and if

the inflamed region is situated not too near the epiphysial carti-

lage and the j)atient is young, not only hyperostosis of the diaphy-
sis but increased longitudinal groTvth are occasionally induced.

The like may ensue when the periosteum and marrow of the

diaphysis have been subjected to chronic irritation from any other

cause, such as a cutaneous ulcer, or the insertion of metal or ivory

pegs ; but the irritation must be neither too slight nor too intense,
and the resulting inflammation must not extend to the end of

the diaphysis (Ollier, von Langenbeck, von Bergmann, and

others).
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In exceptional cases, arthritis results in morbid overgrowth in

length of the bones contiguous to the affected joint (vON Lang-
ENBECK, Weinlechner, Schott, and others). According to

Ollier, von Langenbeck, von Bergmann, Haab, Weinlech-
ner, Schott, and others, inflammatory elongation of one bone

sometimes induces similar overgrowth of another neighbouring
bone.

When the focus of inflammation is not too near the epiphysial

cartilage, the excessive longitudinal growth seems to take place

uniformly. If the inflammatory focus is nearer the growing car-

tilage, slight irregularities appear in the formation of the medul-

lary cavities, and these are followed by similar irregularity in the

ossification. This may occur both in the intermediary or epi-

physial and in the articular cartilage : in both situations a more
or less complete destruction of the cartilage is the result. When
the growth of the epiphysial cartilage ceases the bone is able to

increase but slightly in length, the articular cartilage even in very

young persons producing but little bone.

When it lies within the region of inflammation, the epiphysial

cartilage is very rapidly destroyed. In suppurative osteomyelitis
it sometimes undergoes complete necrosis, and longitudinal growth
at the affected end naturally comes to a standstill.

As has been already observed, under these conditions separa-
tion of the epiphysis is brought about.

The disorders of endochondral ossification produced by in-

herited syphilis, commonly described as syphilitic osteochon-
dritis (Fig. 124), have attracted the attention of pathologists.
In the slighter forms of this malady there are, properly speaking,
no definite inflammatory foci, and the affection consists essentially
of irregularity in the deposition of the calcareous salts and in the

formation of the medullary spaces. In the severer forms t.i-e

neighbourhood of the articular cartilage is beset with greyish-red
foci of osteomyelitis, which as they break down into pus become

yellowish-white or yellowish-green. These are of various sizes,

and within them the osseous trabeculae are necrosed or dissolved.

The disease usually attacks the lower end of the femur ;
next in

order of frequency the distal ends of the tibia and the bones
of the forearm are involved ; and lastly, the other parts of the

skeleton.

The disorder of calcareous dej^osition consists in an inter-

ruption of the zone of calcification (Fig. 124 e) by scattered

islands of uncalcified (rZ) or at most slightl}' calcified tissue, while
ill other situations the calcareous deposits extend far into the car-

tilage.

The irregular formation of the medullary spaces proceeds

pari passu with the irregular calcification. Here, also, the

advancing zone is not evenly formed, and some of the medul-

lary spaces {c) extend deeply into the substance of the proliferous
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cartilage. As these medullary spaces are generally vascular, the
alteration may be observed with the unaided eye ; and in like

manner tlie irregular formation of the whitish zone Of calcification

is often very clearly recognisable.

Fig. 124. Syphilitic osteochondritis.

(Section throngh the upper border of th e diaphys/s of the tihin in a neiv-born child affected
with hereditary syphilis: preparation hardened in MiiUer's fluid and alcohol, de-

calcified loith picric acid, stained with haematoy:yHn and carmine, and mounted in
Canada balsam : X 50)

a proliferous hypertrophic cartilage
b foci of calcitication in advance of the

normal zone
c meilullary spaces beyond the normal

limits

d nncalcitied islets of cartilage

calcified cartilage
zone of formation of medullary spaces
and dissolution of cartilage

remnants of calcified cartilage
mature bone

The cartilage itself is sometimes unaltered, but at times it

shows signs of excessive proliferation, so that the zone of prolifer-
ous and hypertrophic columns of cartilage-cells is enlarged.

Corresponding to the alterations in the cartilage, the transi-

tional zone (/) between cartilage and bone, consisting of medul-



ART. 58] REFERENCES 213

lary tissue and remnants of the calcified cartilaginous matrix,

is broadened out and uneven. The trabeculae are sometimes

scanty and slender, sometimes stout and numerous ;
in the latter

case they often include cartilage-cells (g).
The elaboration of the osseous lamellae on the side of the

bone-marrow is more or less retarded, so that on this account also

the transitional zone between perfect bone and cartilage (/) is

broadened.

By the formation of granulomatous foci of disintegration, the

remnants of the cartilaginous matrix and the new osseous trabe-

culae may be more or less completely destroyed ; while portions
of the cartilage also may become necrotic. Occasionally in this

manner the epiphyses are at length separated.

Syphilitic osteochondritis is a frequent, though not a constant,

concomitant of hereditary syphilis in new-born infants.

Haab and Yeraguth have described cases of separation of the epiphyses
in still-born syphilitic infants, in which the severance occnrred within the epi-

physial cartilage, and resulted from antecedent disintegration, fibrillation, and

fragmentation "of its substance. According to their observations the condition

was due to a putrefactive process, which may probably affect in a similar

manner still-born putrefied foetuses that are not syj)hilitic.
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Jahx: Impaired bone-growth from injury of the intermediary epiphysial car-
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VON Laxgenbeck : Berl. klin. Woch. 1869
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59. Rickets, also termed rachitis, or the "English disease,"
is a general disorder of nutrition which appears during childhood,
and is characterised anatomically by increased bone-resorption,

Fig. 12"). Rickets.

{Section through the parietal hone of a
M idler' sfluid and alcohol, cut icithout
and neutral carmine : X 30)

external periosteum
external periosteal deposit of bone
region of the outer table

region of the spongy diploe
region of the vitreous lamella

region of the inner i^eriosteal osteo-

phytic layer
internal periosteum

and hi trabeculae of osteoid tissue

remnants of old bone

tico-year-old child: preparation hardened in

decalcification, and stained ivith haematoxylin

k superposition of osteoid tissue upon
the old bone

I area of resorption, with osteoclasts

m newly-formed bone within a trabecula
of osteoid tissue

n marrow rich in cells in proximity to

the old bone
marrow poor in cells but rich in vessels

within the periosteal osteoid tissue

by deficient calcification of the cartilages, and by the formation

and persistence of imperfect uncalcified bone or osteoid tissue.

As has already been more than once remarked, resorption of

the osseous tissue already formed always takes place during the
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period when the bones are growing, but it is confined to definite

regions. In rickets the state of things is so far altered that the

amount of lacunar resorption is excessive, with the result that

in marked cases considerable portions of the already-completed

bony skeleton are again destroyed. In the long tubular bones
and in the short bones, the cortical stratum is thereby rendered
more or less osteoporotic, and the osseous trabeculae of the can-

cellous tissue become attenuated or disappear. The compact
substance of the flat bones of the skull may be reduced to a few
lamellae (Fig. 125 z), so that the characteristic differentiation of

the bony structure into an outer and inner table (compare Fig.
110 with Fig. 125) and a diploe is entirely effaced.

At an early stage peculiar and anomalous processes of ossifi-

cation are associated with these changes, uncalcified bone or

osteoid tissue being abundantly produced and deposited on the

remnants (z) of the older osseous trabeculae (A:), or forming new
trabeculae of its own (Ji h{). These new trabeculae are elabo-

rated by the bone-marrow (7?^) and the periosteum (7i), both of

which are highly vascular and hyperaemic. The formation of

osteoid trabeculae within the marrow takes place in a manner
similar to that observed in the case of internal callus (Art. 45),

except that no such striking multiplication of osteoblasts precedes
the appearance of the compact groundwork of the bone. The
provisional tissue as it stands is more directly transformed into

osteoid trabeculae. Even when new osteoid tissue is deposited
upon old, or upon persisting bony trabeculae, the provisional
tissue consists not only of epithelioid osteoblasts, but also of fusi-

form and stellate cells with a fibrillar intercellular substance.

The trabeculae (A) elaborated by the periosteum are formed
in a manner similar to the trabeculae of external callus (Art. 45),
in otlier words they originate from a matrix that is partly cellular

and partly fibro-cellular. Cartilage may also be formed in the

periosteum of the long bones, and this later on becomes trans-

formed in the way already described. The marrow of the myelo-
genous and of the periosteal osteoid tissue consists of highly-
vascular partly reticular and partly fibrillar connective tissue,

enclosing free round-cells.

The above-mentioned processes, in somewhat advanced cases

of rickets, lead to the development upon the surface of the bones
of vascular and hyperaemic tissue of spongy texture, which though
it is capable of resisting moderate pressure with the finger is easily
cut through with the knife. It is specially abundant at points
where periosteal apposition is normally active, e.g. on the diaphy-
ses of the long bones and about the regions of active periosteal

growth (Fig. 125 J) on the exterior of the flat bones of the skull.

When the older bone has been subject to much resorption
(c c? e), it too may easily be cut through with the knife.

The trabeculae of osteoid tissue are devoid of calcium-salts,
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Fig. 12(i. Rickets.

(Longitudinal section through the line of ossiticatio7i of the upper end of the diaphysis
of the femur of a one-year-ohl child, suffering from rickets of moderate severity :

preparation hardened in Mii Her' s fluid, stained with haematoxylin and carmine, and
mounted in Canada balsam : X 50)

a unaltered hyaline cartilage b cartilage in the first stage of proliferation c zone
of columns of proliferous cartilage-cells d columns of proliferous hypertrophic
cells e vascular medullary spaces within the cartilage / calcified cartilage

g osteoid tissue h reniuauts of cartilage amid osteoid tissue i trabeculae of

osteoid tissue devoid of calcium-salts k trabeculae formed of osteoid and com-

pletely-ossified tissue I vascular fibro-cellular medulla
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and consist of a fibrous reticulated matrix (Kassowitz) which
stains deeply with carmine, and contains rather large bone-cor-

puscles and cells. These last undergo marked fluctuations as to

number, and are distributed sometimes uniformly and sometimes

irregularly. So long as the rachitic affection persists, these tra-

beculae remain free from calcium-salts, or take them up only at

a very late stage, and then at first only in the central parts (m).
Not until recovery begins does complete calcification take place,
and the bone, considerably enlarged and thickened by the luxu-
riant periosteal overgrowth, becomes at length hard and rigid.

''.y^^^my •?'^n. A ( fa

r

7-/

f

>' © y
^J^i

Fig. 127. Formation of a medullary spac k within an epiphysial cartilage
IN rickets.

{Preparation hardened in Mailer's fluid and alcohol, double-stained with haematoxylin
and carmine, and mounted in Canada balsam : x 1.30)

a cartilage b medullary space c vascular processes d osteoid tissue

The disorders of periosteal and myelogenous ossification in

rickets are always accompanied by corresponding anomalies of

endochondral ossification. The absence of a zone of calcification

at the line of growth is the most salient feature. In severe forms
of rickets there may be no calcareous dejDOsition at all. In

slighter cases of the disease the cartilage still shows scattered
islands of calcification (Fig. 126/).
A second characteristic feature is enlargement of the zone of

proliferation in the cartilage (h c), and usually of the columns
of hypertrophic cells ((/). A tliird feature is the formation of
vascular medullary cavities (g), which grow out in an entirely
irregular manner from the bone-marrow into the cartilage.
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These three alterations have these results— first, that the

transition from cartilage to bone is not indicated by the usual

white line (Art. 54), its place being occupied by at most a few
small white specks ; and secondly, that the zone of proliferous

cartilage, distinguishable from the inactive cartilage by its trans-

lucency, is more or less broadened. At the same time the line of

demarcation between cartilage and bone is not even, but in many
places distorted and interrupted, the medullary spaces extending
visibly for very various distances into the cartilage. At the same
time blood-vessels in abnormal abundance penetrate from the

perichondrium into the cartilage.
The substitution of uncalcified cartilage by medullary spaces

is always started by the ingrowing of a blood-vessel, which may
be naked or accompanied by groups of cells (Fig. 127 c). The

changes the cartilage thereby undergoes (compare Fig. 85) are

exactly similar to those which take place in periosteal cartilage
in process of ossification. As the cartilaginous capsules rupture,
the cartilage-cells become free and are changed into marrow-cells

(Fig. 85 z).

Where the cells in the neighbourhood of new vascular spaces

persist, the cartilage may, by special modes of transformation,
assume directly the appearance of osteoid tissue (Fig. 121 d and

Fig. 85 /). When the proliferous cartilage has been coloured

bluish-violet by double-staining with haematoxylin and carmine,
the osteoid tissue will become dark-red.

With the increase in size of the medullary spaces the mass of

the cartilage naturally decreases. But it must be regarded as

characteristic of rickets that nevertheless the cartilage is neither

completely destroyed nor completely transformed. Trabeculae of

cartilage (Fig. 124 Ji) persist, here and there, between the medul-

lary spaces, and ^ve may say that the more severe the disease the

greater is the number of these residual trabeculae.

The persisting cartilaginous trabeculae are gradually changed
into osteoid tissue from their periphery inwards, and at other

points osteoid trabeculae are formed from the bone-marrow (Fig.
126 i) at the same time. A zone of osteoid tissue (Fig. 124 ^)

thus arises behind the area of proliferous and vascular cartilage

(c d), whose trabeculae enclose more or less numerous islets of

unaltered cartilage (A). This zone may reach a width of 5, 10,

or 15 millimetres, or even more in the long bones, and forms a

highly-vascular structure which, in its physiological characters,

corresponds exactly to the periosteal osteophytic layers, and offers

a certain elastic resistance to the pressure of the finger, though it

yields on the application of greater force, and is pliable.
The arrangement of the osteoid trabeculae (Fig. 124 i) is

entirely different from the type characteristic of normal ossifica-

tion (compare Fig. 113), and in form also they are entirely differ-

ent from normal osseous trabeculae. Their increased thickness
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is the result of apposition from the bone-marrow, which, in the

neighbourhood of osteoid tissue, and sometimes also in the neigh-
bourhood of proliferous cartilage, contains a notable proportion of

fibrillar ground-substance, enclosing spindle-shaped and stellate

cells and relatively few round-cells. The flat and spindle-shaped
osteoblasts, together with the fibro-cellular tissue, play the part of

plastic or formative material deposited

upon the osteoid trabeculae.

Deposition of calcium-salts in the

osteoid tissue at length begins to take

Fig. 128. Adult femur with rachitic curvature of the diaphysis.

{Reduced to one-third of the natural size)

Fig. 129. Adult femur with rachitic flexure of the lower epiphysis.

{Reduced to one-third of the natural size)

place at a certain distance from the cartilage, the distance vary-
ing with the severity of the rachitic affection. This deposition
always begins in the centre of the osteoid trabeculae. To the

purely osteoid tissue is thus added a zone of osteoid trabeculae

(Fig. 124 k) Avhose centres are by a process of calcification trans-
formed into true bone.



220 DISORDERS OF OSSEOUS DEVELOPMENT [CHAP. XIX

The resultant effect of the rachitic disorder of ossification on
the form and structure of the skeleton may be inferred from the
nature of the separate processes. The abundant proliferation
of the epiphysial cartilage produces thickening of the articular

ends of the bones, wiiile by the luxuriant periosteal formation of

uncalcified osteophytes the diaphyses of the long bones and the
external strata of the flat bones are thickened. After the rachitic

23rocess has ceased the bone is thus abnormally thick, clumsy, and

heavy.
The softness of the osteoid tissue produces a more or less

free mobility of the cartilaginous epiphyses upon the diaphysis,
on account of which at times the ends of the latter are sharply
bent (Fig. 129). B}'^ pressure in the direction of the axis of the

Fig. 130. Flat rickety pelvis.

{The sacrum, projects far into the pelvis, the posterior spines extend over the posterior
aspect of the sacruni furtlter than normal, the iliac bones are small and diverge
loidely in front, the acetabula are directed anteriorly : two-fifths of the natural size)

diaphysis, the soft epiphysial cartilages are at the same time de-

pressed. Deficiency of longitudinal growth results from the

irregidarity and incompleteness of the endochondral ossification.

The rarefaction of the cortical and cancellous parts, and the

lack of calcium-salts in the newly-formed periosteal and m3'elo-

genous strata, produce softness of the bones. This softness, in

the long bones of the limbs, and in those of the thorax, of the

shoulder, and of the pelvic girdle, gives rise in the early stages of

rickets to easy indentation and fracture, and in the later stages to

flexure and curvature (Fig. 128). In the short bones, especially
those of the trunk, flattening may result from compression.

The form assumed by the bones of the extremities, of the pelvic
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and pectoral girdles, and of the vertebral column, is determined

chiefly by the traction of muscles and by the weight of the body.
In the case of the thorax, in addition to the action of the muscles
of resj)iration, the external atmospheric pressure comes into play.

As the result of these various stresses, the long bones of the

limbs, and especially of the legs, are apt to become curved and
distorted. If the periosteal ossification is that which is most
interfered with, the diaphysis becomes evenly curved (Fig. 128) ;

if, on the other hand, it is the endochondral ossification that is

chiefly disordered, the result is angular flexure or oblique dis-

FiG. 131. Rickety (pseudo-osteomalacic) pelvis with the puomontory of the
SACRUM SUNK FORWARD.

(The acetabula are approximated, the symphysis is pressed forward, the iliac venters
are small : two-fifths of the natural size)

placement of the epiphyses CFig. 129). The pelvis, in less severe

cases of rickets, is usually flattened (Fig. 130), the sacrum sink-

ing into the pelvic cavity and with its wings forming a plane
rather than a concave surface at the posterior portion of the j^el-

vic inlet. At the same time the lower portion of the sacrum is

bent sharply forward ; the venters of the ilia are small, and

diverge anteriorly from each other ;
the pubic arch is wide ;

and
the acetabula point more anteriorly than is normal. In severe

cases, where the pelvic bones are very soft (Fig. 131), the prom-
ontory of the sacrum projects sharply forward and extends inward
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beyond the wings of the sacrum, the acetabular region is pressed
inward, and the symphysis is carried forward

; so that the pelvic
inlet, as in osteomalacia, becomes heart-shaped. This form is

termed the pseudo-osteomalacic pelvis.
In the spine, kyphotic, lordotic, and scoliotic curvatures are

produced (Art. 60). The thorax sinks in, especially at the points
where the ribs join the cartilages. The bony ribs frequently form
a re-entrant angle with the soft proliferous portions of the costal

cartilages. When this deformity of the thorax is extreme, the

sternum is thrust forwards like a keel, forming the pectus cari-

natuni, or pigeon-breast. Occasionally, the sternum also sinks

in and is compressed laterally, so that a concave depression is

formed at its lower end ; this constitutes the infundibular or

funnel-shaped thorax.
When resorption of the flat cranial bones has been excessive,

particular portions may revert to the condition of membrane
(craniotahes rachitica)^ while the remaining portions are com-

posed principally of spongy osteoid tissue. The fontanelles are

accordingly large, while the sutures appear broadened, pliant, and
membranous, and bordered by soft edges. Large areas of the

occipital and parietal bones are sometimes thus softened, and
feel like mere skin, the firm and resistent bone they contain being-
reduced to a few islands.

Dentition is delayed in rickets. The disease is most frequent
in the first and second years of life. It may supervene however

up to the tenth year, and not infrequently osseous changes, which
are attributable to rickets, make their appearance at the time of

puberty, and induce abnormal pliability of the bones.

Kassowitz maintains that rickets is an inflammatory disease of bone,
which starts at the seats of osseous apposition and gradually affects the entire

structure. This view he bases upon his minute researches concerning the pro-
cess. He seeks to explain all the pathological phenomena by the theory that the

vascularity of the osteogenic tissues is morbidly increased. This vascularity,
in its turn, is due to a peculiar vulnerability of the vessels concerned, in which
morbid changes are induced by defective nutrition, as well as by noxious
substances circulating in the blood.

The assumption of Kassowitz, that the tissues within a part affected with
rachitic disease are h\i:)eraemic, is well-founded

; hyperaemia is however not

identical with inflammation, and the entire process does not bear an inflamma-

tory character. The increased vascularity is only a symptom or concomitant,
it is not the underlying cause of the phenomena of rickets.

Most authorities regard rickets as a disorder of nutrition, attributable

mainly to a deficient supply of calcareous salts to the bones. This theory finds

supi)ort in various observations made upon animals. For example, according
to RoLOFF, rickets is induced in suckling lambs when the mother is fed with

food deficient in lime. Young lions and leopards become rachitic when fed

upon flesh from which all bone has been removed.
Tlie cause of tlie deficiency in calcium-salts may lie in absence of these

salts from the food, in lack of power on the part of the intestine to absorb

them, or in failure of the system to utilise thenr properly when absorbed.

According to Riedei^, however, the absorption and excretion of lime in
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rachitic and in healthy children fed on similar diet is the same. The essential

cause of rickets can therefore scarcely lie in any lack of power on the part of

the organism to assimilate calcium-salts.

According to Salkowski and Seemaxn, the ingestion of an excessive

amount of food containing potash may have this effect, as phosphate of potas-
sium combines with the chlorine of the blood-plasma and so causes therein a

deficiency of chlorides. This in its turn leads to deficient formation of hydro-
chloric acid in the stomach, and this again renders the solution and assimilation

of the calcium-salts impossible. According to the investigations of Lehjiaxx,
MtJLLER, and Munk, increased excretion of phosphorus and of lime occurs in

starvation
;
the bones are therefore in process of catabolic disintegration.
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60. The mature forms of bones and joints are due partly
to qualities inherent in the embryonic basis of the skeleton, and

jjartly to external influences exerted upon the latter during its

development and growth. The articular ends are fashioned be-

fore the joint-cavity is developed, and before the bones are liable

to any relative movement ; while projections for the attachment
of muscles arise on the bony surfaces before any muscular action

takes place. To this extent the evolution of the general form
is dependent upon inherited tendencies. The minuter details of

form, which are elaborated during the period of foetal growth,
during infancy and adolescence, or even at a later stage, are not

inherited but acquired as the bones develope in relation to the

structures that environ them. These details of form include the
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enlargement of the rudimentary tuberosities and ridges, or the
formation of new ones, for the attachment of tendons and liga-

ments, and the production of depressions and grooves for the

lodgment of blood-vessels or other soft parts. It is in such
details that individual variations and peculiarities of form consist.

Abnormal statical and dynamical conditions influencinc: the

skeleton during its development and growth produce changes of

form that are beyond the limits of individual variation, and must

accordingly be considered as pathological. When the disturl^ing
influences act during intra-uterine life, the child may be born
with more or less marked deformity of the skeleton. Deformities

arising after birth appear sometimes in early childhood, sometimes
not until puberty or until an even later period.

Fig. 132. Congenital hydrocephalus in a child about one year old.

{Circumference of head, 63 centimetres : reduced to two-fifths of the natural size)

The formation of the cranial portion of the skull is, to a cer-

tain extent, dependent upon the development of the brain. If

the brain remains small and ill-developed, the size of the cranial

cavity will remain less than normal : if the cranial contents are

abnormally bulky, their osseous envelope will be correspondingly

enlarged. An excessive development of nervous tissue or the

accumulation of liquid, as in hydrocephalus (Fig. 132), may pro-
duce the latter deformity. Where the brain increases rapidly in

size, as in infantile hydrocephalus, the growth of bone may be

unable to keep pace with the enlargement of the cranial contents,
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and thus a greater or less extent of the skull continues to be
membranous ; and not until the growth of the brain ceases can

complete ossification of the skull take place. The same is true in

regard to the orbit, whose capacit}', like that of the cranial cavity,

depends to some extent on the bulk of its contents. Similar

relations may be shown to exist between other parts of the skele-

ton and the soft parts related to them. As a further example we
may take the thorax, wdiose form depends more or less upon the

development of the viscera it encloses.

Bones and joints that at birth are normally formed may
nevertheless become deformed during their later development.
Certain parts that are still growing may be overloaded, while
others are left free from stress ; as a consequence, perfectly sound
bones are liable to become changed in shape, and this naturally
happens more readily when the bones are abnormally soft and

yielding, as is the case in rickets. Continuous pressure on one
side of a bone produces retardation and occasionally arrest of

growth, or even resorption ; on the side free from pressure, on
the other hand, osseous apposition may be increased, or at least

not diminished. At the same time shrinking and shortening of

the ligaments and muscles take place on the side that is pressed
upon, while on the free side, which is under tension, the ligaments
lengthen and thicken.

Scoliosis (Fig. 133) is one of the most frequent deformities
of the skeleton caused by inequality of pressure : it is a lateral

curvature of the spine, the commonest form being that in which
the thoracic vertebrae are bent to the right, with compensatory
bends to the left of the lumbar and often also of the cervical

regions. The abnormal statical conditions giving rise to this

deformity may be furnished by excessive distension of one side of

the thorax by a pleural effusion, by the unilateral development of

a large tumour, by unilateral contraction of the thorax following
the absorption of a pleural effusion, by cirrhosis of the lung, by
fixation of the pelvis in an oblique position, and so on. But it is

more usually due to a frequently-assumed and finally habitual

faulty posture of the body, such as constant standing on one

leg, sitting upon one buttock, forcing up the right shoulder by
habitually resting the right arm upon a table, etc.

If the bones possess a certain amount of pliability (as in

rickets), flattening of the bones and ligaments on the side subject
to pressure will be produced. When a certain amount of bending
has once occurred, and the centre of gravity of the trunk and
head has thus been shifted, the curvature rapidly increases and
marked lateral deviation takes place. This is usually accom-

panied by posterior protrusion or curvature of the thoracic spine,
which is known as kyphosis (Fig. 183). Generally the verte-
bral column is at the same time rotated, so that the bodies of the
vertebrae point to the convex side. In marked kyphosis the ver-

Q
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tebrae become wedge-shaped. Sometimes ossification of the liga-
ments takes place, and osteophytes form on the surface of the

vertebrae.

A second form of deformity due to pressure is the affection

of the hip described as coxa vara (Bruxs). This consists in a

bending of the neck of the femur downwards so that its an'gle of

inclination to the shaft is diminished to a varying extent. The
condition is due to abnormal pliability of the bone from rachitic

disease in childhood or at

puberty. Genu valgum
(or knock-knee) belongs to

this class of deformities ;

it is a unilateral or a bilat-

eral deformity of the knee-

joint, in which the femur
forms with the tibia an
obtuse angle, pointing in-

wards. This condition, like

the foregoing, makes its ap-

pearance during the period
of groAvth, usually between
the ages of two and four

years (genu valgum infant-

um), or at puberty, from
the fourteenth to the seven-

teenth years (^genu valgum
adolescent ium). At the lat-

ter age it is especially com-
mon among persons who
stand much and at the same
time perform hard manual

labour, such as bakers',

blacksmiths', and joiners'

apprentices, and waiters.

The cause of the angu-
lar deformity is either that

the external articular sur-

faces of the tibia and of

the femur are retarded in

their growth or actually depressed from abnormal pressure on and
excessive pliability of the bone, or that the epiphysial ends of the

tibia and of the femur (Fig. 129) are sharply bent outwards.
Genu valgum may also occur after traumatic separation of the

epiphyses with dislocation of the fragments, or after reunion in a

faulty position of a fractured condyle (^genu valgum traumaticum^.

Lastly, it is sometimes due to carious destruction of the external

condyle of the femur (^genu valgum inflammatorium'), and to

arthritis deformans.

Fig. 133. Scoliosis and kyphosis of the
SPINE.
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Acquired flat-foot, or pes valgus acquisitus, is another

deformity due to pressure : it consists of an alteration in the

shape of the foot during the period of growth, whereby the bones

forming the inner border of the plantar arch sink in, while
the entire foot is at the same time rotated outwards. All the

factors that tend to induce the valgus position of the foot, and
such postures as produce undue strain on the arch and the plantar
and tibialis posticus muscles, aid in producing flat-foot, provided
the ligaments and bones are incapable of offering a sufticient

resistance. Long standing (as in the case of waiters, smitlis, and

joiners), and the carrying of heavy weights, act in the former
manner. Among factors of the latter class are genu valgum,
rachitic curvature of the leg, and the strained positions assumed
in stilt-walking and in standing on the narrow rounds of a ladder,
when the instep rather than the ball of the foot is used as the

point of support. In this case the pressure is applied to the

anterior part of the calcaneum, the inner border of the plantar
arch being unsupported, Avith the result that the foot as a whole
is rotated outwards.

In pes valgus, the internal lateral ligament and ultimately
the astragalo-calcanear ligament are stretched and elongated. The
fasciae and ligaments of the plantar surface, and especially the

ealcaneo-scaphoid ligament, are lengthened by the sinking in of

the plantar arch. In marked cases of flat-foot the arch disappears

entirely, and the sole may even become convex downwards, so

that in the standing posture the scaphoid rests upon the ground,
the head of the astragalus projects inwards (Lorenz), and the

astragalus itself seems as if it had slipped down to the inner side

of the calcaneum. The tarsal bones and their articular surfaces

are more or less deformed. The superior articular ridges of the

calcaneum, of the scaphoid, and of the cuboid, are ill developed.
The latter is also stunted in its antero-posterior groAvth. The
displaced head of the astragalus is sometimes entirely free, and
as it is unsupported by the displaced scaj^hoid, it is borne up
only by the stretched and thickened astragalo-scaphoid ligament
(VOLKMANX).

Hallux valgus is also to be regarded as a pressure-deformity.
It results from the wearing of pointed shoes, which force the

great toe outwards, and often push it beneath the second toe.

Deformities of the articular surfaces of the bones often result

from contracture or paralysis of a muscle or group of muscles,
due either to a primary myopathy or to such central disorders of

innervation as result in muscular changes (neuropathic contract-

ures). Most frequent are the deformities arising from paralysis,
and the changes thus induced are generally termed paralytic
contractures. The paralysis usually results from some lesion of

the central nervous system, such as anterior poliomyelitis or com-

pression of the cord from caries of the spine : it may however
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be the result of some lesion of the peripheral nerves, due for

example to traumatic injury.
If the muscles of an extremity are paralysed, the limb will

remain in the position into which it naturally falls by its own
weight. A ]3aralysed foot assumes a position of plantar flexion

and is turned inwards, when the patient lies upon his back
;

it

thus takes up the position characteristic of pes equino-varus. If

the foot remains in this position and the patient is young, the

plantar flexion, and the depression and inward rotation of the

outer border of tlie foot, continue to increase ; the plantar fascia,

the tendo Achillis, and the calf-muscles shorten, while the articu-

lar surfaces of the bones, subject at certain points to persistent

pressure, and at others unrestrained, change their forms. The

Fig. 134. Spondylolisthesis.

{Sagittal section through the spinal column : after Kleinwachter)

ultimate result is that the foot is fixed in its distorted posture,
and forms what is termed pes equino-varus paralyticus.

After paralysis of the calf-muscles only, the same condition is

apt to arise, as the patient usually fails to exercise the extensor

muscles of the foot.

In like manner other paralytic deformities may be brought
about, such as paralytic flat-foot and talipes calcaneus, paralytic

scoliosis, paralytic genu valgum or genu recurvatum. Genu
recurvatum is due to the attempt of tlie patient to stand on the

paralysed limb : to avoid the giving way of the knee-joint by
flexion, he brings it into a position of forced extension, in which



ART. 60] SPONDYLOLISTHESIS 229

it is maintained by the weight of the body and the tension of the

posterior ligaments.
The particular deformity produced by a given paralysis de-

pends in great measure on the position spontaneously assumed by
the paralysed limb, and on the manner in which its own weight
and that of the body act upon it.

Primary and cicatricial contractions of the fasciae and lisra-

ments, when they hold the joint continuously in a fixed position,
have the same effect as muscular contractures and paralyses.

Spondylolisthesis of the fifth lumbar vertebra deserves

special mention : it is a deformity in which, by the action of

the weight of the trunk, the body of the fifth lumbar vertebra
and the portion of the spinal column above it slip forward
over the base of the sacrum (Fig. 134), At first the vertebra

slips in a plane parallel to the adjacent upper face of the lumbo-
sacral intervertebral disc. But with increasing dislocation the

vertebral body slides farther and farther into the true pelvis, and

finally comes to rest with its basal surface upon the ventral aspect
of the sacrum, while its dorsal surface lies nearly on a level with
the basal surface of the sacrum.

In spite of the displacement of the body of the fifth lumbar
vertebra, its lower articular processes do not lose contact with
the articular processes of the sacrum. The vertebral arch with
the spinous process does not in fact take part in the spondylo-
listhesis, the anterior half or body of the vertebra being alone

displaced. This dislocation is made possible by the elongation
of the inter-articular portion of the arch of the fifth lumbar
vertebra, the elongation being in its turn a result of the pressure
exerted on tlie lower part of the vertebral column when the trunk
is in the erect posture. The elongation of the inter-articular

portion of the fifth lumbar vertebra in the sagittal direction may
occur with or without interruption of the continuity of the bone.
In some cases it is brought about by traumatic violence, fracture,
or inflammation (Stkasseii); in other cases it is due to anomalies
of development in the laminae and inter-articular parts of the
arch (Neugedauer, Chiari). It is often impossible, however,
to determine the cause of spondylolisthesis in a given case.

In tliis connexion, the thoracic deformity known as funnel-breast

(Ebstein) should be noted. In this the lower portion of the sterno-costal

region assumes a cup-shaped or infundibular form. The deformity may be

congenital or acquired ;
in the former case the explanation usually given

is, that it is due sometimes to a primary disorder of development in the
sternum and ribs, sometimes to pressure exerted on the sternum in utero by
the lower jaw when the foetal head is strongly flexed upon the trunk, or by the
lower limbs as they are drawn up tightly against the body. In extra-uterine
life the condition is due to abnormal softness of the sternum, such as is caused

by rickets, permitting tlie bone to yield to the atmospheric pressure diu'ing
inspiration (Art. 59).
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CHAPTER XX

TUMOURS, CYSTS, AND ANIMAL PARASITES OF BONE

61. All the primary tumours of the osseous system belong
to the group of histioid or connective-tissue tumours. The peri-
osteum and the bone-marrow form the matrix for the development
of the new-growth. The tissues resulting from their proliferation

correspond to the various types of connective tissue, fibrous,

mucoid, cartilaginous, and osseous, or of cellular and more or less

vascular sarcomatous tissue. All forms of secondary tumours
are met with in the bones : of these the carcinomata occur by
far the most frequently.
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Fig. 135. Osseous resorption axd apposition in the neighbourhood of a
metastatic carcinomatous deposit in the diaphysis of the humerus.

{Preparation hardened in Midler's fluid and alcohol, decalcified loith picric acid, stained
with haematoxylin, and mounted in Canada balsam: X 50)

a cortical layer of the humerus d osteoblasts
& unrmal Haversian canals e osteoclasts and Howship's lacunae
c widened Haversian canals, with dilated / cancer-nests

blood-vessels g stroma of the cancer
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Tumours of bone may be classified, according to their starting-

point, as periosteal or myelogenous, or as mixed forms originating
simultaneously in the marroAv and in the periosteum. The
periosteal forms of new-growth arise usually from t]ie osteo-

genic layer of the periosteum, and lie between the bone and

Fig. 136. Myelogenous osteosarcoma of the tibia.

{Reduced to three-fifths of the natural size)

the external fibrous layer of that membrane. These tumours are

thus sharply marked off from the external tissues. In other cases

the growth involves the external layer of the periosteum, and at

a later stage infiltrates the contiguous tissues. This is especially
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apt to occur in the development of cellular sarcomata. Periosteal

tumours are usually situated upon one side of the bone, though in

certain instances a long bone may be completely surrounded by
the new-growth.

The bone lying beneath the tumour is sometimes unchanged,
but in other cases the osseous tissue more or less completely dis-

appears, particularly when the new-growth penetrates into the

Haversian canals or is developed from their walls.

Myelogenous tumours are sometimes sharply marked off from
the surrounding tissues, and sometimes pass gradually into them,

Fig. 137. Osteosarcoma of the cranium.

(Reduced to one-half the natur<d size)

a osseous skeleton of the principal b carious area beset -with bony spicules,
growth the seat of a secondary tumour

or spread in a diffuse manner through the marrow. They always
cause more or less resorption of the bony tissue, the jjrocess being
of the lacunar type (Fig. 135 e): halisteresis has not yet been
shown to occur in this connexion.

AVhile the interior of the bone is being destroyed, new bone
(d) is simultaneously being produced from the marrow or peri-
osteum in the neighbourhood of the tumour. Even when the
entire thickness of the old bone has been absorbed by the progres-
sive growth of the tumour, the new-growth may still be sur-
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rounded by a bony shell (Fig. 136); for as fast as the bone is

destroyed within, new osseous deposits are produced from the

periosteum on the outer surface. The girth of the bone is thus
increased, and the bone appears distended or inflated. As the
tumour developes the osseous layer becomes thinner. Whether the

tumour, when its diameter exceeds the thickness of the bone
within which it has been growing, will break through its bony
shell or not depends upon the firmness of the periosteum and
the rapidity of the tumour's growth. The periosteum of the larger

Fig. 138. Section through an osteoid-chondroma of the humerus.

{Preparation as seen through a simple lens : double-stained with haematoxylin and eosin)

ya cortical layer of the humerus
h medullary cavity
c periosteal deposit
d normal Haversian canals
e dilated Haversian canals filled with

cartilage containing new-formed
bone/

I

cartilage formed from the periosteum
containing osseous trabeculae h

cartilage formed from the marrow
with new-formed osseous trabecu-
lae k

old osseous trabeculae
m remnants of medullary tissue

long bones is capable of offering great resistance to penetration

(Fig. 136), and often covers over even rapidly-growing tumours
with a shell of new osseous tissue. But it often happens that

the osseous covering is incomplete, and the tumour as it grows
breaks through it at various points. The periosteum of the

flat bones, on the other hand, and especially those of the cra-

nium, seems incapable of producing much in the way of an

outer shell, and consequently myelogenous tumours projecting



ART. 61] OSTEOSARCOMA 235

above the surface of these bones are nearly always devoid of an
osseous covering.

Very frequently the tumour itself produces new bone (Fig.

137), and this in a manner similar to that described in connexion
with osseous regeneration and hyperplasia. There is however a

point of difference, inasmuch as the metaplastic production of bone
from existing tissue occurs much more extensively and frequently
in the neoplastic than in the regenerative process. Connective
tissue and cartilage (Fig. 138 g i) are the tissues most frequently
transformed into bone {Ji A"), although bony trabeculae are some-
times formed in the substance of cellular sarcomatous tissue. At
times nothing but osteoid tissue is produced. The matrix often

becomes calcified by the deposition in it of calcareous salts (Fig.
139 c d).

Fig. 139. Ossifying large-celled sarcoma of the tibla..

(Preparation hardened in MUller's fluid and alcohol, stained ivith haetnatoxylin and
eosin, and mounted in Canada balsam: x 365)

a polymorphous tumour-cells c trabeculae of the stroma with fine cal-

b alveolar stroma careous granules
d calcified trabeculae

Tumours of which bone is the chief component, the softer ele-

ments playing merely the part of medullary tissue, are termed
osteomata. When the soft tissues form the most important part
of an osseous growth, it is regarded as a mixed tumour, and a

compound term expressing this fact (such as osteo-sarcoma) is

used to describe it.

Tumours of bone are usually single, although fibromata, myxo-
mata, osteomata, and enchondromata, as well as many varieties of

sarcomata, at times develope from the first as multiple growths.
As regards the aetiology of osseous tumours, the fact that

they often appear as the result of traumatic injuries (as in callus-

growths), and of inflammatory processes, is worthy of note. They
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are moreover apt to originate in situations where ossification has
been irregular, or where residual portions of provisional tissue,

particularly cartilage (Vikchow), have remained unutilised in

the process of ossification. Such residues are met with chiefly
at the ends of the diaphyses of the long bones, and there the rem-
nants of epiphysial cartilage sometimes become the starting-point
of enchondromata.

62. Osteomata are usually formed in the periosteum, and

occasionally in the bone-marrow. In the former situation they are

called exostoses (Figs. 140 and 141), in the latter they are known

Fig. 140. Multiple ivory exostoses of the cranium.

{Reduced to Jive-sixths of the natural size)

as enostoses. When exostoses are produced directly from the

periosteum, they are spoken of as fibrous exostoses (Fig. 140);
when cartilage is first produced and the bone is formed from this,

they are known as cartilaginous exostoses (Fig. 141).
The tumour may be composed of dense and compact osseous

tissue, and is termed a compact or ivory osteoma (Figs. 140 and

142) ;
or it may be spongy and cancellous, and is then a spongy

osteoma (Fig. 141). When it contains medullary cavities of con-

siderable size, like those of the long bones, it is termed a medullary
osteoma.
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Small osteomata are conical, rounded, button-shaped, or mush-

room-shaped (Fig. 140) ; larger ones form lobate, tuberous

(Figs. 141 and 142), spinous, or pectinate excrescences. The
latter variety usually occurs at the point of insertion of a tendon,

ligament, or fascia. Fibrous exostoses are covered only with

connective tissue ; cartilaginous exostoses are capped with a layer
of cartilage as well as with connective tissue. The first form is

met with chiefly on the skull and on the flat bones of the trunk
;

the second variety affects the diaphysial ends of the larger long
bones, and arises from the periosteum or the epiphysial cartilages,

Fig. 141. Cartilaginous exostosis of the upper diaphysial end of the tibia.

{^Reduced to two-thirds of the natural size)

from residual islands of cartilage, or from the articular extremi-

ties. They are at times congenital. Cartilaginous exostoses in

the neighbourhood of joints have occasionally a capsule which
overlies the layer of cartilage, and corresponds in structure to

synovial membrane ; in rare cases (Rindfleisch, Fehleisen) it

contains free cartilaginous bodies. The growth is spoken of as

a bursate exostosis, and is probably developed from the articular

cartilage (vox Bergmaxn) or from some embryonic residue

appertaining to the joint (Fehleisex).
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Eiiostoses usually occur in the diploe of the skull and in the

bones of the face. In certain cases the osseous formation pro-
ceeds from the marrow as well as the periosteum (Fig. 142).

Osteomata usually develope during the period of juvenile

growth. Multiple exostoses have more than once been observed
in new-born infants and young children, and may be hereditary

(Art. 57).
Fibromata are usually periosteal, less often myelogenous, in

their origin. They occur most frequently on the facial and cra-

nial bones bounding the buccal and nasal cavities, more rarely on
the bones of the trunk, and still more rarely on those of the

*,<^ .•.V
'-^i a

, (

Fig. 142. Ivory osteoma of the parietal bone.

{Frontal section : reduced to eight-ninths of the natund size)

a osteoma h calvarium

limbs. Such tumours are nodular, and give rise in the first-

named situation to some at least of the so-called pharyngeal and
nasal polypi. The richness in cells and the firmness of the tissue

vary greatly in different tumours, and a sharp distinction cannot

always be drawn between them and the sarcomata. At times

these polypi are highly vascular, especially those connected with

the nasal cavities, and some varieties are accordingly described as

telangiectatic. In some instances bone is developed within them,

usually in the form of trabeculae ;
in the periosteal tumours these

occupy the deeper parts, and are sometimes seated upon the old
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bone. Such growths are described as osteofibromata, or ossi-

fying fibromata.
Chondromata grow either from the periosteum or within the

substance of the bone. They may originate from the bone-mar-
row or from pre-existing cartihige, such as epiphysial cartilage

(ecchondroma) or some abnormally-persistent residue of the pri-

mary cartilaginous basis of the bone that has escaped ossification

(ViRCHOW).
Chondromata arise with greatest frequency in the bones of

the hand, less frequently in those of the foot or other part of the

limbs or trunk, and still more rarely in the bones of the cranium.
The tumours are often multiple, especially when they grow from
the hands or feet, and are commonest in children and young
adults; in some cases they are congenital. If they have their

origin in the centre of a bone they are at first covered with a bony
sliell ; they are however apt to break through this, and then grow
beyond the limits of the bone. They form nodose or tuberous

excrescences, and occasionally reach a considerable size, espe-

cially when they grow from the larger long bones, the ribs, or

the scapula.
Chondromata are very liable to degenerative transformations,

such as fatty, calcareous, or mucoid change. These changes niay
go on to complete dissolution of the matrix and of the cells, and

cystic cavities filled with liquid are thus produced. Osteochon-
dromata are produced when metaplastic ossification takes place
in an originally cartilaginous growtli (Fig. 138 / h k). Such
tumours develope both in the periosteum and in the bone-marrow

(Fig. 136 a b c) : when the new-formed osseous trabeculae are

very close and abundant the growtli acquires an extraordinary
degree of hardness.

Myxomata and myxofibroinata are rare tumours, which
arise both in the periosteum and in the bone-marrow. In the

periosteum they form rounded growtlis surrounded externally by
a' layer of dense connective tissue. When they grow in the mar-
row they destroy tlie bone, and by complete liquefaction of their

substance sometimes give rise to cysts. They occur both as single
and as multiple growths, and sometimes, as in the femur, appear
simultaneously in the periosteum and in the bone-marrow. In
the denser ]^arts of a myxoma bone may be developed, producing
an osteomyxonia.

Lipomata are very rarely met with in the bones.

Sarcomata are the most common of bone-tumours, and tliey

a])pear in various forms. We have first the group of myelo-
genous sarcomata; of these, if we take note only of the most
essential differences, there are four tj'pes. The first two include
sarcomata that are either soft and myeloid, or firm growths of the

ordinary sarcomatous structure. These are found chiefly in the

bone-marrow of the upper and lower maxilla (intra-osseous epulis),
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and in the epiphyses of the long bones, especially of the tibia and
of the humerus. They rarely start in the diaphysis itself ; but as

they grow from the epiphysis they usually invade the diaphysis.
At first the new-growth produces no external change in the bone,
but induces merely a kind of carious destruction of the cancellous

tissue : sometimes the weakening of its structure thus induced
leads to spontaneous fracture. As the growth enlarges it dis-

tends the bone, and ultimately takes the form of a bulky tumour

(Fig. 136) surrounded by a shell of osseous and connective tissue.

At times this envelope gives Avay, and the soft neoplastic tissue

grows into the adjacent structures.

The structure of myeloid sarcoma is generally that of the soft

small-round-celled variety, especially in the long bones. Tlie

denser forms are spindle-celled or fibromatous, as in maxillary
sarcoma, or are of more than one cellular type. Very frequently
the several parts of the tumour are of diverse structure. The
firmer fibro-cellular or spindle-celled parts often contain giant-
cells, and the growth has accordingly been called giant-celled
sarcoma, or tumeur a rnyeloplaxes (Nelaton). Often the entire

tumour, or a portion of it, is everywhere permeated by wide blood-

vessels, and its tissue is then said to be telangiectatic. At times
the tumour produces small trabeculae or larger bars and spicules of

osteoid tissue or of bone, and then becomes an osteoid-sarcoma
or an osteo-sarcoma as the case may be.

When the tumour has reached a considerable size, as happens
chiefly in the larger long bones and in the pelvis, retrogressive

changes take place within it, such as fatty degeneration, haemor-

rhage, haematogenous pigmentation, softening, liquefaction, and

cystic excavation. In certain instances the greater part of the

tumour thus perishes, and the osseous capsule enclosing a small

quantity of tumour-tissue, with or without fragments of bone,
alone remains. The remnants of tumour-tissue are in part attached

to the inner surface of the capsule, in part traverse it as ramifying
strands and septa, that enclose in their meshes liquid mingled with
solid detritus, of clear or turbid, pale or blood-stained appearance.

A third group of myelogenous sarcomata includes the alveolar

varieties, characterised by the honeycomb structure of their fibrous

stroma, which encloses nests of relatively large sarcoma-cells.

One variety of alveolar sarcoma, that appears to be commonest in

the bones of the trunk and of the head, has a firm and well-

developed stroma
; another, chiefly met with in the long bones,

and described as an endothelioma (Billroth, Hildebrand,
Driessen), has a delicately-formed alveolar framework. The
smaller tumour-nodes lie hidden within the bone ;

the larger tu-

mours form protuberant cushion-like outgrowths from the surface,

and are covered with periosteum.
The fourth variety of myelogenous sarcoma is met with

chiefly in advanced life, and takes the form of multiple whitish
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spots that are not sharply differentiated from the surrounding tis-

sues. They appear most frequently in the bones of the skull

(Fig. 143) and of the trunk, though sometimes nearly all the
bones of the skeleton are affected. The bony tissue is destroyed
at the spots where the tumour is developing, and but little new
bone is produced. Cases however do occur, in which the produc-
tion of new bone is so excessive as to present the appearance of

eburnation. The cranial bones (Fig. 143) and the bones of the

spinal column, the pelvis, the ribs, etc. may be beset with well-

defined excavations of various sizes, with eroded borders, the
tumour itself rising little if at all beyond the edge of the pit.
This peculiar growth is a small-round-celled sarcoma, with the

structure of a soft lynipho-sarcoma, and like the latter is referred
to as myeloma.

jf-

FiG. 143. Multiple myelomata of the cranial vault.

{Reduced to two-thirds of the natural size)

Periosteal sarcomata are soft or firm new-growths, of the

round-celled, spindle-celled, or polymorphous-celled type; the last

two forms are the more common. They may occur in any part of

the skeleton, the denser varieties affecting by preference those
situations in which fibromata are usually found. No sharp dis-

tinction can be drawn between fibromata and periosteal tumours
of this kind. They are usually seated upon the sides of the bone,

though they sometimes entirely surround it. Bony tissue is often

l^roduced in them, especially in the parts immediately adjacent to
the old bone. In certain cases the entire tumour is permeated by
osseous trabeculae ; of these some lie loose in the tissue, while
others are framed together and form a kind of skeleton for the

tumour, the spicules springing in radial lines and plates from the
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old bone (Fig-. 137). The last-named variety is called osteosar-

coma, or ossifying sarcoma.
Sarcoma of bone, and in particular the softer varieties, may

give rise to metastases both in the bones and in other organs ; but
it is rare for sarcoma starting as a primary growth in other organs
to give rise to metastases in the bones.

Chondrosarcomata and chondro-osteosarcomata occur as

intermediate or mixed forms.

Pure angiomata are very rarely met with in bone ; but many
sarcomata, especially the m3'elogenous kinds, contain telangiectatic

portions. If the vessels of the new-growth are very abundant,
the tumour may during life exhibit pulsation. Haematomata
are occasionally produced by haemorrhages into the tissue of the

tumour, or into cysts due to local softening of it.

Carcinoma of bone is never primary, though it is common as a

secondary growth, and arises either by the direct invasion of a

carcinoma growing in the neighbouring soft parts or by metastasis

from remoter organs. Invasion by direct extension is exemplitied
in the case of the skull, the sternum, and the parts of the ribs

lying directly beneath the mamma, i.e. in the bones adjacent to

favourite seats of carcinoma. Metastatic growths are of course

met with in the most diverse situations.

Carcinomatous growths take the form either of circumscribed
nodes or of diffuse infiltrations ;

in the latter case they often give
rise to extensive destruction of the bone.

Cancerous infiltration is usually accompanied by marked j^ro-

liferation of the periosteum and of the marrow, and the sub-

stance of the bone is destroyed by a process of lacunar resorption.
The bone is thus gradually rej^laced by a cancerous tissue whose
characters correspond generally with those of the parent tumour,

though sometimes it exhibits peculiarities referable to the seat of

its metastatic development. In hard or scirrhous carcinomata, nu-

merous uncalcified or osteoid trabeculae, together with calcified

osseous tissue, are formed in the fibro-cellular stroma derived
from the periosteum and the bone-marrow. The place of the old

bone is thus at length occupied by osteoid tissue and more rarely

by calcified bone, containing cancer-nests in the medullary spaces.
As but few of the new trabeculae are calcified, the bone at times

presents an appearance similar to that seen in osteomalacia, and

accordingly the term carcinomatous osteomalacia is sometimes

applied to this condition. In medullary carcinoma new bone is

rarely formed, and the process takes the form of a carcinomatous
caries.
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References on Tumours of Bone (see also Art. 57).

Baumgarten: Sarcoma V. A. 76 1879
VON Bergmann : Exostosis bursata Petershurcf. med. Woch. 1876
Billroth: Sarcoma Beitr. z. path. Histol. Berlin 1858; Alveolar sarcoma

Langenheck's Arch, xi 1869
BouissoN : Pulsatile tumours These Paris 1857
Carrera : Essai sur les tumeurs Jibroplastiques des os Paris 1855
Driessen: Endothelioma of the bones Ziegler's Beitriige xii 1893 (with refer-

ences)
Fehleisen: Exostosis bursata Arbeit, chir. Klinik von Brrgmann Berlin 1886
Francois : Enchondroma of the pelvis 2'hese Paris 1876
Gentilhomme: Pulsatile tumours of the bones These Paris 1863
Grawitz : Sarcoma V. A. 76 1879
Hammer: Primary sarcomatous ostitis V. A. 137 1894 (with references)
Heyfelder : Fibroma V. A. 111856
HiLDEBRAND : Endothelioma of bone D. Z. f. Chir. 31 1891
Klebs: Chondroma V. A. 31 1865
Lambl: Sarcoma V. A. 8 1855
Lucke: Ossifying angioma D. Z.f. Chir. 30 1889
Markwald : Multiple myeloma (endothelioma) Cent. f. allg. Path. 1894

(p. 859)
MiJLLER, Fr. : Ueher die erectilen Knochentumoren Freiburg 1855
Nasse : Sarcoma V. A.9i 1883
Nauwerck, G. : Central hyperplastic angioma of the femur T". A. Ill 1888
Nelaton : Tumeurs a mj/e'loplaxes Paris 1860
Nothxagel: Lymphadeiiia ossium Virchow's Festschrift (internationale) 1891
Orlow: Exostosis bursata D. Z.f. Chir. 31 1890
Pujo : Des tumeurs primaires des os Montpellier 1871
VON Recklinghausen: Multiple enchondromata of the bones etc. V. A. 118

1889; iMutual relations of osteomalacia, osteoplastic carcinoma, etc. T7/--

chow's Festschrift (Assislenten) Berlin 1891
RiCHET : Haematoma A. gen. de med. iv 1864
Rustizky: Sarcoma D. Z.f. Chir. 3 1873
Saukei. : Mem. sur les tumeurs des gingires connues sous le nam d'e'pulis Paris 1858
ScHLAPFER, E. : Das Rippenchondrom Leipzig 1881
Senftleben : Fibroma and sarcoma LangenbecFs Arch, i

Spiegelberg: Multiple sarcoma of the bones Inaug. Diss. Freiburg 1894
Steudel : Multiple enchondromata Beilruge ron Bruns viii 1891
Vernei'il and jNIarchand: Art. Moelle Did. encyclop. des sci. med. '2nd series

IX 1875
ViRCHOW : Chondroma Deutsche Klinik 186i, Monatsher. d. Akad. d. Wiss. Berlin

1875, and Die krnnlhafien CjeschiriUste ; Sarcoma Deutsche Klinik 1858, 1860
Volkmann: Fitlta and Billroth's Handh. d. Chir. ii 1872
Wartmann : Rech. sur Venchondrome Paris 1880 (with references)

AVeber, C. O. : Die Exosio^en und Enchondrosen Bonn 1856, V. A. 35 1865
Weisflog: Callus-tumours Beitriige eon Bruns X 1893
AVi eland : Primary multiple sarcomata of the bones Inaug. Diss. Basle 1893
Zahn : Sarcoma D. Z.f. Chir. 22 1885
Ziegler: Myxoma and chondroma V. A. 73 1878

63. The cysts that are met with in bones are ahnost always
of the variety known as cysts of disintegration, being tine to the

dissolution and liquefaction of the trabeculae and marrow of the

bone, or of tissue newly formed Avitliin it. To the former class

belong the cysts already mentioned as arising in the course of

osteomalacia, to the latter the cysts formed in osseous tumours.
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Disintegration and liquefaction are very common in the

substance of myelogenous tumours, fibromata, osteo-fibromata,

chondromata, myxomata, and sarcomata. Cysts are thus pro-
duced, containing a liquid wliich may be turbid from the presence
of cellular detritus or of blood and the products of its disintegra-
tion, clear, mucoid, or more like serum in character. As we have

already stated, tumours in bone, and particularly sarcomata, may
in this way be almost entirel}^ destroyed, leaving only multiloc-

ular cysts with an enveloping layer of bone and periosteum, the

interlocular septa being composed partly of sarcomatous and con-

nective tissue and partly of bone.

Maxillary cysts are peculiar growths affecting the alveolar

processes of the upper and lower jaws : they will be referred to in

relation to the morbid anatomy of tlie mouth (Art. 181).
Of the animal parasites, Eehhiococcus and Cysticercus cellu-

losae are found in the bones.

The former is most frequently met with in the long tubular

bones, but it occurs also in the pelvic, cranial, and vertebral bones,
and in the phalangeal bones of the fingers.

The Echinococcus or hydatid occurs both in the form of single

cysts and in that of internal or external daughter-cysts. The

hydatid in bone, as in other organs, may reach a considerable size.

By the formation of numerous exogenous cysts a bone, such as the

femur or tibia, is sometimes thickly studded with hydatid vesicles,

while others grow up beneath the periosteum. The presence of

the enlarging cysts causes pressure and consequent atrophic

resorption of the bone. When the hydatids are multiple and

numerous, the intervening osseous tissue often becomes necrotic.

Large cysts or a collection of numerous small cysts may, like

neoplastic growths, cause distension or ' inflation
'

of the bone.

Cysticercus cellulosae is of the rarest occurrence in bones.

References on Cysts of Bone.

BosTROM : Festschr. d. Naturforschercersammlung Freiburg 1883
Froriep : Chirurg. Kupfertafeln plates 438-440, and 474 AVeimar 1820
Schlange: Cysts of the tibia A.f. liin. Chir. xxxvi 1887
Schneider : The theory of lione-cysts Inaug. Diss. Berlin 1886
ScHUH : Die Erkenntniss d. Pseudoplasmen Vienna 1851
ViRCHOW : Monatsher. d. Akad. d. Wiss. (phys.-math. series) Berlin 1876
VoLKMAXN : Pitha and Billroth's Handb. d. Chir. ii

ZiEGLEi: : Sul)chondral changes in arthritis deformans and cysts of bone V. A.
70 1877

Meferences 07i Hydatids of Bone.

Hahn: P>erL liin. Wocli. 1884
]\IrLLER : Beitrdf/e ran Bruns ii 1886
Neisser : Die EchinokoJck-enkrankheit Berlin 1877
Reszey: D. Z.f. Chir. vii 1877
Schxitzler: Echinococcus of bone Internal, klin. Rundschau 1892
ViRCHOW : V. A. 79 1880
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CHAPTER XXI

DEGENERATIONS OF THE JOINTS AND SYNARTHROSES

64. The primary mode of union between the several bones of

the skeleton is by synarthrosis. In this form of articulation two

parts of the skeleton are united by tissue differing from either

part, but continuous with both. The uniting tissue is developed
from the plastic germinal material that is not destined to be
utilised for bone-formation. When the connexion between two
bones is effected by means of fibrous tissue, we have a syndesmo-
sis; of this nature are ligaments, interosseous membranes, and
sutures. If the uniting tissue consists of cartilage, the joint is a

true synchrondrosis ;
if partly of cartilage and partly of con-

nective tissue, it is described as a false synchrondrosis. When
at a later stage bone is developed in and extends across the syn-
desmosis or synchondrosis, so that bones previously separate are

united by osseous tissue, the result is called synostosis.
When a cavity developes between two adjacent parts of the

skeleton, in such a manner that the contiguous ends of the bones
are separated by an empty space, and are united only on the exte-

rior by fibrous tissue, we have a movable joint or diarthrosis. The

portions of the bones next to and bounding the joint-cavity are

always covered with cartilage. The fibrous connexion between
the bones, the articular capsule, consists of an outer layer of firm

fibrous texture, the capsular ligament, with a thin inner layer of

soft and highly-vascular connective tissue, the synovial mem-
brane, which is lined on its inner surface with a layer of Hat cells,

and secretes a lubricating liquid, the synovia. In many places
the synovial membrane is thrown into folds and villous processes.

The degenerative changes that affect joints and synarthroses

usually concern the cartilage, though they may extend to the con-

nective-tissue components also.

Fatty changes not infrequently occur in the cartilage of the

diarthroses and synchondroses, oil-globules appearing in the car-

tilage-cells. The degeneration supervenes both in states of gen-
eral malnutrition (as in old age), and in local disorders of nutrition

brought about by disease of the vessels of the part, by inflamma-

tion, and the like. In aged persons the capsule and the cells and
matrix of the cartilage may likewise undergo a form of hyaline
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degeneration, the cartilage with its cells fusing into a homogene-
ous mass or breaking up into hyaline flakes. The change is looked

upon as of the nature of amyloid degeneration, inasmuch as the

degenerate parts give the characteristic amyloid reaction with
iodine (Virchow) and methyl-violet (Weichselbaum). Cal-
careous deposits are met with chiefly in old age and in con-
nexion with chronic inflammatory disease, and appear mainly
about the margins of the articular cartilages, in j)laces where the

matrix is already in process of fil)rillation and degeneration.
After haemorrhages near the cartilage, and in extreme jaundice,

amorphous and crystalline masses of haematoidin are apt to be

deposited in its superficial cells. In rare cases diffuse patches of

brown or dusky discoloration appear in the cartilage : this condi-

tion, known as ochronosis ( ^x/ao? yellow, rocro? disease), results

from the saturation of the matrix with a colourinsf matter whose
source is still a matter of dispute.

In gout (Art. 70) chalky masses of urates in the form of

acicular crystals (Fig. 1-14) are deposited in the matrix and cell-

capsules of the cartilage.

._^,,^,-.„

,_

Fig. 144. Deposit of needle-like crystals of sodium urate in an articular
cartilage.

{After Lancereaux: x 200)

In the degeneration usually spoken of as mucoid softening,
the cartilage assumes a fibrillar appearance (Fig. 145 6), probably
because the cementinsf substance between the fibrillae of the

matrix is liquefied, and so acquires a different refractive power.
In a section parallel to the general direction of the fibrillae the

matrix presents the appearance of fine striation (5) ; in transverse

section it appears minutely punctate {d). Frequently with the

striation is associated cleavage of the matrix into larger fibrous

fasciculi (Art. 73), or disruption into fragments of various size

(^), which are later on broken up into comminuted granular
masses and then dissolve entirely. The substance of the cartilage

may also, without antecedent fragmentation, become turbid and

disintegrate into a mass of molecular detritus.

In many cases the cells of cartilage in process of softening are

entirely destroyed, after undergoing degenerative transformations
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of various kinds, but chiefly fatty changes. Not infrequently, how-

ever, proliferation takes place at the same time, and this leads to

the formation of groups of cells (<?) enclosed within a common

mother-capsule.

Softening of cartilage is of very frequent occurrence in old age ;

it is most commonly observed in the costal cartilages. The cut

surface of the fibrillated matrix has a grey translucent appearance;
but when calcification is associated with the softening the section

is white and opaque. When in particular spots the cartilage is

completely dissolved, cystic cavities filled with liquid are formed.

Softening also not infrequently takes place, in advanced age,
in the articular cartilages and in the svnchondroses, both on the

v'r^iss^r? -T.:^ ^'^•'fvse^miS'^

e a- a

Fig. 145. Senile softening of cartilage.

{Section from a costal cartilage: preparation hardened in Mulle?-'s fluid, stained with

picro-carmine ,
and mounted in glycerine : X 200)

a hyaline cartilage
b fibrillated matrix
c group of proliferous cartilage-cells
d turbid and granular matrix

e remains of the liquefied matrix
/ liberated cartilage-cells

g matrix broken up into fragments

surface and in the layers nearest the bone. It very frequently

accompanies chronic inflammation, and plays a very important

part in the several forms of chronic arthritis (Arts. 71-74).
If the softenings cartilage is so situated that vascular tissue is

able to grow into it from adjacent parts, as when it adjoins the

bone-marrow or the perichondrium, its loss of substance is sooner

or later made good by new-formed vessels and cells ;
and thus in

the place of the tissue destroyed marrow and even bone is ulti-

mately formed. Costal cartilages containing softened patches in

their interior are for this reason often found to be also in part
ossified.
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Cartilage is very resistent to pressure. Hence aneurysms of

the aorta which press against the vertebral column or the ribs,

and thereby cause destruction of the bone, make no visible im-

pression upon the cartilage. Under very long-continued morbid

pressure the cartilage may, however, become fibrillated and ulti-

mately converted into fibrous tissue. In like manner the con-

tinued absence of a pressure that is normal causes the inactive

cartilage to become cloudy and fibrillated.

Purulent and granulative inflammations easily lead to erosion,

caries, and necrosis of the cartilage.
The fibrous components of the diarthroses and synarthroses

are subject to changes analogous to those observed in cartilage.

Fatty degeneration of the cells, pigmentation, amyloid degenera-
tion (Weichselbaum), calcification, incrustation with urates,

disintegration, and ulceration, all occur in these tissues under the

same conditions as in cartilage.

References on Degenerative Changes in the Articular and
other Cartilages.

BosTROM : Ochronosis of cartilage Virchnir^s FeMschrift (Internationale) ii 1891
Ecker: Softening of cartilage A./, physiol. Heiik. ii 1843
Flesch : Unters. iiber die Grundsubstanz des hyalinen Knorpels Wiirzburg 1880
Gurlt: Beitrdcfe z. pathol. A7iat. d. Gelenkkrankheiten Berlin 1853
Moll : Exper. Unters. iiber den anatomischen Zustand d. Gelenke bei andauernder

Immobilisation derselben Berlin 1885
SoLGEK : Optical behaviour of articular cartilage after treatment with alcohol

V. A. 102 1885; Circumcellular and intercellular deposits in cartilage

A./, mikrosk. Anat. xxxiv 1889
TiLLMAXS : Structure of cartilage A./. Anat. 1877
YiRCHOw : Amyloid degeneration of cartilage Wiirzburg. Verhandl. vri, V. A. 8

1855; Softening of cartilage V. A. i 1852; Ochronosis V. A. 35 1866
Zahx: Pigmentary deposits in cartilage T^ .1. 72 1878

65. When the matrix of the cartilage undergoes softening
and dissolution, its cells retaining their vitality, blood-vessels

sometimes penetrate into the softened region at the same time or

soon afterwards. Under these conditions the cartilage-cells may
continue to live (Fig. 146 (?), and by their proliferation and

metaplasia form an integral j^ortion of the tissue which ulti-

mately takes the place of the cartilage.
Mucoid tissue is that which is usually formed by the meta-

plasia of cartilage. It consists of a network of stellate cells

(i), in the meshes of which is a liquid containing mucin. If at a

later stage cells brought by the blood, or introduced from pro-
liferous tissue in the neighbourhood, collect in the interstices of

the cellular network, the tissue acquires more and more the char-

acters of lymphoid marro^w. It is partially changed into fatty
marrov/ by tlie conversion of the cells of the network into

fat-cells. When the tissue becomes markedly fibrillar, its texture

resembles that of fibrous connective tissue.
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Metaplasia occurs veiy frequently in the articular cartilages,
both as an idiopathic (generally senile) disorder of nutrition and
as an accompaniment of various chronic inflammatory processes.

If the cartilage is freely permeated by medullary spaces con-

taining blood-vessels extending from the adjacent marrow-tissue,
the intervening cartilaginous bridges and cancelli are often con-
verted directly into osseous trabeculae. In this manner the

cartilage is replaced by cancellous bone.

In many chronic disorders of nutrition affecting the joints and

synchondroses, the hyaline cartilage is converted directly into

libro-cartilage, and ultimately into ordinary connective tissue,
whose fibres are arranged in parallel, wavy, or interlacing bundles.

a u

Fig. 146. Metaplasia of cartilage into mucoid tissue in fungous arthritis.

(Preparation hardened in MUller's fluid, stained viith haematoxylin, and inounted
in Canada balsam : x 400)

c cartilage-cells liberated by the dissolu-
tion of the matrix, and converted into
mucoid tissue

a hyaline cartilage
b tissue composed of stellate cells

This is especially the case in chronic rheumatic polyarthritis

(Art. 74), ami in tuberculous disease of the joints during the

process of repair.

Changes similar to those just described in reference to car-

tilage take place in the fibrous structures of the joints, syndes-
moses, and sutures. Thus, for example, the villous synovial
fringes may be converted into adipose tissue, by free assimilation

and inclusion of fat into their substance. Ossification takes place

chiefly in the sutures, where it is indeed a phj'siological process.
It is to be regarded as pathological only when it takes place

prematurely, or where it occurs in syndesmoses that normally
remain unossified throuo-hout life.
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CHAPTER XXII

REGENERATION AXD HYPERTROPHY IX JOINTS

66. Regenerative proliferation takes place both in the car-

tilaginous and in the fibrous components of the joints, but attains

any considerable extent in the latter only. The restoration of

cartilag'e that has once been destroyed is usually very imperfect.

Hypertrophic proliferation may occur in the articular car-

tilage as well as in the fibrous tissues of the joint, and in both is

apt to attain considerable dimensions. The overgrowth may be

general or local : in the cartilage it gives rise to nodose or tuber-

ous prominences, in the articular capsule and the synovial mem-
brane to diffuse thickenings or to papillary excrescences. These

overgrowths are the most characteristic appearances of the disease

known as chronic arthritis deformans (Art. 73). For the rest,

hypertrophy of the fibrous structures appears for the most part
in connexion with ordinary articular inflammations, and in the

course of tuberculous arthritis. It results in the formation of

new connective tissue, and sometimes of cartilaginous and osseous

tissue.

When a costal cartilage is injured in any manner, none but

degenerative changes are usuall}- induced at the seat of the lesion.

These consist in swelling of the cells, vacuolation, granular tur-

bidity, fatty degeneration, and disintegration. Only in rare

instances, and then only in young persons, does proliferation

appear in proximity to the zone of degeneration, and it is always
confined within narrow limits. The fracture of a costal cartilage
does not heal by regenerative proliferation of the cartilage itself,

the broken ends being united only by means of proliferation

starting from the perichondrium ; this produces fibrous tissue

and bone, but never cartilage.
If a fragment of cartilage within a joint is detached by vio-

lence, the defect thereby caused is never, or at most very imper-

fectly, made good by new cartilage. When the defect extends to

the spongy tissue of the bone, or approaches the periosteum, the

hiatus is filled up with new connective tissue, though even then

a depression usually remains at its site. The like happens wlien

the fracture involves both bone and articular cartilage.
Loose fragments of cartilage detached from the articular sur-

face, or loose fragments of bone covered with cartilage, do not
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as a rule unite again with the original surface of rupture, but
either form loose bodies that are movable within the joint, or

become attached to the synovial membrane by new-formed vas-

cular connective tissue, which covers them over with a fibrous

envelope (Art. 67).
When a joint is subjected to traumatic violence, the capsule is

either bruised and overstretched, or its continuity is broken by a

more or less extensive rent. In sprains, the ligaments are over-

stretched and forcibly elongated, and some of their fibres are

ruptured. In traumatic luxation or dislocation the articular

ends of the bones are either completely or partially (as in subluxa-

tion) displaced from their normal positions, and their mutual rela-

tions are disturbed. Such displacements are of course possible

only when they are accompanied by considerable laceration of the

soft tissues. In complete dislocation the laceration is so exten-

sive that the head of the bone escapes through the rent in the

articular capsule. Occasionally the articular cartilage and the

bone are injured at the same time (complex dislocation).
The first results of the injury are^, as in fracture of bone, more

or less severe haemorrhage from the torn vessels, and subsequent
inflammation ; these give rise to effusion into the joint, and to

infiltration of the articular capsule and the adjoining tissues.

If the injury is not complicated by septic infection, which is

especially liable to occur in articular injuries and luxations asso-

ciated with penetrating wounds of the skin, the inflammation at

no time reaches a high degree of severity, and sooner or later

passes away, the extravasated blood and the inflammatory effusion

being re-absorbed. Only in very rare cases do small residues of

the extravasation and effusion remain unabsorbed, and these, by
the action of immigrant cells, are afterwards converted into loose

seed-like bodies of firm texture, resembling that of dense fibrous

tissue (Art. 77).
When a dislocated limb is promptly returned to its jDroper

position, regenerative processes are very soon set up in the capsule :

the rent in the capsule is thus repaired and the ruptured liga-
ments are reunited. The new-formed material is plastic cellu-

lar tissue, which in course of time is converted into connective
tissue resembling that of the rest of the capsule. An excess of

new tissue is at first thrown out ;
but after the lapse of months

or years the capsule generally resumes its normal appearance.
Lesions of the articular structures produced by sprains, contu-

sions, penetrating wounds, etc., and ruptured synarthroses, are

repaired in a similar manner. Any tissue that has been killed

outright by the injury or has undergone necrosis is resorbed.

Simultaneous fissures or fractures of the intra-articular parts of

the bones heal iu the manner already described in Art. 45.
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References on the Mepair of Injuries to Cartilage.

Barth: Regeneration of hyaline cartilage Cent./, med. Wiss. 1869
BoHM : Normal and morbid anatomy of the joints Inaug. Diss. Wiirzburg 1868
Ewetzky: Inflammation of cartilage Unters. Zurich, patliol. Inst, iii Leipzig

1875
Flesch : Grundsuhst. d. hyalinen Knnrpels Wiirzburg 1880
Genzmer : Cicatrisation of cartilage-wounds V. A. 67 1876
Schwalbe: Sitzungsher. d. Gesellsch. f. Med. u. Nuturiviss. -lena 1878
Spite : Fractures compliquees des cartilages diarthrod . Paris 1881
TizzoNi : Pathological histology of cartilage ^4 . per le scienze med. ii 1877

67. When the ends of two bones lying within a joint are

removed by resection, and the cut surfaces are firmly and rigidly

apposed, proliferation promptly sets in about the site of the

operation, provided septic infection be excluded. The changes
thus induced are similar to those attending simple fracture, differ-

ing only in the fact that the production of plastic or germinal
tissue is confined within moderate limits. If the bones are in the

end firmly and permanently united by tissue springing from the

periosteum and the bone-marrow, the result is termed ankylosis.
When the uniting substance consists merely of connective tissue,

we have fibrous ankylosis ; when bone also is formed in it, the

term bony ankylosis is applied to the union.

If the resected ends are not kept rigidly apposed, and relative

movement is permitted, the two bones will ultimately become
united by flexible tissue. This leaves them free to move one

upon the other, and accordingly a more or less perfect new joint,
or nearthrosis, is produced between them.

Osseous resorption and apposition ensue in the resected ends,
and the bones are thereby to a varying extent altered in form.

In certain cases the ends, in the course of some months, assume
forms whose configuration somewhat resembles that of the normal

joint-surfaces.
At an early stage the free surfaces of the bones are covered

over, from the periphery inwards, with connective tissue derived
in part from the bone but mostly from the periosteum. The

opposed layers of connective tissue sometimes become coherent,
and thus, if the joint is kept fixed in one position, establish a firm

union between the ends of the bones. In certain cases, if suitable

relative movements of the bones are kept up, a cavity is formed
between them. The cavity has smooth walls, and is either single
or subdivided by membranous adhesions. Such a cavity fulfils

the function of a new joint-cavity, and sometimes even contains a

liquid resembling synovia.
The connective tissue that covers the ends of the bones is

usually firm, dense, and fibrous. In young persons, hyaline carti-

lage and fibro-cartilage are sometimes developed in it (Lucke,
CzERNY, Weichselbaum). In some cases this formation extends
over the larger portion of the free surfaces.
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After resection of the head of a bone, its socket or acetabulum

being preserved, changes analogous to those above described occa-

sionally take place.

References on the Formation of New Joints after Resection.

Ba.iardi : A. ital. de biol. i 1882
Beck: LangenhecWs Arch, v 1864
CzERNY : ibidem xiii 1871
DouTRELEPONT : ibidem vi 1865, Deri. klin. Woch. 1867
Jagetho: D. Z.f. Chir. 4 1876
vox Laxgenbeck : Laiu/eribeck's Arch, ui, xvi; Detit.'iche Klinik xyi 1364:

LiiCKE : Langenbeck's Arch, xvi 1874
Ollier : Traite de la regeneration des os ii Paris 1867, Bulletin Soc. de chir. viii

Paris 1882
Sack : Regenerative processes in the hip-joint after resection D. Z. f. Chir. 32

1891
Sander : Langenbeck's Arch, xi 1869
Shoemaker: Langenbeck's Arch, xvii 1875
Wagner : Ueber den Heilungsprocess nach Resection der Knochen Berlin 1853

(trans, by Holmes: Process of repair London 1859)
Weichselbaum : Langenbeck's Arch, xvr 1874

68. When large portions of the tissues of a joint are destroyed

by inflammation or other morbid process, while (at the same time

or subsequently") other portions undergo proliferation, an intra-

capsular ankylosis may be formed, and the ends of the bones

are thereby fixed in one position. If the bones are absolutely

iwis^l.^..-.

Fig. 147. Preliminary stage of fibrous intercartilaginous ankylosis.

(Section throwjh the connective tissue growing over and adherent to the articular carti-

lage, with metaplasia of the surface-layers of the latter into mucoid and connective
tissue : from a case of tarsal tuberculous arthritis and periarthritis: preparation
hardened in Milller's fluid and alcohol, stained with Jiaematovylin and carmine, and
mounted in Canada balsam : X 100)

a hyaline cartilage
b bi mucoid tissue

c Cj hyaline cartilage persisting
between tlie ingrowths of

mucoid tissue

d connective tissue

ef blood-vessels and prolifer-
ous cells
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fixed we have complete or true ankylosis ; if some movement is

still possible, partial or spurious ankylosis is the result.

Such ankyloses are generally formed in the followirig manner.
From the sides of the joint connective tissue grows over the

morbidly-altered articular surfaces of the bones, and that which
covers one bone becomes adherent both to the surface underlying
it and to the tissue covering the opposite articular surface. If by
the antecedent disease the articular cartilage has been only par-
tially destroyed, so that the bones are still in part covered witli

cartilage, the vascular connective tissue (Fig. 147 ef) growing
over the articular surfaces becomes attached to this cartilage («).

Fig. 148. Fibrous intercartilaginous ankylosis.

{Section from the tihio-tursal joint : preparation hardened in Mii Iter's fluid and alcohol,

decalcified with picric acid, stained ivith haematoxylin and carmine, and mounted in
Canada balsam : X 12)

a cancellous tissue of the tibia

b cancellous tissue of the astra-

galus
c Cj newly-formed osseous tissue
d osseous tissue in process of for-

mation

e bone-marrow rich in vessels and cells, but

containing no fat

/ vascular connective tissue derived from
the articular cartilage

g ffi remains of the articular cartilage
h fibrillar cartilage

Usually the matrix of the subjacent cartilage undergoes dis-

solution (c Cj), and the cartilage is first transformed into mucoid

(6 5j) and finally into connective tissue. The cartilage may also,

by fibrillation of its matrix, be converted directly into connective

tissue. By these means a fibrous intercartilaginous ankylosis
is produced (Fig. 148). If the amount of connective tissue

uniting the cartilages is very small, the condition might be

described as cartilaginous ankylosis.
Should the articular cartilage have been entirely destroyed
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by antecedent disease, new connective tissue derived either from

the sides of the joint in the manner just described, or directly from

the bone-marrow itself, may unite the exposed bony surfaces. In

either case a fibrous interosseous ankylosis takes place.
When the cartilage is only in part destroyed, so that car-

tilaginous islands remain, the adhesions produced by proliferation
from the sides of the joint and from the bone-marrow give rise to

a fibrous ankylosis that is partly interosseous and partly inter-

FiG. 149. Complete bony ankylosis <if the head of the femur with
THE ACETABULUM.

{Due to inflammatory destruction of the articular cartilages : reduced to two-thirds of
the natural size)

a femur
6 trochanter major
c neck of the femur
d deformed and depressed epiphysis of the

head of the femur

e ilium

/ OS pubis
g osseous buttress between the overhang-

ing margin of the head of the femur
and the shaft

cartilaginous (ankylosis fibrosa partim interossea partim inter-

cartilaginea^ .

Destruction of the articular cartilage may be followed by the

production, over the exposed spots, not only of connective tissue

but of bone ; and if the new osseous tissue unites the opposed
ends of the bones, bony ankylosis is the result (Fig. 149).
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The new bone may be produced directly from proliferous germi-
nal tissue or by the secondary ossification of an existing fibro-

cartilaginous ankylosis (Fig. 148 d). The bony connexion some-
times consists of a few bars or bridges of bone crossing the

joint-cavity, or the latter may be so far obliterated that the can-

celli of the articular head of the bone (Fig. 149 c?) run into and
are directly continuous with those of the socket («/)• The fusion
is occasionally so complete that the site of the joint-cavity almost
ceases to be traceable.

The different varieties of intra-capsular ankylosis may com-
bine, giving rise to mixed forms in which the uniting medium
consists of bone, cartilage, and connective tissue. Under certain

conditions the articular ends of bones are greatly deformed by
osteogenic proliferation, whereby their normal range of move-
ment becomes more and more limited, and finally ceases alto-

gether, the bones becoming immovably locked. This occurs in

artiiritis deformans (Art. 73), and might be described as anky-
losis from deformity.

Joints also become immovable, or movable only with difficulty,
from the thickening and shrinking of the capsule. Such an immo-
bilisation of the joint, which occurs chiefly in the case of the

fingers, is best described by the term capsular ankylosis.

Changes in the parts about a joint, such as fibroid induration
of the connective tissues, adhesion of tendons and muscles, new-
formation of osteophytes and spicules of bone, muscular paralysis,
etc., are apt to impair or abolish its mobility, and produce what

might be described as extra-capsular ankylosis, or, where

shortening and rigidity of the muscles and ligaments are the

primary causes, as articular contracture.

HuTER describes all impairments of the mobility of the joints as con-
tractures, and according to their mode of origin distinguishes them as

arthrogenous, myogenous, or cicatricial. The myogenous forms are due to

changes in the muscles
;
the cicatricial forms to contraction and induration of

the para-muscular, para-tendinous, and subcutaneous connective tissue; the

arthrogenous forms to various diseases of the joints, and particularly to

inflammation.

lieferences on Ankylosis.

Albert : Med. Jalirh. iii 1873
HlJTER : Klinik. d. GeJenkkrankheiten Leipzig 1876-78
KosTER : Verh. d. Wiirzbiirger mpd.-phys. Gesellsch. 1872
LtJCKE : Langenheck's A rch. iii 1862
Marsh: Boiiy ankylosis B. M. J. ii 1895
Martini : Cent. f. med. Wis.<i. 1872
Paschen: D. Z.f. Chir. 1874
VOLKMANN : Pitha and Billroth's Handb. d. Chir. ii 1872
Weber, O.: V. A. 1:3 1858
WiLLEMS: Cartilaginous ankylosis Inaug. Diss. Bonn 1880
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69. An unreduced dislocation, in which the dispLaced limb
remains permanently in an abnormal position, results in changes
within the affected joint of a kind varying with the malposition
and other relations of the parts.

The socket or articular end of the bone, from which a distal

bone has been dislocated, becomes covered over with connective
tissue derived mainly from the torn capsule, but partly also from
the soft parts about the affected joint. The connective tissue

adheres to the cartilage, and this in course of time itself under-

goes fibrillation, its surface layers being gradually converted into

Fig. 150. Nearthrosis of the hip.

{Reduced to one-half the natural size)

a old acetabulum which has become shallower b new articular cavity

connective tissue which fuses with the new connective tissue over-

lying it. The depth of the articular cavity is at the same time
diminished bv the apposition of new bone in its central portion
(Fig. 150 a)."

A similar fate may befall the proximal end of the dislocated

bone, should it remain free in the soft tissues and out of con-
tact with some other bony surface. If, however, it is pressed
against bone, proliferation may ensue, and lead either to ankylosis
(Fig. 151) or to the formation of a new joint (Fig. 150 6).
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At the point of contact with the dislocated bone, the proximal
bone becomes foveolated or dinted, by a process of resorption akin
to atrophy from pressure. The excavation however is usually
very slight, and may be entirely absent (von Langenbeck).
Very soon after the dislocated bone is forced against it, the peri-
osteum near the spot that is pressed upon begins to proliferate,
and after the lapse of some weeks a bony ridge is thrown up round
the articular head of the dislocated bone. In this way is formed
a new glenoid or acetabular cavity, which is covered externally by
the fibrous layer of the periosteum (Fig. 150 h).

Fig. 151. Bony ankylosis of the lower jaw.

{The condyle of the loioer jaw is united with the anterior surface of the tuber articulare

of the glenoid cavity : from a case of unreduced dislocation)

While this process is going on in the proximal bone, a fibrous

envelope is gradually formed about the head of the distal bone,

partly by the remains of the old capsule and partly by the sur-

rounding soft parts. This envelope becomes adherent to the

surface of the proliferous periosteum, and thus a new joint-capsule
is fashioned. If the dislocated bone remains unmoved while the
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above-described changes are j^roceeding, firm fibrous or osseous

ankylosis takes place between it and the supporting bone (Fig.
lolj, part of the articular cartilage being converted into fibrous
or even into osseous tissue. If the dislocated limb is subjected
to movement during the period of repair, a more or less perfect
nearthrosis may be produced (Fig. 150 b). In this case the sur-

faces of the old articular head and of the new socket remain free

from adhesions, or at least these are but scanty and loose enough
to allow of some mobility in the new joint. At the same time
the free surface of the new socket becomes smooth, while the free

portion of the articular cartilage is preserved, or converted into

eburnated or sclerotic bone. Between the two is formed a joint-

cavity bounded by the new articular capsule. This cavity is lined
with flat connective-tissue cells, and contains a viscid liquid or

synovia. Cartilage is occasionally produced in the new connec-
tive tissue of the socket, so that the structure of the new joint

ultimately aj)proximates closely to that of a normal joint.

References on the Formation of Neai^throses.

Bajardi : A. per le scienze med. iv, Osservatore xv Turin 1879
Billroth : Allgem. chir. Pathol. Berlin 1883
VON Froriep : Veraltete Lu.rntinnen Weimar 1834
Grinewsky: Cent. f. Chir. 1879
HtiTER: Klinik (1. Gelenkkranl-heiten Leij^zig 1877
Israel: Langenbec/c's Arch, xxix 1883
KusTER : ihidem xxix 1883
von Langenbeck : Deutsche Klinik i 1864
Malgaigxe : Traite des fractures et de.f luxations ii Paris 1855
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CHAPTER XXIII

ACUTE AND CHRONIC INFLAMMATIONS OF JOINTS

70. Acute inflammations of joints may be traumatic, haema-

togenous, or secondary to atfections of the contiguous structures.

In the hitter case they are most usually the sequelae of inflam-

matory infective diseases of the bones. The haematogenous
varieties also are usually of an infective nature, and occur chiefly
in connexion with such diseases as articular rheumatism, pyaemia,

erysipelas, scarlatina, measles, typhoid fever, pneumonia, dysen-

tery, and gonorrhoea. Articular inflammations are indeed pa-

thognomonic of acute polyarthritic rlieumatism. In the other

infective diseases, articular inflammations are due to some excep-
tional action of the specific poison, or to secondary pyaemic
infection. In the particular jDyaemic infection known as septic

osteomyelitis and periostitis, the articular inflammation appears
either simultaneously with the disease of the bones, or only as a

secondary result of it.

The vascular tissue of the synovial membrane is the structure

that most actively participates in the inflammatory process, which
is thus primarily a synovitis. The ligaments and other parts

surrounding the joints, and the articular cartilages, are, however,

ultimatel}" aft'ected, producing what has been termed parasyuo-
vitis (HtJTER) and chondritis. When the synovial membrane,
the ligaments, the cartilage, and the bones are all involved, the con-

dition is aptly described as panarthritis (Yolkmann, Huter).
In mild cases the inflammatory process may be limited to the

synovial membrane, which then becomes the seat of congestive

hyperaemia and exudation. In severe cases changes in the car-

tilage almost always take place, particularly Avhen the morbid

process is long maintained, and turbidity, disintegration, and
dissolution of the cartilasrinous matrix ensue. These chanq-es

produce local defects in the cartilage, whicli are referred to as

cartilaginous erosions and cartilaginous caries. More or less

extensive necrosis of the cartilage is not uncommon, especially in

purulent and tul)erculous inflammations ;
it may extend to the

subchondral bone-marrow, and so destroy the nutrient substratum
of the cartilage. Cartilaginous sequestra are formed by the

exfoliation of the necrotic portions.
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According to the character of the exudation, two varieties of

acute articuLir inflammation may be distinguished
— the serous

and tlie purulent.
Serous arthritis or synovitis, or acute articular dropsy, is

characterised by the effusion uf a serous liquid containing minute

flakes of fibrin, and gives rise to more or less extensive swelling
of the joint. When the fibrinous coagula are abundant, the affec-

tion may be called sero-fibrinous synovitis. The synovial mem-
brane, with its villous fringes and folds, is more or less injected
and swollen, and at times exhil)its small extravasations of blood.

In acute purulent arthritis or synovitis, or empyema of a

joint, the synovial membrane secretes a purulent or fibrino-purulent

exudation, which becomes mingled with the synovial liquid. The

synovial membrane itself and the articular ligaments are swollen

and infiltrated with cells. When abundant diapedesis of the red

blood-corpuscles takes place, the inner surface of the joint assumes

a dark-red colour. Purulent synovitis is occasionallj- a later stage
of the serous or sero-fibrinoas variety, though frequently the exu-

dation is purulent from the outset. Serous synovitis occurs with

greatest frequency in the knee-joint, and often without any defi-

nite cause that can be detected. In other cases it is due to infec-

tion. The swelling, as a rule, is not very painful. In cases

accompanied by excessive stretching of the joint-capsule, the

articular ends of the bones may become so displaced as to induce

spontaneous dislocation.

Acute polyarthritic rheumatism is characterised l)y the pain-
fid swelling of several joints at one time. G-outy arthritis, caused

by the deposition of urates in the articular structures, gives rise

to exquisitely painful swellings, that most frequently occur in the

metatarso-phalangeal joints of the great toe (^podagra) and in

the finger-joints (ehiragra): the adjacent parts of the periosteum,
tendons, ligaments, and skin are always simultaneously affected.

The articular inflammations associated with gonorrhoea, py-
aemia, puerperal fever, scarlatina, and measles are usually of the

purulent variety. The gonorrhoeal form is confined almost ex-

clusively to the knee-joint; tlie other forms attack various joints.
Acute articular inflammations usually end in recovery. .Serous

effusions into tlie knee-joint are very apt to recur, and may give
rise to chronic troubles. Thus, after acute articular rheumatism,

hyperplastic proliferation of the synovial membrane, fil)rous meta-

plasia of the cartilage, and finally fibro-cartilaginous ankylosis are

apt to take place. In purulent inflammations the symptoms may
become more severe as time goes on : tlie synovial membrane
becomes thickened, its internal surface becomes covered with

fibrino-purulent deposits, and even the capsular ligaments become
infiltrated (panarthritis) . The synovial membrane then begins to

suppurate, the cartilage becomes turbid and undergoes fibrillation

or partial necrosis, and lymphangitic abscesses are formed in the
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neighbourhood of the joint. Finally, the inflammation may extend
to the bone, so that the marrow becomes the seat of suppuration,
and the osseous trabeculae undergo caries and necrosis. When
the articular head is thus considerably reduced in size, and the

ligaments are relaxed or destroyed, displacement of the bones may
take place (spontaneous dislocation).

In such cases complete recovery or repair is impossible. If

the process comes to an end at all, it is by the formation of

granulation-tissue (secondary granular synovitis of Huteh), and

ultimately of cicatricial tissue. When the articular ends are

thereby firmly united to each other, fibrous ankylosis is the re-

sult; and if regenerative proliferation is set up in the osseous
tissue during the process of healing, the ankylosis becomes bony.

Purulent effusions sometimes remain in a joint for a long time
without producing any serious destructive change ; this condition
is by many referred to as catarrhal synovitis.

Synchondroses and syndesmoses are liable to become inflamed
and suppurate in the same manner as other joints. If they are in this

way entirely destroyed, the bones they unite sometimes fall apart.
When no septic infection occurs to complicate an articular

injury due to violence, such as a fracture, bruise, sprain, or lacer-

ation of the capsule, sero-cellular, fibrinous, or haemorrhagic
effusion into the joint, and moderate infiltration of the synovial
membrane and of the capsular ligaments, are the usual results.

The like takes place when, by some violent movement, synovial
fringes or loose bodies within the joint are caught and crushed,
the articular ligaments being at the same time severely strained.

Inflammations of this character usually pass away rapidly ;

but sometimes, and particularly if they are of frequent recurrence,

they lead to lasting changes and to chronic arthritis (Arts. 71
and 73). In rare cases, the coagula of haemorrhagic or fibrinous

effusions are not completely re-absorbed, but are changed by a kind
of organisation into small fibrous loose bodies (von Reckling-
hausen). Cuts, stabs, and gunshot wounds of the joints combined
with penetrating wounds of the skin, and complex dislocations in

which the joint is opened and infected, usually lead to severe

purulent and septic inflammation, in the course of which the

articular capsule not infrequently ulcerates and becomes necrotic,
and the adjacent bones are destroyed by caries and necrosis.

The fact that many persons exhibit from childhood a marked tendency to

serous effusion into the knee-joint whenever that joint is subjected to slight

injury, as from a mere mis-ste]:), is probably to be accounted for by the presence
of some undue development of the synovial folds and fringes, which are there-

fore apt to be incarcerated and bruised. It is also possible tliat in these cases

the entire synovial membrane is abnormally susceptible to injury.
Blood effused into a joint is probably prevented from coagulating by the

healthy synovial membrane : in a joint that is but slightly injured, blood may
therefore remain liquid for a long time, whereas coagulation takes place quickly
when the joint-capsule is extensively injured or inflamed.
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71. Even when we leave out of consideration the tuberculous

and syphilitic forms of chronic arthritis, there still remain a

large number of processes to which the term is applied, and
which differ greatly both in their aetiology and in the anatomical

changes they induce. Since all parts of a joint are usually
affected together, the condition is generally one of panarthritis

(HiJTER, Volkmann). Five varieties of chronic arthritis may
be distinguished according to their anatomical peculiarities :

namely, cJironic serous arthritis, chronic purulent arthritis, dry
chronic ulcerative arthritis, chronic deforming arthritis, and
chronic ankylosing arthritis. From an aetiological point of view
it is somewhat difficult to define the several varieties precisely ;

but if all the infective processes be placed together, five groups
may be distinguished according to the circumstances of their ori-

gin: namely, chronic senile arthritis, chronic traumatic arthritis,

chronic infective arthritis, chronic neuropathic arthritis, and
chronic gouty arthritis.
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No sharp lines can be drawn between these various aetiological

groups so far as their morbid anatomy is concerned, for in differ-

ent joints of the same patient at the same time we meet with

varieties of arthritis that differ in their histological characters.

The serous and purulent varieties of arthritis are characterised

by free exudation into the joint, and form a class in contrast to

the three other varieties, in which there is no sensible increase in

the amount of liquid within the joint. In this respect chronic

articular inflammations may be divided into two chief classes,

the exudative and the dry forms.

Chronic serous arthritis or synovitis, otherwise called

chronic articular dropsy or hydrarthros, either follows upon acute

serous synovitis, especially when the latter is recurrent, or begins

insidiously without passing through an acute stage. It is charac-

terised by the accumulation of thin synovial liquid within the

joint. The changes in the capsule and in the cartilage are usually

slight, although in long-continued cases the synovial membrane

may be thickened, its villous folds and fringes may l)e enlarged,
and the cartilage may proliferate and become tibrillated. Fre-

quently the synovial membrane grows over the margins of the

articular surfaces, and forms thereon a sort of vascular jjannus.
HuTEK describes this variety of articular inflammation as smooth
or pannous hyperplastic synovitis.

The affection appears most commonly in the knee, more rarely
in the shoulder, the hip, and the elbow, and is not infrequently
bilateral. When the effusion is very abundant, the knee-joint is

swollen, the patella is lifted, and the bursae under the extensor

tendon, on both sides of the patella and in the popliteal space,
are tightly distended.

The cause of articular dropsy is sometimes traumatic, the

effusion following contusions, sprains, and accidental incarceration

of hypertrophic synovial folds and of loose bodies within the joint.
In other cases, rheumatism and exposure to cold are given as the

causes. Very slight injuries seem sufficient to give rise to in-

creased secretion of synovial liquid in persons specially predis-

posed thereto. Hernial protrusions of the synovial membrane,

appearing externally between the hbrous bands of the capsule,
have frequently been observed to contain an excessive quantity of

liquid, and to assume considerable proportions. Such herniae are

oftenest met with in the knee, wrist, and elbow-joint (Billroth).
Chronic purulent arthritis is usually consecutive to acute

inflammations that are haematogenous, traumatic, or due to exten-

sion from adjoining parts ;
it is sometimes however associated

with other chronic affections of the joint, such as chronic tuber-

culosis. The joint in these cases is fllled with pus, and the capsular

ligaments and synovial membrane are inflltrated and covered with

fll)rino-purulent deposits. Sooner or later the cartilage becomes

cloudy and fibrillated, and undergoes carious and necrotic disin-
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tegration. At a later stage the neigliboiuing bone-marrow may
suppurate, and so give rise to caries and necrosis of the ends of

the bones. The articuhxr capsule also is apt to suppurate at vari-

ous points, and abscesses are thus formed around the joint.

Recovery may take place, with formation of cicatricial adhesions
between the carious ends of the bones, and regenerative osseous

proliferation from the periosteum and bone-marrow
;
in this man-

ner fibrous and bony ankylosis are at length brought about.

Fig. 152. Chronic dry ulcerative arthritis.

{First inter-phakmgeal joint of the index finger fixed in the position of flexion from,
chronic senile polyarthritis : preparation hardened in alcohol, decalcified ivith picric
acid, and stained with picro-cariuine : x 55)

/

cancellous bone
cortical layer
bone-marrow
periosteum of the first phalanx
bi Cj r?i the corresponding parts of the

second phalanx
section through the dorsal portion of

the articular capsule
section through the thickened palmar

portion of the articular capsule
enlarged synovial fringes
portion of the synovial membrane ex-

tending over the articular cartilage

k

m

articular cavity
normal cartilage of the concave articu-

lar surface

split and tibrillated surface of the

cartilage of the convex head
erosion of the cartilage covered over

by an outgrowth from the synovial
membrane

carious cortical layer of the bone of
the first phalanx

newly-formed medullary spaces in the
cartilage

Synarthroses, like joints, may suppurate, and afterwards be

replaced by cicatricial and osseous ankyloses.
The cause of the suppuration is probably always of the nature

of microbic infection. Substances which induce suppuration by
their chemical action are not likely to gain access to a joint.
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72. Dry chronic ulcerative arthritis is an affection whose
essential characters are fibrillation, cleavage (Fig. 152 Z), and
erosion of the articular cartilages. The fibrillation is often accom-

panied by a scanty proliferation of the cartilage-cells, though this

feature may be entirely absent. At the margins of the articular

surfaces the cartilage often disappears entirely as such {m), being
converted into mucoid or connective tissue by the action of the

proliferous synovial membrane. In far-advanced cases of the

disease the greater part of the articular cartilage is destroyed,
and the denuded bone often ulcerates to a considerable extent.

At times also some dissolution of the cartilage takes place from
the side of the bone-marrow (o), but this feature is of small impor-
tance in comparison with the other changes. Sclerotic thickening
of the capsule (/), and enlargement of the synovial folds and

fringes (^), frequently accompany the erosion of the cartilage,
and sometimes lead to fixation of the affected joint (Fig. 152) by
capsular ankylosis. On the other hand, the tissue of some of the

ligaments may become loosened and break down. Calcareous

deposits and patches of amyloid degeneration make their appear-
ance both in the degenerate cartilage and in the fibrous tissue of

the ca])sule and ligaments. When the bone is denuded, it may
become sclerotic and eburnated by the apposition of new tra-

beculae derived from the marrow.
The disease appears chiefly in old age as a senile disorder of

nutrition, and has accordingly been called malum senile; but
it is sometimes a neuropathic disorder, and sometimes a sequel
of rheumatic and other forms of inflammation. Lastly, the like

condition arises when from any cause a joint is kept fixed in one

position ; in this case the articular cartilage undergoes fibrillar

and granular disintegration, especially at those points which are

no longer subjected to the normal pressure (Reyher, Moll). The

synovial membrane grows over the articular surface from the

periphery, and becomes continuous with the fibrillated cartilage.
When a joint that has long been fixed is forcibly flexed or extended,
the ligaments, shortened from lack of their normal tension, may
rupture (Volkmann), and the synovial outgrowths over the bony
surfaces may be crushed, with the result that haemorrhage and
inflammation with serous effusion ensue.

As regards the senile form of the disease, the hip-joint is that

most frequently affected (malujn coxae senile^', the shoulder, elbow,

phalangeal joints, and the knee (patella), are affected next in order

of frequency. In tabes, on the contrary, the knee, the shoulder,
and the elbow-joint are the usual seats of disease. Where the

articular ends of the bones are much wasted, the capsule becomes

relatively too wide, and the bones, thus allowed abnormal free-

dom of movement, are apt to become displaced (dislocation from

deformity) .

The senile, as well as the rheumatic and neuropathic forms.
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Fig. 153. Chronic arthritis deformans.

{Section through the articular cartilage of the head of the femur : preparation hardened
in Mailer's fluid, decalcified with picric acid, stained loith haematoxylin and cur-

mine, and mounted in glycerine : X 40)

a hyaline cartilage / highly-cellular cartilage with uniformly
b hyaline cartilage with proliferous car- distributed cells

tilage-cells g gi newly-formed medullary spaces
c Cj fibrillated surface of the cartilage h newly-formed and / old osseous tissue
d clefts in the cartilage k old medullary spaces
c Bi areas of softening in the cartilage I seat of resorption with osteoclasts
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are usually associated with atrophic changes in the bones, and
these are often very extensive. Excessive peripheral resorption

(Fig. 152 w) and consequent attenuation of the bones' near a joint,
when accompanied by thickening of the capsular ligaments, give
the joint itself a thick and nodose appearance, which has some-
times caused the condition to be attril)uted to arthritis deformans.
When the atrophic process affects the bodies of the vertebrae,

Fig. 15-1. Arthritis and ostitis deformans with arborescent lipoma of the
hip-joint.

(Reduced to tivo-thirds of the natural size)

a deformed head of the femur whose neck is perpendicular to the long axis of the shaft

b synovial membrane with hypertrophic fringes of lipomatous tissue

causing them to become relatively shallower (Fig. 158), the result

is curvature of the spine, usually kypliotic.
73. The disease of the joints called chronic arthritis defor-

mans is distinguished from other forms by the remarkable hyper-

plastic proliferation, accompanied by degenerative changes in the

cartilages and bones, that takes place in it. The hyperplasia is

indeed so abundant as to give a special character to the affection.
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The changes m the cartilages consist of fibrilhxtion (Fig. 153
c

c-^)
and cleavage or splitting (cZ) of the superficial layers ; to this

is usually superadded extensive softening (e e^) with consequent
formation of cavities in the deeper layers next the bone. Along
with these degenerative processes free hyperplastic proliferation

(?j) takes place, and often leads to considerable nodose thickening
of the cartilage.

Fig. 155. Chroxic polyarthritis deformans.

{Section throuf/h the first inter-phalanc/eal joint of the index finger of an old looman :

preparation hardened in MiiUer's fluid and alcohol, decalcified ivith picric acid,
stained ivith neutral carmine, and mounted in Canada balsam : X 6)

e diaphysis of the second phalanx
b articular head of the second phalanx
c dorsal c^ ("2 palmar portion of the ar-

ticular cavity
d dorsal portion of the cortical layer of

the tirst phalanx, with numerous
excavations from resorption

e palmar portion of the cortical layer of
the tirst phalanx

/ articular socket of the first phalanx
g defect in the cortical layer of the tirst

phalanx

h newly-formed hone on the dorsal bor-
der of the articular socket

i ii newly-formed bone on both sides of
tlie articular head

k collapsed portion of the articular socket
/ li remains of the articular cartilage
/*) ?»! fibrous covering of the articular

surface
n Hi articular capsule
o superficial defect in the articular head

covered over with fibrous tissue

PP1P1 periosteum
q the nutrient foramen with its artery
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The deeply-situated cavities due to softening are sooner or

later lined with vascular medullary tissue {g g^) growing up from
the bone. The substance of the cartilage itself is often directly

permeated by the growing marrow. When the deeper layers of

the cartilage are thus traversed in all directions by medullary
spaces, the remaining islands and bridges between these are gen-

erally converted into osteoid tissue (A) and ultimately into calci-

fied bone. Occasionally, proliferous outgrowths of cartilage are

produced once more in the osteoid trabeculae, and form nodular

excrescences that project into the medullary spaces.

Fig. 156. Arthritis deformans of the head of the femur.

{Eecluced to tivo-thirds of the natural size)

flattened and eburnated articular sur- c overhansin," rim of the liead

face
ueck of tlie femur

d osteophytes in tlie region of the inter-

trochauteric line

While these changes are going on in the cartilage, the tissues

of the capsule also become proliferous: the capsule and the syno-
vial membrane are thereby thickened; and the synovial folds and

villous fringes (Fig. 1.54) increase and multiply, projecting more

and more into the articular cavity until at length the internal

surface of the synovial membrane becomes entirely covered with
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villi. When fat is later on deposited in the synovial folds and

fringes, the result is a condition known as arborescent lipoma
(Fig. 154), At times, cartilaginous masses from the size of a

jjca to that of a hazel-nut are formed in the membrane, and

especially in its villi ;
and some of these masses undergo ossifica-

tion. When they become detached from their base they become
loose or movable bodies within the joint (Art. 77).

The changes in the bones are for the most part retrogressive,
and are chiefly of the nature of resorption (Fig. 158 I); they lead

Fig. 157. Arthritis deformans of the head of the femur.

(Reduced to two-thirds of the natural size)

a atrophied head, with numerous exca- c osseous overgrowth ou the border of
vated pits the head

d osseous overgrowth along the inter-
trochanteric line

b neck of the femur

to lacunar atrophy of the osseous trabeculae, and sometimes entire

lamellae are destroyed (Fig. 155 g o), so that the bone gives way
at the affected part (k). The new osteoid tissue formed from
the cartilage (Fig. 153 A) often undergoes disintegration and

softening, and cavities are thus formed within it.

The subchondral marrow (Fig. 153 k) frequently loses the

greater part of its fat, and is converted into the gelatinous or lym-
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plioid variety. When the local atrophy of the bone is complete,
patches of gelatinous connective tissue devoid of osseous trabe-

culae are formed : in other instances dissolution and! liquefaction
of the bone-marrow takes place, and cysts are accordingly pro-
duced. At a later stage, the tissue adjacent to the cysts becomes
more or less condensed, and sometimes a number of osseous tra-

beculae are developed in it by a kind of metaplasia.
The manifold changes already described as taking place in the

ends of the bones and in the joint-capsules lead, in the course of

years, to very marked deformities of the joints. If the disease

extends to the diaphysis of a long bone, deformities may also be

produced in parts remote from the joint (Art. 50).
Proliferation of the cartilage, with subsequent ossification,

occurs mainly at the periphery of the articular head and of the

articular cavity. In the former situation it gives rise to tuberous
excrescences (Fig. 155, ii^, Fig. 156 e, and Fig. 157 c); it causes
the socket or acetabulum to be wholly or partially encircled with a

ridge by which the cavity is often notably enlarged and deepened
(Fig. 155 h). Occasionally some of the tuberosities, composed
of cartilage and bone, break off and form loose bodies within the

joint.
The central parts of the articular head that are most subjected

to pressure and friction are usually flattened (Fig. 156); while
the articular socket, on the other hand, becomes wider.

All of these changes take place whether the articular cartilage
is preserved or not, and, in the former case, depend upon a sub-

chondral atrophy of the bone (Fig. 155 ^), as a result of which
the cartilage (^) is undermined and collapses. If the cartilage
becomes fibrillated and destroyed, the underlying bone is of course

exposed, and in particular those parts of it that have been newly
formed by subchondral ossification. Such bone is often very
dense, and in places has the compact texture and appearance of

ivory. If the affected limb continues to be movable, the hard

bony surface of the articular head, as a result of constant move-
ment, is often polished smooth ; or if the movements take place
in one plane only, it is marked with parallel grooves. The ace-

tabular cavity in that case is correspondingly polished or grooved,
and the surfaces are said to be eburnated.

Subchondral cysts, due to softening, come to the surface as

the superficial layers are eroded, and appear as more or less exten-

sive depressions or excavations (Figs. 155 o and 157 «). The

portions of the bone that are denuded of cartilage may be covered
over by extensions of the synovial membrane (Fig. 155 m m^};
but the covering is absent in parts exposed to special friction as

the joint is moved. Apposition of bone from the marrow may
take place upon the parts thus left exposed.

Both hyperplasia and atrophy are often so considerable that

the resulting deformity of the articular ends of the bones is
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extremely great. Thus, the head of the femur may completely

disappear; and if new bone is being actively formed at the peri-

pheral parts, while resorption is proceeding in tlie interior, an

entirely new head may be formed, which is attached to the shaft

with little or nothing of a neck intervening, ^lore frequently

still, a marked flattening and broadening of the head and neck

of the femur take place (Fig. 156). In rare cases the head

becomes almost conical, the apex of the cone corresponding to the

insertion of the ligamentum teres.

It is not possible to describe all the varieties of articular

deformity that are met with in arthritis deformans ;
but from

what has been said we can without much difficulty form some

conception of the kind of changes that may take place. The one

common feature is that they are all produced by bone-resorption
on the one hand, and bone-apposition on the other. The result-

ant effect of the entire process in a given case depends upon which

of these predominates.

Owing to the alteration in the shape of the articular ends of

the bones, the mobility of the joint becomes more and more im-

paired. In the shoulder and hip-joint, for example, the possible

movements may be limited to a single plane, and finally be abol-

ished altogether, so that what we have called ankylosis from

deformity is the result.

The joint thus fixed assumes very different positions in differ-

ent cases : some of the fingers, for example, are flexed, others

over-extended, and others again exhibit more or less lateral

deviation. This variety of position is favoured by the varia-

ble amount of thickening present in the capsule and the synovial
membrane.

The deformity of the articular surfaces occasionally gives rise

to mutual displacements of the bones, a condition described as

dislocation from deformity.
Arthritis deformans is commonest in the hip-joint and knee

(Figs. 156 and 157), but it may affect any of the articulations,

and is not rare in the shoulder and elbow-joint. The aflection

may also appear in the synarthroses, and particularly in tliose of

the vertebral column, when it is called spondylitis deformans

(Fig. 158). As periosteal proliferation (b) with subsequent ossi-

fication takes place in this situation, the vertebrae at length be-

come firmly and immovably united together by osseous bridges ;

these are formed chiefly on the anterior aspect of the column. If

meanwhile resorption is in progress within the bodies of the ver-

tebrae and gives rise to inequalities in their vertical dimensions

(a e), pronounced curvature of the spine is the result. As a rule

the trunk is thereby bent forwards into a position of extreme

kyphosis.
Arthritis deformans may be either a uniarticular or a multi-

articular affection. The uniarticular variety appears to arise spon-
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taneously, or follows a single traumatic lesion (such as fracture of

the joint) or a recurrent injury, as well as certain infective inflam-

mations. It attacks both the larger and the smaller joints, but

more frequently the former. On the other hand, the multiartic-

FiG. 158. Spondylitis deformans.

(Reduced to one-half the natural size)

a body of a lumbar vertebra whose an-
terior height is considerably reduced

b nodose bony growths uniting the adja-
cent vertebral bodies together

c body of a thoracic vertebra which has

collapsed

ular variety most commonly affects the inter-phalangeal joints,

and but rarely the larger ones. It is usually a senile affection, or

is dependent on disease of the nervous system.
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At the outset, in the multiarticiihir variety, the changes in-

duced correspond with those observed in dry chronic arthritis or

mahim senile (Fig. 152). The later anatomical clianges, how-
ever, are such that no difficulty need be felt in classing the disease

under the head of arthritis deformans. It usually continues

throughout to be limited to the smaller joints, althougli at times
it extends also to the larger ones.

From the contraction of the joint-capsule, and the often ex-

treme deformity of the articular surfaces, the finger-joints are

fixed in the most varied positions, flexed, over-extended, distorted

sideways, and so on. The heads of the bones are fringed with

marginal exostoses and often considerably thickened (nodular
polyarthritis), so that the joints closely resemble in external ap-

pearance those of the liands in chronic gout.
74. Chronic ankylosing arthritis {arthritis ankylopoetica) is

characterised chiefly by vascularisation and fibrous metamorphosis
of the articular cartilage, and by coherence of the opposed carti-

laginous surfaces.

These changes may appear first in a single joint and are then
either the result of antecedent acute exuclative inflammation, or

the final stage of certain chronic destructive inflammatory pro-
cesses, chiefly those originating in tuberculous infection (Art. 76).

They constitute the most important anatomical feature of the dis-

ease called chronic rheumatic polyarthritis, or arthritis pau-
perum. This is an aft'ection that either follows upon an attack of

acute articular rheumatism, or commences insidiously and lasts

many years, indeed throughout the rest of the patient's life. It

involves various joints in succession, and in rare cases all the

joints of the body, causing the bones one after the other to become
immovable from ankylosis.

At a stage when the changes in a joint are not far advanced,
the synovial membrane appears rather more injected than usual,
and its fringes and villi are perhaps somewhat enlarged : the sur-

face of the cartilage is rough, fibrillated, and often converted into

a tough felted mass ; here and there adhesions have already formed
between the adjacent cartilaginous surfaces, and the fibrous carti-

lage is traversed by a few blood-vessels. While the superficial

changes are proceeding medullary spaces are being formed in the

deeper layers of the cartilage by means of outgrowtlis from the

medullary spaces of the underlying bone, the new marrow being
distinguished by its great vascularity. The cartilage lying between
the new medullary spaces is in j^laces converted into osteoid or into

osseous tissue.

These changes resemble in many respects those characteristic

of arthritis deformans, with the important dilferences that the

cartilage proliferates but little, and that the changes in its surface

layers are less of the nature of disintegration than of fibrous meta-

plasia.
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Some of the blood-vessels supplying the cartilage in process
of Hbrillation come from the synovial membrane, and grow over

the articular surface from its periphery or from synovial villi

adherent to the cartilage ; others spring from the subchondral

bone-marrow, and penetrate the cartilage from below. Once the

cartilage is here and tliere channelled by medullary spaces con-

taining vessels, the fibrous metaplasia of its superficial layers and
the cohesion of the opposed surfaces make rapid progress, being
actively reinforced by the new vessels growing into it from above
and below.

The ultimate result of all these changes is fibrous ankylosis of

the joint, which becomes firmer as the cohesions become more

Fig. 159. Chronic ankylosing arthritis.

{Sectionfrom the fibio-taj'sal joint : preparation hardened in Miiller's fluid and alcohol,

decalcified with picric acid, stained with haeinatoxijlin and carmine, and mounted
in Canada balsam : x 12)

a cancellous portion of the tibia

b cancellous portion of the astragalus
c Ci new-formed osseous tissue

d osseous tissue in process of formation
e hone-marrow devoid of fat but rich in

vessels and cells

/ vascular fibrous tissue derived from
the articular cartilage

fl f/i remains of tlie articular cartilage
h fibrillated cartilage
i remains of the joint-cavity

extensive. At first the joint-cavity is traversed only by one or

two vascular bands : later on the original cavity is reduced to a

few small loculi containing synovial liquid (Fig. 159 i), and the

parts of the cartilages (/ h) that have been converted into fibrous

tissue are fused into one compact mass. How much of the car-

tilage (^ (/i)
still remains untransformed naturally depends upon

the stage the process has reached. In the course of months and

years tfie entire cartilage may perish in successive portions, being
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converted into fibrous tissue either directly or through an inter-

mediate fibrillated stage {h).
In cases of far-advanced disease the situation of the original

joint-cavity is indicated merely by a layer of fibrous tissue ; in

still later stages even this disappears and makes way for a tissue

differing ver^ slightly, if at all, from the marrow of cancellous

bone.

Even in the early stages of the process, production of bone

within the cartilage (c c^) may be associated with the fibrous

metaplasia and the formation of medullary spaces. It commences
in the strata of the cartilage next the bone and extends by degrees
to the articular cavity. After fibrous ankylosis is established the

ossification extends into the filn-ous connexions, and the articular

ends of the bones are thus at length united by osseous tissue.

At the same time, or perhaps a little later, fat is deposited in the

new-formed medullary tissue that is henceforth to fulfil the func-

tion of ordinary bone-marrow, and so it becomes identical in char-

acter with the rest of the yellow marrow. Cases are met with in

which, by these changes, the joint is so completely replaced by
continuous bone that the former situation of the joint-cavity can

scarcely be traced.

References on Chronic Dry Ulcerative Arthritis^ Arthritis
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Charcot: Zee. din. sur les malad. des vieillards Paris 1866; Maladies des vieil-

lards, (joutte et rhumcdisme : Oeuvres completes vii Paris 1890
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1843
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75. From what has been stated in Arts. 71 and 74, it Avill be

understood that for no one of the several anatomical types of

arthritis is there any single and uniform mode of causation : a

given type may be produced by various causes, and a single cause

may give rise to a number of different types of chronic arthritis.

Senile arthritis, as a rule, takes the form of chronic dry ulcer-

ative arthritis ; but it sometimes leads to changes that pertain to

and are characteristic of arthritis deformans. The latter is met

with chiefly in cases where the affection is multiarticular and

extends over a large portion or the whole of the skeleton. The

disease has tlie appearance not so much of an inflammation as of

a disorder of nutrition.

Traumatic arthritis, in no way complicated by infection, may
assume any of the forms we have described ;

it usually, however,

takes that of chronic serous synovitis or of arthritis deformans.

Erosions are most apt to occur when the injury is due to continu-

ous pressure, and when the limb is kept in an abnormal position.

Adhesions form after wounds of a joint with effusion of blood

into it, and after reduction of dislocations ;
arthritis deformans,

on the other hand, follows upon fracture of the joint, and upon
unreduced dislocation.

Infective arthritis, other than that due to tuberculosis, begins

as serous or purulent synovitis, and this may be followed by all or

any of the above-named anatomical changes. Arthritis deformans

is most likely to result when the inflammation at no time takes on

an ulcerative character. Fibrous metaplasia of the cartilage, and

fibrous or osseous ankylosis of the joint, are generally associated

with ulcerative destruction of cartilage, bone, and capsular tissue;

these changes may however take place after slight and at no time

destructive " rheumatic
" inflammation. In the former case the

changes are in their way reparative, and run a course that sooner

or later reaches its end. The articular affection called chronic

rheumatic polyarthritis is, on the contrary, a progressive disease,

and the changes in the joints continue to advance till the end of

life. It almost entirely coincides with the form whose morbid

anatomy is indicated by the term chronic ankylosing arthritis, al-
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though changes sometimes occur in this affection which appertain,
from the anatomical point of view, to arthritis deformans.

Spinal and neurogenous arthropathies are observed chiefly
in connexion with tabes dorsalis, syringomyelia, degeneration of

FiQ. 160. Hand with gouty nodes about the joints.

{From Lancereaux)

the anterior horns of grey matter, degeneration from compression
or crushing of the spinal cord, and section of nerves.

In tabes, arthropathies are prone to arise in the knee, the

shoulder, a;nd elbow, more rarely in the hand, foot, and finger-
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joints. These neuropathic forms are characterised by rapid de-

struction of the articular ends of the bones, and by thickening
and ulcerative destruction of the synovial membrane and articular

ligaments. Serous effusion into the joint, swelling of the sur-

rounding tissue, and sudden sjjontaneous dislocation, may accom-

pany the other changes. How far these conditions are due to

nervous influence, how far to mechanical injury, and how far to

disorders of the circulation, are questions that still await an
answer.

Gouty arthritis is due to a constitutional disease that is

usually inherited. The articular affection commences with the
eifusion of a clear liquid (Garrod) into the structures compos-
ing the joint, and from this crystalline deposits are precipitated

(Fig, 144). The crystals consist of sodium urate, sodium chlo-

ride, calcium carbonate and phosphate, hippuric acid, and com-

pounds of uric acid with calcium, magnesium, and ammonium.

They form white chalky or mortar-like masses, and are usually
found in the matrix of the articular cartilage and in the tissue of

the ligaments. After long continuance of the process they are

also discoverable in the periosteum, in tlie bones, and in the

tissues surrounding the joint, particularly in the adjacent tendons,
bursae, etc.

The deposition usually takes place paroxysmally, and leads to

severe reactive inflammation of the afl^ected tissues, which is at

first manifested by hyperaemia and oedematous swelling of the

fibrous tissues of and about the joint, and of the overlying skin.

Frequent recurrence of such attacks results in fibrillation and
erosion of the cartilage, proliferation of the periosteum accom-

panied by ossification, thickening of the synovial membrane, and

permanent swelling of the tissue round the joint. This thickening
and swelling produces the nodular masses known as tophi or

gouty nodes, which enclose chalky deposits (Fig. 160). In
far-advanced cases extensive erosions of cartilage and bone oc-

cur in the encrusted articular ends of the bones ; and around
the deposits in the adjacent structures the tissue inflames, pro-
liferates, and ultimately softens and breaks down. In this way
are formed abscess-like cavities filled with uratic concretions and

pus, and these at length rupture externally. The disease in this

form is most apt to appear in the smaller joints of the hands and

feet, but it may attack any other joint.
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CHAPTER XXIV

TUBERCULOSIS AXD SYPPIILIS OF JOIXTS

76. Articular tuberculosis appears both as a primary and as

a secondar}' affection. In tlie former case the process may com-
mence in any portion of tlie synovial membrane; in the latter it is

an extension of tnberculons disease of the bones or bursae adjacent
to the joint. The tuberculous foci situated in the marrow or peri-
osteum of the articular ends of the bones infect the joint either by
continuous extension through the intervening tissues, or by the

transport of bacilli through the lymjDh-channels.
When the synovial membrane is infected at any one point, and

the tubercle-bacilli develope and multiply, the infection is usually
disseminated within the joint, and grey tubercles appear at dif-

ferent places on the membrane. The tubercles become more
numerous as time goes on, and finally the membrane is studded
over with them. They are rarely aggregated into caseous or fibro-

caseous nodes of any great size.

When the tubercles are isolated, as in general miliary tuber-

culosis (KoNiG), the rest of the synovial tissue may undergo no

perceptible change. Where the tubercles are more abundantly
developed, hyperaemia, diffuse inflammatory changes, prolifera-

tion, and exudation are induced. The synovial tissue is accord-

ingly reddened, swollen, and moderately infiltrated with cells ; or

more or less extensively converted into soft greyish-red granulo-
matous tissue, beset with grey or whitish tubercles (fungous or

granular arthritis). The joint-cavity contains an effusion that

is serous {Jiydrops tuherculosus)^ sero-fibrinous, slightly turbid

with pus, librino-purulent, or simply purulent (tuberculous empy-
ema of the joint). Purulent effusion is most common when the

synovial tissue is partly converted into granulomatous tissue.

The deposits of fibrin take the form of shreds and films overlying
the granulations. Sometimes the joint contains rice-like or

melon-seed bodies, formed from clots of fibrin or detached frag-
ments of tissue (Art. 77).

The tuberculous granulomatous tissue may extend from the

periphery towards the cartilage, and grow over it for a certain

distance (Fig. 161 i). Whenever the granulation-tissue con-

tinues for a time in contact with the cartilage, the latter is

destroyed, the granulation-cells dissolving its matrix and pene-
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trating into the cell-capsules {g Ji) . Resorption of the underlying
bone (c? k} usually accompanies the dissolution of the cartilage.

Frequently the granulations grow from the periphery into the
interior of the articular cartilage, and thus separate its super-
ficial layers from the deeper ones. They also extend into the
subchondral bone-marrow, and press against the encrusting carti-

lage from this side. If they here attain to considerable dimen-
sions, as when the subchondral tissue is from the outset the seat
of tuberculous granulation, the cartilage is apt to be broken

through from below, and so to become separated from the bone.

Fig. 1(11. Tuberculous (fungous) arthritis.

(Section throug/i the cartilage a)id subchondral tissue of the head of the fenmr, showing
resoi-ption of cartilage andhone by the fungous granulations : prepa?-atio7i hardened
in 3Iuller's fluid and alcohol, decalcified with picric acid, stained with haematoxylin,
and mounted in Canada balsam : X 100)

a hyaline cartilage
b isolated, and
c grouped, proliferous cartilage-cells
d osseous trabeculae
e bone-marrow
/ granulomatous tissue

g proliferous cartilage-cells mingled with
round-cells

h dehiscent cell-capsules
i granulations covered over with fibrin
k osteoclasts

Side by side with the formation of tuberculous granulations,
there is usually a certain amount of non-tuberculous proliferation
of the synovial meml)rane and often of the bone-marrow also ;

this is probably a result of the accompanying inflammation. In
the synovial membrane the proliferation leads to the formation
of new papillomatous villi. In general, however, the onl}^ result
is that the synovial membrane becomes thickened, and grows
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over tlie articular surface from its margin in the form of loose

gelatinous or dropsical fibrous tissue, more or less completely vas-
cularised (Fig. 162 J). This finally covers over the whole carti-

lage, whose superficial layers, thus subjected to entirely new
conditions, are converted into mucoid {b h-^)

and soft connective
tissue. Vessels also sometimes grow into the substance of the

cartilage, and directly transform it in places into mucoid tissue.

The proliferous bone-marrow usually forms a mere reddened
zone or seam beneath the cartilage, though the process occasion-

ally extends to the deeper layers of the marrow. The marrow
loses its fat, and is converted either into gelatinous or into lym-
phoid marrow. If the condition persists for a time, more or less

^^.^. _.^;.;
©^.-^:;_^.^«5r,j

^^ -*^s£5ti

] ,^S'~ mi -c

#;

a) ^ .; «i«

Fig. 162. Tuberculous arthritis.

(The. articular cartilage is covered over with fibrous tissue and transformed by metaplasia
into mucoid tissue : preparation haj^dened in Mailer's Jiidd and alcohol, stained
with haematoj-ylin and carmine, and mounted in Canada balsam : x 100)

a hyaline cartilage d tiln-ous tissue
b bi mucoid tissue e blood-vessel
c hyaline cartilage persisting between / round-cells

the ingrowths of mucoid tissue

extensive resorption of the bone (Fig. 161 d k) takes place, the

cartilage becoming permeated by medullary spaces.
While the above-described processes are in progress within

the joint, the surrounding soft parts are the seat of oedematous

swelling : the fibrous structures l:)ecome more and more l)rawny
and coarsely fascicular, and tln^ skin a])]^ears pale, smooth, and

glistening (tumor albus (u- -white swelling). Sooner or later

foci of granulation develope in the parts about the joint, and

presently caseous nodes and cold tuberculous abscesses are

produced. These often rujjtnrc^ (externally and lead to the forma-
tion of fistulous tracks or sinuses, the walls of which are com-

posed of tuberculous granulations and of brawny fibrous tissue.
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Such sinuses are usually due to the external rupture of tubercu-

lous foci in bones or joints; they may however arise independently
from lymphangitic granulomatous nodes.

Tuberculous arthritis affects both the large and the small

articulations, and is one of the commonest of joint-affections.

In the large joints of the limbs (Fig. 163), when the disease

has lasted long enough, not only the entire cartilage but also

parts of the capsule and of the adjacent bone (6 c) may have dis-

appeared : the head of the bone may be more or less destroyed,
the acetabular socket (a) widened out, and the bone in its neigh-
bourhood {b c) carious and eroded. Such changes occasionally
lead to spontaneous displacement of the articulating bones, which
is described as dislocation from caries.

Fig. 163. Tuberculous caries about the acetabulum of the left hip-joint.

{Reduced to one-half the natural size)

a perforation of the acetabulum
b carious defects in the ilium

c carious defects in the os pubis
d obturator foramen

The condition of tuberculous caries is sometimes clinically

descril)ed as arthrocace.

Syphilitic affections of the joints make their appearance
either at the time of the secondary eruptive stage or in the

tertiary stage of the disease. In the secondary stage the affec-

tion takes the form of serous synovitis, resembling that associated

with acute articular rheumatism. In rare cases a like effusion

takes place even in the later stages; but as a rule the tertiary

syphilitic arthropathies are of a chronic kind, and are characterised

by the formation of gummatous nodes and thickenings in the cap-
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sule, proliferation of the synovial membrane, and fibrillation and
erosion of the cartilage. Syphilitic arthritis may appear as a

primary affection of the joint, or may be due to the extension into

it of specific inflammation from the periosteum or bone-marrow.
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CHAPTER XXV

LOOSE BODIES IX THE JOINTS

77. In the foregoing paragraphs we have alread}- more than

once referred to loose bodies within the joints, arising as the

result of traumatic injury or of inflammatory processes and tuber-

culous affections. In clinical descriptions they are sometimes

referred to generally as " loose cartilages," or mures articuli.

The following classification of these bodies may be made, ac-

cording to their histological structure : (1) Foreign bodies which
have penetrated from without ; (2) bodies composed of cartilage ;

(3) bodies composed of bone, or of cartilage and bone ; (4) bodies

composed of fatty tissue ; (5) bodies composed of fibrous tissue ;

(6) bodies composed of fibrin. Any of these forms, not originally

composed of bone, may undergo calcification.

They may arise (1) from the detachment of fragments of nor-

mal cartilage or bone; (2) from the detachment of overgrown
synovial villi that have become cartilaginous, fibrous, or lipomatous ;

(3) from flakes of cartilage or bone formed upon the inner surface

of the capsular ligament, or formed outside the joint and then

invaginated (Laennec) ; (4) from the detachment of hyperplastic

outgrowths from the cartilage ; (5) from the exfoliation of frag-
ments of necrotic tissue, as in tuberculosis (Neumann, Schuch-
ARDT, Goldmann); (6) from deposits of fibrin iu cases of haemo-

rrhagic or fibrinous effusion ; (7) from foreign bodies forced into

the joint. The most important are those resulting from the sepa-
ration of hyperplastic excrescences, as in arthritis deformans.

These, as a rule, are composed of cartilage, produced by prolifera-
tion of the cartilaginous nodules normally existing in the synovial
folds and in the walls of the capsule. They vary in size from
that of a millet-seed to that of a hazel-nut, or even larger, and are

often ossified in the centre. They usually occur in the knee and
in the wrist, more rarely in the hip, shoulder, elbow, and ankle

joints. They may be very numerous, instances of ten, twenty,
fifty, and even more having been recorded.
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CHAPTER XXVI

THE MUSCLES

78. The striated fibres that form the essential component of

the voluntary muscles are of cylindrical form, varying from 15 to

55 microns (micro-millimetres) in diameter, and at times reach-

ing 5 centimetres in length. They are composed of a sheath, a

contractile substance, and nuclei. The contractile substance is of

soft consistence and peculiar structure, being made up of fibrils

transversely striped with bands that on optical examination appear
alternately light and dark.

The muscle-nuclei are scattered over the surface of the con-

tractile muscle-cylinder ;
in form they are prolate spheroids, their

long axes being invariably parallel to the axis of the cylinder. An
aggregation of granular protoplasmic material is often observed at

their poles.
The sheath or sarcolemma consists of an elastic transparent

structureless membrane, which forms a tube enclosing the con-

tractile substance and closely investing its surface.

The length of a muscle varies with the amplitude of its pos-
sible range of contraction in the longitudinal direction. Its tliick-

ness, on the other hand, is determined by the tension to which it

is subjected during contraction. A muscle so placed that in pro-

portion to its length it undergoes but little longitudinal contrac-

tion is under relatively unfavourable conditions; and it accordingly
shortens until a certain definite proportion is established between
its length and the range of its contraction. When its tension is

persistently maintained below the normal, the muscle loses in thick-

ness. If the muscle is rendered permanently incapable of altering
its length, and if at the same time it receives neither voluntary
nor reflex nervous impulses, its fibres perish by degeneration, and
are absorbed.

A muscle-fibre which is prevented from contracting, but is sub-

ject to stimulation by vigorous nervous impulses, may increase in

bulk and consequently become thicker. In time, however, such a

fibre becomes over-fatigued, and the result is generally fatty de-

generation and atrophy.
When a muscle receives abnormally powerful impulses through

the nerves, it usually hypertrophies, should exhaustion from over-

fatigue not supervene. Excessive tension of a muscle results in
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enlargement of its cross-section, while increased range of contrac-

tion induces permanent elongation.

Impairment of the functional power of a muscle may be caused

by section of its tendon or of the muscle itself, or by fixation of

the bones connected by a joint Avhic-h is moved by the muscle. In
both cases muscular atrophy from disuse is the result, and is

most pronounced when the muscle is, under the new conditions, in

no way stimulated to contract. Such atrophy is still more rapid
in disorders of the innervation of the muscle, such as result from
morbid changes in the nervous system. There is indeed a whole
series of neuropathic atrophies in which wasting and disappear-
ance of the muscles is directly referable to disease of the central

or peripheral nervous system.
As regards the central nervous system, degeneration and atro-

phy of the large ganglion-cells in the anterior horns of the spinal
cord and grey nuclei of the medulla, and of the anterior nerve-

roots proceeding from these cells, are the cliief causes of the class

of muscular atrophies specially distinguished as spinal and bulbar

amyotrophies. The extent of the muscular atrophy is naturally:

proportional to the extent of the disease in the cord. It may be
confined to single muscles or to special groups of muscles in focal

diseases such as acute anterior poliomyelitis, myelomalacia, dis-

seminated sclerosis, tumours, degeneration from compression, etc.

On the other hand, atrophic degeneration successively affecting
the ganglion-cells of the anterior horns throughout the cord will

be accompanied by muscular atrophy gradually extending to all

the striated muscles receiving their nerve-supply from the affected

region. In this way paralytic aft'ections ai-e induced, whose
essential symptom is muscular atrophy increasing in extent and

intensity as years go on ; this type of disease has accordingl}^ been

designated progressive spinal atrophy of the muscles, or more

briefly progressive spinal amyotrophy. It appears in its tyi^i-

cal form in vigorous persons who have been previously healtliy,
and as a rule first supervenes in those muscles that have been
most subject to exertion. Manual labourers often suffer first in

the muscles of the hand, particularly the interosseous and lum-
brical muscles, or those of the thenar and hyjjothenar eminences.
In other cases the disease bearins in the muscles of the shoulder-

blade or of the arm. From the parts first affected the atrophy
slowly extends to other muscles or groups of muscles j)er saltum,
and usually involves both sides of the body, Imt in irregular se-

quence. In severe cases the atrophy extends over the greater

part of the muscular system. The muscles innervated from the

medulla oblongata may also be attacked (progressive bulbar

paralysis). Occasionally the process is arrested after a number
of muscles have undergone atrophy. The muscles of the legs are

attacked, if at all, only in the later stages. In particular muscles

the striated fibres may almost completely disappear, so that only
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the fibrous structures connected with them remain. The atrophic
muscles are sometimes pale, sometimes colourless, sometimes
stained with brownish pigmentation.

Besides the typical form of progressive spinal muscular atro-

j)hy, first accurately described by Duchenne and Aran, atypi-
cal forms also occur, which begin in other situations than those

described, for example in the lower extremities, whence the atro-

phy gradually extends upwards.
The neuroj^athic muscular atrophies may also, according to the

nature of the nerve-lesion, be limited to single muscles, or indeed
to single parts of one muscle ; or they may extend over large por-
tions of the body (as in the muscular atro2:)hy of tabes dorsalis).
In the latter case the atrophy is due to multiple degenerations of

the nerves. Probably the amyotrophy associated with chronic

lead-poisoning, and affecting chiefly the extensors of the arm,

l)elongs to this latter class.

Muscular atrophy and degeneration may further be due to

excessive exertion, the result of over-excitation (as in tetanus),
hard physical labour, or undue stretching such as is produced by
tumours growing beneath oj- between the muscles.

Local anaemia followiiio- the embolic occlasion of arteries,

though a frequent cause of degeneration in many other organs, is of

slight importance as a factor in muscular degeneration, inasmuch as

the abundant anastomoses of the muscular vessels enable collateral

circulation to be readily established. On the other hand, anaemic
necrosis is not an infrequent occurrence in cases of extensive
arterio-sclerosis with diminished power of the heart, especially in

advanced age. So, too, local compression (as in the case of bed-
sores or decubital necroses), haemorrhage into the nuiscular tissue,

inflammatory infiltration, etc., at times result in anaemic degen-
eration. In states of general depression of nutrition, or of

debility from chronic disease, the muscles often waste and become

pale from loss of their colouring matter (myohaemaglobin).
Infective febrile diseases, in whicli the bodily temperature is

raised, and in which the constitution of the blood or of the tissue-

juices becomes altered from the presence in them of toxic sub-

stances, also exert a deleterious influence upon the muscles, and
induce in them degenerative changes of various kinds.

Inflammation, hyperplasia of connective tissue, and jjroliferous

new-growths cause wasting of the muscles, partly by compressing
their fibres and partly by disordering their circulation, nutrition,
and specific function.

In many forms of muscular wasting it is impossible to deter-

mine with certainty the causes of the atro]ihy, and we are, therefore,

obliged to regard it as a primary myopathy. This is especially
the case with certain forms of progressive muscular atrophy, the

course of which is similar to that of the progressive spinal disease,
but in which no corresponding changes in the spinal cord can be
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demonstrated. Such lesions are accordingly distinguished from

spinal amyotrophy by the term progressive muscular dystrophy.
We may distinguish, according to the time of appearance of the

muscular wasting, an infantile form, one of adolescence, and one

of adult life (Ei:b): or again, according to the parts affected, a

form in which the muscles of the trunk, the lower extremities,

and the pelvis are those chiefly involved, the atrophy in some

cases being accompanied by excessive development of fat in the

muscular connective tissue (Art. 80) ;
and a second form in which

the progressive atrophy mainly affects the muscles of the face,

shoulder, and scapula (Duchenne, Landouzy, Dejerike,

Hitzig).

References on the Adaptation of 3Iuscles to Altered Coriditions of
Contraction.

Gl'bler and A. Fick : Moleschott's Untersitch. z. Naturlehre vii Giessen 1860
Roux. W. : Der Kampf d. Theile im Organixmus Leipzi.t;- 1881, A. f. Anal. u.

Plnisiol. 1883. and Jena. Zeitschr.f. 'Nahirwiss. xvi 1883
Stkasser : Zw Kenntn. d. funct. Anpassung d. quergestreiften Muskeln Stutfc-

gart 1883
AVeber, Fr. : Verhandl. d. k. sacks. Gesellsch. d. Wiss. 1851

References on Spinal and Neurogenous Muscular Atrophy.

Aran : .1 . qen. de med. 1850, and Gaz. des hop. 1855
Babes and Kalindero : Atrophy and pseudohypertrophy of muscles, Annates

de Vlnst. de Path, ii Bucharest 1891
Berxhardt: Hereditary progressive spinal and bulbar amyotrophy V.A.Wb

1889
;
Juvenile form Berl. liin. Woch. 1887

Bramwell: Diseases of the spinal cord Edinburgh 1895

Charcot: Diseases of the nerrnus system (Xew Syd. Soc.) London 1877-83;
Oeuvres completes ii, in 1886-87

Charcot and ^NIarie : Peculiar form of amyotrophy Rei: de med. vi 1886

Dejerixe : Muscular atrophy in ataxia Pv.ev. de med. ix 1889

Dreschfeld : Classitication of amyotrophies Brain vni 1886
Dubreuilh: Muscular atrophy from lesions of peripheral nerves Rev. de med.

X 1890
DrCHENNE : .4. gen. de med. 1853; Uelectrisation localisee Paris 1872

Erb : Diseases of the spinal cord Ziemssen's Cijclop. xiii New York 1877

Eulenburg and Guttmann : Die Pathologic des Sympathicus 1868

Friedreich: Ueher proqressire Muskelatrophie Berlin 1873

Gessler : Die molorische Endplatte u. ihre Bedeutung fur d. motor. Lahmung

Leipzig 1885
Gombault: The ]ieripheral nerves in a case of progressive myopathy A. de

med. ex/), i 1889
Grimm : Case of progressive amyotrophy V. A. 48 1869

Hayem : .4. de physiol. 1869; Rech. sur Vanat. path, des atrophies musculaires

Paris 1877
Hitzig : Juvenile nmscular affections, and spinal dystrophy Berl. khn. Woch.

1889
Hoffmann: Progressive neuritic amyotrophy A.f. Psych, xx 1889

JoFFROY and Achard: Muscular atrophy in hemiplegia A. de med. exp. iii

1891
Kahler : Progressive spinal amyotrophy Prag. Z.f. Heilk. v 1884



ART. 78] REFERENCES 295

Krauss : Researches on tenotomy and neurotomy V. A . 113 1888
Kussmaul: Volkmanri's klin. Vortrdge 54:

Leyden : Ritekenmarkskrankhe lien ii Berlin 1875
MuLLER : Multiple neuritis A.f. Psych, xiv 1883
Parisot: Pathogenesis of muscular atrophies These Nancy 1886
Pick, A. : Art. Muscular atrophy Eulenburg''s Realencyklop. ix
Preisz : Case of muscular pseudohypertrophy A.f. Psych, xx 1889
Raymond : Malad. du syst. nerv., atrophies musculaires et mcdad. amyotrophiques

Paris 1889
RixDSKOPF : Muscle-fibres after neurotomy Inaug. Diss. Bonn 1890
Roger : Experimental progi-essive muscular atrophy Annales de Vlnst. Pasteur

VI 1892
Ross: Diseases of the nervous system London 1881
RussiNi : New form of neuropathic muscular atrophy Bull, delle scienze med.

Bologna 1892
Strumpell : Multiple degenerative neuritis .1 . /. Psych, xiv 1883

; Progressive
muscular atrophy Z.f. Nervenheilk. in 1893

ViERORDT : Multiple neuritis A.f. Psych, xiv 1883
Werdnig : Spinal amyotrophy in early infancy A . f. Psych, xxvi 1894

References on Lead and Arsenic Paralysis.

Alexander: KUnische und experimentelle Beitrdge zur Ldhmung nach Arsenik-

vergiftung 1889
Friedlander : Lead V. A.lo 1878
Harnack : Lead A.f. exp. Path, ix
Lesser : Arsenic V. A. 74 1878
Maier, R. : Lead V. A. 90 1883
MoNAKOw: Lead A.f. Psych, x 1880
Oeller : Zur path. Anatomie d. Bleildhmung Lead Munich 1883, D. Med.Woch,

1883
VuLPiAN : Mai. du syst. nerv. Pai'is 1879
vox Wyss : Lead V. A . 92 1883
Zunker : Lead Z.f. klin. Med. i

References on Muscular Atrophy in Connexion ivith Injlaynmation
of Joiyits and Injuries to Muscles.

Charcot: Diseases of the nervous system (New Syd. Soc.) London 1877-83;
Progrh med. 1882

Fischer: Extensor versus flexor atrophy D. Z.f. Chir. viii 1877
HoFFA : Pathogenese der arthrit. Muskelatrophie Leipzig 1892
LuECKE : D. Z. f Chir. xviii 1882
Raymond: Atrophy from traumatic arthritis Rev. de med. x 1890
Strasser : Zur Kenntniss der functionellen Anpassung d. Muskeln Stuttgart 1883
Strumpell : Muscular atrophy after acute articular rheumatism Miinch. med.

Woch. 1888
Valtat : Muscular atrophy in articular maladies A. gen. de med. ii 1877

References oti Primary Myopathic Progressive Muscular Atrophy
(see also Art. 80).

Buss: Dystrophia muscularis progressiva Berl. klin. Woch. 1887
DucHENNE (of Boulogne) : De Velectrisation localisee Paris 1872
Erb: Juvenile form D. A. f. klin. Med. xxxiv 1884; Dystrophia muscularis

progressiva Leipzig 1891
Friedreich : Ueber progressive Muskelatrophie Berlin 1873



296 THE MUSCLES [CHAP. XXVI

HiTziG : Progressive muscular atrophy Brrl. Mm. Woch. 1888
JoFFROY and Achard: Primary myopathy .4. de med. exp. i 1889
Israel : Dystrophia muse, progressiva Jnaug. Diss. Freiburg 1891
Klebs : New form of primary muscular atrophy Virchow's Festschrift (Assist-

enten) Berlin 1891
Ladame : ProgJ'essive myopathic atrophj^ Rev. de me'd. vi 1886
Landouzy and De.jerine : idem Rev. de me'd. v 1885. vi 1886
LiCHTHEiiM : Progress, muscular atrophy without disease of the anterior horns

A.f. Psych. VIII 1888
Marie and (iuixoN: Clinical forms of primary progressive myopathy i?et-. f/e

med. V 1885
Roth : Pathogenesis of progress, muse, atrophy Ziegler's Beitrdge xiii 1893
Schultze : Ueher mit Hijpertrophie verhundenen pi-ogressiven Muskelschivmid und

dhnliche Kranklieitsformen Wiesbaden 1886
Spillmann and Haushalter : Two cases of primary progressive myopathy

Rev. de med. x 1890
Westphal: Cases of progressive atrophy of the facial muscles Charite'-Annalen

XI 1886

79. Wasting of muscle takes place in many instances unac-

companied by any perceptible change in the structure of the con-

tractile substance, and is then termed simple atrophy. It occurs

chiefly in connexion with the adaptive shortening of muscles when
the functional demands on them are lessened, the muscle-fibres

undergoing a corresponding diminution in length and cross-

section. In more extensive atrophy, however, such as charac-

Fig. 164. Section through an atrophic muscular bundle from a case of
PROGRESSIVE spinal AMYOTROPHY.

{Preparation hardened in Mailer's fluid and alcohol, stained with Bismarclc-brown, and
mowited in Canada balsam : x 200)

a normal muscle-fibres b atrophied muscle-fibres
c internal perimysium whose nuclei at c

j
are apparently increased

terises progressive spinal amyotrophy, tlie wasting of advanced

age, various cachectic conditions, and primary mj'opathic wasting,
the muscle-fibres sometimes disappear without previous alteration

of their structure. The fibres simply decrease more and more in

diameter (Fig. 164), are reduced to slender filaments, and at last

disappear altogether. When a certain degree of attenuation is

reached, it is usual, however, for the striation of the fibres to be

eftaced. The myohaemoglobin contained in the substance of the
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muscle generally disappears as the muscle atrophies, so that the

tissue becomes pale, at times almost colourless. In other cases

pigment is separated from the myohaemoglobin and deposited
within the muscle in the form of small 3'ellowish and brownish

granules (Fig. 165 c), the muscle thereby acquiring a brownish

colour. Shortening may be associated with the wasting, the mus-
cular tissue being replaced from the ends inwards by tendinous

fibrous tissue.

Degeneration and wasting of muscle-fibres take the most vari-

ous forms, according as they occur in muscles whose nerves are

paralysed or whose tissues are

pervaded by inflammatory infil-

trations or proliferous tumour-

cells, or in muscles that have

been crushed, starved, over-

stretched, over-fatigued, or poi-
soned by infective toxins or

chemical substances. In such
cases simple atrophy is less com-
mon : more frequent are cloudy
swelling, fatty change, vacuola-

tion, fragmentation, lacunar ero-

sion, and waxy degeneration.
Cloudy s-welling with albu-

minous degeneration is charac-

terised by the appearance of

multitudes of minute albuminous

granules in the protoplasm of the

muscle ; fatty degeneration by
the formation of minute glolmles
of fat in the interior of the con-

tractile substance (Fig. 165 a).

Wide-spread fatty degeneration

gives a yellowish colour to tlie

muscle. In dropsical or vacuolar

degeneration clear drops are

formed in the interior of the

muscle-fibres (Figs. 166 and 167),
either singly or in considerable numbers, so that the fibre appears
cribriform (Figs. 166 and 167 i), or is reduced to a froth-like

consistence. In lacunar erosion small pits are formed in the

ensheathing sarcolemma, resembling Howship's lacunae in the

bones. These pits are caused by the intrusion of cells that lie in

the internal perimysium and indent the sarcolemma, or, penetrat-

ing the sarcolemma, compress the contractile substance and cause

it to disappear. This process is most commonly observed in

metastatic carcinomatous infiltration of the muscles. In frag-
mentation of the muscular fibres, the contractile substance breaks

Fig. 165. Progressive muscular
ATROPHY.

(From a case of ascending atrophy of
the anterior horns of the spinal cord :

teased preparation : X 300)

a striated muscle-fibre somewhat atro-

phied, containing fat and pigment-
granules

h pale homogeneous remains of the con-
tractile substance, containing fine

granules
c yellow pigment-granules
d proliferous muscle-cells
e sarcolemma
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up into fibrils or discs ; these may preserve their normal appear-
ance or may liave already undergone cloudy or hyaline change.
Waxy or hyaline degeneration is characterised by necrosis with

coagulation of the contractile substance, whereby it acquires a

homogeneous glassy appearance and breaks up into hyaline flakes

Fig. I(i6. Dropsical muscle-fibres.

{From the calf-muscle of a patient roith chronic oedema of the legs : preparation fixed
in Flemming's acid solution, stained with saffranin, and mounted in Canada
balsam : X 45)

(Fig. 168 5). It occurs most frequently in typhoid fever, and

also, though somewhat more rarely, in the course of other infec-

tive diseases, such as septicaemia, small-pox, etc. It is observed

principally in the recti muscles of the abdomen and the adductors
of the thigh. Sometimes it appears as a result of crushing,
inflammation, burns, and tetanic

contraction of the muscles, and

accompanies the development of

^fS^br^!

:^^^: a

I
a-A /--

?;^*::-'-:>^''-':-. \

Fig. 167. Transverse section through a muscle-bundle containing dropsical
FIBRES.

{Preparation hardened in Mailer's fluid, stained with haematoxylin, and mounted in

Canada balsam : X 66)

a muscle-fibre with small and large drops of liquid b

Fig. 168. Waxy degeneration or coagulative necrosis in typhoid fevbr.

( Teased preparation : X 250)

a normal striated fibre c enlarged muscle-nucleus

6 degenerate fibre broken up into hyaline blocks
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new-growths in the muscle-substance. When the degeneration
is extreme, the muscle-nuclei are apt to disappear.

When the degeneration and necrosis involve single fibres onlj^
the condition is not recognisable by the unaided eye. Degenera-
tion of a large numljer of fibres causes the muscles to assume a

pale, cloudy, and lustreless appearance, like those of boiled fish.

Slight cases of albuminous, fatty, or vacuolar degeneration may
recover on the resumption of normal conditions of innervation
and nutrition ; severer forms (Fig. 165 h) end in complete disin-

tegration and destruction of the muscle-fibres. In waxy degener-
ation the contractile substance perishes, breaks up into smaller and
smaller pieces (Fig. 168 ^), and is at last absorbed.

Partially degenerate muscles that are stimulated to contraction
sometimes rupture and give rise to haemorrhage.

Both in simple and in degenerative atrophy proliferation of

the nuclei of some of the fibres is not uncommon. This prolifera-
tion leads sometimes to the formation of long chains of nuclei, and
sometimes to the formation of nuclear clusters that push aside the
rest of the fibre. In other cases sharply-defined uninuclear and
multinuclear cells are formed beside the atrophic fibres (Fig.
165 d). Both processes are to be regarded as indications of

regenerative hyperplasia of the muscle-cells, though they usually
do not lead to the formation of new muscle-fibres : the nuclei

themselves subsequently perish, especially when the conditions
unfavourable to preservation of the muscle are persistent. It

must be noted, nevertheless, that the groups of nuclei often sur-

vive for a long time
;
and even when the muscle itself disappears,

numerous sarcolemma-sheaths may still be found which contain

pigment-granules together with groups of nuclei or multinuclear
cells.

Gi-angrenous necrosis of the muscular tissue occurs most fre-

quently as a result of severe infective inflammations (Art. 82),
and in connexion with decubital bed-sores

;
in other words, where

the skin and subcutaneous tissues of emaciated patients become

gangrenous from exposure to continued pressure. The muscles
become discoloured, changing to dark-brown or dark-grey, and
fall to shreds or become dry and shrivelled by evaporation. Dry-
gangrene or mummification of the muscles ensues when mortified

portions (tf tlie lim])s thus dry up on exjDosure to the air.

Amyloid degeneration is very rare, and seems to supervene
only as a local condition, and in parts altered by antecedent inflam-
mation. The degeneration involves the internal perimysium and
the sarcolemma, which are thereby thickened and acquire a trans-

lucent appearance, while the contractile substance disappears.
The process has been observed in the muscles of the tongue and

larynx (Ziegler), where the amyloid substance formed hard
nodular deposits.

Calcification of the muscles is most frequently observed in the
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parts surrounding inspissated residual abscesses and in inflamma-

tory cicatricial indurations. H. Meyer has met with calcifica-

tion in the wasted fibres of muscles that had undergone extreme

atrophy.

According to Beneke (V. A. 99 1884), waxy degeneration in non-striated

muscle-fibres gives rise to appearances (of hyaline streaks, bands, and frag-

mentary flakes) similar to those observed in striated fibres; as in the latter case,
it de2:)ends on a process of swelling and coagulation of the muscular substance.
It may be artificially reproduced by soaking non-striated muscle in solution of

sodium chloride (0.75 per cent.).

References on Simple and Degenerative Atrophy of Muscle (see also

Art. 78).

Arnold : Ueber das VorJcommen heller Muskeln beim Menschen Heidelberg 1886
Auprecht: D. A.f. liin. Med. xxii
Babes : Histology of muscles in primary myopathies Annales de VInst. de Path.

(A''"^ ann. 1888-9) ii Bucharest 1891
Colberg : Trichinosis Deutsche Klinik 1864
Erb : Waxy degeneration V. A. 43 1868; Dystrophia muscularis progressiva

Leipzig 1891
Erbkam : Degeneration and regeneration of striated muscles after contusion

V. A. 79 1880
Frankel: Muscular changes in phthisis V. A.78 1878
Fraxkl and Freund : Wien. Sitzungsber. lxxxviii 1883
Friedreich: Ueber progressive Muskelatrophie Berlin 1873
GoLGi : Normal and morbid histology of voluntary muscle A. per le scienze

med. V 1881
Hayem : Rech. siir I'anat. pathol. des atrophies musculnires Paris 1878
Heidelberg: Pathology of striated muscle A.f. exp. Path, viii 1878
Hepp : Pseudotrichinosis, a peculiar form of acute parenchymatous polymyosi-

tis Berl. liin. Woch. 1887
Knoll : Phosphorus-poisoning, starvation, and paralysis Tagebl. d. Naturfor-

scherversamm. Heidelberg 1889
Krauss : Histology and chemistry of muscle after tenotomy and neurotomy

F. ^.113 1888
Leser : Tschaemic paralysis and contracture Volhnann's klin. Vortrage 2-19 1885
Lewin : Pathology of progressive amyotrophy Z. f. Nervenheilk. ii 1892
Lichtheim : Trichinosis Cent.f allgem. Path, ii (p. 122)
LiTTEN : Embolism of muscle, absorption of dead muscle-fibres V. A. 80 1880
Marchand : Acute fatty-albuminous degeneration Breslauer drztl. Zeitschr.

1880
VON Millbacher : D. A. f. klin. Med. xxx
Nesti : Waxy degeneration Lo Sperimentale 1894
Neumann : Development of new-growths V. A. 20 1861
Roth : Muscular changes in fatigue V. A . 85 1881
ScHAEFFER : Histological changes in muscle-fibi-es adjacent to tumours V. A.

110 1887
ScHULTZE : Ueber den mit Hi/pertrnphie vcrbundenen Muskelschwund und ahnliche

Krankheitsformen Wiesbaden 1886
Strahl : Waxy degeneration of striated muscle Inaug. Diss. Leipzig 1880
ViRcnow : V. A. 4:-, Cellidarpathologie Berlin 1871
VoLKMANN : Regeneration of striated muscle Ziegler's Beitrdge xi 1892
Wagener: Waxy degeneration A.f. mikrosk. Anat. x 1874
Wagner : The muscles in typhoid A.f. mikrosk. Anat. x 1874



ART. 80] PSEUDOHYPERTROPHY 301

Waldeyer : Degeneration and regeneration of muscle in typhoid and after

inflammations V. A. 34 1865
Weihl : Experimental researclies on waxy degeneration V. A. 61 1874
Zenker : Ueb. d. Verdnd. d. wdlkllii. Musk, bei Typhus abdominalis Leipzig 1864

References on Amyloid Degeneration and Calcification of Muscle.

Heschl: Calcification Oesterr. Zeitschr.f. prakt. Heilk. vii 1861
Meyer : Calcification Z. f. tviss. Med. i 1851
Rokitansky: Calcification Zeitschr. d. Aerzte Vienna 1848
Ziegler : Amyloid degeneration V. A. 65 1875

SO. In simple as well as in pigmentary and fatty atrophy the

perimysium often shows no perceptible change. Those cases in

which the atrophy is unmistakably due to local disease of the

K —

'—̂
- ^A^r/

Fig. 169. Spinal amyotrophy with lipomatosis.

[From the calf-muscle of a patient suffering from
spinal cord : preparation hardened in Mullei-'s

and mounted in Canada balsam : x GO)

a transverse section of atrophic muscle-
fibres

6 internal perimysium

atrophy of the anterior horns of the

fluid, stained with Bisnua^ck-brown,

c fatty tissue
d artery
e vein

fibrous structures of the muscle, for example to inflammation or

neoplastic growth, naturally form an exception. But instances

occur, as in certain cases of progressive atrophy, wherein the

internal perimysium appears at times to be more fully developed
and more abundantly nucleated than in the healthy muscle, and
it is frequently transformed into fatty tissue (Figs. 169 and 170).
This development of connective and fatty tissue is sometimes so

marked that the apparent bulk of the muscle does not diminish,
but rather increases. The appearance has led to the application
to this affection of the term muscular pseudohy^^ertrophy. It



302 THE MUSCLES [chap. XXVI

would l)e more correct to describe it as lipomatous pseudohy-
pertrophic atrophy of the muscles.

So far as our knowledge at present goes, the multiplication of

the nuclei and the increase of the connective tissue of the internal

perimysium are sometimes the cause and sometimes the effect of

the wasting of the muscle. Thus tlie condition of fatty hyj)er-

plasia may arise in paralysed muscles, in which the atrophy un-

doubtedly precedes the proliferation. The development of fat in

the connective tissue that takes place in progressive muscular

atrophy, as well as in local atrophy from disuse, is in many-
instances evidently a secondary condition. The atrophy of the

muscles (Fig. 169 a b) may be already so far advanced that whole

Fig. 170. Lipomatosis with atrophy of the calf-muscles.

(Preparation treated as in Fig. 169: X 60)

a transverse section of a normal, rtj of an disintegrated contractile substance

atropliic muscle-fibre, 0-2 transverse
section of a sarcolemma-sheath with

b connective-tissue septa
c fatty tissue

muscle-bundles no longer contain a single healthy fibre when the

deposition of fat (e) begins, the fat in this case often remaining

strictly confined to the immediate neighbourhood of the blood-

vessels (d). The process can therefore be regarded only as an

amyotrophy with subsequent lipomatosis of the connective tissue.

In other cases the internal perimysium increases first, and is

transformed into fatty tissue while the muscles are still well pre-

served, much in the way observed in the process of fattening cat-

tle. The muscle-fibres (Fig. 170 a) are thereby forced asunder,

and as they thereupon or afterwards disappear (aj a^'),
sometimes

with disintegration of their protoplasm into fragmentary detritus,

it certainly looks as if the overgrowth of fatty tissue were the
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cause of the muscular atrophy. It is nevertheless possible that

the muscular atrophy and the lipomatosis of the connective tissue

may be contemporaneous and related to some common cause, or

that the muscular atrophy is due to some independent cause.

The most typical example of lipomatous pseudohypertrophy
is furnished by a special form of progressive muscular atrophy
observed in childhood, or at least in early youth, and especially
in boys. Pseudohypertrophic muscular paralysis, as it is clini-

cally termed, often appears in several children uf the same family,
and is at times hereditary. It chiefly affects the muscles of the

trunk, the pelvis, the lower limbs, and the shoulder-girdle, while

the hands and arms commonly escape. j\Iost of the atrophic mus-
cles are at the same time enlarged in girth ])y the development of

fat within them ;
but this enlargement is sometimes absent. The

affection is probably a primary myopathy, nearly related to the

other primary myopathic atrophies tliat occur in youth and exhibit

the same distriljution, though at times they involve the face as

well as the shoulder and scapular regions (Duchexxe of Bou-

logne, Landouzy, Dejerine). It should therefore be classed

with the muscular affections grouped under the term progressive
muscular dystrophy ( Erb). Probably the disease depends upon
some unknown congenital perversion of the muscular tissue, of

which all we can say is that, at the time of active growth or even

later, it leads to the development of connective tissue and fat in

the internal perimysium and to atrophy of the muscle-fibres.

According to Erb, Schultze, and Hitzig, there are also muscular

dystrophies in which a state of true hypertrophy of the muscle-
hbres precedes the onset of atrophy.
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81. Hypertrophy of the muscles may be brought about b}»
increased muscular work, and is manifested both by lengthening
and by thickening of the fibres, and probably also by increase in

their number.
In rare cases (Friedreich, Auerbach, and Berger) hyper-

trophy of single groups of muscles is met with, and is either

congenital or acquired in later life. In the latter case, injury or

disease (as in typhoid fever) may give rise to the condition. Ac-

cording to Erb, Schultze, and Hitzig, in progressive muscular

Fig. 171. Muscle-fibres in process of regenerative proliferation,
TAKEN from WOUNDS OF DIFFERENT AGES.

{Preparation hardened in Flemminr/s acid solution, stained ivith saffranin, and
mouyited in Cunadu balsam: X 350)

split stump of a muscle-fibre with
pointed ends, showing karyokinetic
figures (three days after rupture)

proliferous muscle-nuclei transformed
into cells with abundant protoplasm,
one of them in process of mitotic sub-
division

portion of a muscle-fibre eight days
after constriction by ligature

d giant-cell enclosing a fragment of ne-
crotic muscle (from a muscular cica-

trix twenty-six days old)
e and/' muscle-fibres ending in protoplas-

mic masses or muscle-buds (e from a
cicatrix ten days old, / from a cica-

trix twenty-one days old)

g subdividing muscle-fibre (from a cica-

trix forty-three days old)

dystrophy, and even in certain cases of spinal amyotrophy, single
muscle-fibres or whole fasciculi may be hypertrophic. In the

condition knowni as Thomsen'g disease, or congenital myotonia
(Strumpell, Erb), due to some congenital injury and manifested

by disorders of voluntary movement, by tense rigidity and slow

relaxation of the muscles, and by apparent hypertrophy with
diminished contractile power, Erb states that there is considerable

hypertrophy of the separate muscle-fibres, with 'marked increase

of their nuclei and modification of their finer structure. The
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modification consists in a homogeneous appearance of the fibres

on section, with indistinctness of their striation and the formation

of vacuoles within them. Further investigation is required before

we can be certain tliat these details are correct. The measure-

ments of the fibres regarded as hypertrophic have hitherto been

made only in fragments of muscle taken from the living subject,
and as the very process of excision induces contraction and physi-

ological thickening of the fibres, no strict comparison with fibres

from the dead body is possible.

Regeneration of muscle starts in all cases from the elements

of the muscle itself, in such wise that after an injury affecting all

the constituent structures the connective tissue reproduces con-

nective tissue, and the muscle-fibres new muscle-fibres, and the

latter thereupon penetrate into the newly-formed connective tis-

sue. After section of a muscle a scar of connective tissue is first

formed out of granulations in the usual way ;
but this scar in the

course of a few weeks becomes permeated by new muscle-fibres.

The formation of the new muscle-fibres begins by proliferation
of the muscle-cells (Fig. 171 a), followed by an increase of their

protoplasm. In this way, at the ends or in the course of the

fibres, multinuclear aggregations of protoplasm are formed (Fig.
171 c ef); these continue to grow and ultimately form so-called

muscle-buds, from which by a subsequent process of differentia-

tion striated contractile substance is procluced. The growing
muscle-fibre at times undergoes longitudinal subdivision (a 5),

either before or after the formation of the muscle-buds, so that one

older fibre may give rise to two or three younger fibres (g).

Not only do those muscle-nuclei proliferate that remain at-

tached to the intact contractile substance, but also those that have

become detached at the seat of injury or degeneration, and these

become transformed into large uninuclear or multinuclear cells

{h (Z). It is still uncertain how far these cells contribute to the

regeneration of the muscle. The greater number probably perish,

though it is possible that the protoplasmic masses formed by them
are converted into contractile substance. If the sarcolemma con-

tains products of the disintegration of the old muscle-fibres, the

new-formed multinuclear cells or sarcoblasts may assimilate them,
or at least enclose (d) and ultimately destroy them.
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82, Myositis, or inflammation of the muscles, is usually a

secondary result of inflammations in the neighbouring parts and
of traumatic injuries ; but it is also occasionally induced by con-

tamination of the blood, or by disturbances of the circulation.

Inflammations of the first-named kind extend as a rule from the

bones and joints, or from parts of the skin and mucous membrane

overlying the muscles. They may, however, also reach the muscles
from other contiguous parts of the body, such as the pleura, the

tissue about the kidney, or the peritoneum.
Haematogenous inflammations, due to contamination of the

blood, are for the most part of the nature of bacterial infection ;

they arise, for example, from pyaemic infection due to wounds,
infective osteomyelitis, puerperal jDyaemia, acute rheumatic ar-

thritis, glanders, or typhoid fever. It is, however, to be remarked
that infiltration does not invariably result from the inflammation

;

frequently the condition gives rise to little else than degeneration
of the contractile substance.

The slightest forms of myositis, such as are due to alteration

of the blood, as in typhoid fever, to slight injuries such as strains,

bruises, haemorrhages, and the like, or to extension from inflam-

mations of the contiguous parts, are generally transient. They
are manifested by infiltration of the perimysium with liquid, and
accumulation of round-cells in the connective tissue. The mus-
cular fibres often remain intact throughout. When they also

sufter, cloudy swelling, fatty degeneration, and coagidative necro-

sis make their appearance.
A febrile disease has in recent years been described by various

writers under the name of acute primary polymyositis (P.
Wagxer, Uxverricht, Hepp, STKi'ML'ELL, Lewy). Its clinical

symptoms are pain, disorders of voluntary movement, and oedema-
tous swelling of the tongue and it may be of most of the muscles
of the body. StrIjmpell has found in the affected muscles granu-
lar and vacuolar degeneration of the fibres, with loss of striation

and proliferation of the nuclei, and aggregations of small cells in

the intermuscular connective tissue.

Inflammations that do not destroy the structure of the muscle
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recover without leaving pernuineiit alterations. Scars and indur-

ations result from more intense inflammations. In cases of

purulent inflammation (purulent myositis) suppuration of the

muscle may be the ultimate result. The muscle, which at the

commencement of the inflammation was hyperaemic and swollen,

begins to change colour, becomes mottled with red, brown, yel-

low, and greyish-green, and is soft and friable
;

it may finally

change to yellow or greyish-yellow, or from admixture with

blood, to brown or greyish-green, and break down into a semi-

liquid pulp, containing shreds of macerated muscle. At a later

stage abscesses are formed ; sometimes these are single, but at

times they are very numerous, so that an entire muscle or group
of muscles becomes riddled with abscesses of all sizes, and the

intervening muscular tissue is changed in colour to grey, yellow,

greenish, or dirty-brown.
Purulent and gangrenous inflammations of muscle occur only

as consequences of infection, and their course is accordingly de-

pendent upon the nature of the exciting cause ;
malnutrition

may, however, favour the disintegration of the muscular tissue.

Open infected wounds, phlegmonous inflammation of the sub-

cutaneous cellular tissue, severe erysipelas, or faecal abscesses

starting from the intestine, are the most frequent causes of sup-

puration, gangrenous necrosis, and putrid inflammation of muscle.

The haematogenous forms (as in infective osteomyelitis) are

rarer, and commonly have a merely purulent character. AVhen
the stage of suppuration and abscess has been reached, and the

muscular tissue has consequently been destroyed, a permanent
loss of substance remains. Small abscesses may be re-absorbed,

larger ones may heal after evacuation of the pus either externally
or into the intestine, the pleural cavities, the lungs, etc. At the

place where a collection of pus meets the living tissue, the inflam-

matory process gives rise to the formation of granulations, and
afterwards of connective tissue : when recovery takes place, a

cicatrix or induration remains within the muscle, and in the

course of time becomes smaller through contraction. Probably
such cicatrices are, at a later stage, partially replaced by muscular
tissue.

Should the inflammatory process be long kept up in a muscle

by some persistent cause of irritation, due, for example, to the

proximity of an inflammatory lesion, a cutaneous ulcer, an inflam-

mation of the bone, a foreign body, or a hydatid
— or if the

inflammatory process be recurrent, as in those inflammation's tliat

lead to elephantiasis of the skin and subcutaneous tissue— hyper-
plasia of the connective tissue, similar to that which occurs in the

healing of suppurative lesions, is apt to be induced.

In situations where the muscle is completely destroyed, its

place is afterwards occupied by dense connective tissue only. If

the muscular fibres are partially preserved, the hyperplastic tissue
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gradually encroaches along the planes of the perimysium ; and
thus the muscle is at length more or less completely pervaded by
dense white bands and septa of connective tissue, in which the
muscle-fibres are as it were embedded.
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83. Tuberculosis of the muscles is usually secondary to

tuberculous disease of neighbouring organs ; but primary haema-

togenous tuberculosis is also occasionally met with.

As regards the first form, it is generally tuberculous disease
of the bones and joints that causes the affection in the muscles,

inducing in them inflammatory processes which lead to indurative

thickening of their connective tissue, the formation of cheesy nodes
and cold abscesses enclosed hy a granulating memljrane contain-

ing tubercles, and the formation of sinuses with indurated walls
covered with granulations. At the hip-joint the surrounding
muscles may in great part become altered in this manner

;
and in

tuberculous caries of the lumbar vertebrae cold abscesses are often
formed which extend along the ilio-psoas muscle to Poupart's liga-
ment, and thence burrow to the surface between the muscles of

the thigh. Occasionally the pus descends along the surface of

the psoas only, the muscular connective tissue becoming somewhat
hyperplastic and the substance of the muscle slightly discoloured.
\\\ other cases tubercles are formed and suppurative disintegra-
tion ensues in the muscular tissue itself, which becomes riddled
with pus-secreting cavities and at length is more or less completely
destroyed. Similarly in tuberculosis of the cervical and thoracic
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vertebrae, the connective tissue in and between the adjacent
muscles is often the seat of indurative, caseous, and necrotic

tuberculous inflammation.

In like manner tuberculous disease of a mucous membrane,
such as that of the tongue or the vocal cords, or tuberculosis of

the skin (as in lupus), is liable to invade the muscles. In both
cases tubercles, isolated and in groups, make their appearance in

the muscular connective tissue: these afterwards caseate and break

down, while new foci are formed in the surrounding portions, and
the intermuscular connective tissue becomes hyperplastic.

The available researches on haematogenous tuberculosis of the

muscles are as yet few and incomplete, so that we cannot say what
share the muscles take even in general miliary tuberculosis. Un-

doubtedly when tubercle-bacilli are disseminated b}' way of the

blood, tubercles sometimes develope in the muscular connective

tissue, and single or multiple nodules are thus formed, which later

on become foci of cheesy disintegration with indurated walls, or

give rise to cold abscesses enclosed by granulating walls contain-

ing tubercles. Soft tumour-like growths, resembling sarcomata,
and partly caseous, are also occasionally formed. All of these

forms are somewhat rare
;
their frequency has, however, i^robably

been under-rated hitherto. They occur in all or any of the mus-
cles, and sometimes attain considerable dimensions.

Syphilitic affections of the muscles lead either to indurative

thickening of the muscular connective tissue, with atrophy of the

muscle-fibres (syphilitic fibroid myositis), or to the formation of

caseous gummata embedded in cicatricial tissue. These last occur

most frequently in the muscles of the upper extremities, in those

of the neck, throat, and back, and in the tongue and the external

sphincter of the anus (Neumann), In some instances they form
nodes of considerable size.

In glanders large and small abscesses are formed in and
between the muscles. In actinomycosis affecting the muscles
soft fatty granulations, masses of indurated connective tissue, and
abscesses are produced.
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84. Bony formations in the shape of splinters, plates, and

spicules sometimes develope, under pathological conditions, in the

perimysium of the muscular bundles, in the fasciae, ligaments,
and tendons, and in the intermuscular connective tissue.

One variety arises in an isolated way and developes either with-
out any perceptible external cause and without inducing any signs
of irritation, or after a single or recurrent traumatic injury ; it

sometimes appears also as an outcome of chronic inflammation of

the affected part.
The traumatic forms are most frequently met with in the del-

toid and pectoral muscles and in the adductors of the thigh, where
their production is demonstrably connected with the slight but

repeated injuries inflicted, in the former case by the impact of a

heavy rifle against the shoulder, in the latter by the pressure
of the saddle. They are accordingly described as 'drill' and
'rider's' bones. Such bones are much more rarely found in other
muscles

; but they have been described as occurring in the arm-
muscles of gymnasts.

In a second variety the production of bone in the muscles is the
essential symptom of a peculiar disease of young persons, which
is commonly described as progressive ossifying myositis.

This aft'ection is characterised by tlie appearance of doughy
and often painful swellings in the muscles, fasciae, tendons, and

periosteum, followed by local ossification as soon as the swelling
subsides. These swellings are sometimes traceable to slight in-

juries, but occasionally no external cause can be discovered.

The disease usually begins in the muscles and fasciae of the

neck, back, and thorax, and thence extends to all parts of the

body. As the process goes on for years, with occasional periods
of arrest, large portions of these tissues may become the seat of

bone-formation. Flakes, scales, and knobbed and branching frag-
ments of osseous tissue appear in the muscles, fasciae, and tendons
in ever-increasing numbers. The contraction of the muscles, and
the movements of the limbs, of the vertebral column, of the head,
and of the lower jaw, are more and more interfered with; and
thus when at length bony ankylosis of the joints ensues, move-
ment is no longer possible, and the body becomes like a rigid
statue.

The way in which the bony growths are distributed through the

tissues varies in different cases. Sometimes the perimysium of

the muscular bundles and fibres is the tissue chiefly affected ;
in

other cases it is rather the tendons and fasciae that undergo ossi-

fication. Frequently most of the bony growths are from the first
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seated directly upon the bone, and so form exostoses ; occasionally
also parts of the bones themselves are overgrown. It is therefore

difficult to draw a sharp line of distinction between such cases and

cases of multiple exostosis without ossification in the muscles.

The formation of new bone (Fig. 172) always takes place in

the connective tissue and in a manner corresponding precisely to

that exemplified in periosteal ossification. Thus bone may be

formed either from proliferous germinal tissue (^) or from con-

nective tissue (a), and that either directly or indirectly (h h-^
c d)

through an intermediate cartilaginous stage.

Fig. 172. Ossification in a ' drill ' bone.

{Preparation hardened in Miiller's fluid, decalcified with picric acid, stained with

haematoxylin and carmine, and mounted in Canada balsam: x 100) .

a external fibrous covering of the bone
b bi small-celled cartilage stained red
c large-celled cartilage stained bluish-red
d osseous trabeculae formed from re-

sidual cartilage
e fully-developed osseous trabeculae

/ layer of osteoblasts

g osseous trabeculae developing from
groups of osteoblasts

h marrow-tissue
i blood-vessels

Throughout the whole process the muscle-fibres remain passive.
As they are encroached on and compressed by the bone growing
in their perimysium, and are rendered functionally useless by the

gradual fixation of the limbs and joints, they in the end undergo
degeneration and atrophy.

In the isolated as well as in the multiple and progressive
variety the morbid ossification is most probably due to some pecul-
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iarity of constitution in the fibrous tissues of the muscles, fasciae,

ligaments, and tendons. These tissues appear to be endowed ah

origine with certain qualities that normally are possessed only by
the periosteum. Periosteal tissue has, so to speak, strayed into

the texture of the tendons, fasciae, ligaments, and muscles, or no

sharp delimitation of territory has been effected between the tissues

that meet about the bone. In certain cases coexisting malforma-
tions of the limbs (such as microdactylia) have been described.

'
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85. Primary tumours of the muscles themselves are some-
what rare, the intermuscular and fascial connective tissues being
much more frequently the structures in which deep-lying neo-

plasms of the limbs and trunk are developed.
Fibromata, lipomata, angiomata, myxomata, and chondromata

are all rare. Rhabdomyomata have been observed only in a few
cases (Billroth, von JBuhl).

Sarcomata, fibro-sarcomata, myxo-sarcomata, and myxo-lipo-
sarcomata are the most frequent neoplasms of muscle ; they form
tumours of various sizes, within which the muscle-fibres perish.
The growth developes from the connective tissue.

Carcinomata occur only as secondary growths, generally in

cases where carcinoma of the breast, the lips, the skin, or the

stomach invades the neighbouring muscles, or is diffused by the

lymphatics : more rarely the growth is disseminated by the trans-

port of cancer-germs through the blood-vessels. The cancerous

growth takes the form either of a diffuse infiltration of the mus-
cular tissue or of more or less numerous nodules, often arranged
in rows corresponding to the general direction of the muscular
bundles. The muscle-fibres are destroyed as the cancer grows.
Not infrequently the cancer-cells force their way into the sar-

colemma-sheaths, and produce in the contractile substance pits
and excavations resembling HowshiiD's lacunae.

The animal parasites of muscle include Trichina^ Cysticercus
eellulosae (measle), and Echinococcus (hydatids).
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CHAPTER XXVII

THE TEXDOXS, SHEATHS, AXD BURSAE

86. The tendons ijroceeding from the muscles consist of

bundles or fascicles of dense non-vascular connective tissue,

bound together by loose vascular interfascicular tissue. Exter-

nally, the fascicles are enclosed in a fibrous sheath connected with

the interfascicular tissue.

The tendon-sheaths are membranous envelopes surrounding
the tendons, but almost completely separated from them, within

which they are therefore free to move to and fro. The space
between is lubricated by synovial liquid secreted by the sheath.

The non-vascular tissue of the tendinous fascicles is not liable

to primary changes, but the tendon is often affected by extension

of disease from adjacent parts, and the tendon-sheaths are subject
to various diseases peculiar to themselves. Wounds, bruises,

strains, and excessive exercise of the tendons and their sheaths, as

well as inflammations in the neighbouring parts, often lead to the

inflammatory affections known as tendinitis and tendo-vaginitis

(teno-synovitis) .

Haematogenous inflammation of the tendons and sheaths is

also possible when matters capable of exciting inflammation are

conveyed to them by the blood, such as pyogenic micrococci,

gonococci, and pneumococci.
In acute dry tendo-vaginitis deposits of fibrin are formed

upon the inner surface of the sheaths, so that when the hand is

placed upon them a rubbing or creaking sensation is felt as the

tendon moves to and fro. The condition is most frequently
observed in the tendons of the back of the forearm in manual

labourers.

Acute purulent tendo-vaginitis is very frequently set up
after injuries, and by extension of purulent inflammation from a

contiguous part (as from a whitlow or 'felon'). It is indicated

by the accumulation of pus in the spAce between sheath and ten-

don, and by cellular infiltration of the loose interfascicular tissue.

The tendon itself becomes cloudy and swollen : not infrequently
the interfascicular tissue suppurates, the fibres of the tendon are

loosened, and the fascicles fall apart and become necrotic. If the

inflammation recovers without necrosis, adhesions are commonly
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formed between sheath and tendon ; but complete restoration of

the normal relations is not impossible.
In cases of gout, urates are sometimes deposited in the tissue of

the tendons, and induce necrosis or inflammation accompanied by
the formation of new
fibrous tissue. The tissue

surrounding and between
the fascicles undergoes
active proliferation, and
the fascicles are forced

asunder by the growing
cellular tissue ;

the parts
encrusted with crystal-
line deposits are at the

same time surrounded by
germinal tissue with or

without giant-cells. The

process might according-

ly be described as prolif-
erous gouty tendinitis

and lendu-vaginitis.
Tuberculous tendo-

vaginitis is met with
as a primary affection,

and also as a secondary
result of tuberculosis in

contiguous bones or

joints. The tubercles

develope mainly in the

walls of the tendon-

sheaths, and their forma-
tion is often accompanied
by effusion or exudation.
In the more advanced

stages of the disease

fungous pus -
secreting

granulations are formed
and cover over the sur-

face of the tendons. At
the same time the Avails

of the sheaths become
thickened by fibrous hy-
perplasia, and by the

deposition of tubercles

singly and in groups.
Clironic irritation causes an increased quantity of liquid to be

secreted by the sheath of a tendon, and it is thereupon distended
into a kind of cyst ;

this is descriljed as a hygroma of the tendon-

FiG. 173.
' Hour-glass ' hygroma of the sheath

OF the digital flexor tendons.

{Preparation from the Museum of Clinical Surgery
at Tubingen: reduced to one-half the natural size)

a a-i

b bi

CCi
d di

tendons of the flexor sublimis digitorum
hygroma of their sheaths
tendons of the flexor longus pollicis

hygroma of their sheaths
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sheath, or hydrops tendo-vaginalis. It is commonest in the

tendons of the hand (Fig. 178 hh^ dd^), and especially in the

sheaths of the flexor tendons of the palm. As the sheaths pass
under the anterior annular ligament, the swelling is constricted

in the middle, and takes the shape of an hour-glass or double sac.

In some cases the sheaths of the digital portions of tlie flexor

tendons degenerate, in others the sheaths of the back of the hand,
and more rarely the sheaths of the tendons of other muscles.

Hygromata of the tendon-sheaths are generally symptomatic of

tuberculous disease, and often contain so-called rice-bodies {cor-

fuscida oryzoidea). These are small loose bodies like grains of

rice or melon-seeds, and are derived either from exfoliated necrotic

fragments of the proliferous sheaths (Fig. 175), or from fibrinous

coagula. They are composed mainly of homogeneous matter or

of flaky scales ;
sometimes they are made ujj of stratified layers

enclosing a few cells.

Divided tendons, if they do not suppurate, are re-united by
connective tissue ; this does not exactly correspond in structure

with the original tendon, but is more like cicatricial tissue, with

a greyish-white and somewhat duller appearance. Repair is

effected by proliferation of the tendon-cells and of the surrounding
fibrous tissue.

Arborescent lipoma is a very rare affection of the sheaths of

the tendons ; it consists of branching papillomatous outgrowths,

containing fat and growing from the synovial lining.
•

According to Hirschsprung (Jahrb. f. Kinderheilk. xvi 1881), Troisier

(Progrh mal. 1883-84 and Union vied. 1884). Rehx (IV Congr. f. inn. Med.
Wiesbaden 1886, and Gerhardt's Handb. der KinderkrankJi. in), Barlow and

Warner (Trans. Internal. Med. Congr. London iv 1881), and Prior (Miinch-
ener med. Woch. 1887), nodules from the size of a pin's head to that of a bean

are apt to develope in the course of articular rheumatism (nodular rheumatism)
within the circumarticular ligaments and tendons, on the periosteum, and on

the subcutaneous aponeuroses. These rheumatic nodules persist but a short

time, and are composed of germinal fibro-cellular tissue. They commonly dis-

appear within two months at most.

References on the Morbid Anatomy of Tendons and Sheaths.

Adams: On the reparative process in human tendons after subcutaneous division

London 1860
;
Trans. Path. Soc. xxi London 1871

Beltzow : Development and repair of tendons ^-1. /'. inikrosk. Anat. xxii 1883
Beger : Tuberculosis J). Z.f. Chir. xxi 1884
Berkart: Pathology of the gouty paroxysm B. M. J. i 1895
Billroth : Regeneration of tendons Beitrdge z. path. Histol. Berlin 1858
Boner: Regeneration of tendons V. A. 7 1853
Busse : Repair of tendons D. Z. f. Chir. xxxiii 1892
Cazanow : White tumours of the synovial sheaths These Paris 1866
DoMBOWSKi : Repair after tenotomy Innug. Diss. Konigsberg 1869
GiNSBURG : Inflammation and regeneration of tendons F. ^. SS 1882
Haeckel: Lipoma arborescens Cent./. Chir. 1888
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Jacoby and Goldmann : Tendovaginitis suppurativa gonorrhoica Beitrage von

Brims XII 1894
PiROGOFF : Ueher die Durckschneid. der Achillessehne Dorpat 1840
ScHUCHARDT : Tuberculosis and syphilis of tendon-sheaths V. A. 135 1894
Vekneuil : Tuberculosis Gaz. des hop. 1860
Viering: Regeneration of tendinous tissue V. A. 125 1891

References on Hygroma of the Sheaths and Bursae.

Garre : Primary tenosynovitis Beitrage von Bruns vii 1891
Goldmaxn: Rice-like bodies of the sheaths and bursae Ziegler's Beitrage yil

1890
Hoeftman : Ganglion and chronic fungous tenosynovitis (proliferous hygroma)

Inaug. Diss. Kbnigsberg 1876
Landow: Fibrin and its transformations in hygroma of the sheaths Langen-

beck's Arch, xlvii 1895
Neumann, E. : Picrocarmine-staiuing in the study of inflammation A. f. mikr.

Anat. XVIII 1880
NiCAiSE, PouLET, and Vaillard : Tuberculous nature of hygromata and

tenosynovitis with rice-like bodies Rev. de chir. 1885
Schuchardt: Rice-like bodies in sheaths and joints V. A. 114 1888
Weichel : Ganglion crepitans Acrelii Inaug. Diss. Giessen 1858

87. The bursae are saccular cavities containing clear synovia
and enclosed b}- a tibrous membrane with a smooth inner surface,

and situated in the connective tissue. They are formed in places
where the muscles or tendons move over bony parts, or where

skin, fasciae, and muscles are continually exposed to pressure and

slipping movement. They are thus to some extent acquired
structures ; and accordingly some of them are inconstant, while

others develope, in special circumstances, in parts that ordinarily
do not possess them.

In acute inflammation of the bursae, variously termed acute

bursitis or acute hygroma, a serous, sero-fibrinous, or purulent
effusion is poured out and distends the sac, and thus a fluctuating
tumour is formed. The inflammation usually arises from contu-

sions, wounds, or bruises, more rarel}^ from haematogenous infec-

tion. Purulent inflammation sometimes extends from the bursa

to contiguous parts.
Chronic bursitis most frequently takes the form of a collection

of liquid in the bursal sac (hydrops bursarum or hygroma). At
first the contents of the sac are usually mucilaginous and viscid;

later on they become thinner and more limpid, losing their muci-

laginous character. Few hygromata exceed the size of a middle-

sized apple, though much larger cysts have more than once been

observed.

The commonest seat of hygroma is in front of the patella

(' housemaid's knee ') ;
here it is due to cystic degeneration of

the prepatellar bursa, a sac consisting of three intercommunicating

pouches.
The wall of the hygroma is usually thin ; but if the condition
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is of long standing it may be considerably thickened (Fig. 17-1),

and may afterwards acquire a dense scar-like consistence, with

here and there patches of calcification. Deposits of urates have

been observed in the bursae in cases of gout. At times the wall

is notably thickened from the out-

set, and then the amount of liquid

present in the sac is small.

Bursal hygromata occasionally
contain rice-like bodies (Fig. 174),

resembling tliose found in the hy-

gromata of the sheaths of tendons.

They consist of flaky (more rarely
stratified) homogeneous

• masses

(Fig. 175 c b), and sometimes en-

close spindle
- cells. They arise

either by the exfoliation of circum-

scribed hyaline necrotic patches
from the wall of the hygroma, or

from fibrin deposited from the ex-

udation in the form of free lenticular grains, which become adher-

ent to and gradually coalesce with the cyst-wall. They are

usually indicative of tuberculous disease. Occasionally the cyst-
wall produces villous outgrowths in the form of small jDeduncu-
lated fibrous grains ;

these become necrotic and fall away from

their filamentous peduncles, and may thus give rise to the loose

rice-like bodies in question. When the finger is pressed upon
one of these hygromata filled with loose bodies, a peculiar feeling
of crepitation is perceived : such a cyst is accordingly described

as a crepitant ganglion.
In rare cases nodules of fibrous tissue or of proliferous cartilage

are developed in the walls of hygromata, and lead to the formation

of loose bodies varying in size from that of a pea to that of a

chestnut.

Fig. 174. Section through a di-

lated PREPATELLAR BURSA WITH
FREE AND FIXED RICE-LIKE BODIES.

{Natural size)

Fig. 175. Sessile rice-like bodies from a prepatellar bursa.

(Section frtmi the specimen of Fig. 174: preparation hardened in Mailer's fluid, stained

with haematoxylin and eosin, and mounted in Canada balsam : X 45)

a wall of the bursa c rice-like body resting on the surface

b hyaline mass in the wall of the bursa, and containing scattered cells

part containing nuclei and part being d deposit of fibrin

denucleated
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Haemorrhages may ocLur l)()tli in previously normal bursae

and in liygromata, as a result of injury or of some disturbance of

the. circulation. Such haemorrhages are accompanied by more

or less copious precipitation of fibrin, and give rise to bursal

haematoniata.
Tuberculous inflammation of the bursae may be either a

primary or a secondary ali'ection. The development of tubercles

in the wall of the sac is sometimes associated with serous effusion,

producing tuberculous hygroma. Fungous granulations appear

upon the" inner wall of the sac in the more advanced stages of

the process, the wall thereby becom- _
ing thickened and permeated by
granulomatous growths that after-

wards undergo caseous degenera-
tion.

A ganglion is a round, oval, or

lobate cyst, varying in size from

that of a pea to that of a pigeon's
eo-gr, and containinsf a reddish-vellow .^ „,, ^^,"-too'

"
S>

r
^

^^ •
-]

FiG. 17b. AVALL OF THE THICKENED
crystallme jelly, or a mass oi colloici bursa of the olecranon with

matter. According to the investi- nodular fibrous growths.

J.- j^T -r^-r^,,T^T^TT/-xo.-r-. +1,^ ^r,i-.^li.-x,-. (Seeu ft'om the inner surface : natu-
gations 01 LEDDERHOSE,tne ganglion

"^ ^
ral size)

is really a new-formation, usually

appearing in the tissue immediately adjacent to a joint, more rarely
at some little distance from it, and due to gelatinous or colloid

degeneration of the connective tissue and to the coalescence of

numerous smaller cavities filled with the gelatinous matter so pro-

duced. On the dorsal aspect of the intercarpal joints the ganglion

usually lies either above the space between the trapezoid and the

OS magnum, or over that between the scaphoid and the semilunar

bone. The formation is probal)ly induced by the chronic recur-

rence of slight mechanical injuries. It sometimes disa^jpears spon-

taneously by the absorption of its contents.

References on Diseases of the Bursae and on G-anglion.

Barwell : Diseases of the joints London 1861
Falksox: Ganglion and fungous tenosynovitis Langenbeck's Arch, xxxii 1885
Heixeke: Die Anatomie und Pathologie der Schleimbeutel und Sehnenscheiden

Erlangen 1868
Ledderhose : Aetiology of carpal ganglia D. Z. f. Chir. 37 1893 (with refer-

ences)
Michon: Tumours of the fore-arm These Paris 1851
PaEDEL: Tuberculosis of the bursae D. Z . f. Chir. 10, 11

Schuchardt : Origin of subcutaneous hygroma V. A. 121 1890
Teichmann: The theory of ganglion Inaug. Diss. Gottingen 1856
Trendelexburg : Langenbeck's Arch, xxi
ViRCHOW : Wiirzhurger Verhandlungen ii 1851, and Die krankhaften Geschwiilste I

VoGT : Deutsche Chirurqie part 64 1881
Volkmann : Pitha and Billroth's Handh. d. Chirurgie ii Erlangen 1872
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CHAPTER XXVIII

THE SPINAL CORD AND ITS MALFORMATIONS

88. The spinal cord has the form of a somewhat flattened

cylinder, and is composed of white and grey matter. The white

matter invests the exterior, while the grey matter lies in the in-

terior and extends uninterruptedly throughout the entire length
of the cord.

The grey matter has in transverse sections the form of an H
(Fig. 178), with two anterior (c.a.) and two posterior (e.p.)

horns, and a middle connecting portion, the grey commissure.
The grey commissure encloses a tubular cavity lined with cylin-

drical cells, the central canal (e.c.}, which divides the commis-
sure into an anterior and a posterior portion. The anterior horns

are throughout more voluminous than the posterior, though their

size and configuration vary considerably in the different segments
of the cord. They are smallest in the thoracic region.

In the lower cervical and upper thoracic portions of the cord

the anterior horn has a lateral process opposite the grey commis-

sure {c.l.) described as the intermediodateral tract, or lateral horn.

Numerous minor processes radiate from the margins of the grey
matter into the white ;

these have been called septula meduUaria.
On the outer side of the neck of the posterior horn, beliind the

lateral horn, is a network of grey matter interspersed with white,
which has received the name of processus reticularis.

At the apex of the posterior horn is the gelatinous substance
of Rolando, which contains ganglion-cells, and passes anteriorly
into the spongy substance of the posterior horn.

The anterior roots of the spinal nerves take their exit from
the apex of the anterior horns, the posterior roots enter at the

apex of the posterior horns.

The -white matter in each half of the cord consists essentially
of longitudinal medullated nerve-fibres embedded in a fibrous

supporting structure, and is divided by the grey matter into

three main portions, of which that medial to the anterior root is

known as the anterior column, that medial to the posterior horn
and root as the posterior column, and that between the anterior

and posterior horns as the lateral column.
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motor-cell

collateral

branches

commissu-
ral-cell

tract-cell ——

The grey matter abounds in g'anglion-cells and fine and coarse nerve-fibres,
which are supported by the neuroglia. Around the central canal is a mass of
tissue known as the substantia gelatinosa centralis, composed essentially of

neuroglia and containing no ganglion-cells.
The neuroglia-cells (Deiters* cells or astrocytes) consist of a small cell-

body and numerous fine filamentous processes; most of these processes are of
no great length, in other words the majority of the stellate neuroglia-cells are
of the short-i-ayed type. Among the neuroglia-cells must also be reckoned the

cylindrical cells lining
the central canal, each
of which terminates in

a thread-like process.
The ganglion-cells

(nerve-cells or neuro-

cytes) are mostly uni-

polar, having only one

axis-cylinder or polar
process (axon or neur-

axon), and numerous
dendritic protojitlasmic

processes (dendrites),
which anastomose and
interlace into a close-

meshed felt. Accord-

ing to the function of

the cells, and the course
of their polar processes,
various kinds of gan-
glion-cells are distin-

guished as motor, com-

missural, etc. (GoLGi,
Ramon y Ca.jal, Kol-

LIKER, LeXHOSSEK).
The motor-cells lie

in two groups in the
cervical and lumbar re-

gions, in one group in

the thoracic region, of

the anterior horn.

They are very large,
and each gives origin
to a nerve-fibre that

passes forward and

obliquely downwards,
and becomes the axis-

cylinder of the anterior

root of a motor nerve

(Fig. 177).
Each of the com-

missural-cells sends
its polar process through the anterior commissure to the anterior column of
the opposite side (Fig. 177); here it divides into an ascending and a descend-

ing trunk-fibre, each of which at different levels gives off branch-fibres to the

grey matter, and at length ends in branches of the same kind.
The tract-cells which, j^artly scattered, partly in groups, are situated in

the central part of the anterior horn and in the lateral and posterior horns,
send their axis-cylinder processes, after these have given off fine collateral

twigs into the grey matter, into the anterior, the lateral, or the posterior column
(Fig. 177). There each process divides into ascending and a descending trunk-

interior-cell

ascendine:
trunk-libre

root-gang-
lion cell

descending
trunk-fibre

Fig. 177. Scheme of the positiox axd connexions of
THE ganglion-cells AND POSTERIOR ROOTS OF THE
SPINAL CORD.

{After Stohr)
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fibre, each of which at different levels gives off lateral and terminal branches
to the grey matter of the corresponding side.

The combination-cells of Kamox y Cajal have axis-cylinder processes
that subdivide within tiie grey matter in which they lie, sending one branch to

the anterior cohimn of the same side, the other to that of the opposite side.

The interior-cells, which are found only in the posterior horns (Fig. 177),
have eacli an axis-cylinder process wiiich subdivides into fine terminal branches
within the grey matter of the same or of the opposite side (Golgi).

Tiie root-ganglion cells lie in the ganglionic enlargements of the posterior
roots, and each has a polar process which divides close to its origin into two
fibres, one with a peripheral and the other with a central course. These cells

are therefore sometimes regarded as bipolar (Fig. 177). The fibre which enters

the cord through the posterior root divides again into au ascending and a

co.ci.
fi ffPi'b

ff-

cJ.-l

Fig. 178. Diagrammatic CROss-SEmoN of the spinal cord showing the tracts
OF THE WHITE MATTER.

c.a. (cornu an(erius) anterior horn /-S""-
c.l. (cornu laterale) lateral horn f.cn.
c.p. \cormi posterius) posterior horn
c.c. central canal in the grey commissure Ksh

co.a. anterior white commissure
r.a. (radix anterior) anterior root Psh
r.p. (radix posterior) posterior root

f.l.a. (p's.'no-a longitudinalis anterior) an- Pvb
terior fissure

s.l.p. (.'^eptuiii longitiidinale posterius) v.W.z.

posterior septum

funiculus gracilis) Goll's column
'unicnlu

. - ^

column

(fu
if" nicnlus cuneatus) Burdach's

(Kleinhirnseitenbahn) direct cer-

ebellar tract

(Pijrawidalseitenbahn) crossed

pyramidal tract

(P ifram idalvorderhah n) direct

jiyramidal tract

( Vordere Wurzelzone) anterior

radicular zone

descending trunk. Each of these, after giving off collateral branches to the

grey matter at different levels of the cord, ends in terminal branches within

the grey matter, and so effects direct connexion between the root-ganglia and
the ganglion-cells (including the motor-cells) of the grey matter of the cord.

The white matter, which consists chiefly of longitudinal medullated nerve-

fibres of various tliicknesses, has a supporting framework composed partly of

connective tissue accompanying the -blood-vessels, partly of neuroglia whose
stellate cells (astroblasts) are long-rayed, having many long processes as well

as short ones which twine about the medullary sheaths of the nerve-fibres.

According to their function and their course, various tracts or systems of fibres

are distinguished in the white matter.
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The motor pyramidal tracts have their origin in the motor region of

the cerebral cortex, and pass through the internal capsule, the crus, and the

pons, into the medulla oblongata, where most of the fibres cross to the other side

at the decussation of the pyramids. The crossed portion passes downward as

the crossed pyramidal tract in the ])osterior part of the lateral column, the

uncrossed portion as the direct pyramidal tract (column of TtJKCK) in the

medial part of the anterior column. Both tracts are connected with the ante-

rior liorn of the corresponding side (Lenhossek) at various levels by means
of fine collateral and terminal branches given off by the fibres, which terminate

Fig. 179. Diagram of the nuclei of the cerebral nerves in the floor of
THE fourth ventricle.

a funiculus sracilis
b funiculus cuueatus
c restiform body
d striae acusticae
e inferior cerebellar peduncle
/ crus cerebelli ad ponteui or middle

cerebellar peduncle
g crus cerebelli ad corpora quadrigem-

iua or superior cerebellar peduncle
h corpus quadrigeminum posticum
i crus cerebri

III nucleus of tlie oculomotor nerve
IV nucleus of the troclilearis nerve

VI
VII
XI
XII

Vo

nucleus of the motor root of the tri-

facial (trigeminus) nerve
nucleus of the abducens oculi nerve
nucleus of tlie facial nerve
nucleus of the spinal accessory nerve
nucleus of tlie hypoglossal nerve

upper sensory nucleus of the trifacial

nerve
lower sensory nucleus of the trifacial

nerve

Villi, Villi nuclei of the auditory nerve
7A' nucleus of the glossopharyngeal

nerve
X nucleus of the vagus nerve

in minute ramifications within the anterior columns. Often all the fibres of

the direct pyramidal tracts end before they have got beyond the cervical and
thoracic segments of the cord.

The direct cerebellar tracts liave their origin in groups of ganglion-cells
that lie at the inner side of the neck of the posterior horn (Clarke's vesicular

column and Stilling's nucleus), and are best developed in the thoracic re-

gion. After they enter the lateral columns they give off collateral branches
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passing downwards, and ascend along the outer border (Fig. 178 Ksb) of the

lateral columns to the superior vermis of the cerebellum.

The remaining- regions of the anterior and lateral columns have been

named by Flpxhsig the anterior ground-bundle, the lateral ground-bundle,
and the lateral limiting tract, respectively. The last-named is situated between

the crossed pyramidal tract and the posterior horn. Bechterew, passing from
before backwards and from within outwards, describes the succession of parts
thus : the anterior ground-bundle, the lateral ground-bundle, the fibres of the

lateral tract, the antero-lateral tract (Gowers' bundle, anterior to the direct

cerebellar tract), and the medial bundle of the lateral column. These all have

their centres in the grey matter of the cord, and passing partly upward, partly

downward, give off collateral branches and end at different levels in the grey
matter. Gowers' bundle contains chiefly ascending fibres, which arise from
cells partly in the anterior horns, partly in the central zone of the grey matter.

Tlieir terminal ramifications have not been made out.

Tn the posterior columns we distinguish the postero-external column
of Burdach or funiculus cuueatus (Fig. 178 fc. n.), placed externally, and
the postero-internal column of GoU or funiculus gracilis (f-gr.), placed

medially. They both chiefly include radicular fibres from the root-ganglia,
which divide and pass partly upward, partly downward, and from point to point

during their course give off collateral branches to the grey matter. The descend-

ing branches terminate after a short course, the ascending branches are of various

lengths. Some of the longer fibres, passing into the column of Goll, give off

collateral branches, and extend as far as the clavate nucleus of the funiculus

gracilis in the medulla. Others end in the nucleus cuneatus, others in the

vesicular column of Clarke, and others again in the grey matter of the posterior
and anterior horns of the same side. A few pass through the posterior grey
commissure to the opposite side.

Besides the radicular fibres, the posterior columns contain some few fibres

from the grey matter. In the posterior roots are also some outgoing fibres pass-

ing to the root-ganglia.
The medulla oblongata forms the meeting-place of spinal cord and brain,

and here accordingly the cord undergoes certain changes of structure and con-

figuration. First, the central canal is displaced dorsally and opens out into the

fourth ventricle (Fig. 179). Secondly, the grey matter is as it were redis-

tributed, white and grey forming between them peculiar reticulations and dis-

crete aggregations of ganglion-cells, which give origin to the cerebral nerves

(Fig. 179 7//-A').

Accompanying the dispersal of the grey matter there is displacement of the

conducting tracts of white matter. The crossed pyramidal tracts at the decus-

.sation of the pyramids pass over to the opposite side and assume a ventral posi-

tion, while the short connecting tracts, that unite different parts of the grey
matter, sink deeper into the interior. The column of Goll and the column of

Burdach pass, as the funiculus gracilis (Fig. 179 a) and funiculus cuneatus (A),
to the side of the fourth ventricle, and form with the direct cerebellar tracts

and the arcuate fibres of Solly the restiform body (c), and farther on the

inferior peduncles of the cerebellum (e).
Fresh masses of grey matter now make their appearance, and form the

substratum of the olives, the parolivary bodies, the nucleus gracilis, the nucleus

cuneatus, and other like structures. Arcuate fibres also are seen along with
the longitudinal fibres ; they lie partly on the exterior and partly in the interior

strata and are interlaced with the longitudinal fibres.
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References on the Structure of the Spinal Cord (see also Art. 106).

Adamkiewicz : Blood-vessels of the cord Wien. Sitzungsber. 1881, 1882
Bechterew : Die Leitungshahnen im Gehirn und Ruckenmark Leipzig 1893
Ca.jal, R. y: Structure of the central nervous system A. f. Anat. u. Physiol.

1893
Crajier : Beitr. z. Anntomie der Medulla ohlong. u. d. Briicke Jena 1894
Edinger : Zwolf Varies, iiber den Bau der nervosen Centralorgane Leipzig 1894
Flechsig : Die Leitungshahnen im Gehirn und Ruckenmark Leipzig 1876, and

A. d. Heilk. xviii, xix
Gad : Centren u. Leitungshahnen im Ruckenmark 1884
GoLGi : Minute structure of the cord, A. ital. per le mal. nerv. xviii 1881, Anat.

Anzeiger V 1890; Untersuch. ub. d. feineren Bau des Nervensyslems Jena
1894

GoLL : Denkschr. d. med. chir. Gesellschaft d. Cantons Zurich 1860
GowERS : Antero-lateral tract Lancet i 1886
His : Histogenesis and interconnexions of the nerve-elements Trans, internat.

med. Congr. ii Berlin 1891; ^-1. /. Anat. (supplement) 1890; Die Neuro-
blasten und deren Entstehung im embryonalen Mark Leipzig 1889

Kadyi: Ueb. d. Blutgefasse des menschl. Ruckenmarks Lemberg 1889
KoLLiKER : The spinal cord Z. f. loiss. Zool. 51 1890

; Handh. d. Gewebelehre
II 1893

Lenhossek: Der feinere Bau des Nervensystems Berlin 1895
Lissauer : Course of fibres in posterior horn A. f. Psych, xvii 1886
Marie : Diseases of the spinal cord (New Syd. Soc.) London 1895
Obersteiner and Hill: Anatomy of central nervous system London 1890 -

Oddi and Rossi : Afferent paths in the cord A. ital. de biol. xv 1891
RiESE : Results of Golgi's inethod of silver-staining Cent.f. allg. Path, ii 1891
ToLDT : Lehrbuch der Gewebelehre Stuttgart 1888
Unverricht : Double decussation Neurol. Cent, ix 1890

89. The malformations of the spinal cord that are associated

with malformations of the vertebral canal are dealt with in the

volume on General Pathological Anatomy. When the vertebral

canal is normally formed, the spinal cord is seldom malformed to

any great extent; frequently, however, it exhibits minor devia-

tions from the normal condition, some of which are associated with
disorders of its function.

The external form of the spinal cord is seldom much altered;
but cases of abnormal slenderness and shortness (micromyelia),
of local defects and partial duplications (diastematomyelia),
and of asymmetry, are now and then met with. Defects of

single nerve-roots are not infrequent.
The cause of abnormal slenderness and of asymmetry of the

cord is in part defective development of particular tracts, in part

unequal distribution of the pyramidal tracts, the fibres of one side

crossing entirely, or nearly so, at the decussation of the pyramids,
while most of the fibres of the other tract descend on the original
side.

Defective development of the tracts is sometimes primary
and sometimes secondary; both forms are met with in the poster-
ior columns (Kahler, Westphal, Jaderholm, Schultze), as
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well as in the others (Kahler, Pick, Westphal, Flechsig,

Furstner). The defect may at a later period form the starting-

point of a progressive disease. The causes of primary agenesis
and hypoplasia are for the most part beyond our knowledge: the

secondary varieties are chiefly due to absence or imperfect develop-
ment of the centres or terminal organs connected with the tracts in

question, or to separation of these from their centres. For exam-

ple, agenesis or destruction of the motor area of the cortex cere-

bri causes incomplete development or even destruction of the

corresponding pyramidal tracts. Sometimes defective develop-
ment of the tracts and centres occurs in connexion with other

local developmental defects, such as imperfect formation of the

central canal and the structures surrounding it.

Abnormal arrangement of the grey matter and displacement
of certain parts of it into the white matter, a condition known as

heterotopia, may occur in any portion of the cord, and result in

very marked abnormality; the condition is, however, infrequent.
It should be noted that post-mortem mechanical injury of the cord

may occasion distortions and displacements of the grey matter

that look very like such heterotopic malformations.

Abnormality of the central canal and of the grey commissure
is not uncommon ; it chiefly takes the form of morbid enlarge-
ment and partial duplication of the canal, and of morbid over-

growth of the neuroglia of the grey commissure Avith the formation

of cysts of disintegration in the proliferous tissue (compare Hydro-
myelia and Syringomyelia, and Multiple Sclerosis, Arts. 95 and 90).

References on Malformations of the Spinal Cord.

Adamkieavicz : Absence of dorsal posterior roots V. A. 88 1882
Bexeke : Diastematomyelia with spina bifida Wag72er's Festschr. Leipzig 1887
BoxoME : Partial duplication A. per le scienze med. xi 1887
Bramwell : Diseases of the spinal cord Edinburgh 1895
BucHHOLZ : Developmental anomalies A. f. Psi/ch. xxii 1890
Flechsig : Ueher Systemerkrankungen Leipzig 1878
Flrstxer and Zacher : Developmental anomalies A. f. Psych, xii 1882
VAN Gibson : Artefacts of the nervous system New York Med. Journ. 1892
KossowiTSCH : Structure of the cord in a microcephalic child V. A . 128 1892
Lebedeff : Duplication of the central canal in animals V. A. 86 1881
Leniiossek : Duplication of the cord ('annstatt's Jahresher. 1858
Leyden : Klinik der RUckenmarkskrankheiten i Berlin 1874
XoNNE : On a peculiar family affection A. f. Psych, xxii 1890
Oellacher : Duplication of central canal Wien. Sitzungsber. Lxviii 1873,

Innsbrucker Sitzungsber. 1875
Pick: Defects of the cord Prayer med. Woch. 1881; Duplication A. f.

Psych, viii 1877
VON Recklinghausen: Spina bifida T'. A. 105 1886
RuFFiNi : Heterotopia of grey matter Ziegler's Beitrdge xvi 1894
Steinlechxer-Gretschischnikoff : Structure of the cord in microcephalia

A. f. Psych. XVII 1886
SuLZEU : Spina bifida with duplication of cord Ziegler's Beitrdge xii 1893



330 DEGENERATION OF THE SPINAL COED [CHAP. XXIX

CHAPTER XXIX

DEGENERATION AND INFLAMMATION OF THE SPINAL CORD

90. The nerve-fibres and the ganglion-cells of the cord are

structures that are exceedingly sensitive to injurious influences,
and the nerve-fibres in particular are very easily destroyed. In

many cases the causes of atrophy and degeneration of the nerv-
ous elements of the cord and medulla oblongata can be determined
with certainty from the course of the disease and the morbid

changes discovered ; but in other, and these not infrequent cases,

the cause cannot be made out. Marasmus or general wasting
from old age or disease, and general anaemia, may induce simple

atrophy or degenerative changes ; and long-continued disuse or

cessation of function also causes considerable wasting in the

Fig. 180. Atrophy of the left anterior horn from intra-uterine amputa-
tion OF THE LEFT FORE-ARM.

{From VON Ivahlden)

a normal, b atrophic, anterior horn

nerve-tracts concerned. For example, amputation of a limb gives
rise, after an interval of some years, to perceptible atrophy of the

posterior columns and sensory roots, of the anterior horns (Fig.
180 6) and vesicular columns of Clarke, and often of the motor
tracts of the corresponding side, the atrophy being manifested by
diminution in size and in number of the ganglion-cells (5) and
nerve-fibres. The number of nerve-elements thus lost is usually
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greater in young persons than in adults, and is greatest of all

when the peripheral organs have been destroyed during intra-

uterine life.

A further cause of degeneration of nervous tissue is found
in disorders of the circulation

;
and ischaemia from arterio-

sclerosis, hyaline arterial degeneration, thrombosis, or embolism,

gives rise, as does also haemorrhage by rupture or by diapedesis,
to a marked local degeneration of the cord known as ischaemic
and haemorrhagic myelomalacia. It is very probable that
there are many poisonous substances which are capable of

inducing not only functional disturbance but also degenerative
changes in the central nervous sys-

tem, and particularly in the spinal
cord. At any rate, in many diseases,
such as chronic tuberculosis, diabetes,
and syphilis, degeneration of the cord
is a not uncommon symptom, and is

hardly otherwise to be explained than
on the assumption that not only the

general anaemia, but also the presence
of special noxious substances in the

blood, have a degenerative effect on
the nerve-fibres. Moreover, it has
been demonstrated by Tuczek that
chronic ergotin-poisoning induces in

man a typical degeneration of the

posterior columns. This shows that

poisons do exist outside the body,
which, when ingested, exert a degen-
erative action on the central nervous

system. A like action on the ganglion-
cells, and especially on the motor-cells,
is ascribed by many authorities to

arsenic, lead, and mercury.
Among the most common causes

of degeneration of the cord are trau-
matic injuries and gradual compres-
sion. The former result chietly from
fracture and dislocation of the spinal column, with consequent
profusion of bone into the vertebral canal (Fig. 181), or displace-
ment of the vertebral bodies and arches (Fig. 90), whereby the
cord is nipped and lacerated. Mere contusion or severe concussion
of the spine may also give rise to textural change and degenera-
tion of the cord, and of course cuts, stabs, and gunshot wounds
are capable of destroying its structure.

From the researches of Leydex and Nikiforoff it appears
that the rapid variations of atmospheric pressure to which
divers and caisson workers are subject, when they come up from a.

Fig. 181. Contraction of the
vertebral canal by crush-
ing and protrusion of the
sixth thoracic vertebra.
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great depth to the surface, are apt to cause destruction of the

substance of the cord, with Ulceration of the nerve-fibres. The
cause is probably the rapid liberation into the tissues of bubbles

of nitrogen absorbed by the blood under the high pressure to

which it is exposed.
Compression of the cord is most frequently occasioned by

tuberculous proliferation in the epidural space, by tumours (Fig.

182), and by displacement of the vertebrae or collapse of their

bodies from caries. The compression ensues sometimes very

gradually, sometimes rapidly ; indeed, between compression and

crushing no sharp line of distinction can be drawn. When the

compression increases but slowly, the degeneration is chiefly due
to interference with the circulation of the blood and lymph.

Fig. 182. Compression of the lumbar cord by caverxous tissue with dilated
veins formed on the dorsal surface of the pia mater.

{Preparation hardened in Mi'dler's fluid and alcohol, embedded and cut in ceUoidin,
stuiyied with haematoxylin and carmine, aiid mounted in Canada balsam : X 4)

a dura mater d di transverse section through the an-
b compressed cord terior roots
c venous spaces e ei transverse section through the pos-

terior roots

Inflammations of the substance of the cord or of the pia
mater lead in the first instance to local degeneration within the

infiltrated region ; they may however give rise to more extensive

degeneration, especially when wide-spread oedema accomj^anies
the local cellular infiltration. For example, purulent or tuber-

culous spinal meningitis may be combined with oedema involving
the whole of the cord (Art. 103, Fig. 209), whereby its sectional

diameter may be doubled.

The causes of inflammation of the cord are of many kinds;
and according to the nature of the inflammatory irritant and its
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mode of action we may classify the several varieties as traumatic,

infective, toxic, haematogenous, lymphogenous, and conducted
or secondary. Inflammation is frequently caused by the forms
of degeneration already referred to, since the more intense local

degenerations are apt to be combined with exudative processes,
and in the later stages with hyperplastic proliferation. It is thus

impossible to draw a sharp line between simple degenerations and

inflammations, and accordingly the term myelitis has been applied
both to processes that from the outset are characterised by inflam-

matory exudation, and to others that begin as degenerations and

only in the later stages of their course are combined with morbid
exudation and proliferation.

References on Atrophy of the Spinal Cord from Loss or Under-

growth of the Limbs.

Davida : The nerve-roots and ganglia in perobrachins V. A. 88 1882
Dresschfeld : Amputation Joiini. of Anat. xiv 1879 (with references)
Edinger : Cord and brain in congenital absence of the fore-arm V. A.SQ 1882

(with references)
Friedlaxder and Braux : Changes in the cord after amputation Fortschr. d.

Med. IV 1886
Grigoriew: Changes in cord after amputation of limbs Z.f. Heilk. xv 1894
Hayem and Gilbert: Changes in nervous system after amputation A. de

pliysiol. Ill 1884
HoMEx : idem Zieglers Beitrdge viii 1890
VON Kahlden : Inflammation and atrophy of the anterior horns Ziegler's

Beitrdge xiii 1893
Leydex : Klinik der Riickenmarkskrankheiten ii Berlin 1876
Pellizzi : Changes in the spinal cord after amputations A. ital. de biol. xviii

1892
Reyxolds : Amputation Brain ix 1886
YuLi'iAX : Examination of the cord in cases of amputation A. de physiol. 1868,

1869, Gaz. des hop. 1872

References on Anaemic, Traumatic, Toxic, and Infective Degenera-
tions and Inflammations (see also Art. 91).

Beck: Case of anaemic softening Inaug. Diss. Tubingen 1887
Belmondo : Pellagra Riforma medica 1889
BoxoME : Tetanus A . per le scienze med. xv 1891
Clemexs : Concussion of the spinal cord Deutsche Klinik 1863-65
Cramer: Morbid anatomy of Landry's paralysis Cent. f. allg. J'ath. ii 1892
Demaxge : Sclerotic lesions of the spinal vessels Rev. de me'd. 1885
Ehrlich and Brieger : Effect on the grey matter of the lumbar cord of

temporary ligation of the aorta Z.f. klin. Med. 1884
Eisexlohr: Acute affections of the medulla and pons A. f. Psych, ix 1878
Fleixer : Changes in the sympathetic and cerebro-spinal systems in Addison's

disease Cent. f. allg. Path, ii 1891
Gruxfeld: Action of ergot on the cord A. f. Psych, xxi 1890
vox Kahldex : Addison's disease Ziegler's Beitrdge x 1891

;
Inflammation and

atrophy of the anterior horns ibidem xiii 1893; Poliomyelitis anterior
Cent. f. path. Anat. v

Ketscher : Morbid anatomy of paralysis agitans (atrophy of the nerve-elements
and thickening of the vessels) Prager Z.f. Heilk. xiii 1893
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Klebs : Explanation of Landry's paralysis Virclioiv's Festschrift (Assistenten)
Berlin 1891

Lamy: Spinal lesions of vascular origin A. de physiol. vii 1895
Leyden : Kllnik der Ruckenmarksk7-ankheiten Berlin 1874-76; Cord-affections

due to sudden lowering of air-pressure A . f. Psijch. ix 1879; Multiple
neuritis and ascending atrophy after influenza Z. f. kJin. Med. xxiv 1893

Lichtheim: Pernicious anaemia Verh. d. VI Congr.f. inn. Med. 1889; Changes
in the cord in general diseases Cent. f. allg. Path, i 1890

Mayer : Anaemia of the cord Prayer Z. f. Heilk. iv 1883
VON MoNAKOW : Lead-poisoning A. f. Psych, x 1880
Nauwerck : Origin of softening of the cord Ziegler's Beitrdge ii 1887
NiKiFOROFF : Changes in the cord from sudden lowering of the aii'-pressure

Ziegler's Beitrdge xir 1892
2»roxxE : Perniciovis anaemia A. f. Psijch. xxv 1893
Obersteixer : Concussion of the cord Wiener med. Jahrb. 1879
Oppexheim : Morbid anatomy of lead-palsy A. f. Psych, xai 1885
Otto: Aneurysms of the spinal vessels A. f. Psych, xvi 1885
PopoFF : Arsenic, lead, and mercury V. A. 93 1883; Changes in the nervous

system in rabies V. A . r22 1890
Pugibet : Paralyses in dysentery Rev. de med. viii 1888
DE QuERVAiN : Changes in the nervous system after removal of the thyroid

(negative result) V. A. 13:3 1893
Reinhold : Focal and systemic degeneration Cent./, allg. Path, ii 1891
ScHAFFER : Pathology of rabies Zieglers Beitrdge vii 1890
ScnuLTZE : Lead-palsy A./. Psych, xvi 1885
Stieglitz: Experimental researclies on lead-poisoning (degeneration of the

ganglion-cells of the anterior horns and roots) A./. Psych, xxiv 1892
SuMMA : Changes in the cord in phthisis Inaug. Diss. Freiburg 1891
TizzoNi : Effects of removal of the adrenals in rabbits Ziegler's Beitrdge vi 1889
VON TscHiscH : Poisoning with morphine, atropine, silver nitrate, and potassium

bichromate V. A. 100 1885
Tuczek: Ergotism A. f. Psych, xiii 1882, xviii 1887
AVestphal : Nervous affections after small-pox and typhoid A. f. Psych, iii

1872

91. Simple atrophy of the spinal cord or of its parts, with-

out any very striking alteration of structure, appears as a senile

change or as a result of disuse, for example after the ampu-
tation of a limb (Fig. 180). It also appears in the absence of

these conditions, and from causes unknown to us. It may in-

volve the nerve-fibres as well as the ganglion-cells, and it is at

first indicated by diminution in size (Fig. 18-1 a a^), and later on

by complete disappearance, of these elements. The most im-

portant variety is progressive atrophy of the anterior horns,
characterised chiefly by progressive diminution in size of the

ganglion-cells. The anterior horns, which normally abound in

ganglion-cells (Fig. 183 a), come at length to contain only a few
scattered cells, and in certain spots none at all, while the nerve-

fibres of the grey matter and of the anterior roots for the most

part disappear outright (Fig. 184).

Degeneration of the cord and myelitis are, so far as the

nervous elements are conce'i'ued, indicated in the early stages by
disintegration of the myelin into drops of peculiar form (Fig.
185 a d), tliat soon yield the reaction of fat with perosmic acid,
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Fig. 183. Transverse section through the apex of the left anterior horn
OF A NORMAL SPINAL CORD AT THE LEVEL OF THE FOURTH CERVICAL NERVES.

{Preparation.hardened in Miiller's fluid and alcohol, stained ivith haematoxylin
and carmine, and mounted in Canada balsam : X 150)

a ganglion-cells d
b horizontal tracts of nerve-fibres within

the grey matter
bi anterior nerve-roots
c transverse sections of nerve-fibres in

the adjacent white matter

fine and coarse nerve-fibres running in

various directions, some cut trans-

versely some longitudinally
nuclei of the neuroglia-cells

Fig. 184. Transverse section through the apex of an atrophic anterior horn
AT the level of THE FOURTH CERVICAL NERVES.

(From a xvoman of about foTty who died from ascending atrophy of the anterior horns:
preparation hardened in Miiller's fluid and alcohol, stained'with haematoxylin and
carmine, a7id mounted in Canada balsam : X 1.50)

c transverse section of nerve-fibres of the
white matter

d blood-vessel
e nuclei of the neuroglia-cells

a normal ganglion-cells
«! atrophic ganglion-cells
b surviving nerve-fibres of the grey mat-

ter
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and breaking up into minute globules (e) disappear; by irreg-
ular and often marked swelling with subsequent disintegration
of the axis-cylinders (c Cj); and by swelling with vacuolar,

hyaline, and fatty degeneration, sometimes followed by disinte-

gration, of the ganglion-cells (white softening). Inequalities in

the amount of the myelin ensheathing the axis lead to the forma-

tion of varicose nerve-fibres (b'); irregular swelling of the axis

itself to the formation of varicose axis-cylinders (c^).

If an inflammatory exudation with cellular infiltration co-exists

with the general disintegration, leucocytes are intermingled with

the detritus of the nerve-matter, or cellular infiltration appears
about the blood-vessels, as the leucocytes collect first in the

lymph-sheaths that sur-

round the vessels and are

continuous with the sub-

arachnoid spaces. In cases

of haemorrhage red blood-

corpuscles are of course con-

tained in the disintegrating
tissue (red softening).
The neuroglia-cells often

remain unchanged, even in

eases where there is much

disintegration of the nerve-

elements ;
but not infre-

quently they perish with

the nerve-cells within the

region of degeneration: in

this way the destruction of

the substance of the spinal
cord may be so complete
that only the vessels and
the larger meshes of the

supporting connective tis-

sue remain. Even these

may however be destroyed,
at least in part, in cases

of extensive necrosis and suppuration of the cord.

In primary inflammation and in non-inflammatory degenera-

tion, an accumulation of migratory cells within the altered tissue

takes place, owing to the presence in it of the products of disin-

tegration. These cells, taking up by their amoeboid movements

the detritus of the cord, and in particular the granules of myelin,

are converted into fat-granule cells (Fig. 185/). When haemor-

rhage has supervened, pigment-granule cells are formed, wliich

are loaded with the products of disintegration of the blood

(yellow softening).
When the tissue is completely disintegrated, the various pro-

ng. 185. Degeneration of the cord from
COMPRESSION.

(Teasedpreparationfrom the white matter : X 300)

a nerve-fibre with coagulated myelin sheath
b axis-cylinder with some adherent myelin
c naked axis-cylinder

Ci naked and swollen axis-cylinder
d free myelin drops
e free detritus of the myelin and axis-cylinders

/ spherical cells with fat-granules

g small-round-cells
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ducts of disintegration and the granule-carrying cells are mingled
together ; and if the neuroglia remains, those cells occupy the

place of the destroyed nerve-fibres in the meshes of the supporting
framework (Fig. 186 c?). The granule-cells, which are first seen

some days after the onset of the degeneration, may be leucocytes
extravasated from the blood-vessels ; to these, however, newly-
formed cells derived from the proliferation of the connective tissue

of the vessels and vessel-sheaths, and sometimes of the pia mater
also, are soon added, and in the later stages of the process these

proliferous cells probably predominate.
During disintegration of the nerve-tissue liquid always collects

along with the infiltrated cells within the region of disintegration;
in this liquid the products of disintegration become partially dis-

solved. According to Stroebe, rounded homogeneous or occa-

FiG. 186. Myelitis from compression.

{Fourth loeek after the compression : preparation hardened in Milller's fluid and alcohol,
stained with haematoxylin and carmine, and mounted in Canada balsam : X 500)

a supporting tissue of the white mat- d large fat-g;ranule cells, the fat being
ter dissolved out

b vacant nerve-spaces e blood-vessel
c persistent nerve-fibres / adventitia of the blood-vessel with fat-

granule cells

sionally stratified globules, the so-called corpora amylacea, are

developed from the swollen axis-cylinders ; these resist solution

and remain permanently lodged in the tissue. In certain very
rare cases, when the destructive process involves isolated cells

only, the altered ganglion-cells are liable to become calcified.

The pigment-granule cells sometimes remain a long time within
the area of disintegration, and then perish. Those, however, that

originate from proliferous connective tissue have the power, after

the dissolution of the detritus they enclose, of taking part in the

formation of new connective tissue. Some may pass into the

circumvascular lymph-spaces of the cord (Fig. 186 /) and thence

reach the pia mater and the subarachnoid spaces.
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The restoration of the foci of degeneration and inflammation

begins by the dissolution and removal of the products of disinte-

gration and the inflammatory exudation, and of the haemorrhagic
estravasation if it have occurred, a clear liquid taking their place.

Reparative proliferation is simultaneously set up, chiefly in the

neuroglia and connective tissue. Ganglion-cells once destroyed
are not reproduced. According to Stroebe's observations in

animals, nerve-fibres may in certain places (such as the entrance-

point of the posterior roots and the pyramidal tracts) grow out

again from axis-cylinders still connected with their ganglion-cells.
Such regeneration must, however, take place to a very limited

extent in man, if indeed it ever occurs at all
;

it does not lead to

restitution of what has been lost, and it never restores the broken
connexions of the nerve-fibres with their terminal organs or parts.

f-? »-v^ -y'*>'%v. ^^=>-z

Fig. 187. Sclerotic tissue from the posterior column (disseminated
sclerosis).

(Preparation hardened in Midler's fluid, stauied h]/ Mallory's method and mounted
in Canada balsam: X 500)

a neoroglia-cell with numerous processes b sclerotic tissue, neuroglia-fibres iu
in longitudinal section transverse section

Proliferation of the neuroglia makes its appearance chiefly in

cases where the degenerative changes have affected the nerve-ele-

ments only ; it sometimes, however, occurs in j^arts where the

disintegration is complete. When abundant it may lead to the

formation of new tissue of firm and compact texture, a condition

which is called sclerosis. Sclerotic tissue consists of a thick

interlacing felt-work of line fibres (Fig. 187 a J), radiating from
nuclear centres (a) and derived from the elongated ramifying
processes of the stellate neurogiia-cells (a). If the proliferation
is less abundant the new tissue has a looser structure (Fig. 188);
but its basis of branching neuroglia-cells, composing a plexiform
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intervascular network (c^) whose meshes are filled with liquid,
can still be recognised.

The complete development of sclerosis ahvays requires a con-

siderable time, it may be many months. The original structure

of the cord remains distinct in the white matter, provided it is not

entirely disintegrated, inasmuch as the spaces formerly occupied
by the nerve-fibres are not completely filled up b}' neuroglia (Fig.
187 6). As the fibres run for the most part in the longitudinal
direction, in a cross-section they are cut transversely (Fig. 187 5);
there are, however, places where they run mainly in a horizontal

direction, and there of course the cross-section will cut them lonsfi-

.6

a

ht
'4*1

e

d

e

Fig. 188. Grey gelatinous degeneration of the anterior horn or the tord.

{From the lumbar cord tioenty months after the onset of acute poUomyelitis : preparation
hardened in MUller's fluid, stained with haematoxylin and cai'mine, and mounted in
Canada balsam. : X 200)

A white matter c round-cells with no processesB apex of the anterior horn d blood-vessels
a atropliic anterior roots devoid of nerve- e sclerosis of the adjoining portion of the

fibres white columns
b branched neuroglia-cells forming a net- / dense sclerosis of the border of the an-

Mork of fine glistening fibres terior horn

tudinally. The closeness and density of the sclerotic tissue vary
greatly with the duration of the process and the nature of the de-

generation.
In the grey matter the fully formed sclerotic tissue is some-

times close, sometimes loose in texture (Fig. 188 B). If the
tissue collapses and shrinks, the sectional area of the cord, or it

may be of the affected grey matter only, is diminished.
The sclerotic patches appear grey in colour, as they contain no
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myelin. Dense scleroses look firm and dry even to the unaided

eye. Loose-textured patches seem gelatinous, and do not indeed

deserve the name of scleroses; a more suitable term to distinguish
the condition from the true or hard scleroses would be grey
gelatinous degeneration.

Connective tissue forms in the cord chiefly after severe lesions,

such as section, laceration, and suppuration. The proliferation
starts from the pia mater and from the adventitial sheaths of the

vessels; and in the process of repair it builds up granulation-tissue,
which later on passes into scar-tissue of the ordinary fibrous char-

acter.

References on the Histological Changes in Foci of Degeneration
and Infiammation (see also Arts. 90 and 94).

Cramer : Commencing multiple sclerosis and acute myelitis ^1. /. Psych, xix
1888

EuLEXBURG : Art. Bulbar paralysis Eulenhurg's Realencf/liop. in 1894
Friedmaxn : Ganglion cells in acute myelitis Neurol. Cent. 1891
HoMEX : P^xperiments on dogs Comptes rendus xcvi 1883
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92. If a nerve-fibre is interrupted by degeneration or inflam-

mation, secondary degeneration always ensues in the portion of

the fibre that is severed from the body of its ganglion-cell, and
extends throughout the entire length of the distal portion. The

explanation of this degeneration lies in the fact that the nerve-

fibre is but a process of the cell, and can retain its life only so long
as its connexion with the cell-body is maintained. According to

the direction of normal conduction in the fibre, we distinguish
between ascending and descending forms of secondary degenera-
tion.

Descending degeneration is observed most frequently in the

pyramidal tracts ( big. 178 Psh and Pvb), and ensues in all cases

in which the motor centres of the cerebral cortex, or the motor
fibres in their course downward through the corona radiata, the



ART. 92] ASCENDING DEGENERATION 341

internal capsule, the crura cerebri, and the pyramidal tracts, are

anywhere destroyed. It extends downwards to the point where
the interrupted fibres enter the anterior horn of the cord. In
rare cases the ganglion-cells of the anterior horns are also involved
in the atrophy, whereupon the motor fibres passing out of the cord

degenerate in their turn.

If the seat of the primary degeneration is in the cord, and the
entire transverse section of the tracts is interrupted, the remainder
of the antero-lateral columns below the interruj^tion degenerate
also. But the degeneration is not extreme for more than a dis-

tance of one or two centimetres ; beyond this only a few isolated

fibres are affected. Moreover, in particular fibres of the pos-
terior ground-bundles secondar}' degeneration extends downwards
for about six centimetres ; the regions near the posterior septum
on either side are however spared. The degenerate fibres are in

j)art those which come from the posterior roots, and after their

entrance into the cord pass downwards for some distance.

Ascending degeneration sets in after transverse lesions of

the cord and of the fibres of the posterior roots. After complete
interruption of the cord all tlie posterior tracts degenerate for a

short distance above the injured region, the degeneration extend-

ing farther only in the columns of Goll (Fig, 178 /. gr.), where it

advances up to the clavate nucleus of the funiculus gracilis. The
degeneration following on destruction of the posterior roots is of

the same kind, for the columns of Goll have their trophic centres
in the root-ganglia. If the interruption of the cord is situated

in the upper thoracic region, the direct cerebellar tract (Fig.
178 Ksb'), proceeding from the column of Clarke to the upper
vermis of the cerebellum, also degenerates above the injured
spot ;

and so also does a bundle lying in front of this and pass-

ing along tlie outer margin of the lateral column (Goweks' tract

or antero-lateral fibres).

Secondary degeneration begins at the same time throughout
the whole of the affected nerve-tract. It is recognisable on micro-

scopic examination as early as the second day after the interruption
of conductivity (Steoebe), the destruction of the myelin-sheaths
having then already begun. After some days more disintegra-
tion of the axis-cylinder also can be demonstrated.

When the disintegration has reached a certain point, absorp-
tion of the detritus begins, and granule-carrying cells make their

appearance. The spaces left vacant by the degeneration are partly
filled up with liquid, partly witli proliferous neuroglia ; though
months and even years may pass before the newly-formed neuro-

gliar tissue becomes dense and closes up its meshes.
A degenerated tract examined after two or three months (Fig.

189 ^), assuming that all or most of its fibres have perished, is

found to consist mainly of a reticular mesh-work (Fig. 189 6),
whose interspaces are empty or contain liquid, with here and there
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masses of detritus and fat-granule cells {d). Generall}- speaking,
all the fibres of a tract are not interrupted, and so the microscopic
preparation of the tissue includes cross-sections of nerve-fibres.

The reticular framework is only moderately thickened ; but it

stains more deeply with carmine than does normal tissue. After
the lapse of from six to twelve months or more, most of the

meshes have become smaller (Fig. 190), while the reticular tissue

(5) has increased in bulk by hyperplasia.

Fat-granule cells {d) are still found after an even longer
interval, lying partly in the spaces vacated by the nerve-fibres,
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Fig. 189. Ascending degeneration of the cord above a compressed portion.

{Preparation made tioo and a half months after
in Midler's fluid, stained icith haematoxylin
balsam: X250)

A transverse section through normal b

white matter c

B transverse section through the degen- d
erate white matter

a normal nerve-fibres

the onset of the compression : hardened
and carmine, and mounted in Canada

neuroglia-tissue
neuroglia-cells
fat-granule cells after removal of their

fat by solution

Fig. 190. Ascending degeneration of the cord.

{Preparation made eighteen months after the onset of compi-ession : hardened in

Mailer's fluid, stained ivith haematoxylin and carmine, and mounted in Canada
balsam : X 250)

a transverse section of nerve-flbres d fat-granule cells after solution of their

b hyperplastic neuroglia-tissue fat

c nuclei of the neuroglia-cells

partly also in the • adventitial lymph-sheaths of the vessels in and

about the area of degeneration. They are often also to be seen in

the lymph-spaces of the pia mater.

So long as the degenerated tracts contain products of disin-

tegration in considerable quantity, namely during the first two or

three months, they appear white, opaque, and abnormally soft.

After absorption of the detritus has taken place, the patches be-

come grey, and at the same time diminish in bulk.
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CHAPTER XXX

THE FORMS OF MYELITIS

93. All lesions of the spinal cord that result from cuts, stabs,

or gunshot wounds, and from contusion, fracture, or dislocation

of the spine, may be included under the head of traumatic mye-
litis. We may also include the crushing of the cord tJiat occurs

suddenly in caries of the vertebrae, when the spinal column giv^es

way by collapse of the vertebral bodies, and the bones encircling
the canal are relatively displaced.

The immediate result of such traumatic violence is more or less

extensive bruising and stretching, or complete crushing of the

cord, with the possible addition of haemorrhage. The lesion is

slightest in simple concussion, and in those minor displacements
of the bones of the spine that involve only slight and partial nip-

ping of the cord. If no septic infection accompanies the injury,

disintegration of the nerve-elements follows in the damaged region;
sometimes the neuroglia and connective tissue also suffer, and the

substance of the cord undergoes progressive colliquative soften-

ing. When there is no haemorrhage, the condition is called

white softening; when haemorrhage is present, red softening.
Destruction of the entire transverse section of the cord involves

interruption of all the conducting tracts, and consequently leads

to the secondary degenerations discussed in Art. 92
; it also

induces degeneration of the peripheral motor nerve-fibres whose

ganglion-cells have perished. When the cord is only partially

destroyed the resulting secondary degeneration is naturally more
or less limited. The intensity of the inflammation induced by
injury and softening is generally proportional to the severity of

the lesion.

Repair is effected by the production of sclerosis or of a fibrous

cicatrix. The former is the usual result after severe lesions com-
bined with damage to the membranes

;
the latter follows slighter

lesions which leave the pia mater intact. Where the sclerosis

or cicatrix is of considerable size, the cord becomes notably con-

tracted, and may be reduced to a mere string. If the wound of

the cord become infected, suppuration may ensue, and extend to

the adjoining structures, and in particular to the membranes.
Disorders of the circulation of the blood and lymph, such as are
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generally associated with tlie changes at the site of the lesion,

may give rise to patches of white and red softening (Stroebe) at

remote points, or to dilatation of the central canal.

Under the head of myelitis from compression are grouped
all traumatic lesions wherein the spinal cord is subjected to

gradually-increasing local pressure, and is thus caused to become

degenerate. The most common cause of these lesions is tuber-
culous disease of the spine and dura mater, primary or secondary
new-growths in the membranes or more rarely in the cord itself,

or distension of the central canal with effused liquid or blood

(Art. 95).
The degeneration of the cord is in such cases essentially due

to disturbance of the circulation of the blood or lymph. It

ajDpears first in the white columns, the fibres of which at the point
of pressure may within six hours from the beginning of compres-
sion swell up and disintegrate (Kahler). The ganglion-cells
usually persist much longer. The disintegration of the nerve-
fibres always leads to the appearance of granule-carrying cells

(Fig. 185 / and Fig. 186 d f). Secondary degeneration invari-

ably accompanies the breaking down of the nerve-fibres at the
seat of compression.

Proliferation of the neuroglia follows upon the disappearance
of the nerve-fibres, and leads in the course of some months to

sclerosis both of the part compressed and of the tissue along the
track of the secondary degeneration (Fig. 190 6).

References on 3Iyelitis from Traumatic Injury and Compression
(see also Arts. 90 and 91).
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94. The affections included under the term haematogenous
myelitis begin in part as degenerations with haemorrhage, in

part as exudative inflammations characterised from the outset

by the appearance of infiltrations round the blood-vessels.

Haematogenous myelitis is essentially a focal disease (soli-

tary or multiple). Sometimes, however, when the foci are very
numerous, and appear in combination with general disturbance
of the circulation and inflammatory oedema, and with secondary
degenerations, the lesion becomes so wide-spread that it might
fairly be described as diffuse myelitis.

If the focus of disease be seated in the white matter the affec-
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tion is known as leucomyelitis (XevKo<? Mliite) ; if the grey mat-
ter be involved we have poliomyelitis (TroXio? grey) ; extension

of the inflammation over the whole cross-section, or the greater

part of it, gives rise to transverse myelitis.

Opportunity is seldom aiforded us to investigate the initial

stages of the process, and often we cannot determine whether it

has originated from ischaemia or haemorrhage, due to changes in

the vessels, or whether it is to be attributed to the action of

poisons or infections. Among the infective agents to be con-

sidered in this connexion are the pyogenic micrococci, the Dip-
lococcus pneumoniae, the virus of rabies, tubercle-bacilli, lepra-

bacilli, and the virus of syph-
ilis. Among the poisons
must be mentioned, first,

such as arise autogenetically
in the course of infective

disease, and in the second

place noxious substances of

vegetable and mineral ori-

gin, such as ergot, lead, and
arsenic.

The most important
changes accompanying liae-

matogenous myelitis are the

degeneration and disinte-

gration of the nerve-ele-

ments, which take place in

the manner described in

Art. 91. The inflammatory
exudation is usually not a

very prominent feature, and
is only temporary ;

in rare

cases, however, it becomes

purulent, and then suppuration ensues, with the formation of an
abscess. If the foci of suppuration are small the pus may be

re-absorbed, and the cavities undergo cicatrisation ; larger foci

tend to become surrounded by an encysting envelope of granu-
lation-tissue. Infection of the pia mater from such abscesses in

the cord leads to meningitis.
The usual termination of myelitis is the formation of a grey

sclerotic patch, witliin which the nerve-elements have more or less

entirely perished (Fig. 191 a b and Fig. 192 a b c); but cases are

met with in which such sclerotic induration is very slight, or

altogether absent.

Transverse myelitis leads to a diminution of the sectional area

of the cord, the white tracts presenting a greyish appearance when

many, nerve-fibres have been lost (Fig. 192 c), while in the grey
matter (a b) the ganglion-cells and nerve-fibres are more or less

Fig. 191. Sclerosis and contraction of the
entire grey matter of the cord.

{From the lower thoracic region of the cord of a
man aged about thirty, loho suffered froin
acute poliomyelitis : prepai'ation hardened in
Miiller'sfluid, and stainedioith carmitie : X 6)

a sclerotic grey matter
b sclerotic patch in the posterior columns
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completely destroyed, and their place is taken by sclerotic tissue.

Focal leucomyelitis gives rise to the formation of circumscribed

grey patches (Fig. 191 h). Poliomyelitis often produces con-

traction and deformity of the grey matter (Fig. 191 «), though
the form of the horns is sometimes preserved. All the varieties

of focal degeneration induce secondary degenerations, which in

leucomyelitis involve especially the tracts of the white matter,
and in poliomyelitis the anterior roots also.

The absence of sclerosis in myelitic foci may be due to the fact

that too short a time has elapsed since the onset of the primary
disintegration. The j^ro-

liferation of the neuroglia
is however sometimes in-

considerable, even after the

affection has existed for a

long period ; this is espe-

cially apt to be the case in

the region of the grey mat-
ter.

Extensive destruction of

the neuroglia is also un-
favourable to proliferation,
as is also advanced age on
the part of the patient.

Moreover, an inflammation
which is restricted to the

formation of an exudation
within the lymph-sheaths of

the vessels, and causes no

injury to the nerve-elements, may pass away without inciting the

neuroglia to proliferation.
Transmitted or consecutive myelitis is commonest as a result

of acute spinal meningitis ;
the inflammation extends to the cord

along the vessels, and leads to meningo-myelitis (Art. 103);
from this may arise cellular infiltration of the vascular sheaths,
diffuse oedematous swelling of the cord, and degeneration of the

nerve-fibres and nerve-cells. In rare cases inflammatory irritants

are disseminated by way of the central canal, as in cases of sup-
puration in or about the fourth ventricle. They give rise to cen-
tral myelitis extending over the whole length of the cord, and
manifested by oedema, cellular infiltration, and disintegration of

the tissue, first of the grey commissure, later on of the anterior

and posterior horns, and finally of the white columns.

Fig. 192. Transverse sclerosis of the cord.

{From the lower thoracic region of the cord of
a man aged about forty, who suffered fi'oin
tranftverxe myelitis.- preparation hardened in

Midler''sfluid, and stained with carmine : x 6)

a gelatinous-looking degenerate grey matter
b persisting ganglion-cells
c atroi^hic and sclerotic white matter
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CHAPTER XXXI

HYDROMYELIA AND SYRINGOMYELIA

95. Hydromyelia is a more or less marked dilatation of the

central canal of the cord, associated with or produced by an accu-

mulation of liquid within it. In some instances hydromyelia is

congenital ;
it attains its extreme in certain cases of spina bifida,

in which a saccular bulging of the medullary tube (myelocystocele
or hydromyelocele) protrudes outwards through a gap in the bony
wall of the sjjinal canal. In other cases the condition is acquired,
and is referable to secondary or consecutive inflammatory affec-

tions of the central canal (Art. 94), to disturbance of the circula-

tion of blood or lymph, or to degeneration affecting the wall of

the central canal. It may thus form a complication of traumatic

lesions or of degeneration from

compression, and is not infre-

quently observed above the

injured or compressed part.
The dilatation extends over

a portion or the whole of the

cord. In cross-section the

canal is sometimes round,
sometimes narroAved to a mere
fissure (Fig. 193 6), sometimes
three-cornered or entirely ir-

regular. Not uncommonly it

gives off local diverticula, and
it has been found to be dupli-
cated or triplicated. These
conditions are probably due to local anomalies of development
at the time when the medullary tube was in process of closure,

whereby a double or triple canal was formed instead of a single
one.

The dilated canal is lined with ependymal epithelium, though
at the time of post-mortem examination the epitlielium has often

to a great extent disappeared. In acute dilatations due to inflam-

mation, the neuroglia surrounding the central canal, and occa-

sionally the tissue somewhat more remote, are apt to become
softened (Art. 94). In other and chronic cases of hydromyelia,
the wall of the canal appears hypertrophic from proliferation of

Fig. 193. Hydromyelia with sclerosis
of the surrounding tissue.

{^Preparation hardened in Miiller's fluid, and
stained with carmine : X 4)

a grey matter b central cavity
c sclerotic tissue
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the neuroglia (Fig. 193 c). Slight degrees of hydromyelia cause
no perceptible change of form in the cord, but greater dilatations

increase its total girth. Accumulation of pus or blood in the

central canal leads to conditions which might be termed pyo-
myelia or haematomyelia.

The term syringomyelia is applied to a chronic affection of

the cord, associated with morbid exca-

vation of its substance ;
in the typical

form the cavity is situated behind the

central canal, and is surrounded b}" a

zone of somewhat dense hyperplastic

neuroglia (Fig. 194 h c). At first the

hyperplasia takes place within the grey
commissure ; but it very often extends
thence into the posterior white columns.
The condition is especially common in

the cervical region, but it may be met
with in any portion of the cord or in-

deed throughout its entire length.

Fig. 194. Syringomyelia in the region
of the posterior columns of the
cervical cord (x4).

a grey matter h syringomyelic cavity
c sclerotic tissue

In typical cases the proliferation of

the neuroglia precedes the excavation,
the process thus beginning with a cen-

tral sclerosis, or gliosis as it has been
termed. In some cases the hyperplasia
attains such proportions (Fig. 195 A
BC^ that the result might be described

as an elongated glioma. The excava-

tion (Fig 194 h and Fig. 195 c) starts

with disintegration of the proliferous

neuroglia, due apparently to interfer-

FiG. 195. Gliosis and syringo-
myelia IN THE LUMBAR RE-
GION OF THE CORD.

{Natural size)

A B transverse section through
the upper,

(' D through the middle,
E F through the lower, portions

of the lumbar cord
« substance of the cord
6 hyperplastic neuroglia
c empty cavity
Ci cavity with brown gelatin-

ous contents

ence with its nutrition, inasmuch as the vessels supplying it

exhibit hyaline thickening of their walls and narrowing of their

lumen. The contents of the cavity consist usually of a colourless

liquid, but occasionally of a yellow or brown gelatinous substance

(Fig. 195 Cc), or of blood and its products of disintegration.
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In certain cases, which may be regarded as atypical, similar cavi-

ties surrounded by overgrown neuroglia are formed in a different

manner. Foci of myelitic disintegration already formed break
down, and at a suljsequent stage become surrounded with hyper-
plastic neuroglia (rtiyelite cavitaire') ; in these cases however the
amount of newly-formed neurogiia-tissue is usually very small.

If the hyperplasia assumes greater dimensions it may spread
not only to the posterior columns, but also to the posterior and
anterior horns of grey matter (Fig. 195 h \\\ A B C D E F), and

ultimately encroaches on the antero-lateral columns, so destroy-
ing a considerable part of the cross-section of tlie cord.

The excavation (c) occupies sometimes but a small portion
QA B (7), sometimes the greater part (Z> E F) of the hyperplastic
area; in other cases there may be no excavation throughout a
considerable part of the longitudinal extent of the altered tissue.

Usually the appearance of the transverse section varies perceptibly
at different levels.

Regarded from the outside, the cord may appear unchanged;
but not infrequently it is contracted in places from imperfect
development of the posterior columns, while the posterior median
fissure is abnormally wide. Abundant accumulation of liquid
(E F) within the cavity leads to an increase in the girth of the
cord.

The central overgrowth of neuroglia and the subsequent exca-
vation are for the most part referable to anomalies of development
in the region of the commissure and the posterior columns, and

accordingly the morbid appearances to which they give rise,

though existing perhaps for decades, have probably had their

beginning in early childhood. If similar changes follow on trau-
matic injury or inflammation, as has often been alleged, it is prob-
able that they belong to the form of sj'ringomyelia above referred
to as atypical.

Hydromyelia and syringomyelia cannot be sharply distin-

guished. The cavities in syringomyelia can very often be shown
to be here and there connected with the central canal (Schlesin-
GEr), and so are in some parts lined with ependymal epithelium,
and have the appearance of central diverticula. Moreover, it is

to be remembered that hydromyelia itself is often due to a congen-
ital anomaly of development, and that it also is accompanied by
morbid proliferation of the neuroglia. Whether the central canal
has been primarily or only subsequently involved, is a question
difficult of answer in any given case.

Syringomyelia is during life indicated chiefly by gradually-developing atro-

phy of the muscles, by trophic, vaso-motor, and sensory disturbances, partial
anaesthesia, whitlows, fissures, and necrosis of the fingers, and by cutaneous
ulceration. It appears to be at least twice as common in men as in women,
and is most frequently observed in persons over twenty and under thirty years
of age. The disease described by Morvan as 'paresie analge'sique a panaris
lies extn'mik's supt'rieures

'

is a special type of syringomyelia.
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The proliferation and excavation of the neuroglia in syringomyelia have
been very differently interpreted by different M^riters. Leyden considers the
formation of cavities, which he attributes to abstriction of parts of the central

canal, as the primary feature, and the hyperplasia of the neuroglia as second-

ary to this. SiMOX, HoFFMANX, Westphal, Schultze, with others, consider
the central gliosis as primary, the cavities being formed by disintegration of
the new tissue. The monograph of Schlesixger, cited below, gives a com-

plete summary of the literature of the subject, together with elaborate re-

searches of his own.
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CHAPTER XXXII

MULTIPLE SCLEROSIS

96. Multiple or disseminated sclerosis, sometimes also

called insular sclerosis, is an affection extending over the whole
cord, and often over the brain also, which is characterised by the
formation of a number of scattered grey patches in tlie nerve-
tissue. In the spinal cord these lesions may be situated at any
point of the white columns (Figs. 196, 197, and 198) or of

the grey matter
; and they show no preference for any special

region of the medulla oblongata, of the pons, or of the cere-

bellum. Within the cerebrum, in some cases, the tissue adjacent
to the lateral ventricles is notably affected ; but the lesions are

also found dispersed throughout the whole of the cerebral hemi-

spheres, and sometimes involve the optic and olfactory nerves,
and the roots of the other cerebral nerves.

Fig. 198.

Fig. 196.

Diagrams of multiple sclerosis (x 3).

Fig. 196. Cervical region. Fig. 197. Thoracic region.

a sclerotic patches in the lateral column
and left intermedio-lateral tract

b sclerotic patch in the posterior columns

a sclerotic patches

Fig. 198. Lumbar region.

a sclerotic patches

The affected patches are sometimes small, of about the size of

a pin's head, and sometimes larger, the diameter of the cross-

section measuring several centimetres. The roof of the lateral

ventricles over its whole extent has sometimes been found trans-

formed into a grey stratum several millimetres in thickness and
one or two centimetres in breadth.

In some cases the patches on section appear of a uniform grey
colour, firm and dry in texture, and sharply defined from the sur-

2a
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rounding tissue. In other cases they are less firm in consistence,
the section of some at least is mottled with grey and wliite, and the

Fig. lyy. Multiple (secondary) sclerosis.

{Sclerotic patch from the posterior column : iireparation hardened in Miiller^s fluid,
stained by Mallory's method, and mounted in Canada balsam : x 500)

a neuroglia-cells with numerous pro- b sclerotic tissue witli ueurogliar fibres

cesses in cross-section

m->

boundaries are less sharp. Whitish patches occur as well as the

grey ones, and degeneration of the tracts of the cord is occasion-

ally found accompanying the sclerosis.

Patches which lie just underneath the pia mater or ependyma
can be recognised without the aid

of the microscope by their grey
colour. When the cord contains

very numerous sclerotic patches and

degenerate tracts, on transverse sec-

tion the diseased portions may in

aggregate area greatly exceed the

normal tissue, the latter being lim-

ited to a few small remnants.
The grey patches are of two

types as regards structure, the first

containing sclerotic tissue enclosing

spaces vacated by nerve-fibres, and
almost or altogether devoid of such

{Marginal portion of the sclerotic fibres (Fig. 199) ;
while the SCCOud

tissue from the posterior column , ^ ^^,, "^-^^^ ^t ,1 -x,,^^ ^^,^.t-;,,-,n^,,c>

of Fig. VMb: preparation hard- type COnsiStS of dense COUtmUOUS
ened in Miiller's

fluid,^
and tisSUe witllOUt tubular nerVC-SpaCCS

Fig. 200. Multiple (primaiiy')
sclerosis.

stained with carmi,ie: X 300)
.p. 20O b OU the left), togethera transverse sectiou of nerve-nbres • -p

--^' p _

b neuroglia-cells c blood-vessel With some tissue still including
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nerve-fibres (a). The softer mottled patches always show signs
of the disintegration of the nerve-fibres, namely drops of myelin
and fat, degenerate fatty cells (Fig. 201 e), and fat-granule
cells (Aj h^).

The neuroglia is more or less abundantly developed, and in

some parts may already exhibit the condition of marked sclerosis

(/^). Degeneration of tlie vessels is often apparent at the same
time, chiefly in the form of hyaline thickening of their walls ;

and
accumulations of round-cells are visible in and about the adventi-
tial lymph-sheaths of the vessels (^h).

Fig. 201. Disseminated sclerosis of the brain.

(Patch of degeneration in the cerebrum, loith hi/perplasia of the neuroglia: teased

preparation, treated with perosmia acid : X 200)

blood-vessel filled with blood g sclerotic tissue
tunica media h round-cells
adventitial lymph-sheath hi round-cells with scattered oil-globules
unaltered neuroglia-cells /i.2 fat-granule cells

fatty neuroglia-cells /13 pigment-granule cells
binuclear neuroglia-cells

From a histological point of view two different forms of

multiple sclerosis may be distinguished. The first might be
described as secondary disseminated sclerosis (Figs. 199 and 201),
and is the outcome of disseminated myelitis, in other words, of

scattered foci of degeneration or inflammation. The other vari-

ety, which might be called primary disseminated sclerosis (Figs.
196, 197, 198, and 200), starts in morbid hyperplasia of the

neuroglia, such as occurs in syringomyelia (Art. 95), and is prob-
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ably referable to some anomaly of development. This form is

most frequently met with in the posterior columns (Fig. 196) and
in the parts about the cerebral ventricles. The sclerotic tissue is

close and dense, with no visible spaces or meshes, and is found
within tracts (Fig. 200 a) that show no other signs of degenera-
tion.

References 07i Multiple or Disseminated Sclerosis (see Arts. 95
and 120).
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CHAPTER XXXIII

NEUROXIC OR SYSTEMIC AFFECTIONS

97. It has already been pointed out (Art. 88) that the ner-

vous components of the spinal cord and medulla oblongata consist

of ganglion-cells and nerve-tibres, and that the latter are nothing
more than processes of the nerve-cells which, after a longer or a

shorter course, give off lateral and terminal branches. The nerve-

fibres enter into relation witli special terminal organs or with
other nerve-cells, and so subserve the transmission of definite

impulses from these cells or organs to other parts that are sus-

ceptible of stimulation.

The nerve-cell with its short dendritic processes, in combina-
tion with the long polar or axis-cylinder process and its lateral

and terminal branches, form a morphological and phj'siological
unit, or neuron, whose trophic centre is the nucleated protoplasm
of the nerve-cell. When an axis-cylinder process is separated
from its cell it straightway perishes (Art. 92).

The neurons whose situation, general course, and function are

best known are the motor neurons. Their cells are situated in

the psycho-motor regions of the cerebral cortex, in the motor
nuclei of the medulla oblongata, and in the anterior horns of the

cord; their axis-cylinder processes run in the pyramidal tracts,

the anterior roots, and the peripheral motor nerves. Of the sen-

sory neurons we know that their ganglion-cells lie in the spinal

root-ganglia, while their axis-cjdinder processes on the one hand

pursue their course to the terminal organs along the peripheral

sensory nerves, and on the other pass through the posterior roots

and the posterior columns to the brain.

The diseases of the motor and of the sensory neurons of the

cord, hitherto by most writers described as systemic diseases,
are characterised by peculiar clinical symptoms, which even dur-

ing the life of tlie patient enable us to form a diagnosis as to the

seat of the malady. Thus long before the minuter structure
of the cord was properly understood, certain of its systemic dis-

eases, having well-marked clinical and anatomical characters, were

recognised and distinguished.
The most important disease affecting the sensory neurons in

the cord is tabes dorsalis. Among the special forms of disease

occurring in the course of the motor neurons are acute anterior
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poliomyelitis, acute bulbar paralysis, progressive atrophy of the

anterior horns or progressive spinal amyotrophy, progressive
l)ull3ar paralysis, amyotrophic lateral sclerosis, and primary lateral

sclerosis or spastic spinal paralysis.
98. Tabes dorsalis, sometimes also called grey degeneration

or sclerosis of the posterior columns, or locomotor ataxia, is his-

tologically a degeneration of the sensory neurons. The degenera-
tion is most marked in the region of the posterior roots (Leydex)
and of the posterior columns, but is demonstrable also in the

peripheral sensory nerves (Dejerixe, Oppexheim, SiemePvLIXG,
Westphal, Goldscheider) and in the nerve-cells of the spinal

root-ganglia (Wollexberg, Stroebe).
The malady begins most frequently in the luml^ar cord, and is

first manifested in the posterior roots or horns and in the immedi-

ately adjoining portions of the columns of Burdach. Presently,
in the higher levels of the cord, the median portions of the columns
of Goll also become involved, ascending degeneration very soon

following upon the interruption of the nerve-fibres at any point.
If the process begins, as happens in rare cases, in the cervical por-
tion, similar lesions appear in that region, while in the thoracic

and lumbar regions little or no degeneration can at first be de-

tected. The situation of the fibres that first undergo degeneration
in the posterior columns depends mainly on what roots are first

affected, and at what height above the degenerate roots the section

examined is taken.

In advanced tabes the degeneration and sclerosis often spread,
in the thoracic region, over the whole extent of the posterior
columns (Fig. 202). In the lumbar region the most anterior

parts of the posterior columns almost always remain intact. In
the cervical cord two lateral portions in the most anterior part of

the posterior column are spared, or are at most but slightly
affected. The morbid changes, if the degeneration is not

already universal, are usually most marked in the lumbar and
thoracic regions ; but cases occur in which the cervical region
is that most affected. The degeneration ascends within the

funiculus gracilis to beyond the obex of the calamus scriptorius,
and ceases about the level of the striae acusticae.

When the degeneration of the posterior columns is extreme,

they appear grey or greyish-red, even on the exterior of the cord ;

in transverse section the tissue looks uniformly grey and translu-

cent. At the same time the depth and Avidth of the posterior
columns are more or less diminished. The posterior roots also

look grey and atrophic.
Within the grey matter the fibres entering the posterior horns,

and those of the column of Clarke that originate in the posterior

roots, become degenerate. In rare cases some of the ganglion-
cells of the grey matter atrophy and disappear.

Xot infrequently grey patches are found in the optic, oculo-
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motor, and trifacial nerves, as well as in the substance of the
brain. The spinal nerves are those which are most apt to be

degenerate and atrophic, though the cerebral nerves are sometimes
affected also (Uppexheim). The spinal root-ganglia have until

recently been but little examined, but according to Wollenberg
and Stroebe degenerative changes can also be recognised in

them.
The most prominent feature in tabes is the progressive disinte-

gration of the parts of the sensory neurons situate in the posterior
roots, the posterior horns, and the posterior columns, the process
generally lasting for several years, and in particular cases even
for decades. In its earlier stages the disease is characterised by
symptoms of sensory irritation, lightning pains, formication, and
a sense of constriction round the waist, together with loss of tlie

Fig. 202. Tabes dorsalis in an advanced stage.

{Total degeneration and sclerosis of the posterior columns, and atrophy of the posterior
roots of the cord : section in the thoracic region : x 5)

a column of Burdach b column of Goll c atrophic posterior roots

Fig. 203. Transverse section of the posterior white columns in tabes
dorsalis.

{Preparation hardened in Mu Her's fluid, stained with haematoxylin, carmine, and per-
osmic acid, and mou)ited in glycerine : x 200)

a cross-section of normal nerve-fibres of d blood-vessel
different thicknesses e granule-cells inside the lymph-sheath of

h granule-cells the blood-vessel d
c nucleated reticular neuroglia

«

patellar reflex, insensibility of the pupil to luminous impressions,
diplopia, amblyopia, and gastric disturbance (gastric crises). At
a later stage disorders of gait (ataxia), diminished sensibility to
touch and pain, loss of the muscular sense, difiiculty of micturi-
tion, and lastly paralysis of the legs, are the ordinary symptoms.

Fat-granule cells make their appearance in the tubular spaces
left vacant by the atrophy of nerve-fibres (Fig. 203

h') and in the

lymph-sheaths of the vessels (g), so long as the destruction of the
nerve-fibres continues in the posterior columns. Proliferation of
the neuroglia ensues in the region of degeneration, resulting in



360 NEURONIC OR SYSTEMIC AFFECTIONS [CHAP. XXXIH

sclerosis (Fig. 203 c), by wliicli the vacant nerve-spaces are con-

tracted and more or less obliterated. Usually some nerve-fibres

are still preserved, even in advanced cases (Fig. 203 a) ;
but

places may be found in the posterior columns that are entirely

devoid of nerve-fibres.

The starting-point of the degeneration in tabes has not as yet

been definitely made out. The most natural supposition is that

the cells of the spinal root-ganglia are the first to degenerate, and

that the changes in the posterior roots and columns, as well as

in the peripheral nerves, are of the nature of secondary degenera-
tions.

The researches of Wollenberg and Stroebe on the root-

ganglia point in this direction ;
for Stroebe was able to show

that, in cases of tabes, shrinking, abnormal pigmentation, vacuola-

tion, fragmentation, nuclear degeneration, and in the end total

disintegration took place in the ganglion-cells, accompanied by

signs of proliferation in the connective tissue. Of special signifi-

cance is the fact that Wollenberg and Stroebe discovered de-

generative changes in the nerve-cells even in incipient cases of

tabes. The recorded investigations are, however, as yet far too

few to establish the above-mentioned supposition, and it must

therefore be admitted as a possible view that the degeneration

may begin in the central or in the peripheral part of the axis-

cylinder process of the ganglion-cell. It is conceivable that some

injurious agent, present either in the subarachnoid liquid or .in

the blood, may be capable of exerting a degenerative action on

the sensory nerve-fibres; and the fact that, according to Tuczek,
chronic ergotin-poisoning induces a degeneration of the posterior

columns in all points analogous to that which constitutes the ana-

tomical lesion in tabes, must be regarded as favourable to this

theory.
Clinical observers mention, as predisposing causes of tabes,

cold, over-exertion, sexual excesses, etc. Of late Fournier,

Erb, Gowers, and others have maintained that more than half

the cases are due to syphilis. If this may be taken as correct,

we must assume that syphilitic infection gives rise to the forma-

tion within the organism of noxious products that have a specifi-

cally injurious effect on the sensory neurons.

According to the observations of Westphal, Glaus, and

others, degeneration of the posterior columns very often occurs in

persons who are suffering from paralytic dementia.
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Wollexberg : The spinal ganglia in tabes A. f Psych, xxiv 1892 (with

references)
Woodhead : Conditions in the medulla etc. Journ. of Anat. xvi 1882

99. Acute anterior poliomyelitis is a peculiar disease of

the anterior horns of tlie spinal curtl, with well-defined clinical

symptoms. It generally occurs in cliildren (whence the term
infantile spinal paralysis is applied to it), more rarely in adults.

In its typical form it begins with the symptoms of an infective

febrile disorder, and after a few days this is associated with
unilateral or bilateral motor paralysis, sometimes limited to the
lower or upper limbs, sometimes involving all the extremities.
After a certain time the paralysis, originally affecting a number
of muscles, as a rule passes away as regards some of them ; but
after this no further recovery of power takes place in the muscles
that remain paralysed, and they thereupon become more and more
atrophic.

From the histological researches that have so far been made,
the disease would appear to be of haematogenous origin, and in

typical cases due to an undiscovered noxious agent acting like a

specific poison upon the ganglion-cells of the anterior horns

(Charcot, von Kahlden, Rissler), or in some cases upon the

corresponding motor nuclei of the medulla oblongata. In severe
cases of the disease the toxic action may be associated from the
outset with inflammatory exudation or with haemorrhage at the
seat of greatest destruction. In atypical cases, ending likewise in

motor j^aralysis, the incipient morbid changes are not improbably
of the nature of ischaemic or haemorrhasfic desfeneration due to

alterations in the blood-vessels.

In recent cases the ganglion-cells exhibit various signs of

degeneration, such as granular and cloudy swelling, vacuolation,

hyaline change, general disintegration, and shrinking.
After the lapse of some months or years the number of gan-

glion-cells in the region corresponding to the paralysis is more or

less diminished, the loss being sometimes apparent over the entire

cross-section of the anterior horns, sometimes only in certain

groups of ganglion-cells. The number of the ganglion-cells is

moreover found to be somewhat diminished in regions outside

that of the persisting paralysis, and in some cases the diminution
is perceptible over the whole length of the cord.

The nerve-fibres in the anterior roots, corresponding to the

ganglion-cells destroyed, break down and disappear. Some of the
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fibres entering and leaving the grey matter likewise disappear,,
while others persist ; the surviving fibres may indeed be present

-a

Fig. 204. Sclerosis and cicatricial contractiox of the left anterior horn
OF the fourth cervical nerve after acute anterior poliomyelitis.

{From a child three and a half years old, death ensuing eight months after the commence-
ment of the paralysis : preparation hardened in Milller's fluid, stained with Jieutral
carmine solution, and mounted in Canada balsam : X 7)

a normal anterior horn with ganglion-cells 6 atrophic anterior horn

in considerable numbers even after great destruction of the

ganglion-cells (von Kahlden). The neuroglia and the blood-

vessels at times show hardly any appreciable change, and the

configuration of the transverse section of the diseased horn devi-

FiG. 205. Gelatinous degeneration of both anterior horns (a) of the lum-
bar REGION, with total LOSS OF THE GANGLION-CELLS AND NERVE-FIBRES,
AFTER ACUTE ANTERIOR POLIOMYELITIS.

{From a man forty years of age, death ensuing twenty months after commencement of
paralysis: preparation hardened in Mailer's fluid, stained with haematoxylin and-
carmine : X 6")
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ates but little from the normal. More commonly, however, the

horn after the lapse of months or years, at least at the part where
the lesion was most intense, becomes shrunken and sclerotic (Fig.
204 6), the sclerosis often radiating into the adjoining white mat-
ter. In other cases again the degenerate portions of the anterior

horns are not shrunken, but converted into a mass of gelatinous
tissue almost or altogether devoid of ganglion-cells and nerve-

fibres. This tissue is composed essentially of blood-vessels and
loose-meshed neuroglia (Fig. 205 a and Fig. 188 ^), while its inter-

stices contain liquid, and in recent cases detritus of nerve-matter
and granule-carrying cells.

The cause of the limitation of the disease to the anterior horns
lies mainly in the fact that these possess a special vascular suppl}',

independent of the vessels of the white matter, in the cornual

arteries that enter the cord at the bottom of the anterior fissure.

This is not, however, sufficient to account for the peculiar distri-

bution of the degeneration in typical cases, and we must further

assume that the poisonous matters which induce the disease have
a selective or specific action on the motor ganglion-cells.

In other respects the disease is doubtless closely related to the

forms of haematogenous myelitis that have no special seat of elec-

tion ; and indeed cases occur in which not only the anterior but
also the posterior horns show signs of degeneration (Fig. 191),
and others in whicli both the white and the grey matter undergo
degeneration and inflammation.

References on Acute Anterior Poliomyelitis (see also Art. 94).

Bernheim: Acute, subacute, and chronic anterior poliomyelitis of the adult

engrafted on infantile paralysis Rev. de me'd. 1893
Charcot: Diseases of the iierrous system London 1876-80
Damaschino : Infantile spinal paralysis and progressive muscular atrophy Rev.

de med. 1881
;
Gaz. des hop. 1885

De.ierine and IIanot: Atrophic paralysis of infancy A. de phi/siol. i 1888
Frankel: Poliomyelitis with alteration of the white matter Inaug. Diss. Frei-

burg 1894
GoLDSCHEiDER : PoHomyelitis Z . f. klin. Med. xxiii 1894
vox Kahlden : Tnflamniation and atrophy of the anterior horns Ziegler's Bei-

trdge xiii 1893; Recent researches on anterior poliomyelitis Cent.f.aUg.
Path. V 1894

Pasteur: Poliomyelitis of bulbar nuclei Lancet u 1887
RissLER : Acute anterior poliomyelitis Nordiskt med. Arkiv xx 1889
Schultze: Acute anterior poliomyelitis V. A. (38 1876 and 73 1878
Sie.meklixg: Morbid anatomy of infantile spinal paralysis A.f. Psgch. xxvi

1894
Strumpell : Aetiology of the si:)inal paralysis of children Wagner's Festschr.

Leipzig 1887
Turner : Recent case of poliomyelitis Trans. Path. Soc. xxx London 1879,

and B. M. ./. i 1879
Williamson: The changes in the spinal cord iu acute anterior poliomyelitis

Med. Chronicle Manchester 1890
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100. Progressive atrophy of the motor neurons of the anterior

horns (in other words, of the motor ganglion-cells and peripheral

nerves) gives rise to a disease whose characteristic clinical symp-
tom is wasting of certain muscles

;
this disease is accordingly

described as progressive spinal muscular atrophy, or brietiy
as progressive amyotrophy.

The affection is due essentially to progressive degeneration
and atrophy of the large motor ganglion-cells ; these, without

undergoing any notable change of structure, steadily diminish in

size (Fig. 181), Avhile the corresponding motor nerve-fibres and
the muscles supplied by them also waste in proportion. The

atrophy begins most frequently in the cervical region, and accord-

ingly the hand-muscles (muscles of the tliumb, hypothenar emi-

nences, interossei, and lumbricales) are the first to waste, and the

muscles of the forearm and shoulder follow later. Sometimes,
however, the wasting begins in the lower limbs and ascends.

Progressive atrophy of the neurons whose cells are situate in

the motor centres of the cerebral cortex, or primary sclerosis of

the pyramidal tracts, is from the nature of the symptoms gener-

ally regarded as the anatomical basis of a form of progressive
motor paresis and paralysis, combined with spasmodic rigidity of

the muscles, reflex spasms and contractures, and increased tendon-

reflexes, which is known as spastic spinal paralysis, or spasmodic
tabes. These symptoms are, however, in most cases really due
to transverse myelitis, disseminated sclerosis, compression of the

cord, or hydromyelia. Primary degeneration limited to the P3'ra-
midal tracts has as yet been demonstrated in but very few cases.

These cases are nevertheless sufficient to establish beyond a doubt
the actual existence of a neuronic degeneration of this kind, and
all that remains to be decided is whether the primary lesion is a

degeneration of the axis-cylinders or some morbid change in the

ganglion-cells.
On the other hand, a combination of progressive degeneration

of the pyramidal tracts with atrophy of the anterior horns and the

motor peripheral nerves is not uncommon, and forms the anatomi-
cal basis of the disease known as amyotrophic lateral sclerosis.

Wasting of the muscles is a characteristic clinical feature of this

disease, in common with progressive spinal amyotrophy ; but it

is distinguishable from the latter by the increased vigour of the

tendon-reflexes.

The ultimate disappearance of the nerve-cells of the anterior

horns takes place in the same way as in spinal amyotrophy, by
progressive diminution in size, ending at length in the destruction
of the majority of the cells (Fig. 206 a). In the region of the

crossed pyramidal tracts (6), and in the direct pyramidal tracts

also, provided all the motor fibres have not decussated, some of

the fibres disappear as in the case of tabes, and this in time is

followed by sclerotic induration of the neuroglia (5).
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The process that takes place in the anterior horns of the cord

may likewise involve the motor nuclei of the medulla oblongata

(hypoglossal, vagus, accessory, facial, and glossopharyngeal), and
lead to progressive wasting of the muscles innervated by them.
The disease thereby occasioned is known as progressive bulbar

paralysis or giosso-labio-laryngeal paralysis, and it may be ac-

companied by degeneration of the pyramidal tracts, or exist as an

independent malady.
The cause of progressive atrophy of the motor neurons is still

obscure, and we do not know whether the first perceptible changes
occur in the axis-cylinder processes or in the cells themselves. In

degeneration of the pyramidal tracts the atrophic process has been
traced upwards to the cerebrum, and simultaneous wasting of the

i y' --'

(

iikly^^

Fig. 206. Amyotrophic lateral sclerosis.

{T?-a7isve7'se section through the cervical poi-tlon of the cord : x 10)

a anterior horns whose ganglion-cells b diseased part of the lateral columns cor-
have in great part disappeared responding to the total decussation of

the pyramidal tracts

ganglion-cells of the cerebral cortex in the central gyri (Char-
cot, Marie) has in' some cases been recorded; but it has not
been determined how far the atrophy of tlie nerve-fibres corre-

sponds to that of the ganglion-cells of the cortex. It is worthy
of note that in progressive paralytic dementia, in which the cere-

bral cortex undergoes atrophy, degeneration of the pyramidal
tracts is a frequent concomitant.

So far as our present knowledge extends, it is probable that

the morbific agent, whatever it be, exerts its influence in some
cases on the nerve-cells and in others on the axis-cylinder pro-
cesses, the peripheral portion of the fibres thereupon undergoing
degeneration throughout their entire length. The morbific agent
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is probably some toxic substance elaborated Avithin the body (per-

haps in the course of an infective disease) or introduced from
without. According to Marie, Proust, and others, the use of

the chick-pea (Lathyrus cicera) in food causes degeneration of the

motor neurons. In certain cases there is probably also some

hereditary or congenital disposition to disease of particular neu-

rons or groups of neurons (Art. 101).

References on Progressive Spinal Amyotrophy^ Amyotrophic Lateral

Sclerosis, Progressive Bulbar Paralysis, and Spastic Sjnnal

Paralysis (see also Art. 101).

Alzheiimer : Progressive spinal muscular atrophy A./. Psj/ch. xxiii 1891
Charcot: Diseofses of the nervous system London 1877-83; Two cases of

spastic paralysis with autopsy J.. fZe neural, x 1885; Oeurres completes il

1886
De.ierine : Labio-glosso-laryngeal paralysis A. rle physiol. ii 1883
Dreschfeld : Primary lateral sclerosis Joiirn. of Anat. xv 1881

;
Classification

of neuropathic amyotrophies Brain viii 1886
DucHENNE (of Boulogne) : Gaz, hebdom. 1859 and 1861
Duchenne and Joffroy : Atrophy of the nerve-cells of the cord and bvilb

A . de physiol. in 1870
Erb : Spastic spinal paralysis V. A. 10 1877
Erb and Schultze : Progressive spinal muscular atrophy A . f. Psych, ix 1879
Flechsig : Ueher Systemerkrank. im Riickenmark Leipzig 1878
Furstner : Changes in the grey matter in disease of the lateral columns Neurol.

Cent. VIII 1889; Changes in the cord in progressive paralysis A.f Psych.
XXIV 1892

Grasset and Raxzier : Maladies du systhne nerveux INIontpellier 1894
Hoffmann: Chronic spinal muscular atrophy in childhood Z. f. NervenheUk.

11x1893
Joffroy and Achard: Amyotrophic lateral sclerosis A. de me'd. exp. ii 1890
Kahler : Prar/er Z. f Heilk. v 1884
VON Kaiilden : Inflammation and atrophy of the anterior horns Zicglers Bei-

trdge xiii 1893
Leyden: loc. cit. Art. 97 and .1./. Psych, ii, in, vii, and viii 1870-78
Marie : Diseases of the spinal cord (Xew Syd. Soc.) London 1895
Marinesco : Amyotrophy (tyjie Charcot-Marie) A. de me'd. exp. vi 1894
Minkowski: Sclerosis of the lateral columns following syphilis D. A.f. klin.

Med. xxxiv 1884
MoELi : Amyotrophic lateral sclerosis A.f. Psych, x 1890
Monro, T. K. : Chronic degenerative diseases Glasgow 1895 (with references)
Morgan and Dreschfeld : Idiopathic lateral sclerosis B. il/. ./. i 1881
NoNNE : Chronic anterior poliomyelitis Z. f NervenheUk. i 1892
Oppenheim: Chronic anterior poliomyelitis A.f. Psych, xix 1888; Chronic

atro[iliic spinal paralysis A.f Psych, xxiv 1892
Pasteur : Bulbar infantile paralysis Lancet ii 1887
Pick: Amyotrophic lateral sclerosis A.f Psych, viii 1878
Pierret and Troisier; Progressive muscular atrophy ^4. de physiol. ii 1875
PiTRES : Secondary lateral sclerosis A. de physiol. 1876
Proust : Lathyrism Bull, de I'Acad. de vied, xii 1883
Ross: Diseases of the nervous system ii London 1883 [berg 1891
SchUle: Is spastic spinal i^aralysis a disease sui generis? Inaug. Diss. Heidel-
Siemerling: ProgTessive chronic paralysis of the eye-muscles A.f Psych, xxii

(supplement) 1891
;

Anatomical conditions in congenital ptosis ibidem
xxiii 1892

Stoffela : Spastic spinal paralysis Wien. med. Woch. 1878
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SxRiJMPELL : Spinal muscular atrophy and amyotrophic lateral sclerosis D. A.

f. klin. Med. xlii 1887; Spastic spinal paralysis A. f. Psi/ch. xvi 1886;
Progressive muscular atrophy Z. f. NervenlieilL-. in 1893

; Primary sys-
temic degeneration of the pyramidal tracts Z . f. Nervenheilk. v 1894

Suckling : Combined disease of posterior and lateral tracts Lancet i 1886
ViERORDT : Combined degeneration of the anterior horns and lateral columns

A.f. Psych. XIV 1883
WerdxiCt : Early infantile progressive spinal amyotrophy A.f. Psych, xxvi

1894 (with references)
Westphal : Disease of the spinal cord in progressive paralysis V. A. 39 1867

and 40 1867; Combined diseases of the columns of the cord A.f. Psych.
IX 1879; Amyotrophic lateral sclerosis A.f Psych, xvii 1886

WoRJis : Progressive muscular atrophy with giosso-labio-laryngeal paralysis
A. de physiol. 1877

101. In addition to the forms of degeneration jiTst described,
wliich affect functionally-related neurons, we not infrequently
meet with cases wherein various functionally-independent groups
of neurons are involved. The affections thus induced have hitherto

been commonly described as combined systemic diseases. For

example, along with degeneration of the sensory hbres of the

posterior columns, degeneration of the pyramidal tracts (Fig. 207

Fig. 208.

Fig. 207.

Fig. 207. Degeneration and sclerosis of the column of Burdach (a), of the
COLUMN of GoLL (6), AND OF THE CROSSED PYRAMIDAL TRACTS (d) .

{Section through the uppermost part of the lumbar region of the cord : X 5)

c atrophic posterior roots

Fig. 208. Combination of sclerosis of the posterior columns with marginal
sclerosis.

{Transverse section through the cervical portion of the cord : x 5)

a column of Burdach k marsinal sclerosis (direct cerebellar
h column of Goll tract)

a h c?), alone or in combination with the direct cerebellar tracts

(Fig. 208 ^) whose nerve-cells lie in the vesicular column of

Clarke, is occasionally met with; and the clinical symptoms cor-

responding to the several sets of degenerations are then mani-
fested simultaneously. In the malady known as Friedreich's
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disease, or hereditary ataxia, which seems to be referable to a

particuhir congenital and hereditary predisposition, the crossed

pyramidal and the direct cerebellar tracts are diseased, along with

the columns of GoU and Burdach. Again, degeneration of the

great sensory and motor neurons and neuronic systems is some-

times combined with a like disease of the commissural-cells and

of the tract-cells that send their processes into the antero-lateral

columns, and this gives rise to the appearance of systemic or tract-

like degeneration in the affected regions.

References on Combined Systemic Degenerations.

Arnold: Combined diseases of the tracts V. A. 127 1892

Blocq and Makinesco : Morbid anatomy of Friedreich's disease A. de neurol.

1890
Braun : Peculiar case of combined systemic disease of the cord and peripheral

nerves D. A.f. kUn. Med. xlii 1888
Bury: Hereditary ataxia Brain viii 1886 (with summary of cases)
Dreschfeld: Friedreich's disease Manchester and Liverpool med. and surg.

Reports iv 1876
Friedreich: Ataxia T'. .4. 26, 27, 68 1876, and 70 1877
GooDHART : Hereditai-y ataxia Trans. Clin. Sac. xxi London 1888
Kahler and Pick: Combined systemic diseases A.f. Psych, viii 1878

Monro, T. K. : Chronic degenerative diseases of the centred nervous system Glas-

gow 1895 (witli historical references)
Ormerod : Sunimary of literature on Friedriech's disease Brain vii 1885
Putnam: A group of cases of systemic sclerosis of the spinal cord associated

with diffuse collateral degeneration Journ. of Nerv. and Mental Disease

XVI 1891
RuTiMEYER : Hereditary ataxia V. A . 91 1883 and 110 1887
ScHMAus : Degeneration of the lateral columns in tabes dorsalis D. A.f. klin.

Med. XLVi 1890
ScHULTZE : Morbid anatomy of Friedi-eich's disease Z.f. Nervenheilk. v 1893
Strijmpell : Combined systemic diseases A. f. Psych, xi 1881, xvii 1886
Westphal -.A.f. Psych, v, viii, and ix 1879

;
V. A. 39 and 40 1867

2b
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CHAPTER XXXIV

INFECTIVE GRANULOMATA AND TUMOURS OF THE CORD

102. Tuberculosis of the spinal cord, occurs in three different

forms. In the first place, single nodes, or even a solitary node,

may be formed in the substance of the cord, consisting of a central

cheesy mass, sometimes enclosing a small cavity due to disintegra-

tion, with a marginal zone of grey somewhat translucent granula-
tion-tissue. The nodes are sometimes as large as a hazel-nut, and

induce more or less extensive degeneration of the nerve-substance,
followed by secondary degeneration of the tracts. Large nodes

interrupt entirely the continuity of the nerve-fibres. Secondary
tubercles, due to lymphatic absorption, appear sooner or later in

the pia mater near the affected region ; and, according to an

observation of Oboloxsky, the tuberculous infection may spread

by way of the central canal, so that new tubercles develope at

a distance from the original caseous node.

The second most common form of tuberculosis of the cord

arises by extension from the meninges ;
it is a tuberculous

meningo-myelitis, in which aggregations of cells and tubercles

develope round the vessels that enter the cord (Fig. 209). The
tracts of nerve-fibres show manifold signs of degeneration, and in

particular disintegration of the medullary sheaths and swelling
of the axis-cylinders (i).

The third form is that of disseminated tuberculosis of the cord,

independent of meningeal tuberculosis. In this form, typical
tubercles and circumvascular accumulations of cells make their

appearance both in the white and in the grey matter, and by dis-

turl)ing the circulation and nutrition of the tissue give rise to

numerous patches of local degeneration, as well as to secondary

degeneration of the tracts.

The smallest tubercles are scarcely visible by the naked eye ;

the larger ones form grey and caseous nodes, which generally
exhi1)it the characters of white softening.

Syphilitic affections of the cord start as a rule in the mem-
branes, and are thus of the nature of meningitis and meningo-

myelitis (Art. 104) ; syphilitic disease of the vessels may how-

ever give rise to degeneration and inflammation (syphilitic

myelitis) in the interior of the cord. As has been already re-

marked, syphilis is «aid to be capable of causing extensive chronic
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degenerative changes, such as, for example, the characteristic scle-

rosis of the posterior columns in tabes dorsalis.

In leprosy of the nerves (lepi-a anaesthetica) the spinal cord
is in certain cases also involved. In some instances the affection

is discoveraljle only by histological examination, and is manifested

by degeneration and atrophy of the nerve-elements, and of the

ganglion-cells in particular (Tschirjew). In other cases patches
of softening and haemorrhagic infiltration are formed, and the mi-

croscope discloses in them disintegration of the nervous substance,
extravasations of blood, and intiammatory exudations. According
to the researches of Sudakewitsch, made chiefly upon the Gas-
serian ganglion and on the spinal root-ganglia, the bacilli of lep-
rosy enter the nerve-cells, and cause vacuolation and destruction
of their protoplasm. Ghassiotis found large numbers of the
bacilli of leprosy in the neurogliar tissue of the grey and white

matter, but failed to find them in the ganglion-cells.

References on Tuberculosis of the Cord.

GuARNKRi : A. per le scienze med. ii

GuNSSER : Tuberculosis of the cord Inaug. Diss. Tubingen 1890
Hayp:m: ^4. depTiysiol. 1873
Junker : Tubercle in the grey matter Z. f. liin. Med. i 1879
KoHTs: Tumours of the spinal cord Gerliavdfs Handb. der Kinaerkrankheiten

1880
;
Wien. med. Blatter 1885

Leyden : Klinik der Rilckemnarkskrnnkheiten Berlin 1874
Lioxville: Tuberculous cerebro-s2:>inal meningitis A. de pht/siol. in 1870;

Progres med. 1874
Oboi.oxsky: Spread of tuberculosis bv the central canal Praqer Z. f. He'dk. ix

1888
Sachs : Solitary tubercle of the cervical cord Neurol. Cent. 1887
Schultze: Tuberculosis of the cerebro-spinal nervous system D. A. f. klin.

Med. XXV 1879
ViRCHOW : Die krankhaften GescJiwUlste

Williams: The spinal cord and its membranes in tuberculous and purulent
liasilar meningitis D. A./, klin. Med. xxv 1880

Zi'nker: Tuberculosis in the grey matter Z . f. klin. Med. i 1879

References on Suphilitic Degeneration of the Cord.

Boettiger: a. f. Psych, xxvi 1894 (with references)
Greiff: A.f. Psj/ch. xii 1882
RuMPF : Die st/philitiscJien Erkrankunqen des Nervensystems Wiesbaden 1887
ScHMAUS : D. A.f. klin. Med. XLiv 1889
Westphal : The relation of syphilis to tabes A. f. Psych, xi 1881
Williamson : Changes in the spinal cord in a case of syphilitic paraplegia

Med. Chronicle xiv Manchester 1891

References on Leprosy of the Cord.

Chassiotis : Bacilli in the cord in anaesthetic leprosy Monatsh. f.prakt. Dermat.
VI 1887

Danielssen and Boeck : Traite de la spedalsked Paris 1848
Lanohans: Anaesthetic leprosy V. A. 64 1875
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LooFT : ]\Iorbid anatomy of anaesthetic leprosy V. A. 128 1892

Steudener : Pathologie der Lepra mutilans Erlangen 1867

SuDAKEWiTSCH : :Moibid anatomy of leprosy Ziegler's Beitrcige ii 1888

Thoma : Lepra arabum V. A. 57 1873
TscHiR.iEW : Lesions of the cord in a case of anaesthetic leprosy A. de phy^inl.

VI 1879

103. Among the tumours of the spinal cord the gliomata
are the only ones that occur with any frequency. They usually

form elongated growths, situated chiefly about the central canal

or behind it. They consist of dense or sometimes of delicate

and gelatinous neurogiiar tissue, and often enclose cavities, giving

rise to the conditions of hydromyelia and sja-ingomyelia (Art.

95). That in many cases they are the result of anomalies of de-

velopment is beyond question. At times they are highly vascular,

and are then distinguished by the special name of telangiectatic

gliomata.
Fibromata, sarcomata, gliosarcomata, and angiosarcomata are

but rarely met with in the cord ; multiple fibromata may, how-

ever, appear in it in cases of general fibromatosis of the peripheral

nerves. The growths as a rule take the form of rounded tumours,

which give rise to more or less extensive degeneration.

References on Tumours of the Cord (see also Art. 95).

FtJKSTNER : Glioma A.f. Psych, xiv 1884

Glaser: Central angio-sarcoma in the cervical and lumbar cord A. f. Psych.

XVI 1886
Klebs : Glioma Prager Vierteljahrsschr. f. d. praki. HeUkunde 133

KoHTs: Tumours of the spinal cord Gerhardt's Hundh. d. Kinderkrankheiten

Tubingen 1880
Lachmanx : Glioma A.f. Pysch. xiii 1882
Leydex: KUnik der RiXckenmarkskrankheiten 1874
Reisixger: Glioma V. A. 98 1884

.

Rosexberg: Tumours of the cord Inaug. Diss. Strassburg 1892 (with refer-

ences)
Roth : Glioma .1 . de physiol. 1878
SchUppel: Glioma and glio-myxoma A . d. Heilk. viii 1867

Schultze: Glioma A.f. Pysch. viii 1878; V. A. 102 1885

ViRCHOw: Die krankhaften GeschicUlste

VoLKMAXx: Glioma D. A.f. klin. Med. xlii 1888
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CHAPTER XXXV

THE MEMBRANES OF THE CORD

104. The most important morbid changes in the internal

membranes of the cord, the pia mater and arachnoid, are those

due to inflammation from haematogenous infection, from the

direct extension of inflammation in neighbouring parts, or from

traumatic injury. The term spinal meningitis is applied to this

condition. In purulent, sero-purulent, and tibrino-purulent in-

flammations a wliitish exudation, containing a varying number of

pus-corpuscles, and often fibrin also, collects in the subarachnoid

space and within the pia mater. The exudation is sometimes con-

fined to the posterior, sometimes to the anterior surface ; again
it may extend over the entire length, or only over a limited por-
tion of the cord. In certain cases the inflammatory exudation

appears simultaneously or at a later stage in the cerebral pia mater

(cerebro-spinal meningitis), or cerebral meningitis is followed by
the spinal affection.

Traumatic purulent meningitis is probably in most cases due

to the infection of some j)re-existing injury by the ordinary micro-

cocci of suppuration, and this is also true of some of the haema-

tosfenous and conducted or consecutive forms of inflammation.

In a special infective disease whereof inflammation of the cereliro-

spinal meninges forms a characteristic feature, known as epidemic
cerebro-spinal meningitis, the Dijjiocoecus p7ieumoniae appears to

be the ordinary exciting cause ; other micrococci and bacilli have,

however, been detected in this affection (Adexot, Neumann,
Schaeffer). Bonome discovered a peculiar streptococcus asso-

ciated with an epidemic of cerel)ro-spinal meningitis that took

place in the neighbourhood of Padua.
The fibres of the white matter of the cord adjoining the

inflamed regions often undergo degenerative changes, the medul-

lary slieaths disintegrating and the axis-cylinders swelling up.

Occasionally the inflammation spreads along the vessels and the

supporting strands of fibrous tissue to the substance of the cord

itself, and thus produces meningo-myelitis. In the nerve-roots,

likewise, inflammatory infiltrations and degenerative changes
sometimes make their appearance, and then neuritis is superadded
to the other disorders.

When recovery takes place after acute meningitis the exuda-
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tion is absorbed, but more or less extensive white indurations,

produced by proliferation of the connective tissue, remain behind :

at times also adhesions of the pia mater to the arachnoid tissue

and the dura mater are formed, and the nerves are thereby
encased in cicatricial tissue and undergo partial atrophy. In the

cord itself atrophy
\ '^

*\ and sclerosis along
the marginal surface

is an occasional result

of the process.
Tuberculosis of

the pia mater and of

the arachnoid mem-
brane may be limited

to the vertebral canal,

or may accompany tubercu-

losis of the cerebral menin-
oes ; the latter is the more
common occurrence, and the

disease is then apt to involve

the cervical portion of the

theca vertebralis.

The tuberculosis is some-
tnnes consecutive, and asso-

ciated with tuberculous dis-

ease of the vertebrae and
dura mater or of the sub-

stance of the cord ; in other

instances it is of haematoge-
nous origin. It is at times

manifested only b}^ an erup-
tion of tuberculous nodules.

INIore commonly, liowever, a

more or less extensive in-

flammation is set up, in

consequence of which the

subarachnoid liquid becomes

turbid, the pia mater is in-

filtrated with a thin yellow-
ish-white sero-purulent or

fibrino-purulent exudation,
sometimes though not fre-

quently mingled with ex-

travasations of blood from

small haemorrhages (Fig. 209 beg). The tubercles are for the

most ])art seated on the Avails of the blood-vessels (/).
Tuberculous meningitis may spread also in the cord (i) and

nerve-roots (e h), the process thereupon assuming the characters

led
Fig. 209. Tuberculous spinal meningitis.

{Longitudinal section throvgh the cord and
posterior roots : preparation liai'dened in
Mailer's fluid, and stained ioith anilin-blue

by Stro'ebe's method : X 45)

a spinal cord b pia mater
c subaraelinoid space d arachnoid membrane
e i^osterior roots infiltrated witli cells and con-

taining a few swollen axis-cylinders
/ vessels with proliferous walls infiltrated with

cells

g cellular infiltration in subarachnoid space
h masses of cells interpenetrating the nerves
i swollen axis-cylinders
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of tuberculous meningo-myelitis and neuritis, and leading to

more or less extensive degeneration of the nerve-elements (e i) in

tlie affected region (Art. 102, with references).

Syphilitic spinal meningitis is on the whole a rare disease.

It appears in the form of rounded or superficially diffused inflam-

matory infiltrations, involving to a variable extent the adjoining
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substance of the cord or even the dura mater. In jjarticular
cases it extends from the vertebrae and dura mater to the internal

membranes.
The inflammation and proliferation lead in the course of time

to thickening of the i^ia mater, to closer cohesion of this with the

arachnoid, and to adhesions between both and the dura mater

(Fig. 210 h ¥). The nerves lying witliin the region of inflamma-

tory proliferation become surrounded by new-formed tissue (z),
and gradually undergo atrophy as the proliferation invades the

endoneurium also (^ g-^. Partial necrosis of the inflamed and

proliferous tissue occasionally results in the formation of cheesy
deposits (V) within the cicatricial indurations. The adjacent sub-

stance of the cord, by compression and by disturbance of its

nutrition due in part to obliteration of the vessels, may undergo
more or less extensive atrophy and sclerosis (o and p below).
Sometimes the inflammatory infiltration and proliferation extend

along the connecting strands of fibrous tissue and the vessels into

the interior of the cord (ii and p left side).

Haemorrhages into the meninges are generally the result of

traumatic injury; they occur also, however, in connexion with

haemophilia, purpura, and infective diseases, and in rare cases

they arise from causes that cannot be traced.

References on the Aetiology and ITlstolog// of Spinal Meningitis.

Adexot: Bacteriological researches on a case of meningitis A. de me'd. exp. i

1889
BoxoME : Aetiology of epidemic cerebro-spinal meningitis Ziegler''s Beitriiqe viii

1890
Cextaxxi: a new micro-organism in meningitis A. per le scienze med. xvii

1893 (with references)
FoA ami Bordoxi-Uffredtzzi: Aetiology of epidemic cerebro-spinal nienin-

gitis Z.f. Hjigiene iv 1888
Goldschmidt: Aetiology of cerebro-spinal meningitis Cent. f. Bakterioloqie ii

1887
Hauser: Frankel's pneumonia-diplococcus in cerebro-spinal meningitis Munch.

med. Woch. 1888
Ketter: Meningitis due to the pneumococcus A. gen. de me'd. 1887
Neumaxn and Sciiaeffer: Aetiology of purulent meningitis T'. -1. 109 1887
Ortmaxx: Aetiology of cerebro-spinal meningitis A. f. exp. Path, xxiv 1888
AVeichselbaum: Aetiology of acute cerebro-spinal meningitis Fortschr. d. Med.

v 1887
WiETixG : Meningo-myelitis Ziegler's Beitrdge xiii 1893

References on Syphilis of the Spinal 3Ieninges and of the Cord.

Boettiger: Syphilitic diseases of the spinal cord A. f. Psych, xxvi 1884

(with references)
Buttersack: Syphilitic diseases of the central nervous system A. f. Pstjch.

XVII 1887
Charcot and Gombault: Disseminated lesions in a s}-philitic woman A. de

phijsiol. 1873
DiNKLER : Tabes dorsalis with syphilitic meningitis Z. f. Nervenheilk. 1893
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Juillard: Localisations spinales de la s)/philis Paris 1879
Lancereaux: Traile de la syphilis Paris 1879
MiiLLER: Syphilis of the cord A.f. Derm, xxiii 1891
Pick: Cerebro-spinal syphilis Prager Z. f. Heilk. xiii 1892
Rumpf: Syphditische Erkrankungen des Nervensystems Wiesbaden 1887
Siemerlixg: Congenital cerebral and spinal syphilis A.f. Psych, xx 1888;

Syphilis of the central nervous system ibidem xxii 1890
Sottas : L'anat. et la din. des paralysies spinales syphiiitiques Paris 1894 (with

references)

105. Among the tumours of the inner spinal membranes,
small osteomata are the tirst to be mentioned ; in the form of

small white discs or plates they are often found in the arachnoid.

According to Zanda their formation is due to degenerative
changes in the fibrous tissue, and they are furnished with new
blood-vessels from the dura mater. Varicose dilatations of the pial

Fig. 211. Venous angioma of the pia mater.

(Cross-section of the lumbar cord : preparation hardened in Muller's fluid and alcohol,
cut in celloidin, stained with liaematozylin and carmine, and mounted in Canada
balsam : X 4)

a dura mater d di
b spinal cord
c transverse sectiou through venous blood- e e^

spaces

transverse section through the an-
terior nerve-roots

transverse section through the pos-
terior nerve-roots

veins are not uncommon, and sometimes lead to the formation of

venous cavernous angiomata (Fig. 211 e), which as they grow
produce compression of the cord (5) and of the nerve-roots

(t? c?j
e gj).

Of the true tumours, most of the connective-tissue forms occur
as primary growths, such as sarcomata, fibromata, myxomata, an-

giomata, angio-sarcomata, and lipomata. Lipomata are met with

chiefly in cases of spina bifida. The fibromata form rounded
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nodes, and have their origin most commonly in the perineurinm
of the nerve-roots (Fig. 212 c d). The sarcomata form rounded

or superficial growths, and sometimes invade
the substance of the cord. Some of the

sarcomata, in which the neoplastic prolifera-
tion starts in the endothelium enveloping
the fibrous connecting strands, and which

possess an alveolar structure, are classed

with the alveolar endothelioniata.
Tumours charaeteriscd by excessive vas-

cular hyperplasia (Figs. 212 e and 213) are

regarded as angiomata and angio-sarcomata.

(

a

Fig. '212. Fibroma and
papillomatous angio-
sarcoma of the cauda
equina with central
glioma of the lum-
BAR CORD.

(Eeduced to one-half the

natural size)

a thoracic portion of the
cord

b dilated lumbar portion
with central glioma
antl ex<-avation

c and d fibromata
e angio-sarcoma

NW

Fig. 21o. Papillomatous angio-sarcoma with hyaline
degeneration.

Fi'otn the cauda equina shown in Fig. 212 (e) {preparation
hardened in Miiller's fluid, stained vith haematoxylin,
and mounted in C-anada balsam : X 150)

a small single vessels b large single vessels

c vascular tufts cut partly in the longitudinal and partly
in the trans\erse direction

d denucleated vessels in hyaline denucleated connective
tissue

e single cells lying between the vascular tufts

/ fibro-cellular tissue lying between the vascular tufts

They have sometimes a peculiar structure,

recalling that of the placenta, and contain

numerous papillary outgrowths composed of

blood-vessels (Fig. 213 a h) and vascular

tufts (c d)., interspersed with single cells

(e) or patches of myxomatous and sarcoma-

tous tissue (/). The hyaline degeneration



ART. lOG] PACHYMENINGITIS 379

((?) frequently associated with these neoplasms justifies us in

classing them as cylindromata.
Among the secondary tumours carcinomata and sarcomata

are met with, some forming circumscribed nodes, and others dif-

fuse proliferous growths which fill the arachnoid cavity, envelope

closely the cord and nerve-roots, and sometimes invade the sub-

stance of the cord itself.

References on Tumours of the Internal Spinal Meninges.

Baierlacher: Cystosarcoma Deutsche Klinik 1860
Braubach : Lipoma A. f. Psych, xv 1884
Chiari: Cholesteatoma of the dorsal cord Prager nied. Woch. 1883
Cramer: Multiple angio-sarcoma of the spinal pia mater Inaug. Diss. Marburg

1888
Ganguillet : Cylindroma Inaug. Diss. Berne 1878
Gaupp: INIorbid anatomy of the spinal cord and its membranes Ziegler's Bei-

trcige ii 1888
Lachmann: Glioma of the filum terminale A. f. Psych, xiii 1882
Leydex: Klinik der RUckenmarkskrankheiten i Berlin 1874
RosKXBERt;: Tumours of the cord Inaug. Diss. Strassburg 1892 (with refer-

ences)
ScHULz: Sarcoma of the spinal pia mater A. f. Psych, xvi 1885
Westphal: JNlultiple sarcomatosis of the brain and of tiie membranes of the

cord A./. Psych, xxvi 1894
Zaxda : The development of the osteomata of the spinal arachnoid Ziegler's

Beitrage v 1889

106. The spinal dura mater forms a theca or elongated sac

loosely enveloping tlie cord, and se}iarated from the vertebral

canal by the epidural space. Acute inflammation of the dura

mater, or pachymeningitis, as a rule results from infiammation of

the neighbouring internal membranes and of the vertebrae, or is

of traumatic origin. As the dura mater is close and stout in tex-

ture, inflammatory infiltration of its tissue can take place only to

a slight extent, and is accordingly in most cases limited to its

superficial layers. In the process of recovery after inflammation
adhesions to the adjacent structures are apt to be formed.

Scattered patches of proliferation on the internal surface, suc-

ceeding the dej)Osition of fibrin thereupon, are occasionally but
not very frequently observed, and lead to the formation of deli-

cate vascular false membranes. Witliin these membranes haemor-

rhages of varying extent are apt to take place, and the process
is therefore described as internal haemorrhagic pachymenin-
gitis. Its causation is unknown, except in those cases where it

follows vertebral or pial disease, or whei'e tuberculosis or syphilis
are present. The slighter forms of the disease cause no recognis-
able changes in the cord itself. In the severer cases adhesions
with the arachnoid and pia mater may be formed, and the inflam-

mation may extend to the pia mater ;
in such cases degenerative

changes soon make their appearance in the cord.
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Tuberculosis of the spinal dura mater is almost always a

secondary affection, usually proceeding from the vertebrae, more

rarely from the cord and the pia mater. Numerous caseous

deposits are produced in the epidural space, compressing the

dural sac and the spinal cord it encloses. The dura mater is

sometimes covered externally with caseous granulomatous de-

jjosits, while on its internal surface are formed delicate pach}-
meningitic false membranes resembling the non-tuberculous
membranes above referred to. If the tubercle-bacilli penetrate
into the substance of the dural sac, disseminated tubercles, with
•or without caseating granulations, make their appearance on the

internal surface of the membrane.

Syphilitic inflammation and granulomatous proliferation
occur both as primary and as secondary morbid processes in the

dura mater; in the latter case they originate in the pia mater,

very seldom in the vertebrae fArt. 104).

Among the primary tumours of the spinal dura mater, sarco-

mata, fibromata, and myxomata have been recorded. Lipomata
have been repeatedly observed in the epidural space. Hydatid
cysts may develope both in the epidural space and in the dural

sac itself ; they are, however, rare.

References on the Morbid Anatomy of the Spinal Dura Mater.

Adamkiewicz : Pachymeningitis hyperlrophica Vienna 1890
Burtin: Hypertrophic spinal pachymeningitis These Paris 1878
Charcot : Diseases of the nervous system ii London 1877-1883
Francotte : Fibroma of the spinal dura mater Ann. de la Sac. med.-chir. de

Liege 1888
Joffroy: S]i()ntaneous cervical pachymeningitis These Y&ris 1873; A. gen. de

med. II 1876
Laxcereaux: Traile historique et pratique de la syphilis Paris 1873
]Michaud: Meningitis and myelitis in spinal disease These Paris 1871
jSTeisser: Die Echinococcenkrankheit Berlin 1877
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CHAPTER XXXVI

STRUCTURE AND FUNCTIONS OF THE BRAIN

107. The part of the central nervous system enclosed by the

cranium consists of the cerebrum and cerebral axis, with the cere-

bellum.

The cerebrum is made up of two hemispheres, united by a

commissure, the corjnis callosum. The outer surface of the hemi-

spheres is marked in a characteristic fashion by ramifying and

intercommunicating furrows or sulci, between which the brain-

substance is thrown into tortuous ridges and prominences, known
as the gi/ri or convolutions.

Some of the sulci are characteristic of the human brain, and
are always present; others are subject to considerable variation

in different brains, and thus the details of the configuration of

the gyri are l)y no means constant. The most important sulci

are the sylvian fissure (Vig. 214 e ), the central or rolandian fis-

sure (a), the pre-central (5), the intraparietal (f?), the super-
ficial temporal or first-temporal (/), tlie parieto-occipital (c),
the anterior-occipital (e), and the inferior-occipital (A) fissures.

The central or rolandian fissure (a) divides the cerebral hemisphere into an
anterior and a posterior portion ;

the gyrus immediately in front of it is known
as the pre-central or ascending-frontal (A ) convolution, the one immedi-

ately behind it as tlie post-central or ascending-parietal (B) convolution.

The term opercular or central lobe is applied to the group of convolu-

tions surrounding the central fissui'e, namely the pre-central. post-central, para-
central (uniting them above), and infra-central (uniting them below). The
portion of the hemisphere in front of the pre-central fissure (6) is the frontal
lobe in the narrower sense of the term, and is divided into the superior-
frontal (C\), the middle-frontal (C,), and the inferior-frontal (C.,) convolutions.

These three convolutions pass downwards round the anterior border of the

hemisphere to its orbital surface.

Behind the post-central convolution lies the parietal lobe (D), divided by
the intraparietal fissure (d) into a superior-parietal and an inferior-parietal
lobule. The latter is made up of the marginal or supra-marginal gyrus (E)
and the angular gyrus {F).

The parieto-occipital (c) and the anterior-occipital sulci (/) form the boun-

dary between the parietal and the occipital lobe (G), and in the space between
these two furrows the so-called annectant (or connecting) gyri pass over from
the parietal to the occipital lobe.

The sylvian fissure (e) forms the boundary between the lower and outer

portions of the frontal, central, and parietal lobes and the temporal lobe.
The gyrus bordering the lower side of this fissure is the first-temporal or supe-
rior temporo-sphenoidal convolution (i^j).
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The gyrus which bends round the upper end of the sylvian fissure belongs,
as we have said, to the inferior-parietal lobule, and is known as the marginal
gyrus (E). Below the superior-temporal (also called the parallel) fissure (/")
is the second-temporal gyrus (H.^). Its upper portion, though it bends round
the fissure, is still regarded as belonging to the inferior-parietal lobule, and has
received the name of the angular gyrus (F). Below the second-temporal fis-

sure (Fig. 214 g) is found the third-temporal gyrus (Fig. 215 G). If the lips
of the sylvian fissure are drawn apart, the island of Reil or insula becomes
visible.

The median aspect of the first-frontal gyrus (Fig. 215 A) has received no

special name; that of the operculum is known as the paracentral lobule.
Both are bounded inferiorly by the calloso-marginal sulcus (a), wliich ante-

riorly separates the first-frontal from the callosal gyrus or gyrus cinguli (K),

S E

C. - •:
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c

d
e

f
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A

214. External surface of the

{Drawn from a brain treated ivi

central fissure

pre-ceutral fissure

parieto-oceipital fissure

intraparietal fissure

sylvian fissure

superticial-temporal fissure

second-tenipc )ral fissure

inferior-oi'cipital fissure

anterior-occipital fissure

pre-central gyrus

left cerebral hemisphere.
th nitric acid and dried)

B post-central gyrus
Ci superior-frontal gyrus
C2 middle-frontal gyrus
Cg inferior-frontal gyrus
D parietal lobe
E marginal gyrus
F angular gyrus
G occipital lube

Hi first-temporal gyrus
H.2 second-temporal gyrus

and posteriorly by the paracentral lobule {B) from the praecuneus or (]uadrate
lobule (C), the median portion of the superior-parietal lobule. The median

portion of the occipital lobe is known as the cuneus (Z)),and is separated from
the praecuneus by the parieto-occipital sulcus (/>).

The fissure known as the transverse-occipital sulcus or calcarine fissure (c)

separates the ciuieus from tlie lingual gyrus {E). Tlie latter passes anteriorly
into the hippocampal gyrus {H), which is a continuation of the callosal

gyrus {K).
Below the lingual and the hippocampal gyrus lies the occipito-temporal

or collateral sulcus (d), and below this the occipito-temporal or fusiform gyrus
{F).
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The substance of the cerebrum (Fig. 21G) is composed of the cortex (co.) and
the medullary white matter. The former has a grey colour, and everywhere
forms the outermost layer of the cerebrum; at the base it dips here and there
into the interior, forming the grey structures known as the claustrum (cL), the
nucleus amygdalae (n.a.), the caudate nucleus (c.n.), and the external segment
of the lenticular imcleus or putameu (Weunicke). The latter two nuclei are

B 7:

h ^\^Wl

a 11
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c

Fig. 215. Median

{Draicn from afresh preparation

median surface of the first-frontal

gyrus e

paracentral lobule /
praecuneus g
cuneus h
lingual gyrus hi
occipito-temporal gyrus h^
inferior-temporal gyrus i

liippocampal gyrus k
uncinate gyrus
callosal gyrus I

calloso-marginal sulcus m
parieto-occipital sulcus /*

transverse-occipital sulcus or calcar- o
ine fissure pt

SURFACE OF THE CEREBRUM.

1'educed to one-half the natural size)

d occipito-temporal sulcus

pre-occipital sulcus

inferior-temporal sulcus

fdurtli-temporal sulcus

corpus callosum

splenium of the corpus callosum
genu of the corjjus callosum
fornix
median surface of the optic thalamus

witli the soft commissure
septum pellucidum
anterior commissure
cms cerebri

corpus mammillarium (albicans)
optic nerve

continuous anteriorly with one another as well as with the cortex (substantia
perforata anterior). Posteriorly they are separated from one another by layers
of white matter.

The grey masses known as the optic thalamus {th.) and the subthalamic

body (e.5.) or nucleus of Luys, together with the inner two-thirds of the len-

ticular nucleus (n.l.), do not belong to the cerebral cortex, but to the cerebral
axis.
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The grey matter of the cerebrum contams, embedded in a matrix which
after death has a finely granular appearance, a large number of stellate gan-
glion-cells of various forms, with plexuses and tracts of fine and coarse nerve-
fibres.

The white or medullary substance consists essentially of medullated nerve-

fibres, without sheaths, which have their origin or termination in the grey
matter of the brain. According to Ramon y Cajal, these fibres are of four
chief types, namely projective fibres, commissural fibres, associative fibres, and

centripetal fibres.

Fig. 216. Frontal section of the cerebrum.

{Diagrammatic ; after Schwalbe)

CO.
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On the surface of the brain various cortical areas or centres are distin-

guished according to their function. The motor centres extend over the two
central convolutions and the paracentral lobule

;
the centres for the facial and

the hypoglossal nerves lie in the lower third, those for the arms in the middle

third, and those for the legs in the upper third and in the paracentral lobule.

The several regions are not sharply separated, but pass one into the other.

The centres for the movements of the trunk are said to be situated in the
frontal lobe.

The motor speech-centre, or region wherein verbal images are translated

into spoken words, is in right-handed persons situated in the posterior part
of the left third-frontal gyrus. The sensory speech-centre, with which the

memory of the sound of words is associated, lies in the left first-temporal

gyrus.
The centres for sensation have in general the same situation as the motor

centres, extending however to other regions, such as the parietal lobe (Noth-
NAGEL, BeCIITEREW, WeRXICKE).

The visual centre lies in the occipital lobe, chiefly about the region of the

calcarine fissure and of the cuneus. The seat of the olfactory centre is not

Fig. 217. Diagrammatic scheme of the course of the nerve-fibres within
THE brain {after Ramon y Cajal).

A corpus callosum
B anterior commissure
C pyramidal tract
a neuron with projective fibres and col-

lateral commissural fibres

h neuron with fibres to the corpus cal-

losum
c neuron with associative fibres

e d terminal ramifications of various neu-
rons in the cerebral cortex

positively known ; perhaps it is in the uncinate gyrus. The auditory centre
is situated in the temporal lobe, and it is assumed that the centre in each

hemisphere is connected with both auditory nerves.

Psychical functions are associated with the whole of the cerebral cortex.

The frontal lobe is regarded as specially concerned in the performance of the

higher mental functions.

The cerebral axis consists of the medulla oblongata (Fig. 218 M.ohl.),

pons (Po.), the crura (Pe.) the subthalamic nucleus (Fig. 216 c.s.) with the

tuber cinereum (Fig. 218 T.c.) and corpora mammillaria (Cm.), the cerebel-

lum (Fig. 218 D. Gr. FL), the corpora quadrigemina, and the optic thalamus

(Figs. 216 th. and 215 k).
All these parts may, from their mode of origin, be regarded as modifica-

tions of the spinal cord, and the cerebral nerves that are homologous with the

spinal nerves start from this region (Fig. 218 I-XII and Fig. 179 III-XII).
The cerebral axis contains no parts that are related to psychical activity ;

its centres are partly automatic and partly reflex in their nature and functions.

2c
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The medvilla oblongata, for example, contains the reflex centre for the

closure of the eyelids, coughing, sneezing, sucking, etc., as well as centres that

correlate subordinate reflexes of the spinal cord. It contains also the centres

for the nerves of respiration, the motor nerves of the lieart, and the vaso-motor

nerves, as well as a centre which when stimulated induces general convulsions.

Here are also the mechanisms for the co-ordination of the movements subserv-

ing vocal ai'ticulation (KussMAUL),for the perception of speech as mere sound,
and for the percej^tion of written characters as mere shapes. The mental pre-
sentation of the syllables and Avords to be uttered in articulate speech, and
the association of the sounds and written shapes perceived with the appropriate
verbal images, is effected in the cerebral cortex.

Stimulation of the pons causes convulsions and painful sensations ; its

destruction causes sensory, motor, and vaso-motor paralysis. In the cerebellum

JiJ'j:-

JTstr:

M.oU.

Fig. 218. Basal aspect of the cerebral axis.

S.Str.
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and corpora quadrigemina are situated centres for the adjustment and co-ordina-
tion of the movements of the limbs and trunk, and so on. The functions of the

optic thalamus and of the nucleus of the pons are unknown.

References on the Structure and Functions of the Brain (see
also Art. 88; .

Bechteuew : Die Leitungsbahnen im Gehirn und Ruckenmark Leipzig 1894
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1893
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CHAPTER XXXVII

MALFORMATIONS OF THE BRAIN

108. The malformations of the brain relate most commonly
to the cerebral hemispheres and the cerebellum, these being tlie

parts which in their development from the primitive cerebral

vesicles undergo the greatest amount of growth and the most

important transformations. The parts of the cerebral axis aris-

ing from the vesicles of the hind-brain, mid-brain, and inter-brain,
are also in some cases imperfectly developed.

Some of the malformations of the brain are associated with
malformations of the cranium, such as agenesis of particular por-

Fig. 219. Head of the microcephalic child Helen Becker.

{Aged 5 years : from a photograph taken by A. Ecker in the year 1868)

tions of it. Of this nature are total or partial anencephalia, and

cephalocele or cerebral hernia, which occur in combination with

acrania, cranioschisis, or craniorachischisis, or with mere osseous

defects of the cranium.

Among the malformations that are met with when the skull

is entire and closed, there are two main classes, one characterised



ART. 108] HYPOPLASIA AND .^IIUKOGYRIA 389

by hypoplasia or iinder-growtli, the other by agenesis or

at)sence of particular portions of the brain,

cannot, however, be sharply sepa-

rated, for hypoplasia is sometimes
combined with, or passes into,

partial agenesis. A third group,
likewise incapable of sharp separa-
tion from the others, and in some
instances appearing merely as a

variety of hypoplasia or partial

agenesis, includes anomalies of

development in the fissures, minor

sulci, and convolutions. In a

fourth group might be placed
anomalies of the minuter structure

These two
total

types

Fig. 2'_'0. Brain of the microce-
phalic CHILD Helen Becker.

and organisation of the brain-

{Dled at the age of 8: f?-om vox Bisch-
off: ireight of the brain 219

grammes, instead of the noi^mal

(Yierordt) 1377 grammes)

Fig. 221. Braix -weighing GOO grammes
{From an imbecile epileptic icoman of 37 : reduced to three-fourths of the natural size)

a frontal lobes b central convolutions c occipital lobes d uncovei-ed
cerebellum e undevelopeil parietal lobes with membranous gyri / atten-
uated gyri of the right frontal lobe
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substance, tliougli such anomalies are often merely local mani-
festations of agenesis or hypoplasia. Lastly, certain conditions of

hypertrophy might also be counted among the malformations.

Hypoplasia of the entire brain occurs, first, in the condition

termed niicrencephalia (Fig. 220), in which the liyi^oplasia is

accompanied by suiallness of the skull itself, in other words by
some degree of microcephalia (Fig. 219). The malformation is

sometimes present even at birth, but becomes more striking when,
while the rest of the body grows, the brain and skull remain in

the infantile condition. The mass of the brain, which in men

Fig. 222. Hypoplasia and microgyria.

(From the left cerebral hemisphere of a deaf-nmte : viewedfrom above after removal of
the cerebellum : two-thirds of the natural size)

a riRht hemisphere d memhranous vesicle in the region of

b left hemisphere the parietal lobe
c undeveloped left occipital lobe with

microgyria

amounts on the average to 1375 grammes, and in women to 1245

grammes, varies in such cases from 900 to 200 grammes, and may
thus be even below the normal for a new-born infant's brain (385

grammes) .

The o^eneral formation of the under-grown cerebral hemi-

spheres may still be normal ;
but there is often deficiency of the

secondary sulci (Fig. 220), and at times of the primary sulci or
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fissures also, the surface of the brain appearing scantily convoluted

and imperfectly ma^^ped out into lobes. In other cases, on the

contrary, the gyri are here and there abnormally numerous and
attenuated (Fig. 221 /), the condition being called microgyria.
It sometimes hap})eus that certain of the gyri consist of little more
than membranous folds (Fig. 221

<?), containing no proper brain-

substance.

The cerebellum and the cerebral axis are sometimes stunted as

well as the cerebrum ;
but these parts are usually less retarded in

growth than the latter. The cord also often remains abnormally
small, the pyramidal tracts and columns of Goll being the parts

chiefly affected, and to a less degree the anterior columns and the

direct cerebellar tracts.

Fig. 223. Frontal section through the brain of fig. 222.

( Tliree-fourths of the natural size)
a ri.aht hemisphere d temporal lobe with dilated inferior
b undeveloped left hemisphere cornu of tlie lateral ventricle and
c area showing microgyria aplasia of the middle-temporal gyrus

Partial hypoplasia of the brain is most commonly met Avith

in the cerebral and cerebellar liemispheres ;
it may also involve

some portions of the cerebral axis. The diminution in size of

parts of the cerebral hemispheres (Fig. 222 c d} gives rise to

asymmetry of the cerebrum, and is often associated with imperfect
development of the convolutions. These are abnormally small
and thin (c), or the brain-substance is here and there represented
only by a thin-walled vesicle (d'), the cortex and the white matter
at the affected spots being entirely undeveloped (Fig. 223 c?) or

at least stunted in their growth (c).

Hypoplasia of the cerebellum, a condition in which the devel-

opment of parts or the whole of this organ is arrested, is not
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uncommon, and cases are met with in which the size of the whole
cerebellum is not greater than that of a walnut. Within the area
of hypoplasia the gyri are usualb' much diminished in size (Fig.
230), so that we might describe the condition as cerebellar micro-

gyria. In extreme hypoplasia of the cerebellum the tracts con-

necting it with the pons are also imperfectly developed.
Extreme hypoplasia of the cerebral hemispheres is apt to be

associated with defective development of the pyramidal tracts.

Among the deeper and basal structures, the corpus callosum and
the fornix, the optic thalami, the corpora striata, the corpora
mammillaria, the corpora quadrigemina, etc., are sometimes
found to be stunted or defective.

Hypoplasia of the brain was formerly explained (Vogt) as due
to atavism ;

but there can be no doubt that this view is erroneous,
and that such h3qioplasia is to be regarded as resulting from
arrest of development, usually idiopathic but sometimes perhaps
dependent on morbid influences exerted during the period of

intra-uterine growth. In a few cases micrencephalia is caused by
premature synostosis of the cranial bones.

References on Hypoplasia of the Cerebrum and Cerebellum

(see also Art. 109).
Aeby: Microcephalia .4. /; Anthropol. vi and vii 1874; Ueher das Verhciltniss

der Mih-ocephalte zw'n Atarisinus Stuttgart 1878, and V. A.77 1879
Antox : Angehore.ne ErkrankuiKjen d. Centrnlnerrensystems Vienna 1890
Arndt : Pathology of the cerebellum A.f. Ps//ch. xxvi 1894
VON BiscnOFF : Microcephalia Ahhandl. Akad. d. Wiss. in Mundien xi 1872
Chiari : Jahrh. f. Kinderheilk. xiv 1871
Cramer : Left-sided atrophy of the cerebellum Ziegler's Behrdge xi 1891
Fischer : Malformations of the cerebellum by arrest of growth A.

/'. Psi/ch. v
1875

Flesch : Verhandl. phi/s.-med. Gesell. zu Wiirzhurg viii. Sitzungsher. 1874, and

Festschrift zuiii Juhildum d. Unirersitdt Wiirzhurg 1882
GiACOMiNi : I cervelli dei microcephali Turin 1890, and A. ital. de biol. xv
Hadlich : Cerebral malformation with cohesion of the hemisi^heres A.f.
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HupPERT : Excessive smallness of the cerebellum A.f. Psych, vii 1877
Jensex : Brain of a microcephalic woman A. f. Psych, x 1880
Kahleu and Pick: Prayer Z.f. Heilk. ii 1881, and Berl. klin. Woch. 1879
Marchand : Three microcephalic brains Nova Acta Leop. Carl. Akad. liii

1889, and lv 1890
Muhr : Unilateral cerebral atrophy with defective vascular development on
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Otto: Microgyria ^1.

/". Psych, xxiii 1890
Pick, A.: Prayer med'. Woch. 1880
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RtJDiNGER : Microcephalic brain Munch, med. Woch. 1886
Sander: Two microcephalic brains A. f. Psych, i 1868
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Steinlechner-Gretschischnikoff : Spinal cord in microcephalia A. f.

ViRCHOw: Gesamm. Ahhandl. 1856; Berl. klin. Woch. 1877, and Verhandl.

Berlin, anthropol. Gesellsch. 1878
VoGT, C. : Ueher das Mikrocephalengehirn Brunswick 1867
Wille: ]\Ialformations of the cerebrum .4./ Psych, x 1880 [Frankfort 1885

AVoLFF, J. : Morphol. Beschreihung eines Idioten- und Mikrocephalengehirnes
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109. Partial agenesis f)f the cerebrum, like hypoplasia, is

most commonly met Avith in the region of the cerebral hemi-

spheres ; it may also extend to the deeper portions, and in partic-
ular to the commissures. When parts of the cerebrum are not

properly developed, the resulting local defects are bridged over l)y

the internal meninges (Fig. 22-1/^). The lacunae are then filled

up by the accumulation of liquid in the subarachnoid spaces and
in the meshes of the pia mater. At times an equivalent enlarge-
ment of the adjoining ventricle, or an accumulation of liquid in

the subdural space, takes place.

Fig. 224. Frontal section through the brain of a deaf-mute with bilateral
hypoplasia and partial agenesis of the temporal lobes and the cortex
of the insula.

{^Three-fourths of the natural size)

a b cerebral hemispheres
c upper portion of the left temporal lobe
d e left and right lenticular nucleus on the

outer surface f)f which tlie claustrum
and cortex of the insula are wautiug

/ g cysts formed by the internal me-
ninges

/( left sylvian fissure

i right sylvian fissure

The size of the several defects varies greatly in different cases :

indeed all intermediate stages between total anencephalia (as in

acrania) and small circumscribed lacunae in a single convolution

(Fig. 225 a) are met with.

Among the deeper and basal parts those most liable to be

wanting are the corpus callosum, the fornix, the grey commissure
of the third ventricle, and the corpora mammillaria. When the

corpus callosum is absent the gyrus fornicatus and the gyrus
hippocampi are usually undeveloped, and some of the remaining
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gyri are often irregularly formed. More extensive defects involv-

ing the motor cortical area are generally accompanied by imper-
fections of the pyramidal tracts.

The causes of partial agenesis are often incapable of being
certainly determined : we may assume, however, that in some
instances the condition has its origin in primary anomalies of

development inherent in the primitive rudiment of the brain
; in

other cases it arises from secondary morbid influences such as

traumatism, inflammation, and disorders of circulation. In some
instances agenesis seems to depend on the morbidly-perverted
configuration of fissures or sulci ; and it is probable that certain
of the peculiar defects in the cerebral hemispheres comprehended
under the term porencephalia are of tliis nature.

Fig. 225. Agenesis of isolated portions of the cerebral convolutions.

{From a woman loho died of progressive paralysis : one-half the natural size)

a cavernous depressions

The typical form of this malformation consists of fissure-like or

funnel-shaped depressions of the cortex (Fig. 226 a a and Fig.
227 a a). They are usually found either in the central and parie-
tal lobes, or about their borders, and are distinguishable by the

fact that the affected gyri are not destroyed, but only interrupted

by a deep cleft, up to the edges of which they are well developed.
In some instances they appear to start from the cleft and group
themselves about it.

Externally these defects are bridged over by the arachnoid

(Fig. 226 b and Fig. 227 6), while the pia mater (c) clings to and
follows the gyri even to the deepest parts of the depression.
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Deeper clefts sometimes reach to the ependj-ma of the ventricles

(Fig. 226 (7), or even communicate with their cavities, so that

Avhen the j)ia mater is removed the outer aspect of the basal

ganglia is laid bare at the bottom of the hollow (Fig. 226 e).

As the normal fissures are due to infoldings of the cerebral

vesicle while it is still thin-walled, and the minor sulci arise from

Fig. 226. Porencephalic left hemisphere of a child of ten weeks.

(Natural size)

a large cleft-like depression d roof of the lateral ventricle laid open
b cut edge of the arachnoid and thrown outwards
c pia mater e optic thalamus

Fig. 227. Porencephalic right he.misphere of a child of ten weeks.

{Natta-al size)

a large cleft-like depression b cut edge of the arachnoid c pia mater
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the unequal growth of particular portions of the developing hemi-

spheres, we may fairly assume that pathological infoldings during
the second and third months of embryonic life, or irregularities in

the growth of the brain in the later months (perhaps occasioned

by morbid accumulation of liquid in the subarachnoid spaces) are
the efficient causes of pathological fissures and clefts and of

abnormally deep cortical sulci. It is, however, to be observed
that very similar fissures and funnel-like depressions sometimes
arise from partial destruction of the cortical and medullary brain-

substance ; and we might describe these as a second and atypical

variety of porencephalic defect, of intra-uterine origin but distin-

guishable from true porencephalia. The term pseudo-poren-
cephalia would serve to indicate the distinction.

Porencephalia (or porencephalus) is used by diiferent writers in different

senses. Some would limit it to congenital defects of the brain
; others would

extend it to acquired defects. Some, again, apply it only to local and circum-
scribed depressions, while others do not hesitate to describe absence of an
entire hemisphere as porencephalus. It is advisable to use the term only for

certain definite varieties of congenital defect of substance, or at least to give
some indication of the meaning attached to it in any given case.

References on Defects of the Brain, Poj'oicephalia, and Absence

of the Corpus Callosum (see also Art. 108)
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BiNSWANGER : ^Malformations of the brain (porencephalia) F. A. 87 1882 and

10-2 1885
Chiari : Jahrb.f. Kinderheilk. xv Leipzig 1882
DE LA Croix: Porencephalia V. A. 97 1884
FORSTER : Misxbildungen d. Menschen .Tena 1885
Heschl : Prayer Vierteljahrsschr. 1859, 1861. 1868; Jahrb.f. Kinderheilk. xv

1882. and Arch. d. Gesellsch. d. Aerzte Vienna 1878
Heydexreich : Hemiacrania
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trilobate encephalon V. A. 100 1885

HuppERT : Absence of corpus callosum ^4. d. Heilk. 1871
Jelgersma: Absence of corpus callosum Biolog. CentralM. ix 1890
Jolly : Absence of corjius callosum Z. f. rationale Med. xxxiv 1869
Kaufmanx: Absence of corpus callosum A. f. Psych, xviii 1887
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Klebs: Hydro- and micro-anencephalia Oesterr. Jahrb.f. Padintrik 1876
Kuxdrat: Die Porencephalic Graz 1892, and Die Arhinencephalie Graz 1882
Marchand: Development of corpus callosum A.f. mikrosk. Anat. 37 1891
Onufrowicz: Absence of corpus callosum in the brain of a microcephalic
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Otto: Porencephalia A.f. Psych, xvi 1885
Riubert: Origin of anencephalia T. A. 93 1883
Richter: The gyri of the human brain F. A. 10(3 1886
Ross : Porencephalus B. M. J. i 1882
Saxder: Absence of corpus callosum A.f. Psych, i 1868
ScHATTENBERG : Porencephalia in an adult Zieyler's Beitrdge V 1889
ScHXJLE : Case of arrested development Z. f. Psych. 20 1869
Sigmundt: Porencephalia Inauq. Diss. Strassburg 1893 (with references)
Sperling: Porencephalia T'. -l! 91 1883
Zuckerkandl: Med. Jahrb. d. Gesellsch. d. Aerzte Vienna 1883
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110. When the bulk of the brain is too small relatively to the

cranial cavity, the space not occupied by the brain and membranes
is filled up with cerebrospinal liquid, and the result is hydro-
cephalic micrencephalia, or hydrocephalic partial anencephalia.
The morbid accumulation of liquid takes place either in the

ventricles or in the subarachnoid spaces, and accordingly we have
the two forms— internal hydrocephalus or ventricular dropsy, and
external or meningeal hydrocephalus.

Fig. 228. Congenital ventricular and meningeal hydrocephalus.

(Frontal section of the cranial cavity of a synophthalmous microstomous foetus vieiced

from behind : four-fifths of the natw-al size)

a skin and subcutaneous tissue
b cranial vault
c dura mater
d tentorium
e arachnoid membrane
/ posterior surface of the cerebrum, re-

duced to a thin-walled vesicle and
covered with the pia mater

g rounded border of the cerebral vesicle

I

ni

subarachnoid space behind the cerebral
vesicle

cavity of the cerebral vesicle communi-
cating with the subarachnoid space
by the enlarged transverse fissure

section through the corpora quadri-
gemina

section through the cerebellum
atlas

The accumulation of liquid is in many cases simply complemen-
tary, an effusion ex vacuo, and appears in the vicinity of the local

defects ; sometimes therefore the subarachnoid spaces (Fig. 226 5,

Fig. 225 a, and Fig. 221 f g), and sometimes these together with

portions of the ventricles (Fig. 222 d), are the seat of the hydro-
cephalic accumulation. But the morbid outpouring of liquid is

undoubtedly in certain cases primary, though in many instances
it is impossible to decide whether the disturbance of normal
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development or the accumulation of liquid was the initial mani-
festation.

When the ventricular dropsy in a case of congenital malforma-
tion of the brain is a prominent and characteristic feature, the

condition is usually known as congenital internal or ventricular

hydrocephalus. If, in addition, the volume of the brain is abnor-

mally small, the case may be regarded as an example of hydro-
cephalic micrencephalia.

Internal hydrocephalus is in many cases due to some disorder

of development dating from early embryonic life, the cerebrum at

birth having the appearance of a thin-walled vesicle (Fig. 228 z),

which either fills the cranial cavity or is covered externally by a

layer of liquid lying within the subarachnoid spaces (7^). Such
extreme disturbances of development are observed chiefly in

infants whose heads are externally malformed, for instance in

cases of cyclopia or synophthalmia (Fig. 228).
If the morbid accumulation of liquid takes place at a later

period, when the brain is already developed, the general config-
uration of the cerebrum is undisturbed, and the chief feature of

the affection is the dilatation of the ventricles (Fig. 229 a h c).

The dilatation is sometimes bilateral and symmetrical, sometimes

unsymmetrical (c), and sometimes unilateral.

At birth the enlargement is at times but slight, or it may
be already considerable, so that the circumference of the cranial

portion of the head more or less notal)ly exceeds the normal meas-
urement. After birth the accumulation of liquid is liable to pro-

gressive increase, the ventricles becoming enormously distended.

The size of the cranium increases more and more, and the over-

lying skin becomes thin, the subcutaneous veins showing clearly

through it. The several cranial bones are visibly separated from
one another, and even when their normal rate of growth is in-

creased they are unable to keep pace with the rapid expansion of

the cranial contents. The fontanelles are thus widened, and the

sutural edges of the bones are forced more and more asunder.

Usually small supernumerary bones are developed in the mem-
branous sutures and in the fontanelles (Fig. 132).

When at length death ensues, the dura mater, pia mater, and
arachnoid are stretched to the utmost, the gyri are depressed and
flattened out, and the sulci are effaced. The cerebral substance

of the hemispheres surrounding the ventricles, which are expanded
into large vesicular cavities, is reduced to a mere thin-walled cap-

sule, which on the convexity is often but a few millimetres in

thickness.

The liquid in the ventricles is clear and pale or light-yellow ;

the ependyma, apart from its distension, is unchanged ;
the basal

ganglia are flattened out. The fourth ventricle and the cerebellum

are usually unaltered, though the former is sometimes enlarged.
The condition described is that met with in many cases : in
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others the lateral ventricles are less distended, or the dilatation

is limited to one ventricle, or even to a part of one. One lateral

ventricle, for example, may be so stretched that its roof consists

merely of a thin membrane, while the other ventricle remains
undistended. In like manner the fonrth ventricle is sometimes
alone dilated. In these cases the cranial cavity is usually not

enlarged, the space for the expansion of the ventricle being gained
by atrophic contraction of the rest of the brain.

Hydrocephalus of extreme degree leads to a fatal issue ; in

less marked cases the patient sometimes continues to live

*r:H--ir

Fig. 229. Frontal section through the brain of a hydkocephalic idiot.

{Reduced to tivo-thirds of the natural size)

a b dilated lateral ventricle c dilated descending cornu on the right side

(Fig. 229). If the hydrocephalus is at all considerable, the brain

becomes in part atrophic, the compressed portions becoming
wasted, and the nerve-cells and nerve-fibres undergoing atroj^hy
and calcification.

When the fourth ventricle is moderately distended, the cere-

bellum, the pons, and the medulla oblongata, or portions of these,
are apt to remain ill-developed.

If the hydrocephalus is only slight, and does not increase after

birth, the after-development of the brain in some instances pro-
ceeds in a normal way.
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The cause of congenital internal hydrocephalus is still obscure.

There are often no traces of changes capable of being regarded as

inflammatory, nor as a rule can any obstruction to the outflow of

venous blood be made out with certainty. Nevertheless, in par-
ticular cases the meninges or the choroid plexuses exhibit thick-

enings that are referable to past inflammation. A less doubtful

sign of inflammation is turbidity of the ventricular contents, due
to the presence of pus-corpuscles. It is possible that the affec-

tion in many instances depends on closure of the communications
between the cavities of the ventricles and the subarachnoid spaces
in the transverse fissure. These have appeared to be closed in

some at least of the cases that have been described. As the

lining pia mater of the transverse fissure in such cases is apt to

be abnormally dense, perhaps the circulation in the veins of Galen
is also obstructed.

When the cranial cavity is not enlarged and the convolutions

not flattened b}^ pressure, while the ventricles are dilated, it seems
natural to assume that the dilatation is due to agenesis or aplasia
of the brain, and that the accumulation of liquid serves to fill up
the unoccupied space (Jiydrops ex vacuo').

In unilateral hydrocephalus the foramen of Monro has in

certain cases been found to be closed. When portions only of a

ventricle are dilated and cystic, the neighbouring portions of the

cavity are often obliterated, the cyst being thus shut in on all

sides.

References on Congenital Hydrocephalus.

Bauer : Jahrb. f. Kinderheilk. new series xi Leipzig 1878
Billroth: Langenbeck's Arch, in 1862
Buttenwieser: D. A. f. klin. Med. x 1872
vox Guxz : Jahrh. f. Kinderheilk. v Vienna 1862
Haxel: Jahrb. f. Kinderheilk. new series i Leipzig 1868
Harris: Trans. Obstetric. Soc. vi London 1864
Heubner: Art. Hydrocephalus Eulenburg's Bealencyklop.
Roller and Schmidt: Jahrb. f. Kinderheilk. vi Vienna 1863
Maennel: Jahrb./. Pailiatrik 1876
Papp and Neupauer : Jahrli. f. Kinderheilk. new series vii Leipzig 1874
Steffen : GerhardCs Handb. d. Kinderkrankh. v
Szymanowsky: Langenbeck's Arch, vi

ViRCHOW, H. : Congenital hydrocephalus and niicrocephalus KciUiker's Fest-

schrift 1887
ViRCiiow, 11.: Gesamm. Ahhandlungen Frankfort 1856; Die krankhaften Ge-

schwidste i

West : Jahrb. f. Kinderheilk. new series ix Leipzig 1876

111. Pathological anomalies in the minute histological
structure of the brain may naturally be assumed to exist, first

of all, in cases that exhibit to the naked eye evidence of imperfect

development, such as general or local hypoplasia or local agenesis.
Thus in hypoplasia of the cerebellum (Fig. 230) the several layers
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of the cortex (a h c (T) in the attenuated gyri are either imper-

fectly formed (rtj c^) or absent, and the diminution of bulk is due
to scantiness of the characteristic cells and cell-processes. Spe-
cial forms, like the cells of Purkinje, may be entirely wanting.
The like is true of ill-developed portions of the cerebrum. When
some of the ganglion-cells of the cortex are not developed, the

corresponding nerve-processes in the white matter are of course

absent also.

A second variety of morbid histological structure is exempli-
fied in cases of heterotopia of the grey matter. This malfor-

mation is characterised by the presence of grey nodules or streaks

A
d.
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Fig. 230. Hypoplasia of the cortex of the cerebellum.

{From a man aged 25, ivho died iii an epileptic attack: preparation hardened in
Mi'iller' s fiuid and alcohol, stained with haematoxylin and carmine, and mounted in
Canada balsam. : x 25)

A normal gyrus
B atrophic gyrus
a normal external layer
«i atrophic external layer
b normal intermediate layer

C normal granular layer
Ci atrophic granular layer
d cells of Purkinje
e medullary substance

in the white matter of the cerebrum or cerebellum, due to the

development in these parts of tissue rich in nerve-cells but poor
in medullated fibres. Another variety of abnormal structural

development is shown in morbid variations of the texture of the

neuroglia, sometimes with anomalous nerve-cells and nerve-fibres,

giving rise either to induration or to the formation of grey sclerotic

patches (Art. 9(")) or gliomatous tumours (Art. 121).

Hypertrophy of the brain, manifested by the abnormal size

2 D
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of the organ, sometimes takes place during the growing stage in

early life. Cases are recorded in which the brain weighed as much
as 2200 grammes (brain of Byron, 1807 grammes ; of Cuvier,
18(31 grammes; of Turgenieff, 2012 grammes; of Cromwell,
2000 grammes). Great brain-weight may be associated with high
intellectual gifts, but the opposite is also true. Moreover, a brain
whose size and weight are below the average may be associated
with great mental capacity.

All the malformations of the brain described in Arts. 108-111, when they
are not incompatible with life, and development follows in other resjiects a nor-
mal course, are apt to be associated with more or less important disturbance
of the cerebral functions. In extreme malformation mental development is

arrested, and the condition known as idiocy results. It is impossible, how-
ever, to assign any particular malformation as the invariable anatomical basis

of idiocy: there is no such thing as an idiotic brain. In idiocy, indeed, we
may have imperfect development of the entire cortex, hydrocephalic enlarge-
ment of the ventricles, or local defect or hypoplasia such as smallness of the

occipital lobe, microgyria, and the like. In other cases the brain in idiocy
exhibits what are apparently but slight and insignificant malformations, such
as heterotopia of the grey matter of the cortex, absence or smallness of the

corpora mammillaria, corpus callosum, fornix, thalamus, optic nerves, corpus
striatum, pineal gland, or olivary bodies, irregularity and imperfection of the

gyri, asymmetry of the hemispheres, defective development or absence of asso-

ciative fibres, and so on. There are cases also in which, so far as we are able
to perceive, the anatomical relations of the brain are altogether normal. In
othei's again idiocy is associated with hypertrophy of the brain due to increase
of the neuroglia. Lastly, ischaemic and inflammatory processes of destruction

affecting the cerebral cortex sometimes induce idiocy. On the other hand,
nralformations such as those just described, or even still greater defects, may
exist in the brain, though during life there is nothing whatever to indicate
their presence.

In cretinism, as in sporadic idiocy, no special and characteristic defect of

the brain can be demonstrated.
Benedikt has for some years maintained that in habitual criminals

certain peculiarities of configuration constantly recur in the cerebral surface,
and infers that such criminals represent an anthropological variety of the

human race. Their brains are said to resemble in some points those of lower

animals, and are characterised by a tendency of the sulci to run into one another,
so that they are continuous at points where in normal brains they would be inter-

rupted. This hypotliesis is, however, untenable. Apart from the fact that it is

impossible to settle the exact definition of the term criminal, investigation has
shown that such deviations from the normal type occur in the brains of persons
who have never made themselves liable to penal proceedings.

The like holds good for the anomalies and malformations of the brain
which are found in persons afflicted with mental diseases, epilepsy, etc. None
of tliese abnormalities are characteristic of any particular morbid condition,
and they are met with in the brains of persons whose cerebral functions were
norjual. All that we ca?i say is that malformations of the brain, both serious

and trifling, are more fi-equent in persons whose mental activities are in some

degi-ee aberrant than in those whose minds are normal. Thus heterotopia of

the grey matter has been met with chiefly in lunatics, idiots, and epileptics;
while in cases of progressive paralytic dementia it is not uncommon to find

malformation of the brain in addition to the cortical changes characteristic of

the disease.

Defects of substance in parts which we know by experience to be the seats

of the centres for certain special functions, or which are traversed by certain
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conducting tracts, may lead not only to imperfect mental development, but also

to local disorders of the motor or sensory functions, including those of the

special senses.

References on Heterotopia and Hi/perplasia of the Grey Matter.

Gelmo: Jahrh. f. Kinderheill-. iv Vienna 1861
Maxell: Heterotopia of grey matter -1./. Psijcli. xxv 1893 (with references)
Merkel: Hyperplasia of the cortex and new-formation of grey matter V. A.

38 1867"^

Meschede : Heterotopia of grey matter in the cerebellum V. A. 56 1872
OsLER : Heterotopia (medullary neuroma) Jour, of Anut. xv 1881
Otto: Hyperplasia of the cerebral cortex in the form of small tumours and

heterotopia of grey matter V. A. 110 1887
Pfleger : Heterotopia of grey matter in the cerebellum Cent. f. med. Wiss.

1880
Si.M(».\: Xew-forniation of cerebral matter on the surface of the gyi'i V. A. oS

1873
Steixek and Neureutter: Prager Vierteljnhr^'schr. xx 1863
TcxciEL: New-formation of cerebral grey matter V. A. 16 1859
ViKCHOW: Heterotopia Krankhafte Geschwiilste iii, and T". A. '68 1867
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Bardeleben: D. med. Woch. 1883
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1880
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XVI 1885
Hervouet: Nervous system of an idiot A. de physiol. iv 1884
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Koster: Microscopic morbid anatomy of the brain in idiots Centralbl. f.
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Hamburg 1887

Petrina: Prager Z. f. Heilk. ii

Popoff: ]\Iorbid anatomy of idiocy .4. /". Psych, xxv 1893
Rosen and ]\Iaffei : Unters. iiber Kretinismus in Wiirffemberg Erlangen 1844
ViRCHow: Cretinism Gesamni. Abhandl. Frankfort 1856
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CHAPTER XXXVIII

DISORDERS OF THE CEREBRAL CIRCULATION

112. The quantity of blood contained in the brain and its

membranes is subject to very considerable physiological vari-

ations. It is greater during periods of increased mental activity
than during intervals of rest.

Increased afflux of blood to a particular vascular region causes

an efflux of the circumvascular lymph, and of the cerebro-spinal

liquid from the subarachnoid spaces and the ventricles, into other

parts. When the hyperaemia is general, space is found for

the excess of blood by the efflux of cerebro-spinal liquid into

the lymph-vessels of the head, neck, and trunk, and into the

venous sinuses of the dura mater.

Morbid congestive hyperaemia of the brain is occasioned

when the activity of the heart is abnormally increased, or when
the resistance to dilatation of the afferent arteries or of the ar-

terioles of the meninges and the brain-substance is diminished.

In the latter case the hyperaemia may remain local.

General passive hyperaemia or venous engorgement takes

place when the return of the blood from the cranial cavity and
the spinal canal is checked, as it is for instance in certain diseases

of the heart and lungs. ^Moreover, paralytic dilatation of the

cerebral arteries, by increasing the intra-cranial pressure, some-

times leads to obstruction of the venous circulation, or intensi-

fies this condition if it already exists (Geigel, Grashey).
Local engorgement is generally due to intra-cranial vascular

thrombosis, or to tumours and exudations pressing upon and

obstructing the veins.

The signs of hyperaemia are most apparent in the meninges,
whose vessels are more or less tensely distended with blood, and

owing to the transparency of the internal memliranes (pia mater
and arachnoid) can be followed to their minutest ramifications.

It must however be kept in mind that the post-mortem appearances
are far from representing precisely the conditions that prevailed

during life, for as soon as death takes place the blood is in a

measure free to pass out of the cranial cavity, while that which
remains tends to sink to the parts that are most dependent.

Hyperaemia of the white matter is recognisable after death only
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by the distension of the smaller veins, which on section allow

their contents to exude as drops of blood of various sizes. Diffuse

reddening of the tissue from dilatation of the capillaries is very
uncommon after simple hyperaemia, owing to the fact that the

coagulation or post-mortem rigidity of the white matter squeezes
most of their contents out of the capillaries, while the opacity
of the tissue prevents the red tint from shining through.

In the grey matter both the minuter venules and the capil-
laries may remain filled with blood, the latter by their distension

giving rise to a diffuse (^r mottled reddening of the tissue.

Anaemia of the brain is manifested by the comparative
emptiness of tlie arterioles and veins of the pia-arachnoid mem-
branes, and by the paleness of the grey matter. The white matter
on section shows few or no drops of blood on its surface.

Cerebral anaemia may be merely one result of general anaemia,
or it may be due to morbid congestion of other organs or parts of

the body (collateral anaemia). In some cases again it results

from narrowing of the afferent arteries owing to spasmodic con-

traction or thickening of the arterial walls, or from changes
within the cranium that interfere with the influx of blood. Such

changes as diminish the available space within the cranial cavity
act in the last mentioned way, namely subarachnoid effusion,

dropsy of the ventricles, tumours, extravasations of blood in the

subdural space or in the brain, and the like.

If a still greater exudation of liquid from the vessels takes

place, either in consequence of vaso-motor disturbances or owing
to changes in the vascular walls, and if the excess is not removed

by a correspondingly increased efflux of lymph, oedema of the
brain is induced. This condition is characterised chiefly by
abnormal moistness and lustre of the tissue on section, the cut

surface allowing liquid to escape, chiefly from the enlarged adven-
titial lymph-spaces surrounding the vessels.

General passive oedema arises from failure of the heart's

functional activity or from interference with the circulation in

the lungs, as well as from thrombosis of the sinuses of the dura
mater. Local passive oedema is very common in the tissue

adjacent to tumours, haemorrhagic patches, thrombosed veins,
and so on.

Oedema from auto-intoxication (uraemia) arises chiefly in

connexion with nephritis.

Inflammatory oedema involving the entire brain is usually
a result of general infection : M'hen it involves only a limited

portion of the brain, it is often an accompaniment or a conse-

quence of local inflammation, softening, haemorrhage, or tumour.

According to certain authorities, excessive congestive hyperaemia
of the brain, by increasing the intra-cranial pressure and so com-

pressing the veins, is capable of giving rise to cerebral oedema,
especially in children.
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Engorgement or inflammation involving the ventricnlar

plexuses sometimes leads to the accumulation of liquid in the

cerebral ventricles, a condition described as acquired hydro-
cephalus (Jiydrops ventriculorum^ . Like congenital hydrocepha-
lus it is associated with dilatation of the ventricles concerned.

When acute it is usually the consequence of inflammatory pro-
cesses : the chronic form on the other hand is generally due
to venous engorgement, and is often induced by tumours that

impede the outflow of venous blood from the ventricles.

Both the acute and the chronic forms are oftenest met with in

the lateral ventricles, l)ut dilatation of the fourth ventricle due to

accumulation of liquid witldn it is by no means rare.

Dropsy of the ventricles, whether from engorgement or from

inflammation, induces a certain amount of conn)ression of the brain-

substance, and this naturally leads to flattening of the convolu-

tions over the affected part. AVhen the hydrocephalus is extreme
the convolutions are apt to be altogether effaced, while the sul)-

arachnoid liquid is driven away; the surface of the meninges ac-

cordingly appears dry, and the sulci almost cease to be traceable.

The pial vessels are often emptied by the compression, so that

only a few of those lying in the sulci contain any blood.

Dilatation of the ventricles may also arise from diminution of

the mass of the brain-substance ; the contents of the ventricles

increase as the volume of the brain decreases, and occupy the

space left free by the shrinkage (Jiydi'ops ex vacuo). In this

form of ventricular dropsy the convolutions are not flattened.

References on the Intra-cranial Circulation and its Disturbances.

AcKERMAXN : Effects of suffocation on the quantity of cerebral blood V. A . 15

1858
Althaxx : Phi/sio!of/i€ un<J Patholofjie der Circulation Dorpat 1871
Bergmann : Cerebral injuries Deutsche Ckirurf/le part 30 Stuttgart 1880;

Cerebral pressure A./. Idln. Chlr. xxxii 1885
Dean: Cerebro-spinal pressure Journ. of Path, i 1892
Falkenheim and Xauxyn : Cereliral pressure A. f. exp. Path, xxii 1886
Geigel : Die Jlechcmlk der Blutversorf/ung des Gehlrns Stuttgart 1890; Cere-

bral cu-culation V. A. 121 1890
Grashey : Blufclrculatinn In der Schudel- u. Riickgratshohle Munich 1892

Jolly, F. : Gelilrndruck und Blutheicequnq Im Schudel Wiirzburg 1871
Lewy: Cerebral circulation V. A. Vl'l 1890
Leyden : Cerebral pressure and cerebral movements V. A. 37 1866
Mosso : Kreislauf des Blutes im Gehirn Leipzig 1881
Pagexstecher, E. : E.vperim. Studien Uher Gehirndruck Heidelberg 1871
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Roy and Sherrington" : Experiments on brain-pressure Journ. of Physiol.
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Spencer and Horsley : Increase of intra-cranial pressure Proc. Roy. Soc.
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CHAPTER XXXIX

ATROPHY OF THE BRAIN

113. General atrophy of the brain, or at least of a consider-

able portion of it, is not uncommon as an accompaniment of

advanced old age, and is now and then so marked that the bulk
of the brain is very greatly reduced, the gyri are notabl}- attenuated,
and the sulci are widened. Tlie reduction of bulk is due to

wasting of the nerve-substance, affecting the medullated nerve-
fibres as well as the ganglion-cells, and the cortex as well as the

white matter. ^

In less-marked atrophy the brain-substance appears to the
naked eye unchanged; while in extreme atrophy the adventitial

lymph-channels are sometimes dilated, so that the vessels appear to

lie loose within empty sheaths. Very small patches of softening are

often formed at the same time in scattered spots (Art. 114), giving
rise to a sieve-like appearance of the brain that has been called

the etat crihle and compared to that of Gruyere cheese. The
space left vacant by the shrinkage of the brain is usually filled

in part by liquid accumulated in the subarachnoid space, in part
also l)y dropsical distension of the ventricles. The senile form of

atrophy of the brain is partly active, partly passive; in other

words it is due both to gradual destruction of the ganglion-cells
and nerve-fibres, and to lowering of their nutrition. The latter

factor probably always plays an important part in well-marked

atrophy, and depends not only on the general senile failure of

nutrition, but also on local impairment of the circulation caused

by narrowing of the vessels (Art. 114).

Atrophy in earlier periods of life, in manhood or in 3'outh, is

no doubt for the most part attriljutable to disorders of nutrition :

it must however be kept in mind that heredity has an important
share in the causation of these conditions.

Premature degeneration and atrophy of the nerve-fibres and

ganglion-cells of the brain are most frequently observed in tlie dis-

ease known as progressive general paralysis, or paralytic de-

mentia, a disease characterised by gradual failure of intelligence,
emotional instability, and insane delusions. The causes assigned
for this affection are inherited psychopathic predisposition, and
noxious influences of an acquired kind, such as excessive mental
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exertion, intense emotional disturbance, alcoholism, certain infec-

tive diseases like syj)hilis, and traumatic injury. Premature cere-

bral atrophy is also met with in some cases of tabes (Jendrassik),
in epilepsy of long duration (Zacher), in ordinary insanity, in

sun-stroke (Cramer), in poisoning from carbonic oxide gas, etc.

According to the investigations of Tuczek, Zacher, Fried-

MANX, and others, both the medullated nerve-hbres of the cortex and
white matter, and to a less extent the ganglion-cells of the cortex

]f

a,-. ,- t

X

-m

Fig. 231. Atrophy of the cerebral cortex in progressive paralytic de-
mentia.

{Preparation hardened in MuUer's fluid and alcohol, stained icith ahnn-carmine and
ammonium earrninate, and mounted in Canada balsam : X 150)

a arachnoid
6 subarachnoid tissue
c pia mater
d superficial layer of slender fibres

e layer with few cells in the external

principal stratum: the ganglion-cells
have disappeared in this layer and
numerous stellate groups of lustrous
fibres are visible in it

/ layer with many cells : within this layer
the gaugliou-cells at g have disap-

peared and the tissue is reduced to a

fine reticulum
h cellular infiltration of the pia mater
i unaltered blood-vessels

ii pial sheath of blood-vessel infiltrated

with round-cells
i-i pial sheath of blood-vessel containing

round-cells and pigment
k ganglion-cells of the cellular layer
ni neuroglia-cells
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(Fig. 231/^), are liable to disappear in progressive paralysis;
these two sets of atrophic changes may be so considerable in

amount that the brain loses greatly in bulk, the gyri becoming
attenuated and the sulci widened. In the spinal cord the pyra-
midal tracts and posterior columns occasionally undergo degener-
ative changes.

In extreme atrophy (Fig. 231) the number of ganglion-cells is

diminished, both in the superficial layer, which normally contains

but few cells (e), and in the underlying stratum which abounds
in closely-set pyramidal cells (/); in some parts indeed the cells

are entirely absent (^), so that when a section is mounted in

Canada balsam its tissue appears discontinuous and perforated.
The Aveight of an atroj^hic brain may be less than 1000 grammes.

The atrojjhy of the nerve-elements in progressive general par-

alysis is not distributed in any regular way ; it may affect different

elements within a single convolution. The frontal lobe, the gyrus
fornicatus, and the island of Reil are apt to be specially affected.

In tabes the lower and posterior portions of the brain appear to

be liable to atrophy in spots (Jendrassik). The ganglion-cells
are said by various authorities to perish by simjjle atrophy, by
pigmentary and hyaline degeneration and sclerosis, by vacuolar

degeneration, by dropsical swelling, etc. j\Iany of the changes
described are doubtless caused by the methods employed in hard-

ening the brain under investigation. It is probable that simple

atrophy and fatty degeneration (Fig. 233} are the most common
changes ;

at any rate fatty degeneration may often by suitable

methods be demonstrated over a considerable extent of the brain.

Of changes accompanying the disappearance of the nerve-

elements we may note accumulations of leucocytes (Fig. 231
Zj),

as well as of red blood-corpuscles and yellow pigment-granules
{12)1 within the adventitial lymph-sheaths of the cortical vessels,
and sometimes in those of the white matter of the brain and cord ;

together with similar cellular infiltrations in the pia mater {e A),
some surrounding the vessels, and others more widely diffused.

These infiltrations are in many cases so abundant and so extensive
that they form the most striking of all the morbid appearances in

this affection, and they have accordingly led to the entire process

being described as a chronic meningo-encephalitis. It must how-
ever be remembered that the symptoms of progressive paralysis

may exist in a given case without any meningitis that can be dis-

covered post mortem. Moreover cases of marked degeneration of

the nerve-elements, accompanied by very insignificant infiltration,

suggest that the inflammation (if present at all) is either a second-

ary result or a mere accidental concomitant of the degeneration,
and that the essential feature of the affection consists in the degen-
erative processes. The efficient causes of the degeneration are, as

we have said, probably different in different cases.

Other morbid changes to be mentioned are proliferation and



410 ATROPHY OF THE BRAIN [CHAP. XXXIX

hyaline or fatty degeneration of the vessel-walls, and overgrowth
of the supporting reticular tissue, the latter often standing out

prominently in the form of a peculiar network (g). This is no
doubt due to the fact that the neuroglia is rendered more dis-

tinctly visible by the destruction of the nerve-elements ; but in

certain cases there appears also to be some proliferation of the

neuroglia-cells. The statement repeatedly made, that the gan-
glion-cells likewise undergo proliferation, is erroneous.

In atrophy of the cerebrum tlie cerebellum is usually not per-

ceptibly wasted ; cases have however come under anatomical ex-

amination in which the entire mass of the cerebellum, or one of

its lobes, or it may be the vermis or some part of it, is more or less

notably diminished in size. The whole cerebellum may indeed
be reduced to about the size of a walnut. The slighter degrees of

attenuation may be due to atrophy of certain cells and fibres.

Where the diminution is very marked it is probably referable to

hypoplasia or imperfect development of the cerebellum (Arts.
108 and 111, Fig. 230>
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CHAPTER XL

LOCAL DEGEXERATIOXS AXD IXFLAMMATIONS OF THE
BRAIN

114. Local degenerations of the brain are usually the result

of local anaemia or of haemorrhage ; they may however be clue to

other disturbances of the circulation, to traumatic injury, to in-

flammation, or to compression. The nerve-tracts of the brain

undergo degeneration also when the corresponding centres are

destroyed. For example, after destruction of the psycho-motor
centres of the cerebral cortex the pyramidal tracts passing down
to the cord degenerate ; according to Hosch and von Monakow,
descending atrophy of the optic tract follows destruction of the

optic centres. When the nerves proceeding from the cerebral axis

are excised in early life, or their terminal organs are destroyed
or removed (Gudden), atrophy takes place in the corresponding

Fig. 232. Degenerate and disintegrating nerve-cells and nerve-fibres.

(From the cerebral cortex in the neighbourhood of a focus of traumatic encephalitis of
eight days' duration: pi'eparatlon macerated In 3fl( Iter's fluid and afterwards
teased oiit : x 300)

a swollen and hyaline ganglion-cells with
swollen and partially disintegrated
processes

Oi pale denucleated ganglion-cells break-

ing up into segments and with irregu-
larly crenate contours

Qo ganglion-cells filled with droplets of

fat

b swollen axis-cylinders breaking into

segments and undergoing granular
degeneration

c normal ganglion-cell
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Fig. 233. Fatty degeneration of the

ganglion-cells and the blood-
VESSELS.

{Preparation from the neighbourhood of
a focus of ischaemic degeneration in
the corpus striatum : fixed in Flem-
miiig's acid solution, and stained loith

saffranin : X 500)

a ground-substance
b normal ganglion-cells
c fatty ganglion-cells
d blood-vessel witb fatty wall

sensory or motor nuclei (Art. 90). After the loss of an eye the

corresponding optic nerve atrophies in the human subject, and
after some time this is followed by atrophy of the fibres of the

optic tract belonging to the af-

fected nerve : it is moreover
stated that after blindness of

many years' duration atrophy
of the cortex of the occipital
lobes takes place.

Local inflammations of the

brain are in some cases haema-

togenous, in others of traumatic

origin, and in others again they
result from infection and in-

flammation of the meningeal
and cranial envelopes.

Ill acute destruction of

the ganglion-cells, such as is

apt to occur in the neighbour-
hood of inflammatory lesions,

as well as after contusion and
in anaemic and haemorrhagic
softening, the cells (Fig. 232 c)
often swell up (a) and become

pale and hyaline ;
their processes also undergo swelling and hya-

line degeneration. At times vacuolation takes place, the nuclei

usually becoming swollen at the same time. After a short in-

terval cleavage and disintegration of the cells make their appear-
ance («i), and the nuclei break down and dissolve.

Along Avith the swelling and

fragmentary disintegration, fatty

degeneration (^2) of the ganglion-
cells sometimes sets in. It is gen-
erally met with in conditions in

which chronic or frequently-repeated
interference with the circulation has

led to impaired nutrition of the

ganglion-cells (Fig. 233).
When the "•ang'lion-cells die from

any cause, such as inflammation,

anaemia, or concussion, and are not

at once broken up and dissolved,

they sometimes undergo calcifica-

tion, and appear thickly studded
with j)articles and rounded grains

of lime. Friedlander met with calcified ganglion-cells in the
brain as early as thirteen days after a traumatic injury. In
chronic diseases the ganglion-cells occasionally assume a peculiar

Fig. 234. Calcified ganglion-
cells AND nerve-fibres.

{From the brain of an idiot, ivith

partial unilateral paresis and
dropsy of one lateral ventricle :

X500)
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homogeneous wax-like condition, a change which has by some
been described as sclerosis.

When nerve-fibres perish the myelin usually coagulates in

drops (Art. 91, Fig. 185), which fall to pieces and change into

fat-globules ;
the process is thus usually described as fatty de-

generation. The axis-cylinders often become hyaline, swell up,
become varicose, and sooner or later break down completely,

whereupon the detritus dissolves and disappears. The neuroglia-
cells and the vessels within the focus of degeneration soon perish
likewise, or at least undergo degenerative changes, chiefly of a

fatty character ; sometimes however they remain intact, and in

this case they are apt to become proliferous.
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Fig. 235. Teased preparation from a degenerating patch in the brain,

WITH hypertrophic NEUROGLIA.

{Preparation treated with perosmic acid : X 200)

a blood-vessel filled with Ijlood g sclerotic tissue

b tunica media h round-cells
c adventitial lymph-sheath h^ round-cells with scattered droplets of

d unaltered neuroglia-cells fat

e fatty neuroglia-cells /12 fat-granule cells

/ binuclear ueuroglia-cells ^3 pigment-granule cells

It may be taken as the ordinar}' rule that the products of

disintegration of the degenerate and necrotic tissue are absorbed,

sometimes quickly, sometimes more slowl3^ Some of the detritus

is dissolved and absorbed at the seat of lesion ;
other jDortions are

taken up as such into the lympli-channels, not in general directly
but after inclusion within carrier-cells. Such cells always make
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their appearance sooner or later in foci of disintegration ; they
are either migratory leucocytes from the blood-vessels, or the

progeny of connective-tissue cells, and in virtue of their power of

movement they take up into their substance the products of dis-

integration, and in particular the droplets of fat, and so form fat-

granule cells (Fig. 235 h h^ Ji^).
So long as any considerable

quantity of detritus remains in the tissue these granule-cells are

never absent, and in the later stages of the process they accumu-
late chiefly in the lymph-channels, more particularly in the ad-

ventitial sheaths of the blood-vessels (Fig. 235 e) ;
in this way

Fig. 23fi. Section from the border of a patch of softening in the brain
(encephalomalacia) .

{Preparation hardened in Mailer's fluid, stained with haematoxylin and ca7'mine, and
mounted in Canada balsam : X 250)

c blood-vessels

Cj blood-vessels with thickened adventi-
tial sheaths

d unaltered leucocytes migrated from
the vessels

e fat-granule cells deprived of fat by
treatment of the section with alcohol
and oil of cloves

A normal brain-substance
-B degenerate brain-substance
a nerve-fibres of different thicknesses,

cut partly across and partly length-
wise

b neuroglia-cells within the normal brain-
tissue

bi neuroglia-cells in the zone of degener-
ation

they remove the products of disintegration, and so bring about their

destruction. If the focus of degeneration contains extravasated

blood, pigment-granule cells are formed in like manner (/ig).

When the nerve-elements only are destroyed, while the vessels

and the neuroglia-cells are preserved, the resulting tissue consists

of a network of vessels (Fig. 236 c Cj), within which the neuroglia-
cells are more or less uniformly distributed {h^').

These by their
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interlacing processes form a fine reticulum, whose meshes instead

of nerve-fibres (a) or ganglion-cells contain liquid, with varying
numbers of leucocytes (f?) and fat-granule cells (g).

The adventitial sheaths of the vessels within the area of

degeneration (Fig. 236 e^) usually begin to proliferate at an

early stage, and in the course of time elaborate a more or less

abundant and often fairly dense connective tissue, which for long
continues to enclose granule-cells in its meshes.

Sometimes the neuroglia-cells also proliferate, and then a felted

fibrous patch of sclerotic tissue (Fig. 235^) is formed; but such

patches are usually of slight extent, and in many cases of cerebral

softening they are entirely absent.

So long as a focus of degeneration contains disintegrating

myelin and fat-granule cells it appears white and softer than
the parts around it, or looks like a white turbid semi-liquid mass
enclosed in a fine mesh-work. The process is accordingly termed
white softening or degeneration. As the fatty detritus is re-ab-

sorbed, the liquid becomes more and more clear, and if the sur-

rounding tissue does not close in and occupy the space, a cyst
filled with clear or slightly turbid liquid and traversed by a deli-

cate network of vessels is formed in the site of the degenerate

patch. If proliferation of the neuroglia takes place, sclerosis

ensues (Fig. 235 ^), while proliferation of the adventitial sheaths

of the blood-vessels leads to the formation of a fibrous cicatrix

(Fig. 239).
In the course of degenerative j^rocesses the corpora amylacea

that are normally present in the brain-substance are not infre-

quently to be found in increased numbers within the altered

tissue.

Regeneration of the nerve-elements of the brain does not

appear to take place, at least in man. When ganglion-cells with
their corresponding tracts have once been destroyed, the function

they performed can be restored only by means of vicarious action

on the part of other equivalent tracts and centres.

It is an open question whether in persons whose limbs have been removed
in mature life the corresponding cortical centres become atrophic. Sander
{Cent. f. med. WIsa. 1875), LuYS {Gaz. des hnp. 1876), Bourdon (Rech. din.

sur les centres mnteurs des memh. Paris 1887, and Bull, de VAcad. de med. xii

1883), and others state that they have observed signs of corresponding cortical

atrophy in cases of amputation ;
but their statements are not quite convincing

inasmuch as the width of the convolutions varies considerably, even in normal
conditions. Charcot, Ferrier, and othei's have sought in vain for unmistak-

able evidence on the point. According to Davida and Edinger (F. A. 89

1882), in cases of congenital absence or imperfection of the limbs the correspond-

ing cortical centres are defectively developed.
Whenever the tissue of the brain and cord, with their membranes and

lymph-channels, contain granule-cells, we may in general take it as a proof that

disintegration of nerve-elements has somewhere taken place. According to

Jastrowitz {A. f. Pi/sch. ii), this statement applies only to the case of persons
more than seven months old; for from the tifth month of gestation until the
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eighth month after birth the presence of granule-cells in certain parts of the

brain and cord, varying with age, is a normal phenomenon related with the
formation of the medullary sheaths of the nerve-fibres. The phenomenon was

formerly (Virchow: Bed. kiln. Woch. No. 46 1883) regarded as pathological,
and the Y)rocess was described as congenital encephalitis. The granule-cells are

either diffusely distributed or aggregated in masses, which form opaque white

spots, and in the gxeyish-red semi-translucent brain-substance of the foetus are

visible by the unaided eye.

References on Oalcification of G-anglion-cells.

Friedlaxder : Calcification of ganglion-cells V. A. SS 1882
Roth : Calcification of the cells of Purkinje V. A. 53 1871
Salvioli : Rivlsla din. di Bologna 1878

115. The brain is an organ whose blood-vessels are exception-
ally liable to undergo morbid changes. Sclerosis and atheroma
of the vessels occur more frequently here than in most of the other

organs, and indeed the favourite seat of hyaline degeneration is in

the walls of the small arteries and capillaries of the central nervous

system and its membranes. Fatty degeneration and calcifica-

tion of the cerebral vessels are also of very frequent occurrence :

the latter change indeed, in certain rare instances, is so marked
that in sections of the brain the cut vessels project as rigid jjoints
above the surface, while in microscopical preparations the majority
of the capillaries appear in a state of hyaline degeneration and
calcification. Moreover, small embolic fragments, passing from
the heart or ascending aorta into the arterial blood-stream, are

not infrequently conveyed to and lodge in the cerebral arteries.

When a cerebral artery is obstructed or occluded by thickening
of its wall, from sclerosis or hyaline degeneration, or when the

vessel already diseased is occluded by thrombosis or embolism,
the result is ischaemic necrosis of the region it supplies, as the

arteries in the interior of the brain are devoid of anastomotic
branches of any considerable size, and collateral circulation can
be established only with difficulty. The necrosis thus induced
is followed very soon by softening of the brain-substance, or

encephalomalacia.
Sometimes the occlusion of the vessel is unaccompanied by

extravasation of blood from it, in which case the affected region
l^resents the appearance of -white softening. But if, in conse-

quence of the initial disturbance of circulation, extravasation takes

place from the parts of the vessel that are still accessible to the

blood, but not traversed by it in the normal way, the damaged
tissue assumes a red and later on a yellow or rusty colour, due to

blood and its detritus— haematoidin and haemosiderin. This

process is termed red or yello"w softening.
The softening of the tissue is apparent even after a few days,

and the histological indications of disintegration described in

Art. 114 are very soon demonstrable, the appearance of myelin-
2£
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drops and of fat-giobules and fat-granule cells constituting one
of the early signs that disintegration has begun.

In the course of weeks the liquefaction of the tissue increases,

and the focus of softening presently contains little more than a

liquid rendered milky and turbid by the presence of detritus and

fat-granule cells. As the blood-vessels are usually intact during
this part of the process (Figs. 23G c and 237 J), the liquid is in

general enclosed within the meshes of a fine reticulum formed by
their persistent walls.
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Fig. l'o7. Ischaemic softening of the cerebral cortex.

{From the brain of an idiot : preparation hardened in Miiller's fluid and alcohol, stained
loith haematoxylin and carmine, and mounted in Canada balsam : X 25)

A process of white matter c condensed fihrous-lofiking tissue

£ norniiil cortex with ganglion-cells d groups of cells aggreg.ated in the suh-

£i softened cortex pial aiul subarachnoid spaces
C normal pia-araelnioid membranes e groups of round-cells, fat-granule cells,

C'l thickened pia-arachnoid membranes and pigment-granule cells within the
a cortex undergoing softening and de- region of softening

void of ganglion-cells, the neuroglia / larger blood-vessels

being in part intact g aggTegations of cells in the adventitial
b portions of the cortex in which the sheaths

vascular network is almost all that
remains

After a few months the liquid gradually becomes clearer,

owing to the resorption of the products of disintegration. The

turbidity however in some instances persists for a long time, as

the products of fresh and progressive destruction of the surround-

ing tissue are added to the liquid.
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Usually in the course of months a cavity or cyst is formed,
which on section yields a certain quantity of slightly turbid

liquid, and is traversed by a delicate network that collapses when
the liquid is removed. So far as can be made out with the naked

eye, the network consists essentially of vessels (Fig. 237 ^); wliere

it seems more compact its meshes are occupied by line reticular

neuroglia (Figs. 2S6b and 237 a).
Induration due to proliferation of the neuroglia sometimes

takes place round the region of softening, but it is usually small
in amount. It is most apt to occur in the case of small foci in

young persons, and when the softening is not caused by arterio-

sclerosis. In many instances, even after months or years, the

neurogliar proliferation is inconsiderable, the foci of softening
being frequently surrounded by a zone of tissue within which the

nerve-elements are still undergoing disintegration, and which

accordingly is more or less densely beset with granule-carrying
cells.

The vessels lying within the region of softening become in

part obliterated. Fibro-cellular hyperplasia of the adventitial

sheaths takes place, both in the occluded vessels and in those
which remain patent, and this gives rise to thickening and in-

duration of the parts involved.

The size of the region of softening is dependent upon the
extent of the vascular territory that has been rendered anaemic,
and it accordingly varies much in different cases. The smallest
foci of degeneration may entirely escape notice by the unaided

eye, or cause changes recognisable only on careful observation
;

while larger foci sometimes involve entire convolutions, large

parts of the central white matter or of the basal ganglia, or even
an entire lobe of the brain.

In advanced stages the smallest foci appear as minute gaps in

the tissue filled with clear liquid ;
in other cases the tissue is rid-

dled with holes or cribriform, looking not unlike a sponge with
slender trabeculae and wide meshes. If destruction of tissue is

limited to the region surrounding a small arterial branch, the space
left vacant by the resorption of the detritus is generally filled up
by an accumulation of liquid within the adventitial l^-mph-sheath,
so that the vessel lies loosely in a wide lymph-sac, and recalls

the appearance presented in local lymphatic engorgement.
Large numbers of these very small foci of softening lying close

to one another give rise to a condition included under the term
etat crible.

The contents of larger foci of softening are seldom quite clear,
as the absorption of the products of disintegration takes place
very slowly, and around the focus the gradual degeneration and

disintegration of the nerve-substance still go on even after the

lapse of months or years.

Large foci of softening (Fig. 238) situated just beneath or
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near the pia mater generally cause the brain-substance there to

collapse, and the space thus vacated is partially filled up by an accu-

mulation of liquid in and under the meshes of the pia mater and
arachnoid. The collapsed portion of the brain, when observed
from the exterior, looks opaque, and is white, j'ellow, or brown in

tint. When cut into it allows a liquid to escape that is generally

milky, or less frequently pigmented, and loose shreds of tissue,

consisting in great part of isolated vessels (Fig. 237 ^), are all

that is left of the pre-existing l)rain-substance.

The tissue of the internal meninges overlying foci of soften-

ing of some standing is usually hyperplastic (C^), and its blood-

vessels (/) are often thickened. Cellular infiltration of the

tissue persists so long as the disintegration continues, both within

FlO. 23S. ISCHAEMIC SOFTENING OF THE BRAIN.

(Involving the third-fruntdl, the lowest portion of the anterior-central , and the apex of
the first-temporal convolutions, in a woman who had suffered from amnesic and
ataxic aphasia : one-half the Jiatural size)

the degenerate region and in the overlying membranes. In the

thickened meninges calcareous concretions are often deposited.
A large focus situated in the neighbourhood of a ventricle mav
cause the latter to become enlarged by reason of the collapse of

the adjacent tissue.

In the cerebral hemispheres ischaemic softening occurs both in

the parts supplied by the arteries of the basal ganglia and in the

parts supplied by those of the cortex. When cortical centres are

destroyed, motor and sensory paralyses ensue. Destruction of

the occipital lobe and of the posterior portion of the parietal lobe

results in loss of siglit. Destruction of the central convolutions
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and parietal lobe gives rise to paralysis of the limbs of the oppo-
site side ;

while destruction of the left third-frontal gyrus (Fig.

238) in right-handed persons usually induces ataxic aphasia.
The production of numerous small areas of softening in the cortex

(Fig. 2oT) leads to the impairment, in varying degree, of many of

its functions.

In tlie cerebral axis foci of softening occur in the most diverse

places, and accordingly give rise to very various disorders of

function. When they are situated in the course of the pyramidal
tract, they interrupt the conduction of motor impulses.

References on Ischaemic Softening of the Brain.

Charcot : Lck localisations dans les maladies du cerveau Paris 1876 ; Les mala-
dies des vieillards Paris 1867 ; Le ramollissement cerebral et Vence'phalitej
Oeuvres completes ix Paris 1890

DuRET : Circulation of tlie eucephalon A. de physiol. 1874
Geigel : Embolic ischaemia T'. ^4. 121 1890
Gelpke : Cerebral apoplexy and embolism of the cerebral arteries A. d.

He ilk. XVI
Heurner : Die luetische Erlranl-inu/ der Hirnarterien Leipzig 1874
HovEN : Anatomy of cerebral infantile paralysis A./. Psych, xix 1888
Kkeuser : Acquired porencephalia Z. f. Psych. 48 1891
Kroemeh : Chorea A./. Psych, xxiii 1891
Lancereaux : De la thrombose et de Vembolic cere'brale Paris 1862
Lichtheim: Aphasia 1). A.f. klin. Med. xxxvi
Mallory : Calcareous concretions in the brain Journ. of Path, iii 1894
Marchand : Embolism and thrombosis of the cerebral arteries Berl. klin.

Woch. 1894
Poelchex: Cerebral softening from carbonic-acid poisoning T'. A. 112 1888
Prevost and Cotard : Le ramnllissement cerebral Paris 1866
Saveliew : Cerebral embolism V. A. 135 1894 (with references)
Walckek: Occlusion of cerebral arteries Inaug. Diss. Ziirich 1872

116. Haemorrhages are of very frequent occurrence in the

brain, taking place both by diapedesis and by rupture. Capillary

haemorrhages are not uncommon in congestive hyperaemia, and
acute encephalitis generally begins with such haemorrhage. In
some cases of malaria the brain is beset with numbers of V)leeding

points, and multiple haemorrhages of the kind are observed in

other infective diseases (variola, anthrax), and in haemorrhagic
purpura.

In all these cases the haemorrhages take the form of rounded
or elongated spots from the size of a millet-seed to that of a pea,
and often give the section a delicately-sprinkled appearance.

The extravasated blood lies partly in the substance of the

brain itself, partly in the adventitial sheaths of the vessels. The
accumulations of blood met with in the latter situation are often
described as miliary dissecting aneurysms.

Extensive haemorrhages due to occlusion of the arteries by
arterio-sclerotic thickening of the intima, or by embolism and
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thrombosis, are rare ; but small isolated haemorrliagic spots are

not uncommon as a result of arterial obstruction.

Engorgement of tlie veins within the substance of the brain,
such as occurs, for example, in the neighbourhood of tumours or

of large haemorrhages, leads to the appearance of numerous small

circumscribed extravasations around the capillaries and small

veins, the blood lying partly within the adventitial sheaths, partly
in the brain-substance itself.

Wounds, contusions, and concussions of the brain and cord,
induced by various traumatic conditions, usually lead to haemor-

rhages, whose extent naturally varies with the size of the vessels

that are ruptured.
Extensive spontaneous haemorrhage (cerebral apoplexy)

results from the bursting of arteries, owing to tlie weakening of

their walls by degenerative and inflammatory changes. Aneu-

rysmal dilatations of the arteries often precede the rupture,

though in many cases no such dilatation is discoverable. Increase

of the blood-pressure within the aortic system favours the rupture
of diseased vessels, but is incapable of causing sound arteries to

give way.
Such spontaneous arterial haemorrhages take place most com-

monly in the region of the basal ganglia, in the internal capsule,
and in the parts immediately adjacent. They are more infrequent
in the pons, in the crura cerebri, in the cereljellum, and in the

centrum ovale of the cerebrum. Spontaneous haemorrhage from

rupture is rarest of all on the convex aspect of the brain.

Tliis distribution is due to the fact that the arteries supplying
the first-mentioned territories are subjected to greater blood-

pressure than the small arteries that pass from tlie vascular rami-

fications within the pia mater into the cortical grey matter. In

particular, the pressure is highest in the branches of the middle
cerebral artery supplying the basal ganglia and the internal

capsule.

By arterial haemorrhage the nervous and ganglionic elements
are more or less extensively destroyed, wliile the surrounding
structures are subjected to compression. Destruction of tissue

indeed always results, except in the case of very small capillary

haemorrhages, when the adjoining cerebral and spinal tissues are

merely pushed aside and compressed by the extravasation of blood
into the vascular sheaths. The burstinsf of arteries of the smallest

calibre gives rise to haemorrliagic patches varying from the size of

a pea to that of a hazel-nut : when larger branches give way entire

regions of the brain may be destroyed, such as the greater part of

the basal ganglia of one side with some of the adjoining white

matter, or the entire white centre of one occipital lobe.

The seat of a recent haemorrhage has a dark-red softened

appearance, the tissue being reduced to a coagulated or pulpy
mass of detritus. When the haemorrhage has been extensive the
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remainder of the brain is anaemic, the gyri are more or less flat-

tened from the pressure of the extravasated blood, and the sulci

are indistinct. Surrounding the primary focus are usually a

number of small bleeding points, that give the brain-substance

the appearance of being sprinkled with red ; they are due to the

disturbance of the circulation caused by the primary haemorrhage.
When bleeding takes place in the neighbourhood of the ven-

tricles, the blood may be poured into the ventricular cavities, and

pass thence through the transverse fissures into tlie subarachnoid

spaces.
In cortical haemorrhage the greater part of the blood is apt

to spread along beneath the pia mater and to penetrate into the

pial and subarachnoid meshes. When meningeal arteries give
way, the membranes are nat-

urally the chief seat of

effusion, and the brain-sub-

stance is only involved to a

subordinate extent. Should
the arachnoid itself be torn,

the blood may pass into the

subdural space.
On coagulation the mass

of extravasated blood con-

tracts, and its liquid portions
are in part removed by the

lymphatics and blood-vessels.

In this way the compression
of the neighbouring tissue is

gradually lessened and finally
ceases. At the same time
the blood-clot changes colour

and becomes reddish-brown
or chocolate-coloured. More-

over, some of the haemoglo-
bin diffuses into the sur-

rounding tissue and gives it

a yellowish tinge. Presently
disintegration of the effused

blood and of the damaged
cerebral matter takes place,
and the products of disintegration are in course of time almost

entirely absorbed by the action of fat-granule and pigment-
granule cells (Art. 114). The space thus left unoccupied is

filled up either by the accumulation of liquid or by the collapse
and contraction of the brain-substance. In the latter case a cor-

responding dilatation of the subarachnoid space or of the ventri-

cles must occur. When ])art of the space is filled up with

liquid, the result is an apoplectic cyst; when the surround-
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Fig. 239. Apoplectic cicatrix from the
centre of a cerebral hemisphere.

{Preparation hardened in Mailer's fluid,
stained with haematoxylin and eoxin, and
mounted in Canada balsam : X 230)

a
b

c

d

loose connective tissue

dense connective tissue

cells witli brown pigment-granules
fat-granule cells whose fat has been
dissolved out

crystal of haematoidin
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ing tissue contracts and closes up the hiatus, an apoplectic
cicatrix is formed, which is either very dense and close in

texture, or encloses ins23issated necrotic residues, and sometimes

plates of cholesterin. The tissue of the cicatrix (Fig. 239) and
the wall of the cyst are usually somewliat indurated, and of a

yellow, brownish-red, or brown tint. The pigmentation is due
to the fact that some of the colouring-matter derived from the dis-

integration of the blood is not absorbed, but remains m situ. The
pigment consists largely of amorphous brown flakes and granules
of haemosiderin (Fig. 239 c), with a small amount of amorphous
or crystalline haematoidin (e). The induration is essentially due
to hyi^erplastic connective tissue (a 5) derived from the proliferous
adventitial sheaths of the vessels.

In the case of haemorrhages that are inconsiderable, and in

which the extravasation has been limited to the sheaths of the

vessels and causes no destruction of tissue, the products of dis-

integration are in large part removed by the adventitial or

circumvascular lymph-channels ; pigment-granules, however, are

liable to remain for a long time in the vascular sheaths.

References on Cerebral Haemorrhage and its Causation.

Charcot: Lemons sur les maladies des vie'dlards Paris 1867; Nouv. rech. sur la

pathoge'nie de Vhemorrhagie cerebrate, Oeuvres completes ix 1890
; Localisation

of cerebral and spinal diseases (Xew Syd. Soc. trans.) London 1883
Charcot and Bouchard: Pathology of cerebral haemorrhage .1. de physiol.

I 1868
DiJRCK : Changes and haemorrhages in the central nervous system T'. A. 130

1892
Eichler: Aneurysms of the cerebral arteries D. A.f. klin. Med. xxii
Geigel : Apoplectic shock in cerebral haemorrhage ['. ^4. 125 1891
LowENFELD : Aetioloc/ie und Pathologic der Hirnblutungen Wiesbaden 1886
Roth: Corresphl. f. Schiveizer Aerzte 1874
Turner : Arteries of the lirain from cases of cerebral haemorrhage Trans.

Path. Soc. London 1882

117. Traumatic injury affects the brain in various ways,
and leads to various kinds of secondary changes.

Concussion of the brain, such as is produced by a fall upon
the head or by a blow or knock, often causes a paralysis of the

brain manifested by loss of consciousness, which sometimes is

temporary, sometimes of longer duration, and not infrequently
terminates fatally. In the latter case investigation occasionally
reveals the presence of multiple cerebral haemorrhages ;

but these

may be absent, and the paralysis must then be due to some wide-

spread and general lesion of tlie l)rain, in which certain parts are

torn from their connexions or directly deprived of vitality. The
fact that after slight concussion, Avhose effects appear to be tran-

sient, isolated ganglion-cells sometimes undergo calcification is

in favour of this hypothesis.
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Contusion, crushing, and laceration of circumscribed por-
tions of the brain, sucli as accompany penetrating gun-shot injuries

(Fig. 240 ??0' wounds from cuts, stabs, or depressed fractures of

the skull, and occasionally severe local concussions, lead to more
or less extensive local destruction of the brain-substance, and in

general to haemorrhage. The extent of the destruction naturally

depends upon the character of the injury. In the case of gun-

FiG. 240. Frontal section through the infundibulum of a brain with
A bullet-wound.

{Seventeen days after the injury: the j^evolver-buUet is lodged in the optic tract:
11-liths of the natural size)

a centrum ovale
6 corpus callosum
c internal capsule
d temporal lobe
e corpus striatum

/ optic thalamus
g lenticular nucleus

h claustrum
i nucleus amygdalae
k infundibuluni
I optic tract

m track of the bullet
n bullet

«hot wounds the brain may be traversed from side to side by the
track of the bullet (Fig. 240 m ri)^ and if the latter has rebounded
from the bone, the track may have a zigzag course. Punctured
wounds, on the other hand, often give rise only to a comparatively
short and narrow solution of continuity (Fig. 241 a).
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If no septic infection reaches the seat of the traumatic soften-

ing, its course is in general similar to that of the ischaemic and

haemorrhagic forms. Gradual dissolution of the damaged tissue

takes place (Fig. 241 5), and more or less extensive inflammation
and proliferation are set up (c). These processes start mainly
from the vessels and the tissue about them ; while the nerve-

substance, often for some distance from the original seat of the
traumatic lesion (c7), undergoes degenerative changes.

Fig. 241. Experimental encephalitis produced by a puncture through the
cerebral cortex of a rabbit.

(Twelve days after the injury : preparation hardened in MiUler's fluid, stained with
haematoxylin and neutral carmine, and jnounted in Canada balsam : X 25)

A meninges c zone of inflammatory infiltration and
£ cerebral cortex proliferation
C medullary white matter d zone of degeneration
a track of the puncture e s\yollen and degenerate ganglion-cells
6 necrotic granular-looking denucleated g normal cortical substance

tissue

r

Sub-meningeal injuries of the brain induce in the pia mater
inflammation and proliferation, these processes being especially
noticeable about the vessels that enter the brain (Fig. 241 c).

In perforating gun-shot wounds granulation-tissue (Fig, 242 b c)
is produced around the fistular track (Fig. 242 a), and after a,

certain time this is transformed into fibrous tissue (d'), while the

surrounding brain-substance (e) undergoes secondary disinte-

gration.
We cannot determine at what period these processes come to



ART. 117] TRAUMATIC SOFTENING 427

an end. In wounds from stabs or cuts, after the lapse of months
or years, the tissue damaged by the traumatic injury is in some
cases entirely or in great ]3art absorbed, and the seat of the lesion

is occupied by a cicatrix consisting largely of vascular connective

tissue, and of a very small amount of hyperplastic neuroglia.
But it must be noted that even after a long time granule-cells
are still discoverable in the neighbourhood of the scar, indicating
that the processes of disintegration have not entirely ceased.
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Fig. 242. Transverse section of a bullet-wound in the brain.

(From vox Kahlden : forty-seven days after the injury : preparation hardened in
Mailer's fluid, stained with haematoxylin and carmine, and mounted in Canada
balsam : x 5)

a bullet-track d fibrouslayerof the wall of the bullet-track
b mass of exudation e zone of softexiing
c zone of granulation-tissue / normal brain-substance

Cases are occasionally observed in which, after some local

traumatic necrosis, the degenerative process continues for years
to extend, and finally involves a large portion of the brain.

After a blow on the forehead, by which perhaps a splinter of
bone is driven into the pia mater and the underlying brain-sub-

stance, softening of the brain may ensue, and cause the destruc-

t
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tion of the entire frontal lobe. In such cases the proliferation
around the softened region is usually slight.

A cerebral wound, when it is infected in any way by pyogenic
micro-organisms, is followed by purulent infiltration and ulti-

mately by suppuration of the parts involved, and an abscess

(Art. 118) is thns formed.

Compression, due to the gradual enlargement of an intracranial

growth, such as a tumour or a haematoma of the dura mater, may
for a long time be borne by the brain witliout damage, provided
it is unaccompanied by disturbances of circulation

;
and deep in-

dentations of the cortex, due to the growth of tumours of the dura

mater, are sometimes observed in which no degeneration of the

brain-substance has taken place. The brain evidently yields to

tlie pressure of the growth, and room is provided by an outflow

of lymph from the cranial cavity. If, however, the encroachment
exceeds certain limits, disturbances of circulation and nutrition

are induced, even when the compression increases very slowly.
Sudden compression of the cerebral substance, accompanied

by such disturbances of the circulation as impede the outflow of

blood from the brain or from parts of it, generally induces both
functional disorder and structural change. This is most fre-

quently exemplified in the case of haemorrhage into the brain or

into the ventricles or meninges, and in the case of ventricular

hydrocephalns (Art. 112). The like results are sometimes pro-
duced by the growth of intracranial tumours and abscesses, giving
rise to such changes as flattening of the convolutions over the seat

of compression, ischaemia, and not infrequently softening and dis-

inteofration.

References on Traumatic Injury of the Brain and its Consequences.

Bergmaxn: Injuries of the head Deutsche Chirurr/ie part 30 Stuttgart 1880
CoEX : Healing of stab-wounds of the brain Ziegler's Beitrdge ii Jena 1887
Friedmaxn : Progressive changes in the ganglion-cells in inflammation .4 . /.

Psych. XIX 1887; Results of concussion of the brain D. med. Woch. 1891
and A. f. Psych, xxiii 1861

GuDER : Die Geistesstdrunf/en mtcli Knpfverletzunfien Jena 1886
Hayem : Les diverses formes d'encephalile Paris 1868
Jolly: Studien aus d. Institute f. experim. Pathol. Vienna 1870
VON Kahldex : Healing of cerebral wounds Cent. f. ally. Path, ii 1891
Krafft-Ebixg : Ueher die durch Gehirnerschiitterung und Kopfcerletzuny hervor-
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Miles: Microscopic pathology of cerebral traumatism Journ. of Path, i 1892
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118. Acute haematogenous encephalitis (insular or focal)
is an affection tluit developes in the course of various infective

diseases, and makes its appearance at one or more isolated spots or

in numerous scattered foci. It occurs most frequently in the

course of pyaemia, endocarditis, and epidemic cerebro-spinal menin-

gitis, which infections are due to the pyogenic and pneumonic
micrococci. In rare cases it appears in the course of other infec-

tive diseases, such as typhoid fever, acute articular rheumatism,
scarlet fever, or ulcerative pulmonary tuberculosis. Apparently
also the morbific agency that produces acute spinal myelitis (spinal
infantile paralysis) may also give rise to encephalitis. In rabies

(hydrophobia) not only the cord but the base of the brain and the

hemispheres are sometimes studded with foci of inflammation.

So far as we at present understand, encephalitis occurring in

the course of specific infective diseases is due partly to metastasis

of the primary infection, partly to metastasis of some secondary
pyogenic infection. In many cases the encephalitis is accom-

panied by meningitis.
The minutest encephalitic foci are not recognisable by the

unaided eye, but the microscope reveals them as patches of small-

celled infiltration surrounding the blood-vessels. Larger spots
have a pink appearance or are represented by clusters of small

dark-red haemorrhagic foci. When suppuration ensues the foci

take the form of yellowish-white patches, whose tissue soon lique-
fies and becomes purulent.

Minute foci of infiltration are probably capable of recovery
without leaving any permanent lesion, but larger foci always
cause destruction of the cerebral tissue. When these latter re-

cover it is by contraction and induration of the inflamed region,
so that either a patch of sclerosis (Art. 120) or a fibrous scar is

formed.

Haematogenous suppurative encephalitis, leading to the for-

mation of cerebral abscesses, occurs most frequently in the
course of pyaemic infectioii due to septic wounds, carcinomatous

ulcers, or ulcerative pulmonary disease, as well as in some cases of

septic pyaemia whose origin is not aj)parent (cryptogenetic pyae-
mia). In pyaemic endocarditis infective emboli carried into the
cerebral vessels at first set up ischaemic or haemorrhagic softening
of the brain, and this is sometimes followed by suppuration.

Haematogenous abscesses arise most frequently in the cerebrum
and cerebellum, more rarely at the base of the brain, and they are
at times multiple. They usually contain creamy yellowish-white
or pale greenish-coloured pus. The smallest vary in size from that
of a millet-seed to that of a pea. Large abscesses may occupy the

greater part of a lobe, but in general they are of the size of a wal-
nut or a bantam's egg.

When recent the abscess-wall appears ragged ; the surrounding
tissue is oedematous and swollen, and is often dotted Avith small
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specks of haemorrhagic and inflammatory infiltration. An abscess

extending up to the pia mater gives rise to meningitis. Escape
of the pus into tlie cerebral ventricles sets up intense inflammation
there.

Only the smallest abscesses are capable of repair by resorption
of the pus and the formation of a scar. Larger abscesses, provided
the inflammation recedes and the patient does not die from exces-

sive intracranial pressure or from meningitis, become separated off

from the surrounding tissue by a membranous layer of granulations,
and may thus persist for many years. Even Ijy the fourth ^\ee]^. an
abscess ma}' be marked off from the surrounding cerebral substance

by a grey or greyish-red zone. In the course of months this zone
becomes broader, say from two to five millimetres thick, and at the

same time undergoes induration. It consists simply of granula-
tion-tissue, which is afterwards changed into fibrous cicatricial

tissue. In old abscesses the limiting membrane thus consists of

an inner layer of granulation-tissue and an outer fibrous layer.
The abscess, once encapsuled, gradually increases in size by

tlie accumulation Avithin it of pus secreted by the membrane ; it

is j^robable, however, that this secretion ceases in course of time,
and at all events in chronic abscesses it is very scanty. The sur-

rounding tissue is compressed, and is liable to become atrophic or

even to perish outright by degenerative necrosis. At any mo-
ment also inflammatory oedema or fresh inflammatory infiltration

may be induced, and bring about conditions that impair the func-

tions of the brain and frequently put an end to life. Even the risk

of rupture into a ventricle or of extension of the inflammation to

the pia mater is not done away by the encapsulation. Cerebellar

abscesses are apt to give rise to chronic dropsy of the ventricles, by
pressure on or thrombosis of the venae Galeni. A large abscess

can be cured only by operative evacuation of its contents.

The commonest example of inflammation transmitted by con-

tinuitv to the brain from the neighbouring structures is that

arising in connexion with leptomeningitis (Art. 123). Patches

of encephalitis are, moreover, sometimes met witli after inflamma-

tion of the cranial bones and dura mater, and that without any im-

plication of the pia mater. Thus a cerebral abscess may develope
as a result of suppuration in the middle ear or in the petrous

portion of the temporal bone.

References on Focal Enceplialitis.
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Hov^N : Cerebral infantile paralysis A.f.Psi/ch.xix 1888
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cerebral cortex T'. .1. 69 1877
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CHAPTER XLI

INFECTIVE GRANULOMATA OF THE BRAIN

119. Tuberculosis of tlie brain usually has its origin in the

meninges (Art. 125) ; and even in those cases in which tuber-
culous foci are seated in the brain-substance itself, their develop-
ment starts in the vessels and their adventitial sheaths that

penetrate from the pia mater.

According to the method whereby the tubercle-bacilli are

conveyed to the brain, the tuberculosis may be described as

haematogenous or lymphogenous. The latter form is chiefly a

result of tuberculosis of the meninges or of the skull, and in par-
ticular of the petrous portion of the temporal bone.

Tuberculous meningitis (Art. 125), which is usually associated

with the eruption of large numbers of tubercles, leads to the

development of a certain number of these in the brain also ;

they are in general most numerous in the cortical parts, but are

present also in tlie deeper parts of the centrum ovale and in the

basal ganglia. They take the form partly of small foci of soften-

ing that are often haemorrhagic, partly of grey or yellowish-white
cheesy nodes that are sometimes surrounded by a haemorrhagic
zone. If but one part, or a small number of parts, of the brain be
infected with tubercle-bacilli, so that the affection is not rapidly
fatal, larger tuberculous nodes, or so-called solitary tubercles,
are apt to be formed. These are mostly rounded or irregular
masses, varying from the size of a pea to that of a walnut or a

goose-egg, and consisting of tolerably firm yellowish-white caseous

matter, surrounded by a grey zone of granulation-tissue, some-
times beset with visible tubercles. Not uncommonly processes of

softening and liquefaction take place within these nodes, and
abscess-cavities filled with yellowish-white or greenish-yellow pus
may thus be formed.

The focal affections of the brain due to syphilis have their

origin in the pia mater (Art. 126), whence they usually extend
to the brain-substance by direct continuity. It is, moreover, to

be kept in mind that arterio-sclerosis due to syphilis may lead to

cerebral softening, and that possibly many atrophic affections of

the brain (Art. 113), as well as insular and systemic scleroses

(Art. 98), are results of syphilitic infection.



AKT. 119] TUBERCULOSIS 433

Tlie foci known as gummatous nodes take the form of grey or

greyish-red translucent inflammatory granulomatous growths.

They are usually irregular in shape, and either undergo caseation

and disintegration, or lead to cicatricial induration of the brain-

tissue.

Actinomycosis of the brain is, on the whole, a rare disease,

and as a rule is induced by the extension of the specific process
from the face, throat, and nape of the neck, through the foramen

magnum into the cranial cavity. Diffuse purulent inflammation

and granulomatous proliferation are thereupon set up in the
'p'ra,

mater, and small suppurating nodules are developed in the mem-
brane and at times in the underlying cerebral substance also.

Bollinger (^Cent.f. med. Wiss. 27 1877) observed an actinomy-
cotic granuloma of the size of a hazel-nut, seated in the third

ventricle of a woman in whom no other actinomycotic growths
were found.

2f
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CHAPTER XLII

SCLEROSIS OF THE BRAIN

120. Multiple or disseminated sclerosis of the brain is

usually but a part of a like affection extending over the entire

central nervous system, and has already been referred to in con-

nexion with the morbid anatomy of the spinal cord (Art. 96).
Diffuse sclerosis of the brain and sclerosis of the ependyma
demand separate description.

Diffuse sclerosis of the brain is characterised by more or less

extensive induration of the cerebral substance, whose colour is

little if at all altered thereby. It may involve the entire brain or

one lateral half of it, or may be limited to single convolutions,
or to deeper parts such as the corpus callosum. It sometimes

appears in multiple ill-defined patches, and is associated with
marked increase in bulk, or in certain cases with atrophy, of the

affected portion of the brain. So far as the published records go,
the induration would appear to be due to hyperplasia of the

neuroglia ;
but this does not in all cases take place in the same way.

Some of the cases are probably referable to anomalies of devel-

opment ;
and of this kind are the scleroses met with in children,

which are associated with enlargement of a part or the whole of

the brain, and might accordingly be described as instances of cere-

bral hypertrophy. When the overgrowth due to hyperplastic

proliferation involves limited portions of the brain, these tend

to assume the appearance of tumours, and indeed between such

scleroses and gliomata or neurogliomata (Art. 121) no sharp line

of distinction can be drawn.
Induration in atrophic brains is also probably to be regarded

as in part due to developmental disorder : in other cases such

induration either represents the final outcome of a disease leading
to degenerative change, or is the result of some long-continued

injurious influence.

In those forms of atrophy that are met with in slowly pro-

gressive general paralysis (Art. 113), the brain-substance not

infrequently appears more or less hardened, and under the

microscope the neuroglia is sometimes seen to be hyperplastic.
The affection known as ependymal sclerosis is characterised

by a thickening of the ependyma. \\ liich is either diffuse or in the

form of small scattered prominences like grains of sand, and is
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due to proliferation of the sub-epithelial neuroglia of the ventri-
cles. When the proliferation occurs in scattered patches, the inner
surface of the ventricle has a granular appearance and is rough to
the touch

;
in the diffuse form the ependyma is smooth and white

or greyish-white. It is accordingly usual to distinguish one form
as granular and the otlier as smooth epend^'mal sclerosis.

The cause of the ependymal proliferation is not fully under-
stood ; but we can say that in many cases it developes in con-
nexion either with chronic degenerative processes or with chronic
inflammations. Thus it is apt to accompany the chronic lepto-
meningitis of general paralytic dementia (Art. 123), and it also
makes its appearance in chronic ventricular hydroceiDlialus.

References on Cerebral Sclerosis and Ependymal Sclerosis

(see also Art. 96).
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Friedmaxn : Case of ependymal proliferation with subependymal sclerosis of

the ventricles in general paralysis A.f. P.'^i/ch. xvi 1885
Fkommann: No7-m. u. pathol. Anat. des centralen Nen-emystems Jena 1876
FuRSTXER and Stuiilixger : Gliosis and excavation in the cerebral cortex

A.f. Psych. XVII 1886
Greiff : Diffuse and disseminated sclerosis of the central nervous system and

disseminated hyaline degeneration of the cerebral cortex .1. /'. Psi/cJi. xiv
1883

Hartdkgex : ^Multiple induration of the cerebrum w ith pecialiar hard tumours
(gangliocellular glioma) of the lateral ventricles in a new-born child A.f.
Psych. VI 1881
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CHAPTER XLIII

TUMOURS AND AXIMAL PARASITES OF THE BRAIN

121. Among the tumours of the bram, there are two that are

peculiar to the central nervous system, namely neuroglioma and

glioma.

Ganglionic neuroglioma is probably always referable to some
disturbance of the normal development of the brain. It takes the
form either of an apparent enlargement of some portion of the
brain not marked off by any definite boundary from the surround-

ing tissue, or of a more circumscribed nodose tumour.
The pia mater overlying the enlarged portion is not altered,

and the configuration of the gyri is in general left intact. On
transverse section the difference in tint, normally so striking,
between the cortex and the medullary white matter is indistinct

or entirely absent : the tissue looks uniformly white or greyish-
white, or the prevailing Avhite appearance is variegated with a

sprinkling of indistinct light-grey flecks. It is of firmer consist-

ence than the normal tissue, and sometimes is firm and tough in

texture.

The matrix of the growth consists of neuroglia (Fig. 24-3^),
similar in character to that of the patches in disseminated sclero-

sis ; it is sometimes dense and firm, sometimes loose in texture ( (7)
and approaching the consistence of so-called gelatinous sclerosis.

The tissue contains ganglion-cells, not only in the region of the

original cortex, but also within the Avhite matter of the gyri and the

centrnm ovale ; these cells are loosely scattered (5) or aggregated
in groups {A a). Some of them are small ; others are large

(a b
e')

and not unlike the large ganglion-cells of the spinal cord.

Medullated nerve-fibres (tZ) are visible only in some parts of the

tumour (-5), but they never approach in size or number the fibres

that are normally contained in the white matter of the brain.

Gliomata (Figs. 244 and 245) are most frequently met with
in the cerebrum, less often in the basal region ;

in the cerebrum,

they are generally situated just underneath the pia mater. In

the majority of cases the external configuration of the surface

of the brain is unaltered, the presence of the tumour being indi-

cated externally only by a certain fulness over the portion of

brain involved (Fig. 244 5), and by some discoloration of its

surface. It is rare for any well-defined swelling to be visible
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Fig. 243. Section from a xodose gaxglioxic neuroglioma of the central
lobe of the cerebrum.

{Preparation made by Weigert's method, irith haematovyltn and potassium ferro-
cyanide, and mounted in Canada balsam : x 300)

A tissue abounding in ganglion-cells c binuclear ganglion-cells
B tissue containing nerve-fibres d medullated nerve-fibres
C gelatinous portion e neuroglia-cells
a ganglion-cells in groups / blood-vessel
b scattered ganglion-cells

Fig. 244. Telangiectatic glioma.

(Frontal section through the brain : one-half the 7iatural size)

a right hemisi^here 6 glioma in the left hemisphere
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externall}' (Fig. 24:5 a b). On transverse section, the bulk of the

tumour is occasionally seen to consist of tissue which in consist-

ence and colour resembles pale, or in some cases hyperaemic,
cortical substance. More commonly however the glioma is grey,

greyish-white, or greyish-red, somewhat translucent or yellowish,
or mottled in places by irregular patches of these different tints,

and, it may be, flecked with opaque white spots and haemor-

rhagic foci (Fig. 244 i), its consistence being in some parts softer,

in others firmer, than that of normal brain-matter. Its tissue often

contains numerous vessels filled with blood, whose calibre greatly
exceeds that of normal cerebral vessels. When the haemorrhages

Fig. 245. Glioma of the puns and medulla oblongata.

(Basal aspect of the brain: three-quarters of the natural size)

a enlai'sed pons
h ri)uiided prominences in the region of the pyramids and olivary bodies
c medulla oblongata

are very numerous, and occupy the greater part or the whole of

the tumour, it may assume the appearance of an apoplectic patch.
If a portion of the tissue has been destroj^ed by haemorrhage or

softening, the tumour encloses cystic cavities with white or brown

semi-liquid contents.

A gli(^ma of the brain may attain a diameter of from three to

eight centimetres or more. The adjoining cerebral substance

either merges gradually into the mass of the tumour, or is vis-

ibly marked off from it and pushed aside by its growth. Not
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uncommonly the surrounding tissue is softened, and sometimes
even contains cysts of disintegration.

In the cerebral axis, gliomata are generally seated in the pons
(Fig. 245 a by or the medulla oblongata, and sometimes involve a

considerable portion of these regions.
The tumours consist of stellate neuroglia-cells (Fig. 246), Ijut

the number and size of these cells vary greatly, some of them

having numerous filamentous processes, while others have a few

very long and branched ones. The cells are in general uni-

formly distributed, but are sometimes aggregated in small clus-

ters. The cell-processes are sometimes loosely, sometimes closely,
interwoven into a plexus of fibres. Wide interfibrillar meshes
sometimes give a myxomatous appearance to the growth, and such
tumours are generally described as gliomyxomata. In many cases,

the majority of the vessels are dilated, and so abundant that the

term telangiectatic glioma is

ap})lied to the tumour. The
walls of the blood-vessels often

exhibit hyaline thickening.
Proliferation of the adventitia

not infrequently takes place,
and the vessels are thus sur-

rounded by a thick sheath of

cellular or fibro-cellular tissue.

The new groAvth extends by
the proliferous multiplication of

the neuroglia-cells. The nerve-

fibres and ganglion-cells within
the region of the proliferation

ultimately perish, though they
often persist for a remarkably
long time. If the glioma presses

against the pia mater, prolifera-
tion of its connective-tissue cells takes place, and this often results

in the production of new fibrous tissue, followed later on by
neoplastic proliferation and penetration of the glioma within the

meshes of the new tissue.

The aetiology of glioma is not certainly known, but probably
it is most apt to develope in places whose structure, owing to some

embryonic peculiarity, deviates from the normal type. This view
seems to be confirmed by an observation of Stroebe, that gli-
omata occasionally contain c^'sts lined with cylindrical epithelium.

Abundant cellular liyperplasia gives to some gliomata a sar-

comatous appearance, and to these the term gliosarcoma is usually
applied. It would be more correct, however, to describe such

growths as medullary gliomata, inasmuch as the tumour-cells are

derived from the cells of the neurosflia.

True gliosarcoma may, however, be produced when abundant

Fig. 2'IG. Section from a cerebral
GLIOMA, WITH STELLATE CELLS.

{Pi'eparation hardened in Muller's fluid,
and stained by Mallory's method
with haematoxylin : X 500)
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cellular proliferation takes place in the adventitial sheaths of the

vessels of a glioma, and the resulting tissue forms an integral

component of the tumour.
Sarcomata of the brain originate in its fibrous or connective-

tissue components, such as the pia mater or the adventitial sheaths
of the vessels penetrating therefrom. They are of the spindle-
celled, round-celled, or polymorphous-celled varieties, and are

generally of marrow-like consistence. They are more or less

globular in shape, sharply defined from the surrounding tissue, of

the most various sizes, and either solitary or multiple. Haemor-

rhage and softening often take place within them. By calcifica-

tion they may in part be transformed into psammomata. Wlien

sub-pial they are apt to invade the meninges, and so give rise to

numerous secondary metastases throughout the entire central

nervous system. The surrounding brain-substance is often soft-

ened, the meninges are inflamed, and the ventricles dilated.

Small angiomata are not uncommon in the brain
; they do

not, as a rule, form actual tumours, but merely small reddish

specks that look not unlike recent centres of inflammation. They
are probably congenital (ViRCHOw), and are accordingly classed

with the vascular naevi. Generally speaking, they are due to

telangiectasis, or in rare cases to cavernous metamorphosis, within

some definite vascular territory.
Fibroma of the central nervous system is rare ; it takes the

form of rounded nodose growths.
Bidder has described an osteoma several centimetres in

diameter which was seated in the corpus striatum. Benjamin,
Bernhard, Taubner, and others have recorded cases of lipoma.

(On cholesteatomata and dermoid cysts see Art. 127.)
Sarcoma and carcinoma sometimes develope in the brain as

secondary tumours, usually in the form of rounded nodes.

The animal parasites met with in the brain are Cysticercus
and Echinococcus (Art. 127).
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CHAPTER XLIV

THE PIA MATER AND ARACHNOID

122. The pia mater is a thin vascular membrane of con-

nective tissue, whicli closely invests the entire surface of the brain,
and furnishes an adventitial sheath to the vessels passing from it

into the brain-substance.

The arachnoid is a delicate non-vascular membrane immedi-

ately underlying" the dura mater, and so closely applied to it that

only a capillary space intervenes (the subdural space). Between
the arachnoid and the pia mater lie the subarachnoid spaces,
traversed by delicate fibrous trabeculae and membranous septa

(the subarachnoid tissue) that are overlaid with endothelium :

the spaces contain the cerebro-spinal or subarachnoid liquid. The

pia mater and arachnoid are together referred to as the internal

meninges or leptomeninges.
Botli membranes send vascular prolongations through the

anterior and posterior transverse cerebral fissures into the ventri-

cles, the telae choroideae or choroid plexuses. These establish

communication between the subarachnoid spaces and the cavities

of the third and fourth ventricles.

The conditions that give rise to hyperaemia and anaemia of

the internal meninges, and the morbid appearances thereby pro-
duced, have already been dealt with (Art. 112).

Oedema of the pia mater and of the subarachnoid spaces is due
to venous engorgement, or to inflammatory congestion and altera-

tion of the vessel walls. It is manifested by accumulation of

liquid within the subarachnoid spaces, which tends to widen the

sulci, and the condition is known as meningeal dropsy.
In cases of atrophy of the brain meningeal dropsy ex vacuo is

induced over the shrunken region, and the like takes place when
from any cause the brain-substance undergoes local contraction or

collapse. Subarachnoid and pial spaces that are shut off from the

surrounding tissue are sometimes distended with liquid, and give
rise to subarachnoid and pial cysts. These are liable to exert a

certain pressure on the adjoining brain-substance, but the condi-

tion is on the whole infrequent. The choroid plexuses of the

ventricles, on the other hand, are apt to undergo cystic degener-
ation, and then enclose a varying number of cysts from the size

of a pea to that of a bean, or seldom larger. The cyst-wall consists
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of vascular connective tissue, covered externally with polygonal

epithelium and internally with an endothelial lining membrane.
The interior of the cyst is sometimes traversed by fibrous trabe-

culae and vessels.

Haemorrhages into the pia mater are due, as a rule, to extreme
venous engorgement, and give rise to the appearance of circum-

scribed haemorrhagic spots on the membrane, or to more or less

extensive collections of blood in the subarachnoid spaces. Further
causes of haemorrhage are traumatic injury and changes in the

blood due to infection or poisoning. The rupture of atheroma-

tous arteries within the pia mater naturally leads to haemorrhage
into the subarachnoid spaces, and, when the arachnoid gives way,
into the subdural space also. In cases of cerebral haemorrhage
extending into the ventricles, blood may pass by way of the trans-

verse fissures into the subarachnoid spaces. In cortical apoplexy
the blood generally spreads beneath the pia mater.

The blood thus effused into the pia mater, the subarachnoid,
and the subdural space, is altered and absorbed in the same way as

in other organs. During the process of resorption the tissue

involved is liable to proliferate and so lead to the formation of

new connective tissue.

In infants who die shortly after birth subdural and intrameningeal haemor-

rhages are often observed. They are due to rupture of the sinuses or of the

subarachnoid veins by displacement of the cranial bones during parturition.

References on Cysts of the Meninf/es, of the Choroid Plexuses, and

of the Adventitial Lymph-Sheaths.
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LuscHKA : Die Adergeflechte des mensdilidien Gehirns Berlin 1855
Ripping: Cvstic degeneration of the cerebral cortex Z.f. Psydi. 30 1874 and

32 1875
ScHLESixGER : Lymph augicctasis of the cerebral cortex A.f. Psych, x 1880
ScHNOPFHAGEN : Wiener Sitzungsber. Lxxiv 1876

128. Acute inflammation of the internal meninges, or acute

leptomeningitis, is haematogenous, traumatic, or consecutive to

disease of the brain, of the dura mater, of the skull-bones, of the

orbit, or of the nasal cavity and its accessory spaces. In many
cases specific bacteria are proved to be the cause of the inflamma-

tion, especially when it takes a purulent, sero-purulent, or fibrino-

purulent form. These forms are in general due to pyogenic
micrococci, and in some cases to the Diplococcus pneumoniae. A
special micrococcus has been described by Weichselbau:m and

GoLDSCHMiDT, which they have called Diplococcus intracellidaris.

In one case Neumann and Scheffer discovered a bacillus which
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resembled the typhoid bacillus. Netter found in a case of

meningitis following otitis media a bacillus resembling the pneu-
monia-bacillus of Friedlander.

In the disease known as epidemic cerebro-spinal meningitis,
according to FoA, Bordoxi-Uffreduzzi, Fraxkel, Weichsel-
BAUM, and others, the Diplococcus pneumoniae appears to be the

exciting cause in tlie majority of cases ; but other micro-organisms
have been observed (Bonome) in certain instances.

Meningitis sometimes arises in the course of endocarditis,

croupous pneumonia, acute articular rheumatism, pleurisy, scarlet

fever, typhoid fever, ulcerative phthisis, decubital ulcerations or

bed-sores, and so on. It may be regarded in some cases as a local

manifestation of the primary infection, in others as the result of a

secondary infection.

In the form described as acute serous leptomeningitis the

subarachnoid spaces and the pia mater are the seat of an inflam-

matory oedema accompanied by the signs of congestive hyperaemia:
at the time of death, however, the subarachnoid liquid is often but
little increased in quantity, and the hyperaemia has given place
to a moderate distension of the vessels. The signs of inflamma-
tion may thus be demonstrable only by the aid of the microscope,
which shows the pia mater to be sparingly infiltrated with leu-

cocytes. A considerable accumulation of liquid is generally found
in the ventricles, constituting an acute ventricular dropsy.

Acute serous leptomeningitis is most frequently observed in

children, arising at the outset or during the course of infective

diseases, such as measles, scarlet fever, etc. The aetiology of the
affection is. however, often undiscoverable.

Purulent, fibrino-purulent, and sero-purulent inflammations
are characterised by the effusion of a corresponding exudation
into the subarachnoid spaces and the pia mater. The exudation
is turbid and puriforra, or actually purulent, or yellowish-white
and pulpy, and collects chiefly in the sulci and about the vessels,

though it often spreads in a thin layer over the whole surface of

the convolutions. Occasionally haemorrhages are visible here
and there, especially in suppuration following traumatic injury of

the meninges ; but they are not infrequent in haematogenous and
consecutive or conducted inflammations. Sometimes the arach-

noid tissue is so thickly infiltrated with pus that the convolutions
can scarcely be made out through tlie overlying stratum.

The exudation is generally confined to the pia mater and the

subarachnoid spaces ; but it may extend into the cortex along
the pial sheaths of the vessels. If the meningeal suppuration
follows an injury to the meninges and the brain, the latter may
also become the seat of suppuration ; pus sometimes accumulates
in the subdural space in such cases. Suppuration originating in

the scalp, in the Ijones of the skull, or in the dura mater, is

likewise apt to lead to subdural accumulations of pus.
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The seat of the purulent inflammation is naturally dependent
on the locality of the exciting cause. Haematogenous inflamma-
tions arise both at the base and on the convexity of the brain. In
the disease known as cerebro-spinal meningitis the spinal mem-
branes also are involved, often indeed to a greater extent than the

cerebral meninges. Inflammation originating in the petrosal bone
extends in the first instance to the adjacent portions of the brain.

Traumatic forms, for obvious reasons, most frequently involve the

convexity; but they sometimes start at the base, as for example
after injury to the roof of the orbital cavity.

Within the region of suppuration not only the meshes of the
tissue but the vascular walls are infiltrated witli cells. If the

process be long continued, degenerative changes make their

appearance in the contiguous portions of the brain, being indi-

cated by swelling and disintegration of the ganglion-cells and
nerve-fibres.

When the inflammation extends through the transverse fissure

and involves the choroid plexus, purulent or fibrino-purulent
exudations appear in the ventricle, increasing the volume of its

liquid contents and rendering these turbid, while the plexus
becomes swollen and covered over with pus or fibrino-purulent

deposits. The ependyma and the underlying cerebral substance
become moister and sometimes undergo inflammatory softening.

By the dilatation of the cerebral ventricles the brain is compressed,
the gyri are flattened, and cerebro-spinal liquid is forced out from
the subarachnoid spaces. The meningeal tissue in consequence is

deprived of its normal moisture, and the arachnoid and the
internal surface of the dura mater have accordingly a strikingly
dry appearance.

Purulent inflammation of the meninges usually terminates in

death
; the less severe forms, however, are sometimes recovered

from, the exudation being re-absorbed. They leave behind them
white fibrous thickenings of the pia mater and arachnoid, and at

times also adhesions to the dura mater, due to proliferous over-

growth of connective tissue during the process of recovery and

re-absorption. Occasionally too the ventricles are permanently
dilated.

References 07i the Aetiology and Morbid Anatomy of Acute
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124. The existence of chronic leptomeningitis is often in-

ferred from the presence of white thickenings, diffuse or dissemi-

nated in spots or streaks, in tlie arachnoid and pia mater
;
but as a

rule these appearances cannot be regarded as due to true chronic

inflammation. h\ many cases such tliickenings consist essentially
of hyperplastic connective tissue, and are simply the result of past
inflammatory processes. In other cases they are produced not so

much by inflammation as by continued and often-repeated dis-

turbances of circulation and nutrition, and in particular by venous

engorgement. They are met with also in connexion with chronic

renal disease and chronic alcoholism, and in this case also are

chiefly due to flbrous hyperplasia, or occasionally to endothelial

proliferation.
Chronic inflammation, indicated by persistent cellular infiltra-

tion of the meninges, for the most part takes place in the neigh-
bourhood of bones affected with chronic suppuration, tuberculosis,
and syphilis, and around tumours and foci of degeneration within

the brain, etc. ; and as might be expected from its mode of origin
it is usually of limited extent. It attains its greatest degree of

independent development in the form of cerebral disease that

is associated with paralytic dementia, and has already been de-

scribed in Art. 113.

When the morbid process has made considerable progress, the

internal membranes, and especially the pia mater, are rendered

strikingly turbid, white, and opaque, especially in the sulci along
the vessels, and often on the surface of the gyri also. Most fre-

quently the seat of the disease is in the anterior portions of the

cerebrum, in other words the frontal, central, and parietal lobes,

the other lobes being much less affected, and some parts escaping

altogether. Cases however occur in which other portions, such as

the temporal lobes, are those most markedly altered.

The most striking textural change is the cellular infiltration,

principally of the pia mater (Fig. 247 A), and to a less degree of

the subarachnoid tissue (6). This is in general accompanied by
more or less extensive fibrous hyperplasia of these structures. In

the later stages accumulations of round-cells (/j), of red blood-

corpuscles, and of brown or yellow pigment (zg), are apparent in

the adventitial sheaths of the cortical blood-vessels, and sometimes
even of those sup^jlying the white matter.
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The cellular exudations are never uniformly distributed, but

vary much even within the tissue of the pia mater. In the cortex

comparatively few vessels are surrounded by aggregations of cells,
and in the white matter the foci of inliltration are usually few and
scattered. Some of the vessels, moreover, exhibit hyaline thick-

ening or fibrous liyperplasia of tlieir adventitial coats. The
nerve-substance shows the changes described in Art. 113.

The aetiology and mode of origin of chronic meningo-enceph-
alitis is as yet imperfectly understood. As hereditary predispo-
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Fig. 247. Chronic meningo-encephalitis with atrophy of the cerebral cortex.

{Preparation hardened in Mailer's fluid and alcohol, stained icith haematoxylin, and
mounted in Canada balsam: X 150)

arachnoido arachnoid b subarachnoid tissue
c pia mater
d external layer nf slender fibres
e layer with" few cells in the external

part of the principal stratum : the
gancflion-cells have disappeared and
numerous stellate figures composed
of lustrous fil)res are visible

/ layer abounding in cells ; the ganglion-
cells have disappeared at g and the

tissue is reduced to a delicate re-

ticulum
h cellular infiltration of the pia mater
i unaltered blood-vessel

ii blood-vessels whose pial sheaths con-
tain round-cells

i.y blood-vessels whose pial sheaths con-
tain round-cells and pigment

k ganglion-cells of the cellular layerm neuroglia-cells
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sition on the one hand, and on the other severe mental exertion
and exciting or exhausting influences of every kind, may demon-

strably act as antecedent conditions of the affection, infective

agencies would seem in many cases to be inoperative in its causa-

tion. Infection can thus be assumed as a cause only when the

process is immediately consequent on undoubtedly infective dis-

Fig. 248. Chronic dis.seminated tuberculous meningo-encephalitis.

{Preparation hardened in Mailer's fluid and alcohol, stained loith alum-carmine, and
mounted in Canada balsam : X 10)

cellular infiltrationA cortical grey matter
B white matter
C meninges
a conglomerate mass of firm fibro-cellu-

lar tubercles in the arachnoid tissue
6 conglomerate mass of tubercles in the

cerebral cortex
c small tubercle iu the pia mater
d mature solitary tubercle in the sub-

arachnoid tissue

e circumscribed
round the vessels of the cortical
substance (early stage of a tubercle)

/ cellular infiltration of pial sheaths of
cortical vessels

g ffi longitudinal and transverse section of
an artery

h diffuse fil)ro-cellular thickening of the
subarachnoid tissue

eases, such as cerebro-spinal meningitis, typhoid fever, erysipelas,
articular rheumatism, or syphilis. Even in these cases the second-

ary affection is just as likely to be due to disorders of nutrition

consequent on or induced by the previous disease.
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Most cases of clironic meningo-encephalitis would thus appear
to be in their incej)tion mainly dependent on degenerative changes
set up by excessive functional activity or due to disorders of cir-

culation and nutrition (Art. 113).
Chronic leptomeningitis is occasionally combined with internal

proliferous pachymeningitis (Art. 128).
125. Tuberculosis of the internal meninges is, in most cases,

of metastatic origin, though the disease may also extend by con-

tinuity from neighbouring tissues, such as the cranial bones and
the dura mater, and thus involve the arachnoid and the pia mater.

When tubercle-bacilli in large numbers enter with the arterial

blood the vessels of the pia mater, disseminated miliary tuber-

culosis is induced, and is manifested by the eruption of grey
tubercles (Fig. 248 c d e). ]Most of these are seated in the me-

ninges (C), but a few appear also in the cortex and white matter

(J. B^. The tubercles lie chiefly in the vessel-walls, and consist

essentially of cellular thickenings of the walls themselves (Fig.

209/). In the brain itself the accumulations of cells may at first

be limited to the pial sheaths (/) ; later on they extend to the

cerebral parenchyma.
Disseminated metastatic tuberculosis of the central nervous sys-

tem usually pursues a rapid course, and terminates fatally in a few
weeks. Along with the eruption of tubercles diffuse inflammatory
exudations make their appearance (Fig. 209 ^) ; these are some-
times sero-purulent or fibrino-purulent, and infiltrate not only the

meninges, but the nerve-substance itself, or collect in the cerebral

ventricles. The process might thus be fitly described as tubercul-
ous meningo-encephalitis. The inflammation is aj3t to extend
from the pia mater to the external strata of the brain-substance

and lead to swelling and disintegration of the nerve-fibres and

ganglion-cells. Cellular infiltration of the cerebral nerves as they
leave the base, with swelling and degeneration of their axis-cylin-
ders and medullary sheaths, is not uncommon. It is only in rare

and chronic cases that there is no or but little diffuse exudation, if

the eruption of tubercles is at all abundant.
When the disease invades the choroid plexuses within the ven-

tricles, tubercles and turbid exudations make their appearance, and
the ventricles are distended, sometimes to a remarkable extent,
with a more or less purulent effusion. The brain may thereby be

so compressed that the convolutions are flattened and the sub-

arachnoid liquid is displaced, so that the surface of the arachnoid

appears abnormally dry.
As a rule the tubercles in the pia mater rapidly undergo casea-

tion, and only in rare and chronic cases (Fig. 248) are tubercles

developed that resemble the familiar large-celled nodules of the

lymph-glands.
Metastatic tuberculosis is most frequently met with in the basal

region supplied by the arteries entering the sylvian fissure, and
2g,
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is usually bilateral : in some instances, however, the eruption is more
marked on one side than on the other, and cases are not rare in

which one side only is involved.

If the bacilli enter the region suj)plied by those arteries which

pass from the sylvian fissure to the surface of the brain, more
or less extensive unilateral or bilateral tuberculous menino-itis of

the convex aspect is induced. The arteries of the median plane
of the cerebrum, occipital lobe, cerebellum, medulla oblongata, and

spinal cord may be involved alone, or in combination with the

arteries of the sylvian fissure ;
their participation in the tubercul-

ous process is indeed by no means uncommon.
When the tubercle-bacilli enter the region supplied by only a

single branch of one of the meningeal vessels, but few tubercles

K;.

H^ --^ wa>

.:^':mff^
''•^^miA,

y.^

Fig. 249. IjArge solitary tubercle of the cerebellar pla. mater.

( Vertical section : natural size)

a cerebellum
b dura mater adherent to the tubercle
c laminated tubercle

d grey cortical zone with yellowish-white
nodular enclosures

are formed in the first instance. But as the patient does not in

general die at once, the tubercles become aggregated into larger
masses, and form either extensive foci occupying the sulci

especially, or rounded nodes of the size of a walnut or even of a

hen's egg or larger, commonly known as solitary tubercles (Fig.
249 c). The centre is usually yellowish-wliite, cheesy, sometimes
firm and dense, in other cases softer and often more or less difflu-

ent ; only in rare instances is it partially calcified. The nodes are

marked off from the surrounding tissue by a greyish-red or grey
and translucent zone of granulations ((7), which not infrequently
contains typical tubercles. From the brain-substance they are

either clearly defined or pass gradually into it, and sometimes they
are adherent to the dura mater. At the periphery of the solitary
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tubercle the connective elements of the nerve-tissue often pass
into a state of active proliferation, and produce dense fibro-

cellular tissue.

Solitary tubercles of the pia mater affect the surrounding
tissue by pressure (Fig. 249 a) and by impeding the circulation

of blood and lymph. The other portions of the central nervous

system may be entirely free from tubercles
; but it not uncom-

monly happens that bacilli escape from the solitary tubercles and
lead to the formation of disseminated menintritic nodes, as well as

to diffuse meningitis. It is moreover not impossible for renewed
infection of the blood to take place, for example, by rupture into

the transverse sinus, and in this way metastatic miliary tuber-

culosis may be superinduced.
Tuberculosis which developes in the central nervous organs

owing to conveyance of the virus from the adjacent structures

naturally depends, as to its situation and distribution, on the posi-
tion of the starting-point. Tuberculosis of the petrosal bone

extends, as a rule, to the temporal lobe and the base of the frontal

lobe. Once these parts are infected, the characteristic nodules
form in varying numbers about the seat of infection, and these

may in the course of time become aggregated into larger masses.

Disseminated tuberculosis is superinduced by the diffusion of the

bacilli through the cerebro-spinal lymphatics.

References on Tuberculosis of the Internal Meninges.
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126. Syphilis of the central nervous system usually makes
its appearance some years after the disease has become constitu-

tional, that is to say, at the same time as the so-called tertiary

symptoms ;
it rarely supervenes in the stage of secondary symp-

toms. The characteristic morbid change is the formation of cir-

cumscribed inflammatory nodes or gummata, which are usually
situated in the meninges and the cortical stratum of the brain or

of tlie cord, rarely in the interior.

Their formation begins with circumscribed inflammation in the

pia mater and subarachnoid tissue, which is soon followed by the

development of a greyish or greyish-red semi-translucent or

gelatinous patch of granulation-tissue (Fig. 250). In the earlier

stages this tissue is highly cellular ((^), and contains a varying
number of new-formed blood-vessels. As the process advances
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some of the granulation-tissue usually becomes fibro-eellular
((7^),

and some undergoes caseation
(^d^').

In cases of severe inflammation of the pia mater the contigu-
ous brain-substance never escapes, the morbid process extending to

the cortex not only along the pial sheaths (/j) of the vessels, but
also directly (^).

Arterial branches (g) within the inflamed region are likewise

involved, the adv^entitia, and the media and the intima also, becom-

ing the seat of an inflammation characterised according to the

Fig. 250. Gummatous syphilitic meningo-encephalitis.

{Prepa7'ation hardened in Muller's fluid and alcohol, stained loith alum-carmine, and
mounted in Canada balsam : X 15)

a cerebral cortex / cellular infiltration of the pial sheaths
b internal meninges of the cortical vessels
c vein surronmled by cellular infiltration fi cirouni vascular cellular infiltration of
d recent cellular granulation-tissue the cortical substance
dj fibro-cellular granulation-tissue g diffuse cellular infiltration of the cere-

d^ caseous granulation-tissue bral cortex
e artery with greatly thickened intima

and adventitia infiltrated with cells

stage of the process either by cellular infiltration and prolifera-

tion, or by fibro-cellular hyperplasia. The intima is in gen-
eral the most affected (e), the hj^^erplastic thickening which it

undergoes being often so considerable that the lumen of the vessel

is greatly diminished, and sometimes even obliterated. Oblitera-

tion results as a rule when thrombosis is superadded to the endar-

teritic thickening.
The gummatous nodes may be either single or multiple, the

single nodes being sometimes very small. Indeed, the sjoecific in-
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flammation and proliferation may be practically limited to certain

spots on the vessel-wall, and these give rise to the thickening just
referred to. More frequently, however, larger nodes are formed,
and to these the term gummata is usually restricted. They ex-

tend over the surface of the brain, chiefly along the sulci, and
their form is moulded accordingly. In the sylvian fissure they
are elongated; at the base and in the cord they form flattened

patches of various shapes. In rare cases the inflammatory infil-

tration of the membranes at the base of the brain is more diffuse

and indefinite.

If the inflammation extends deeply into the cerebral substance,
the node gradually assumes a rounded form, and occasionally

grows to the size of a walnut ; its external boundary, however,

usually remains irregular. This is also apt to be the case with
nodes developing ah initio in the interior of the brain. The very
smallest foci are doubtless capable of re-absorption, but the larger
nodes generally become indurated and in part caseous. When
caseation takes place at several points within a node, its section

appears mottled with grey and yellow, until by coalescence of the

caseous spots the whole of the central portion becomes uniformly
yellow.

The induration generally accompanies the caseation, but in

some cases it takes place without the latter. It gives rise to

cicatricial thickening of the meningeal tissue, often also to adhe-

sions with the adjoining parts of the dura mater. When the

gummatous node has already undergone partial caseation, the

cicatrices enclose cheesy masses.

The tissue of the brain and cord naturally perishes within

the region of the specific inflammation. Ischaemic and haemor-

rhagic softening of the surrounding tissue is often superadded ;

it is consequent on the local disturbance of circulation caused

by arteritis and mechanical compression. In some cases these

degenerative processes are very wide-spread and intense. Nerves
included within the focus of inflammation become infiltrated, and
at a later stage are so surrounded and permeated by dense hyper-
plastic connective tissue that they atrophy and disappear.

References on Syphilis of the Internal Meninges.

Baumgartex: Syphilitic arteritis T'. .1. 73 1878, 76 1879. 80 1881, and 111
1888

Bjei;fkeuxd: Hereditary sypliilis of the central nervous system Ziegler's

Beitriige in
Braus : Die HirnsyphUis Berlin 1873
BuTTERSACK : SyphiHs of the central nervous system A. f. Psych, xvir 1886

(with references)
FouRXiER : La syph. du cerveau Paris 1879, and Leqons sur la syph. 2nd edition

Paris 1881
Heuisxer : A. (J. Heilk. xi 1870; Die luetische Erkrankung der Hirnarierien

J^eipzig 1874
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Ilberg: Gummata of the corpora qiiadrigemina A.f. Psi/rh. xxvi 1894 (with
references)

JOFFROY and Letiexxe : Cerebral syphilis ^-1. de med. exp. iii 1891
Kahler : Multiple syphilitic neuritis of the nerve-roots Z.f. Heilk. viii 1887
Oppexheim: Zur Kennln. d. nyph. Erkrank. des Centralnervensystems Berlin

1890
Pick: Cerebrospinal syphilis P/-«//. Z.f. He'dk. xiii 1892
RuMPF : Die tiyphilitischen Erkrankungen des Xervensi/stcms Wiesbaden 1887
SiEMERLixG : Congenital cerebral and spinal syi^hilis A.f. Ptti/ch. xx 1888;

Syphilis of the central nervous system ibidem xxii 1890
Stoeber: Des accident.^ mt'ningitiques de la !<yph. ht're'ditaire Paris 1891
ViRCHOw: V. A. 15 1859, and Die krnnkhaften Geschwillste ii 1869
Westphal : -4//^. Z.f. Psych, xx 1863, aiid Charite-Annalen i 1876

127. The tumours of the internal meninges of the brain, of

the choroid plexuses, and of the ependymal lining of the ven-

tricles, belong for the most part to the group of connective-tissue

growths ; but epithelial tumours (carcinomata) are also met with.

In the first place, there is a group of endothelial tumours
classed with the sarcomata and taking the form of soft nodes, or

less frequently of expanded superficial growths. Cases occur in

which the endothelial neoplastic growth extends over the entire

central nervous system (Fig. 251), leading to thickening and
whitish turbidity of the meninges, and at the same time invading
the substance of the brain and cord along the course of the pial
sheaths of the vessels.

The cut surface of the endothelial sarcoma is marrowy, grey-
ish-white or greyish-red, sometimes rather gelatinous, very seldom

pigmented or melanotic. The growth starts in the adventitia of

the vessels (Fig. 251 f (/ 7<), and partly also in the endothelium

((/ e) which covers tlie fibrous strands of the arachnoid, of the

subarachnoid tissue, and of the pia mater. The newly-formed
cells usually attain a high degree of development, and resemble
in appearance the polymorphous epithelioid cells of carcinomatous

growths. As moreover they lie embedded in a stroma formed
from the meningeal tissue, and are grouped in dense masses within

its meshes, they are classed with the alveolar sarcomata or alve-

olar endotheliomata (Fig. 251).
The existing records seem to show that this form of sarcoma

is that most frequently met with in tlie internal meninges ;
but

cases of ordinary sarcoma, myxosarcoma, and myxoma have been

observed, and angiosarcoma, angiomyxoma, and angiomyxosarcoma
are not unknown (x\rt. 104).

Fibromata, lipomata, chondromata, and osteomata are very
rare ; they have been noted in the meninges and in the ven-

tricular plexuses, and form small nodular and lobular tumours,
which compress and thrust aside the underlying cerebral and

spinal substance.

Another rare tumour of the internal meninges is composed
essentially of a dense fibrous stroma, enclosing large cystic cavi-
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ties filled with lymph. It has a certain resemblance to connective

tissue in a state of intense oedema, but is distinguished from this

by the presence of abundant fibrous hyperplasia, which marks it

off sharply from the surrounding- tissue and forms in its interior

comparatively stout and broad intercystic septa. The growth is

therefore a neoplasm, and might be described as cystic lymphan-
gioma or cystic fibroma.

An excessive development of the normal 'brain-sand' is very
often observed in the ventricular or choroid plexuses, which

thereby become perceptibly enlarged and acquire an opaque
whitish apjiearance. Calcareous concretions are apt to be formed
in meningeal tumours in comliination with calcification of the

vessels. When such calcareous deposits form a prominent com-

ponent of the tumour, it is called a psammoma (Fig. 255).
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Fig. 251. Alveolar endothelioma of the pia mater.

{Diffuse neoplasm extending over the entire surface of the central nei'vous system:
preparation hardened in. Mailer's fuid. stained with haematozylin and carmine,
and mounted in Canada balsam: X 30)

a b internal meninges e gland-like tubules composed of endo-
c cerebral cortex thelial cells
d small sronps of proliferous endo- fgh intracerebral circumvascular cel-

thelial cells lular growths
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The concretions take the form either of stratified spherules or

of needles and jagged or cactus-like bodies.

Carcinoma makes its appearance in the ventricles in the form
of soft tumours (Fig. 252 a), usually connected with the plexuses,
and originating from their epithelial lining, or more rarely from
the ependymal epithelium. The nests of cancer-cells embedded
in a fibrous stroma are of the cylindrical type. The vascular
fibrous stroma sometimes grows out into papillae, and the tumour
then assumes a papillomatous character (Fig. 253).

If, as not infrequently happens, the stroma undergoes mucoid

degeneration (Fig. 253 h c c^), the tumour takes on a very peculiar
structure. The mucoid contents of the papillae become swollen,

Fig. 252. Papillomatous carcinoma of the chorold plexus.

{Frontal section through the third ventricle

a tumour with cysts
h right optic thalamus
c right lenticular nucleus
d right internal capsule
e right lateral ventricle

• reduced to tico-thirds of the natural size)

f left optic thalamus

g left lenticular nucleus
h left internal capsule
i enlarged left lateral ventricle

and the latter undergo a cystic transformation (Fig. 252 a and

Fig. 253 (i), being separated from one another only by strings
of epithelial cells (e), which thus form a kind of cellular stroma
for the cysts excavated in the connective tissue. Within the

cellular clusters epithelial pearls are sometimes developed (Fig.
253 A), which closely resemble the corresponding bodies formed
in cancerous tumours of the skin, and present a striking contrast

to the cylindrical cells of the growth.
The tumour is usually confined to the ventricle, and causes

compression and disjjlacement (Fig. 252 / g Ji')
of the adjacent
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cerebral substance, with ventricular dropsy (i). It may however
invade the adjoining portions of the brain, and lead to the forma-

tion of secondary growths in tlie deeper parts of the organ

(Spaet).
The mode of origin of the pearly tumour, or cholesteatoma,

is not yet thoroughly understood. This growth is characterised

by the presence in it of white pearls with a silky lustre. It is

met with chiefly in the basal meninges, in the neighbourhood of

the posterior and anterior transverse fissures
;
but it may appear

in the interior of the brain also. The growths are solitary and
surrounded by a fibrous capsule, or multiple, in the form of

lustrous nodules and nodes seated loosely in the pia mater or

Fig. 253. Papillomatous carcixoma with gelatinous degeneration of the
stroma from the choroid plexus.

[Preparation hardened in 31tiller's fluid and stained loith alum-carmine : X 25)

a vascular fibrous stroma Cx hyaline masses
b papillaeof connective tissue which have d cysts formed from the degenerate

undergone partial mucoid degenera- stroma with contents coagulated
tion in a reticulate fashion

c papillae which have undergone com- e inter-papillary strings of cells

plete mucoid degeneration, coagulated / inter-papillary nests of cells

in the process of hardening h pearly bodies

brain. The soft white mass of the growth consists mainly of

epithelial scales, resembling the horny epidermis of the skin.

Most authorities assume that the cells are of endothelial origin;
but it seems more likely that they originate in the epiblast, and
are indeed derived by descent from anomalous or misplaced
epithelial cells. The fact that in rare cases the growths con-

tain minute hairs is in favour of this sui^position (Zieglee).
Intracranial dermoid cysts are on the whole rare. They

are usually seated in the membranes, but sometimes penetrate into
the cerebral substance.



458 THE PIA MATER AND ARACHNOID [CHAP. XLIV

Among the secondary tumours of the meninges all forms
that are liable to metastasis have been described. It is worth

noting that they sometimes spread freely in the subarachnoid

spaces.
Of animal parasites Echinococci and Cysticerci are met with

in the meninges. Tlie former give rise to small or large and

single or multiple hydatid cysts, which compress the cerebral sub-

stance and occasionally induce softening of the surrounding tissue.

Cysticercus (the cystic stage of Tae7ua solium} appears either

in the ordinary form of a bladder of the size of a pea, with a scolex

or immature head, or as Cysticercus racemosus. The latter takes
the form of large lobulated vesicles, usually sterile, with a cluster

of internal and external daughter-cysts surrounding the parent-

cyst like a bunch of grapes. It sometimes induces proliferous

hyperplasia in the surrounding tissue.

In the ventricles minute granular prominences are at times observed on
the ependyma, which are simply compact fibrinous deposits permeated by
formative cells and blood-vessels, and so partially organised after the manner
of a thrombus.

References on Tumours of the Internal Meninges.

Arndt : Endothelioma (cancroid) V. A. 51 1870
Arnold, J. : Myxosarcoma telangiectodes cysticum T". A . 51 1870
Atdry: Tumours of the choroid plexus Rev. de me'd. 1886
Billroth : Myxoma of tlie cerebellar pia mater A. d. Heilk. ill

Cayley : Sarcoma Trans. Path. Soc. xxvi London 1874
Chambard : Primary carcinoma Encephale i 1881
Chiari: Lipoma Wlen. med. Woch. 'Jll 1879
Dreschfeld : Psammoma .fount, of Anat. xiv 1879
Eberth: Epithelioma T'. .1. 49 1869
Eppinger : Cholesteatoma Prager Vierteljahrsschr. 126 1875
Falkson: Chondrocystosarcoma of the plexus of the third ventricle V. A.75

1879
Fasce : Melanotic endothelioma of the arachnoid V. A . 97 1884
Fere : Lipoma of the pia mater Pror/res med. 1885
Janssen : Sarcoma V. A. lo9 1885
Lancereaux: Trade d'anat. pathologiijue Paris ii 1881, and iii 1889
Langer : Cystic tumours of the infundibulum Prag. Z . f. Heil/c. xiii 1892
Lannelongue : Intracranial dermoid cysts ^4. de physiol. i 1889
Morris: Angioma Trans. Path. Soc. xxii London
Parrot: Lipoma ^4. de physiol. ii 1869
Price : Cholesteatoma Trans. Path. Soc. xxxviii London 1887
Richter : Multiple sarcoma Prager med. Woch. xi 1886
Robin : Endothelioma .Tourn. de Vanat. et de la physiol. 1869
Selke : Epithelial papilloma Inaitg. Diss. Konigsberg 1891
Spaet : Primdrer midtipler Epithelkrebs des Gehirns Muuicli 1882
TocHE : Etude sur deux cas d'endotheliome du cervelet Paris 1888
ViKCHOW: Krankhafte Geschu-iilste : Cholesteatoma T". -4. 8 1855
WiLKS and Moxon : Chondroma Led. on Path. Anatomy London 1889
VON WuNSCHHEiM : Prlmai'y carcinoma of the fourth ventricle Prag. med.

Woch. 1891
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References on Cysticereus in the Brain.

AsKANAZY : Cysticereus at the base of the brain Ziegler's Beitrdge vii 1889
Erecke : Cysticerci in the fourth ventricle Inaug. Diss. Berlin 1886
Griesinger : Cysticereus racemosus A. d. Heilk. iii 1862 (with references)
Hajimer : Cysticerci in the cerebral ventricles Prager med. Woch. 1889
Marchand: Cysticerci V. A. 75 1879, and Breslauer arztl. Zeitschrift 1881
Stieda : Cysticereus racemosus in the fourth ventricle Thierfelder's Festschrift

Leipzig 1895
ViRCHOw : Cysticerci V. A. 18 1860
Yamagiwa : Aetiology of Jacksonian epilepsy {Distoma in the brain) V. A.

110 1890
Zenker : Ueber den Cysticereus racemosus des Gehirnes Erlangen 1882
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CHAPTER XLV

THE DURA MATER, PIXEAL GLAXD, AXD PITLTTARY BODY

128. The dura mater is a stout fibrous membrane, with a

tendinous lustre, c-loseiy adherent to the inner surface of the

cranium, and serving as its internal periosteum. It is accord-

ingly liable to all the morbid changes that affect the periosteum
of other bones. Certain special changes arise from its connexion
u-ith the central nervous system, and these require separate con-

sideration.

In the first place the dura mnter is frequently the seat of an

inflammatory process knowm as chronic internal pachymeningi-
tis, the result of various injurious agencies, whose exact nature is

not fuUv understood. The inflammation is usuallv haematogen-
ous. and in many cases is not associated with any inflammation of

the internal meninges; it is, however, apt to accompany inflam-

matory conditions in the contiguous bones. It is sometimes
unilateral and circumscribed, or it may be bilateral and dissemi-

nated in multiple patches, or generally diffused over the entire

cranial siu'face.

The first morbid sign is the appearance of very thin fibrinous

deposits on the internal surface of the membrane ;
these consist

essentiallv of films of sfranular, fibrillar, or homogeneous fibrin,

containing- a few round-cells. After a time the films become

pervaded by living cells and new-formed vessels growmg as off-

shoots from the dural capillaries. A delicate fibrous tissue is

thus elaborated, which lines the dui-a mater as a semi-transparent
false membrane, with wide well-filled vessels.

The new-formed vessels have very thin walls, and are particu-

larly prone to bleed, the slightest disturbances of the circulation

apparently sufiicing to set up haemorrhage by ruj^ture or diape-
desis. The consequence is that paeiiymeningitic false membranes

nearly always contain recent extravasations and pigmented de-

posits, testifpng to past haemorrhage : this peculiarity has led to

the affection being described as haemorrhagic pachymeningitis.
The extravasations are usually small, but now and then tliey are

so extensive that they partially separate the false membrane from

the dura mater, and form blood-cysts or haematomata, which

exert more or less pressure on the brain. If the cyst gives way,
blood will of course be effused into the subdural space.
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Once the inflammation lias begun, it seldom attains to com-

plete resolution and recovery. The extravasated matters are by
degrees re-absorbed, bat if they are at all abundant the process is

very slow and often imperfect, and the continued presence of the

disintegrated blood keeps up an irritation that induces renewed
inflammation. New exudations and new false membranes are

thus produced, and at length a dense scar-like tissue results, which
contains masses of pigment, residues of blood and fibrin, and cal-

careous deposits. Sometimes after resorption of a large extrava-

sation a collection of liquid appears in its place between the dura
mater and the cicatricial membrane ; this has been called hygroma
of the dura mater, or partial pachymeningitic hydrocephalus.

In older, denser, and more fibrous membranes, containing few

cells, some of the vessels are gradually occluded by contraction ;

but such obliteration does not bring the process to an end, for

other parts remain highly vascular, and fresh haemorrhages keep
up and renew the inflammation.

Pachymeningitic membranes do not usually adhere to the

underlying tissues ; but sometimes fairly firm union takes place
between them and the arachnoid, and then new-formed blood-

vessels pass from the false meml)rane into the internal meninges.
There is also a chronic external pachymeningitis, in which

the inflammatory changes are practically limited to the outer strata

of the dura mater, and are associated with thickening of the mem-
brane and resorption or hyperplasia of the bone. Moreover,
the dura mater is frequently iniiamed as the result of traumatic

injury, or by extension of inflammations from the adjacent struct-

ures. Thus a cut or stab of the skull, which becomes infected

with septic matter and suppurates, not infrequently gives rise to

purulent pachymeningitis, and the like is apt to follow suppura-
tion of the internal ear, of the petrous portion of the temporal
bone, or of the orbit. In such cases the dura mater assumes a

yellowish-white or greyish-yellow tint, and when haemorrhage
accompanies the injury or disease it becomes dirty-grey, greyish-

green, or brown.

Eruptions of tubercle in the dura mater are induced as

metastases from tuberculous leptomeningitis or tuberculosis of

the cranial bones. In some instances disseminated grey tubercles

make their appearance on the internal surface, in others pachy-
meningitic membranes containing tubercles, or fungous growths,
or caseous nodes, are produced. Caseous nodes are chiefly the

result of tuberculous bone-disease, and may be seated on either

surface of the dura mater, or in its tissue.

Syphilis gives rise to foci of cellular infiltration, or to granu-
lomatous growths, ending in cicatricial thickenings, that not in-

frequently enclose patches of caseous matter. When the process
invades the arachnoid and pia mater, these tend to become adhe-
rent to the dura mater.
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The majority of the tumours affecting the dura mater belong
to the group of sarcomata. Spindle-celled sarcoma is the com-
monest ; the round-celled and polymorphous-celled varieties are

rarer. Alveolar sarcoma and endothelioma are also met with,
the latter being characterised by the formation of nests and

strings of cells (Fig. 25-1: c d) embedded in a fibrous stroma (a).
Endotheliomata form solitary or multiple growths, flattened

or raised on a stalk like a mushroom (fungus of the dura mater),
from the size of a pea to that of an apple, which project inwards
and depress the underlying brain-surface into pit-like excavations.

When they grow on the outer surface of the membrane they are

I

Fig. 254. Endothelioma of the dura mater.

{Preparation hardened in Miiller's fluid, stained loith haematoxylin, and mounted in
Canada balsam : X 25)

a fibrous stroma e fatty degeneration of a cellular mass
b group of round-cells / mass of endothelial cells, on the right
c nests and strings of cells derived from side passing gradually into the fibrous

the endothelium of the lymphatics stroma
d tubular tract of endothelial cells

apt to penetrate the bone, causing it to atrophy and ultimately
to give way and rupture. At their point of origin from the

membrane they send out pseudopodial processes into its tissue, in

the form of cellular strands that seem to force their way between
its tough fibres, or to grow out from them. These strands of

cells are derived from the endothelium of the lymphatics ((^),

whose course they follow and often mark out in a recognisable

way by the mode of their configuration.
Excessive vascular development within a sarcoma leads to the

formation of telangiectatic tumours. Calcification of the capillary

vessels, and the formation of concretions in the shape of spherules,
needles, and jagged fragments (Fig. 255 a b c d e) sometimes give
the sarcoma the characters of a psammoma.
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Fibromata are rare, but they do occur in all parts of the dura

mater, and form rounded tumours. Lipomata are very rare.

Osteomata appear chiefly in the cerebral dura mater, and with

special frequency in the falx cerebri. They usually take the form
of irregularly-shaped plates of bone with spinous and ridge-like

processes.

Fig. 255. Section from a psammoma of the dura mater.

(Preparation hardened in alcohol, decalcified with picric acid, and stained with haema-
toxylin and eosin : X 200)

a hyaline nucleated spherule enclosing a c concretion enclosed in hyaline connec-
calcareous concretion tive tissue

b calcareous concretions surrounded by d calcareous needles in the connective

hyaline denucleated substance and tissue

enclosed in fibrous connective tissue e needle containing three concretions

About the back of the sella turcica and basi-occipital (or

clivus) small gelatinous tumours known as ecchondromata (or

chordomata) are not uncommon ; in texture they resemble the

notochord, and it is therefore probable that they originate in some
belated residues of this embryonic structure.

Of secondary tumours carcinoma is that most frequently met
with in the dura mater.

References on Proliferous and Haemorrliagic Pachymeningitis.

Charcot: Sur Jes neomemhranes de la dure mere, Oeuvres completes ix
Kremyanski: Internal haemorrhaqic pachymeningitis T'. A. 42 1868
Lancereaux: A. gen. de me'il. 1862 and 1863, and Traite d'anatomie path, ii

Paui.us : Verkalkung und Verknocherung d. Hdmatomes der Dura mater Erlangen
1875

Schuberg: Haematoma of the dura mater T'. .-1. 16 1859
Sperling: Cent.f. med. Wiss. no. "29 1871
Thomson : Chronic external pachymeningitis Jonrn. of Path, ii 1893
ViRCHOW : Haematoma of the dura mater Wilrzbnrg. Verhandl. 1856
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References oti Tumours of the iJura Mater.

Arxold : Psainmoniata T'. ^1 . 52 1871
BizzozERO and Eozzolo : Primary tumours Wienei- med. JaJirb. 1874, and

Bivisla Clin. <Ii Bologna iv 1874
Chelixg : Die sclurammigen Auswilchse d. liarten Hirnhaut u. d. Schddelknochen

Heidelberg 1891
Erxst : Psammoina Ziegier's Beitrnge xi 1892
Firket: Enchondroma Ence'pJude i 1881
Levi : The origin of concretions in psannnomata Inaug. Diss. Freiburg 1890
LuscHKA : Ecchondrosis of the basi-occipital F. ^4.11 1856
Robin : Epitlielioma of the serous memliranes Journ. de Vanat. Paris 1869
ScHUPPEL : Calcareous sarcoma .1. d. Heilk. x 1869
ViRCiiOAV : Die Enhcickelung des ^chddelgrundes (ecchondrosis of the basi-occi-

pital) 1857
Whipham : Round-celled sarcoma Trans. Clin. Soc. xiv London 1881
Zexker : Ecchondrosis of the clivus ]'. A. 12 1857

129. The hypophysis cerebri or pituitary body is seated in

the sella turcica, and is composed of two lobes
;
the anterior con-

sists of a fibrous stroma enclosing numerous round and oval folli-

cles filled with epithelial cells, the posterior chiefly of vascular

connective tissue enclosing fusiform and stellate cells some of

which are pigmented. At the junction of the two lobes the tissue

is very vascular, and contains cavities lined with ciliated cylindri-
cal epithelium (Weichselbaum).

Cystic degeneration and hyj)erplastic overgrowth of the ante-

rior lobe are the commonest changes, the C3"sts usually containing
colloid masses. This transformation is known as adenoma or

struma of the pituitary body, and the growth sometimes reaches

the size of a pigeon's or even of a hen's egg. It protrudes more
or less from the sella turcica, presses on the adjoining brain-sub-

stance, or even projects into the ventricles, and causes atrophy of

the underlying bone.

In some cases of acromegaly the pituitary body has been
found post mortem to be considerably enlarged : it has indeed been
maintained that such enlargement is correlated with the char-

acteristic hypertrophy of the hands, feet, and jaw (Art. 50), as

myxoedema is with disease of the thyroid gland.

According to Weichselbaum, the ciliated epithelial cavities

are very apt to undergo cystic degeneration. The contents of the

cysts consist of homogeneous or granular matter secreted by the

epithelial cells. The cysts with granular contents are lined with

ciliated epithelium.
After adenoma the commonest tumours are carcinoma and

sarcoma, which also take the form of nodose growths. W'eich-

siiLBAi'.M has described a pair of small lipomata in the posterior

lobe, and Weigert a teratoma.
Inflammation of the hypophysis may be associated with inflam-

mation of the neighbouring })arts : tubercles and gummata have

been oljserved (Weigert) only in rare instances.
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The pineal gland consists of fibrous tissue enclosing a num-
ber of rounded follicles, each of which contains a cellular reticulum,
rounded cells with slender tapering processes (Toldt), and a

quantity of brain-sand.

The most frequent pathological changes observed in this organ
are abnormal increase of the brain-sand (psammoma), hyj^erplastic

enlargement, and cystic degeneration. Haemorrhage into the

substance of the gland may lead to the formation of a haematoma.
Tumours of this organ are very uncommon.
The pineal gland may participate in inflammations of neigh-

bouring structures.

References on Affections of the Hypophysis or Pituitary Body,

Beck: Teratoma Prag. Z.f. Heill: iv 1883
Behxhakdt : HIrngeschioidste Berlin 1881
Buyce: Eiilargeiiient of the hypophysis in myxoedema Journ. of Path, i

1893 (with references)
BoYCE and Beadles: Study of the path, of the hypophysis Cent,f allg. Path.

1894
Breitnek : Tumours of the hypophysis (adenoma) V. A. 93 1883
Eppinger: Haematoma of hypophysis Viertelj. f. prakt. Heilk. llH] 1875
Heusser : Tumours of the hypophysis (lymphosarcoma) V. A. 119 1890
VON Hippel: Tumours of the hypophysis (cases) V. A. 126 1891
IxGERMANN : Tuuiours of the liypopliysis (cases) Inaug. Diss. Berne 1889
Klebs : Sarcoma Pr«^er VierteljaJirsschr. f. prakt. Heilk. 125
PiSENTi and Viola : llistology of the pituitary oland Atti Accad. med. chir. di

Perugia ii 1890, and Cent./, med. Wiss. 1890
Ribbert: Tumour of the hyi>ophysis V. A. 90 1882
Rogo\vitsc'h: Changas in the hypophysis after removal of the thyroid gland

Ziegler's Beitriige iv 1888
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CHAPTER XLVI

STRUCTURE OF PERIPHERAL NERVES

130. The peripheral nervous system is composed of nerves
and ganglion-cells, together with the si)ecial terminal structures

in whicli tlie nerves end. The nerves consist essentially of med-
ullated and non-medullated nerve-fibres, which are prolongations
of the polar processes of the gangiion-cells. Some of these cells are

situated in the cord and medulla oblongata, but others are inter-

calated in peripheral parts of the sympathetic system, where the

groups of nerve-cells occur that are known as sympathetic ganglia.

The medullated nerve-fibres are long cylindrical structures, whose cen-

tral axis is occupied by the axis-cylinder. The latter is surrounded by the

medullary sheath, consisting of myelin which during life is homogeneous,
and this in turn is enclosed in a delicate connective-tissue envelope, the primi-
tive sheath, neurilemma, or sheath of Schwann. The medullary sheath is

at intervals interrupted, the axis-cylinder being then surrounded only by the

sheath of Schwann (Ranvier's nodes) ;
it is generally assumed that these

nodes subserve the nuti'ition of the axis-cylinder. The nerve-fibre is in this

way divided into segments of from one to two millimetres in length, each one
of which contains a nucleus situated approximately in the middle and close to

the sheath of Schwann, and around the nucleus a thin layer of protojilasm
is spread on the internal surface of the sheath. External to the sheath of

Schwann is a fibrillar sheath (Axel Key and Rktzius) which also contains

nuclei and a small quantity of protoplasm.
The non-medullated nerve-fibres possess no other covering for the axis-

cylinder than the sheath of Schwann, with nuclei included in it at intervals.

IMedullated and non-medullated nerve-fibres are united into nerves of differ-

ent thicknesses. Those that have their origin in the brain and cord contain

chiefly medullated fibres
;

in the nerves of the sympathetic system the non-
medullated fibres predominate. The smaller nerves consist of a simple bundle
of nerve-fibres

;
the larger trunks contain a variable number of such bundles or

fasciculi.

Each fasciculus is surrounded by a fibrous envelope termed the perineu-
rium. When several bundles combine to form a nerve-trimk, this also is

surrounded by a perineurium, while the bundles themselves are bound together
by loose connective tissue, often containing fat-cells, and known as the epineu-
rium. 'J'lie endoneurium consists of delicate fibrous septa passing from the

perineurium of each bundle into the interior, and uniting the nerve-fibres into

groups, while the finest ]">i-ocesses pass into these and surround the individual

fibres. The blood-vessels of the nerve-trunk run within the fibrous frame-
work. At the peripheral end of each nerve-fibre the axis-cylinder breaks up
into its primitive fibrils, and these form connexions with the terminal organs.
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CHAPTER XLVII

DEGENERATION AND INFLAMMATION OF NERVES

131. The fibres of the peripheral nerves are very frequently
the seat of degenerative changes which often lead to their total

destruction, and in other cases give rise at least to permanent
atrophy of the affected nerve-elements. In so far as these pro-
cesses run their course without inducing other changes in the

nerves, they might be described as instances of simple degenera-
tion ;

but when they are complicated with inflammatory exudation
and hyperplasia of the connective tissue, or when they originate in

an inflammatory affection of the latter, they must be reckoned as

of the nature of neuritis. By many writers simple degeneration
is termed parenchymatous neuritis, while neuritis proper is dis-

tinguished as interstitial neuritis. Degeneration and inflamma-
tion of the nerves cannot be separated by any sharp distinction,

inasmuch as on the one hand inflammatory changes often give
rise to wide-spread degeneration, and on the other hand degenera-
tion, in the later stages of its course, may induce signs of inflam-

mation. The term neuritis is for this reason frequently applied
to degenerative affections.

In the first place, nerves undergo extensive degeneration after

section, the distal portion of the polar process thus sej)arated
from its nerve-cell degenerating throughout its entire length,
while the proximal portion undergoes degenerative atrophy for

a short distance only.
Even in the first few days after section the internodal seg-

ments of the medullary sheath throuo-hout the whole of the distal

portion become less refractive and appear turbid, while by the

end of the third day deep indentations make their appearance in

the sheath of Schwann and in the medullary sheath, owing to

commencing segmentation of the latter. From the fourth to the

sixth day the medullary sheath coagulates into large drops of

myelin (Fig. 256 ^) between the indentations. This leads in

the course of a few days to the formation of masses of detritus,

consisting of drops and granules of various sizes. By and by the

detritus is absorbed by migratory leucocytes, and fat-granule cells

are thus produced ;
but the process may last weeks or months

before all the products of disintegration have disappeared.
Soon after the medullary sheath has begun to degenerate, the
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axis-cylinder can be no longer, or at best very imperfectly, dis-

tinguished (Fig. 256 a), and it is presently destroyed altogether,

partly by swelling and vacuolation, partly by disintegration into

small fragments (Fig. 257 c). According to Gessler, the den-
dritic terminal ramifications of the nerve within the muscles also

disappear.
In a clean aseptic wound dividing the nerve, only a small por-

tion of the central or proximal part of the trunk degenerates, the

process ceasing at the first or second Ranvier's node above the

point of section. Certain fibres degenerate for a greater distance,
but only when inflammation or other

injury, such as crushing, complicates
the process. It must, however, be
noted that in course of time some of

the fibres in the central portion of the

nerve become attenuated, the medul-

lary sheath in particular being liable

to atrophy.

;—a

Fig. 256. Degeneration of the sciatic nerve.

(jSiz days after section ,- preparutio7i hardened in Flemming's acid solution, and stained

with saffranin : X 300)

a remains of the axis-cylinder c

b disintegrated medullary sheath
sheath of Schwann

Fig. 257. Advanced degeneration of the motor nerves in a case of atrophy
OF the anterior horns of the spinal cord.

{Preparation hardened in Mdller's fluid, treated with perosmic acid, and teased out in

glycerine : X 250)

a sheath of Schwann d uninuclear cells

b axis-cylinders with adherent drops of di multinuclear cells

myelin ^2 bipolar cells within the sheath of

c disintegrated axis-cylinders Schwann
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Severe crushing and stretching have an effect very similar to

that of section, and so also has continued compression, such as is

occasionally caused by tumours, by the contraction of scar-tissue,

by inflamed lymph-glands, and the like. The interruption of con-

ductivity does not, however, at once involve all the nerve-

bundles, but rather tends to take place successively in the several

strands.

Diseases of the anterior horns of the spinal cord and of the

motor roots that cause destruction of the motor o-ang'lia or nerve-

libres are followed, as in the case of section, by degeneration
of the peripheral part of the nerve-tracts ; but when the destruc-

tion of the nerve-cells is gradual the atrophy of the nerve-fibres is

not so rapid, the me-
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dullary sheath wastes
more slowly (Fig-
257 6), and within the

same bundle we may
find fibres that are

sound and others that

are in different stages
of atrophy (Fig.
257 h c) or altogether
degenerate. In some
of the fasciculi every
fibre may be disin-

tegrated.
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degeneration and in-

flammation of t]ie

nerves are due in some
cases to infection or

poisoning, in others to

simple disorders of cir-

culation and to haemo-

rrhage, in others again
to insufficient nutri-

tion dependent on general anaemia, cachexia, or narrowing of the

arteries. The mode of origin of the degeneration in a given case

is, however, often uncertain. Single or multiple neuritis or de-

generation associated with typhus fever, variola, typhoid fever,

diphtheria, influenza, tuberculosis, and the puerperal state, is

probably due partly to autogenetic poisoning and partly to defi-

cient nutrition of the nerves ;
in some cases it may be due to a

local action of the specific infection concerned.

. Degeneration of the motor nerves and the muscles from lead-

poisoning is probably due to the direct toxic effect of the lead ;

but disturbances of the circulation caused by simultaneous disease

of the vessels has perhaps a share in the result. The degeneration

Fig. 258. Transverse section from an atrophic
sciatic nerve (multiple sclerosis).

{Preparation hardened in Afiiller's fluid, and stained

after Weigert's haematoxylin method for medul-
lary sheaths : X 30)

a epineiirium
b transverse section of a normal nerve-bundle
cd. transverse sections of atrophic nerve-bundles
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of the peripheral nerves frequently observed in cases of chronic

alcoholism is doubtless due to a direct toxic effect.

According to Baelz and Scheube, the disease known as

beri-beri or kakke, epidemic in Japan, in the East Indies, and in

South America, is an infective disorder (according to Miura it is

due to some form of poisoning), which is characterised primarily

by multiple degeneration of the nerves (^2^a7ineuritis epidemica) .

In Europe too forms of disease occur that affect various regions of

the peripheral nervous system, and are known as multiple neuritis

(Leydex), polyneuritis (Pierson), and disseminated neuritis

(Roth) ; these are probably due to infection of some kind.

According to the investigations of Dejerine, Pitres, Vail-

lard, Oppenheim, Siemerling, and others, degeneration of

numerous peripheral nerves is a common accompaniment of tabes

dorsalis, the peripheral portions of the sensory nerves of the skin

being those that are most apt to become degenerate (Art. 98).
Transmitted or consecutive lymphogenous neuritis is that

associated with inflammations in tlie tissues about the nerve.

Purulent and tuberculous inflammations are those which most

frequently extend in this way, as when the nerve-roots become
involved in connexion with purulent or tuberculous meningitis.
Sometimes the virus is disseminated within the nerves themselves,
as appears to be the case in rabies or hydrophobia.

In simple degeneration of the nerves the connective tissue

usually undergoes little or no change, while the sheath of Schwann

(Fig. 256 c and Fig. 257 a) and its nuclei (Fig. 256 and Fig. 257

d d^ d^} often survive for a long time. The latter may even
become proliferous {d-^). When the majority of the medullated
fibres perish (Fig. 258 c d), the nerve acquires by degrees a grey
colour, but does not become indurated unless there is hyperplasia
of its connective tissue. The case is different when the affection

is genuinely inflammatory and true neuritis sets in.

Acute neuritis is manifested by hyperaemia and exudation

affecting the fibrous constituents of the nerve-trunks ; and when
the changes thereby induced are well marked they take the form
of redness, swelling, and increase of moisture, or it may be of

haemorrhagic extravasation and yellowish-white discoloration due
to the appearance of pus. In the haematogenous forms of neuritis

the exudation may from the outset implicate the endoneurium and

epineurium. In neuritis that is consecutive to inflammation of

the surrounding tissue, as in a suppurating wound, in purulent

meningitis, or in pelvic cellulitis, the perineurium in the first place

undergoes cellular infiltration, and this does not spread to the

endoneurium until a later stage.

Slight inflammations may doubtless pass away without leaving

any permanent change. More intense inflammation leads to dis-

integration of the medullary sheath, and often also to necrosis of

part of the axis-cylinder. Purulent and gangrenous inflammations
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induce suppuration and gangrenous necrosis of the nerve. Gran-
ulations and cicatricial tissue are produced in the case of nerves

damaged by traumatic injury or lying in the midst of granulating
tissue.

Subacute and chronic neuritis are induced by chronic in-

flammation of surrounding structures or by haematogenous or

lymphogenous infection and poisoning; but the primary cause of

the affection cannot always be made out.

These forms of inflammation lead to atrophy of the nerve-

elements (Fig. 259/) and to proliferation and hyperplasia of the

connective tissue (^d e) ; in view of the latter result the affection

is sometimes described as proliferous neuritis.

When the process has continued for a time the nerve-fibres in

the parts involved are found to have wholly disappeared, or are

more or less atrophic (Fig. 259/), while the connective tissue is

highly cellular and increased in bulk.

Fig. 259. Chronic neuritis with partial atrophy of the nerve-fibres

(Preparation hardened in Miiller's fluid and alcohol, stained with haematoxylin and
carmine, and mounted in Canada bulscmi : X 150)

a
b

c

d

cross-section of normal thick fibre

cross-section of normal fine fibre

eudoneurium
proliferous septum of the endoneurium

infiltrated with leucocytes and con-
taiuinif a blood-vessel

e leucocytes between the nerve-fibres

/ thickened endoneurium with small

spaces vacated by nerve-fibres and a
few fine fibres still persisting

g blood-vessel cut longitudinally

Tuberculous neuritis is observed most frequently in the roots

of the cerebral and spinal nerves, and is usually secondary to tuber-

culous meningitis (Fig. 209). This form of neuritis also developes
in nerves lying close to tuberculous lymph-glands or granuloma-
tous foci in the periosteum or the tendon-sheaths. Sometimes the

perineurium and the epineurium are in large part converted into

granulomatous tissue, which later on becomes caseous, and the

endoneurium of the separate nerve-bundles also may be involved.

In other cases the nerves merely undergo fibroid induration.

Local tuberculosis limited to a single nerve is rare.

Syphilitic neuritis is observed almost exclusively in the roots

of the cerebral and spinal nerves, as a secondary result of syphilitic
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meningitis (Fig. 210). The nerves are surrounded and permeated
by syphilitic granulomatous tissue, and subsequently by connective

tissue. The result is destruction of a greater or smaller portion
of the nerve, with peripheral paralysis. The arteritis which ac-

companies the process, and causes narrowing and occlusion of the

nutrient vessels of the nerves, is also apt to give rise to degenera-
tion in them.

Leprosy very often affects the nerves, and one special form of

the disease is described as lepra nervorum, anaesthetica, or mutilans.

The settlement of the lepra-bacillus in the nerves induces cellular

infiltration and proliferation, and these give rise to degeneration
of the nerve-fibres and hyperplasia of the connective tissue, leading
to the formation of spindle-shaped thickenings of considerable

diameter. The diseased tissue contains multitudes of lepra-bacilli,
either free or enclosed in cells.

Inflammation of the sympathetic ganglia and fibres induces

changes in these structures similar to those produced in the spinal
nerves. Thus tuberculous caseation of the suprarenal capsules

extending to the surrounding tissue sometimes leads to inflam-

mation and proliferation in the solar plexus and semilunar ganglia,

resulting in degeneration of the fibres and ganglion -cells of the

sympathetic. So too tuberculous disease of the bones of the ver-

tebral column is apt to extend to the sympathetic nerves and

ganglia.
In leprosy the bacilli penetrate not only the connective tissue

but even the nerve-cells of the affected ganglia, and cause them to

become degenerate and perish (Sudakewitsch).
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CHAPTER XLVIII

REGENERATION OF NERVES

132. When a nerve has been ent through at any point, regen-
eration begins to take place within a few days, starting from tlie

severed end of the central portion which is still connected with the

nerve-cells. It commences by swelling of the central end of the axis-

cylinder, which then grows out and

usually subdivides. In this way
from two to five, or sometimes more

(Fig. 261 ef), fine processes grow
out from the axis-cylinder (Fig.
260 a h c), which is still surrounded

l)y its medullary sheath (Fig. 260 «).
Each process soon becomes enclosed
in a medullary sheath of its own,
and then is capable of being stained

by Weigert's haematoxylin method.
The rate of growth of these new
fibres, according to Vanlair, is

from 0-2 to 1-0 millimetre a day.
As the process does not start exactly
at the point of section, but somewhat

(lYl'ii

ili^'i lillOB^-fJ^—«> higher up, the fine processes as they

li/f i l)i''l/ lilfflwT' ivll/ grow outward lie at first within the
m ' U U li V(i) 1

« \m 1

1 \\\ [

,,1^1 medullary sheath (Fig. 260 c and

Fig. 261 e/'), but they soon emerge
from it. As they develope into com-

plete nerve-fibres they receive a con-

nective-tissue sheath or neurilemma,

probably derived from the prolifer-
ous cells of the old neurilemma, or

it may be from those of the endo-
neurium.

In the case of divided nerves that

have not become reunited, granula-
tion-tissue originating from the en-

doneurium, epineurium, and jDcri-

neurium is formed on the central

stump ;
and in course of time the

Fig. 2(i0. Old and newly-formed
NERVE-FIBRES.

{Longitudinal section from an am-
putation stump : preparation
hardened in Miiller^s fluid,
stained by Weigert's haema-
toxylin method (medullarti
sheaths coloured black), and
mounted in Canada balsam :

X 200)

a h from which
nerve-tihres

old nerve-fibres
several young
have grown out

neurilemma with young nerve
fibres
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granulations develope into scar-tissue. The young nerve-fibres

grow into the scar-tissue, and the fibrous extremity is thus per-
vaded by nerves crossing one another in all directions (Fig. 262 5).

By their rapid development they not uncom-

monly give rise to considerable enlargement
of the stump, and form what is known as an

amputational neuroma (Fig. 262 h).
A nerve-fibre that has perished from any

kind of injury, such as compression or poison-

ing, always admits of regeneration provided
that the nerve-cell of which it is a process
remains intact. The sprouting of the axis-

cylinder is in this case accomplished within
the old neurilemma, and the new nerve-fibres

may reach their terminal organ inside this

envelope; but it is also possible for them to

break through the old neurilemma and reach
their termination by traversing the endoneu-
rium of the nerve-bundle, or even the epi-

FiG. 261. Section of a fasciculus of the median nerve just above the point
OF severance by a stab four months previously.

{Preparcdion hardened in Mliller's fluid, stained ivith neutral carmine, and mounted
in Canada balsam : x 200)

a perineurium e bundles of newly-lormed nerve-
b endoneurium fibres
c cross-section of a vessel / newly-formed fibres together with
d old unchanged nerve-fibres the remains of the old fibre with-

in the same medullary sheath

Fig. 262. Amputationat;. neuroma of the sciatic nerve in longitudinal sec-
tion (amputation nine years previously).

{Preparation hardened in Miiller's fluid : X 3)

a nerve b neuroma
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neurium of the nerve-trunk. When the libres have once reached
the terminal organ they subdivide into the special ramifications
characteristic of the nerve. The manner in which connexion with
the terminal organ is established is not yet precisely determined.

According to Gessler, Galeotti, and Levi, the nerve-tissue of

the motor endings in the muscles is regenerated in situ.

If the ends of a severed nerve are brought together, union is

effected in the hrst place by the production of granulations and
then by the formation of connective tissue. The nerve-fibres in

the central end grow through the newly-formed connective tissue

and so reach the peripheral end ; some of them thus become again
connected with their terminal organs, traversing in their course the
old neurilemmata, or it may be the endoneurium or epineurium.
Many fibres however pass out from the uniting cicatrix, or from
the nerve at some point be^^ond it, into the surrounding tissue,
and so fail to reach their proper terminations. When the course
the nerves have to traverse in order to reach the terminal organ
is a long one, several months may pass before the structure con-

cerned is supplied with its proper number of nerve-endings.

Beferences 07i the Regeneration of Nerves.

Galeotti and Levi : Reproduction of nerve-elements in muscular tissue

undergoing regeneration Ziegler's Beitrdge xvii 1895
Gessler: Changes in the motor endings after section of nerves D. A./, klin.

Med. XXXI ; Die motor. Endplatte u. ihre Bedeutung fiir die periph. Ldhmung
Leipzig 1885

KoLSTER : Repair of nerves after section A. f. mikrosk. Anat. xli 1893
Marcigitey : Regeneration of peripheral nerves These Paris 1886
vox NoTTHAFT : Injuries of nerves Z. f.wiss. Zoologie 55 1893
Stroebe : Degeneration and regeneration of peripheral nerves Ziegler's Bei-

trdge XIII 1893
Vanlair: Course and distribution of regenerated nerves A. de physiol. yiii

1886, VI 1894
;
La suture des nerfs Brussels 1889
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CHAPTER XLIX

TUMOURS OF NERVES

183. The majority of the tumours occurring in the nerves
and ganglia originate in the fibrous structures, and consist chiefly
of some kind of connective tissue, the nerve-fibres themselves

taking little or no part in their development.
In the case of simple nerves fibromata start as a rule in the

endoneurium (Fig, 263 a), and tend to spread chiefly on the

exterior (6 c?), though the internal parts may also be invaded (c).
Thus the nerve-fibres in some cases lie axially in the growth and
are surrounded by proliferous connective tissue (5) ; in other cases

they are forced asunder by the intrusion of the latter (c).

Fig. 263. Multiple neurofibromata.

(Section ofaplexiform nexiroma from a case of elephantiasis of the cheek and loioerjaw .

preparation hardened in Flemming's acid solution, stained with saffranin, and
mounted in Canada balsam: X 8)

o 6 nerve in which the outer strata of the
endoneurium have undergone great
proliferation, the nerve-fibres lying
axially

c nerve with hyperplastic endoneurium
separating the nerve-fibres

2i

d nerve thickened by fibrous hyperplasia
with a few persistent nerve-fibres at
the lower end

e loose cellular tissue lying between the

nerves, containing much fat
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In compound nerves (Fig. 264) the

begins in the endoneurium of the sever

but may extend to the perineurium of ^

epineurial septa (5) between them. The
become atrophic as the hyperplasia extends

undergo proliferation and increase in number a

the tumour. The tumour in such cases might
roma, or more correctly a neurofibroma.

U"plasia usually
^dles (d e /),

and to the

generally

nay also

'vth of

neu-

FiG. 264. Multiple fibromata in one of the nerves of the sciatic plexus.

{Preparation hardened in Miiller^s fluid, stained with carmine, and mounted in Canada
balsam : X 10)

a perineurium of the entire nerve
6 epineurium containing many fat-cells

c cross-section of normal nerve-bundles
enclosed in their own perineurium

d commencing fibromatous formation in

the endoneurium

e more advanced fibromatous formation
in the interior of a nerve-bundle, en-

closing atrophic fibres

/ large fibromatous node in the interior

of a uerve-l)undle enclosing atrophic
nerves, perineurium thickened

These fibromata and neurofibromata are usually multiple. In

rare cases they develope in large numbers in all the peripheral
nerves, but they are more commonly limited to a few. They are

sometimes seated in the course of the nerve-trunks, sometimes on
the finer branches

;
in the latter case they are most apt to impli-

cate the smaller cutaneous nerves. They take the form of soft

nodes, varying greatly in size, and are generally described as

multiple cutaneous fibromata, and classed with the soft fibro-

mata or fibroma molluscum. Fibromata of the finer branches

may be combined with the like formations in the nerve-trunks,
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and the nerves are often at the same time diffusely thickened by
fibrous hyperplasia. The individual nodes are sometimes so small

that they can be detected only with the microscope, sometimes so

large (Fig. 266 5) as to form growths of very considerable size.

They consist usually of cellular fibrous tissue, but firmer growths
with fewer cells are also met with.

Isolated filjromata usually form tumours that are well defined

from the surrounding tissue. Sometimes, however, they form a

convoluted and tortuous plexus of varying extent, made up of

thickened nerves with fusiform and nodose swellings (Fig. 265) ;

this is described as a pampiniform (Bruns) or plexiform (Ver-

U

V.

J

Fig. 265. Plexiform neurobla. of the sacral region.

{After a drawing by P. Bruns : natural size : the nodose and convoluted plexus is at a

uncovered, at b stili covered, by connective tissue)

neuil) neuroma. It is met with both on the spinal and on the

cerebral nerves, and most frequently in the skin and subcutaneous
tissue. When well developed it gives rise in some instances to

large puffy lobulated and folded thickenings of the skin (Fig.
266 a), in other cases to ill-defined nodose growths, which are

regarded as of the nature of elephantiasis, and are accordingly
described as neuromatous elephantiasis or pachydermia (Art. 169).

The development of both multiple and plexiform neurofibro-

mata is dependent on some peculiarity of embryonic structure,

which even in childhood often gives rise to gro\Hhs of sensible



484 TUMOURS OF NERVES [chap. XLIX

size. They are accordingly apt to be hereditary, and to recur in

particular families.

Sarcomata, myxomata, and lipomata of the nerves appear
as fusiform or nodose tumours, and like the fibromata develope
from the connective tissue. They are however very much less

common than the multiple fibromata, and are usually single. In
somewhat rare cases fibromata undergo sarcomatous transforma-
tion (Westphalen), and they then give rise to metastatic

growths.

Fia. 266. LOBULATED PLEXIFORM NEUROMA («) OF THE TEMPORAL REGION AND
NEUROFIBROMA (6) OF THE VAGUS {^lifter BbUNS).

References on Tumours of the Peripheral Nerves.

Bruns, p. : Plexiform neuroma V. A . 50 1870
Cartaz : idem A. gen. de med. i 1876
CouRVOisiER : Die Neurome Basle 1886
Czerny: Nem-ofibroma A. f. klin. Chi): xvii
EsMARCH and Kulenkampf : Die elephautiastischen Formen Hamburg 1885
GARRk : Secondary malignant neuroma Beitrcige von Bruns ix 1892
Hausch : Neuroglioma of the Gasserian ganglion Munch, med. Woch. 1886
Herczel : Fibroma and sarcoma of the peripheral nerves Ziegler's Beitrdge

VIII 1890
HiJTER : Myxoma A.f. kiin. Chir. vn 1866 [1883
Kobner : Case of congenital neuromata with lymphangiomata Berl. klin. Woch.
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CHAPTER L

INTRODUCTORY

134. The skin is a structure which not only fulfils the passive
office of covering and protecting the organism in general, but also

performs certain active physiological functions of a special kind.

It serves as an organ of touch, as a regulator of the body-tem-
perature, as a secretory organ with definite secretions, and as a

respiratory organ in so far as it takes part in the adjustment of

the gaseous interchanges between the body and the external air.

In accordance with the nature of its physiological functions it is

in intimate relation with the tissues of the organism on the one

hand, and with the external environment on the other. Thus no
other organ in the body has so many different tasks to perform,
and none is so constantly exposed to extraneous influences.

Its close relations with the rest of the body and with the outer

world sufficiently account for the fact that the skin is especially
liable to disease and injury. When a disease of the skin is

caused b3^ the injurious action of mechanical, thermal, or chemical

agents, or l)y parasites coming from without, the disease is de-

scribed as idiopathic. On the other hand, the term S3niiptoinatic
is applied to cutaneous affections that appear as concomitants or

consequences of other disorders, such as changes in the blood or

lymph, or morbid conditions in other parts like the heart, liver,

kidneys, genital organs, nervous system, etc. A further group,

including such affections of the skin as are referable to anomalies
of development, might be described as developmental diseases.

References on Diseases of the Skin in G-eneral.

Anderson, McCall: Diseases of the skin London 1894
Annales de dermatoloffie et syphilifp-aphie Paris 1868-1896
Archiv filr Dermatolof/ie und St/p/iilis i-v Prague 1869-1873, continued as

Vierteljuhresschrift fi'ir Dermatologie und Syphilis i-xv Vienna 1874-1888,
and again as Archiv fur Dermatologie und Syphilis xxi-xxxii Vienna
1889-1896

Ausi'iTz: System der Hautkrankheiten Vienna 1881; Maladies de la peau Paris
1887

Behrend : Lehrhuch der Hautkrankheiten 2nd edition Berlin 1883
CoLOMiATTi : Anatomia patologica delta pelle Turin 1884
Crocker : Diseases of the skin London 1888
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Dl'hring : Cutaneous medicine Philadelphia 1895
Fox, T. : Atlas of skin diseases London 1877
Hebra, F. : Atlas der Haiitkrankheiten Vienna 1856-76, trans. (New Syd. Soc.)

London 1860-75
Hebra, H. : Die knmkhaften Verunderungen der Haut Brunswick 1884
Hebra and Kaposi: Diseases of the skin (Xew Syd. Soc.) i-v London 1866-80
Irsai and Babes : Influence of nervous system on morbid alterations of the

skin (experimental) V. f. Derm, ix 1882
Jexner : Dermatolog. System aufpath.-anat. Basis Hamburg 1893
Kaposi: Pathol, und Therap. d. Hautkrankheilen Vienna 1887, (trans, by John-

ston) London 1895
Kopp: Trophoneurosen der Haut Vienna 1886
Leloih and Vidal: Traite descriptif des maladies de la peau (arec atlas) Paris

1890-95
Leloir : Affections cutane'es d'origine nerveux Paris 1882
Lesser : Lehrhuch d. Haut- und Ge.^chlechts-krankheiten Leipzig 1894
Morrow : Atlas of venereal and skin diseases New York 1893
Neumann : Text-book of skin diseases (trans, by Pullar) London 1871, (trans.

by Bulkley) New York 1872; Lehrhuch u. Atlas d. Hautkrankheiten
Vienna 1880-90

Schwimmer : Die neuropathischen Dermatosen Leipzig 1883
Unna : Monatsheftef prakt. Dermatolor/ie Hamburg 1882 etc.; Hautkrankheiten

(Orth's Lehrbuch) Berlin 1894; The histo-pathology of diseases of the skin

(trans, by Walker) Edinburgh 1896
WiLLAN : Cutaneous diseases London 1808
Wilson : Diseases of the skin London 1867

;
Lectures on aermatology London

1871-1878
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CHAPTER LI

DISORDERS OF CIRCULATION

135. The amount of blood circulating in the skin varies

greatly even under physiological conditions, and its pathological
variations are equally remarkable. They are liable to be caused

by local vascular and textural change.s, and in particular by vaso-

1-
^

'\l
r~,^y[

^ Aii4/.Vc^'';

A)

ia>

Fig. 267. Acxe rosacea.

{Section through the nasal skin: preparation hardened in Miiller's fluid, stained with
haematoxylin and eo.tin : x 25)

a corium, in parts slightly infiltrated with e excretory ducts of the sebaceous glands
cells distended with horny cells and bac-

b epidermis teria (stained black)
c sebaceous gland / Demndex foUiculorum in the duct of a
d sebaceous gland with epithelial scales sebaceous gland

g dilated blood-vessels
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motor disturbances, as in tlie hyperaemia accompanying neuralgia
or iniury to the cutaneous nerves.

Hyperaemia of the skin may be diffuse or circumscribed, and

gives rise to a reddening of the skin tliat disappears under the

pressure of the linger. Tlie tint varies from pale pink to the

dark livid purple of cyanosis. The excess of blood is limited

almost entirely to the upper strata of the corium, and to the

papillary layer in particular.

Spots of hyperaemia when small constitute roseola; when

large and diffuse erythema. Sometimes the hyperaemic parts
are also notably swollen, and independently of the distension of

the blood-vessels the tissues are saturated with transuded liquid;
this occurs in inflammatory oedema. When tlie hyperaemia
persists for a time, the epidermis is loosened and shed, and
we have desquamation; after the hyperaemia has disappeared,

especially if it has lasted for some time or has frequently re-

curred, a certain amount of pigmentary discoloration remains,
due to the transformation of the extravasated red corpuscles into

pigment. After death simple hyperaemia usually leaves no trace

on the skin.

Engorgement or passive hyperaemia generally gives rise to

ill-defined bluish-red blotches. A small spot is called a livor or

livedo, a more diffuse lividity constitutes cyanosis.
Acne rosacea is characterised by deep-red spots, nodules,

and tuberosities containing dilated blood-vessels, which develope

slowly over the surface of the nose and cheeks. Its growth is due
to long-continued distension of the blood-vessels (Fig. 267 g~),

combined with enlargement of the sebaceous glands (c) and dila-

tation of their excretory ducts by retained secretion (e). The

excretory ducts sometimes harbour a Demodex foUiculorum (/),
which perhaps keeps up the chronic condition of irritation. The

parts about the gland are apt to be inflamed.

Anaemia of the skin is manifested by its abnormal paleness,
and is general or local. It may be due to direct external influ-

ences, to stimulation of the vaso-constrictor nerves, or to general
anaemia.

Oedema of the skin, that is to say saturation of its tissue with

serous liquid, is due either to engorgement of the veins or lym-

phatics, or to increased permeability of the walls of the arterioles.

Oedematous skin is thick and puffy, and liquid runs from it when
it is cut ;

in extreme cases the epidermis rises in blisters or blebs

from the papillary layer.

Active or congestive h\qiercaeniia is not alwaj'S easy to distinguisli from

inflammation, into which it often passes as a second stage. The idiopathic

erytheniata arising from mechanical injury, heat, etc., and the symptomatic
rashes, such as those accompanying infantile dentition and diphtheria, are

usually accompanied by a certain amount of inflammatory exudation, more

especially in the case of the idiopathic forms.
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136. Recent haemorrhages into the skin give rise to red
stains which do not disappear when pressed with the finger.
Small irregular specks from the size of a millet-seed to that of a
lentil are called petechiae. Vibices are small elongated simple
or ramified streaks, and still larger irregularly-shaped stains are

called ecchymoses.
AVhen the haemorrhage gives rise to a nodular or pa})ular

unevenness of the skin it is called lichen haemorrhagicus or

purpura papulosa. When the extravasated blood is collected

into a tumour or raised swelling this latter is described as ecchy-
ixioma or haematoma; when it raises tlie e])i(lermis into a large
vesicle or bleb the result is a haemorrhagic bulla or blood-
blister.

The seat of haemorrhage varies ; usually it is in the papillary

layer and corium, and thence the extravasated blood passes up
under the epidermis, and either raises it from the underlying
layers or penetrates among its cells. If the blood gains entrance
to the sweat-glands and escapes through their ducts we have
haematidrosis or bloody sweat.

In cutaneous haemorrhages the changes passed through by the

colouring matter of the extravasated blood may be followed in

part by the naked eye. The bright red of recent blood passes

through bluish-red and yellowish-green into brown. After a time
the discoloration disappears as tlie pigment is absorbed, and the
altered blood which has penetrated between the epidermal cells

comes to the surface and is shed with them by the process of

norm al desquamation .

Accordino^ to their mode of origin cutaneous haemorrhages
are distinguished as idiopathic or symptomatic. Spontaneous as

distinguished from traumatic haemorrhages are usually grouped
together under the general name of purpura.

Spontaneous purpuric haemorrhages are either symptoms or secondary
consequences of certain general affections, some of which are at present but
little understood. The haemorrhages that accompany some forms of small-pox
(variola haemorrhagica or purpura variolosa) are occasionally very exten-
sive. They begin as small specks, without any definite arrangement, and in a
few hours expand and coalesce into great blood-stained patches. Plague,
snake-bites, septicaemia, scarlatina, endocarditis, and other infective and tox-

aennc conditions are often accompanied by cutaneous haemorrliages in the
form of petechial or livid spots, due to changes in the blood or in the vessel-

walls, or occasionally to embolic lodgments of bacteria in the arterioles of the
skin.

Purpura or peliosis rheumatica is a peculiar affection which sets in with
or without slight febrile symptoms, and with pains in the knees and ankles,
followed by the appearance of large and small cutaneous haemorrhages about
the knees. In purpura simplex and purpura haemorrhagica (morfjus macu-
losux Werlhofii) cutaneous l)aemorrliages make their appearance in various parts
of the body, accompanied by fever and general depression. In the latter affec-

tion the haemorrhagic patches may be as large as the palm of the hand, and
copious bleeding from the mouth, nose, and throat occasionally ensues. The
haemorrhages in scurvy or purpura scorbutica are a very marked feature,
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and occur in the skin and the subcutaneous tissue as well as in the gums.
The cause of all these aft'ections is unknown

; probably they are due to infective

or toxaemic agencies (W. Koch).
The lower limbs of aged persons, whose vascular system is in a state of

atheromatous degeneration, are very frequently covered with haemorrhagic
spots. This condition is called purpura senilis, and results from disturbance

of the circulation.

The stigmata, or spontaneous haemorrhages from the skin, which in some

patients and especially in hysterical women appear as the result of nervous

excitation, and are often regarded as miraculous, might be described as neuro-

pathic haemorrhages.

References on Haemorrhages of the Skin.

Cheyne and Russell : Micro-organisms in purpura B. M. J. ii 1883, i 1884
Faisans : Myelopathic purpura These Paris 1882
Hanot and Luzet : Streptococci in purpura .1 . de med. exp. ii 1890
Koch, W. : Haemophilia and its varieties Deutsche Chirurgie part 12 Stuttgart

1889
KoGERER : The genesis of haemorrhages Z. f. klin. Med. x 1885
Leloir : Ann. de dermat. v 1884
Mackenzie, S. : Nature of purpura B. M. J. ii 1883
TizzoNi and (iiovAXNiNi: The genesis of haemorrhagic infection Ziegler's

Beitruge \i 1889
Wagner, E. : Purpura and erythema D. A.f. klin. Med. xxxix 1886
Zwicke : Diffuse ecchymoses of unknown origin Charite-Annalen viii 1883
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CHAPTER LII

PIGMENTARY DISORDERS

137. Discolorations of the skin may be diffuse or circum-
scribed. Tbey are due either to an increase of the natural

pigment of tlie rete jNIalpighii and corium, or to deposition of

pigment derived from the blood or bile or from extraneous
matters introduced into the system.

One kind of local morbid pigmentation is congenital, or at

least has some congenital basis
;

in the latter case it usually

appears in early life. Of this nature are the varieties described

as pigmented moles Qtiaevi pigmentosi), freckles, sun-spots, and
xanthelasma.

Naevi pigmentosi, or moles, are congenital, and take the

form of spots of various sizes ; they are light-brown to dark-
brown or black in colour. When smooth and level with the skin

a mole is termed naevus spilus, when rough and warty naevus

promineiis, or naevus verrucosus, and when beset with hair naevus

pilosus. The epidermis covering a mole is usually of normal
thickness, and but rarely hypertrophic.

Freckles (leyitigines) appear at various ages during childhood,
and form yellowish to blackish-brown sharply-defined specks from
the size of a pin's head to that of a pea, and closely resembling
small naevi. They have no special seat of preference, and when
once produced they persist throughout life.

Sun-spots (ephelides) are composed of irregular and jagged
light-brown smooth specks, that generally appear in early life,

most commonly between the fourth and the eiglith year, upon the

face, hands, and arms, and rarely in other portions of the body.
They either persist for life or gradually disappear after a time.

The development of the pigment is favoured by the action of

sunlight.
Xanthelasma or xanthoma occurs as sulphur-yellow and

brownish-yellow spots, which are either level with the skin

(^xanthelasma planum) or raised above it in nodular excrescences

(xanthelasma tuberosum). The spots are commonest about the

eye-lid, and seldom appear in other places.
All these forms possess a peculiar cellular structure, and are

therefore reckoned among the neoplasms of the skin (Art. 168)
that are referable to congenital conditions.
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A second variety of morbid pigmentation evidently depends
on certain physiological or pathological conditions of the body.
Thns women who are pregnant or are suffering from uterine dis-

ease frequently exhibit pigmentation of the forehead, temples,
cheeks, mammary areolae, and other parts, in the form of brown

spots of different sizes, which tend to become confluent or enclose

within them lighter areas. Such discolorations are described as

uterine chloasma; they are doubtless related to special con-

ditions of the reproductive organs, as they generally disappear
with pregnancy, or after the cure of the primary uterine affection.

In patients suffering from wasting diseases, such as phthisis,
brownish pigmentation of the skin is of frequent occurrence, the

condition being termed chloasma cachecticorum.
In Addison's disease, with the onset of the peculiar cachexia

the skin assumes a diffuse dark-brown or bronze-like hue (cutis

aenea)^ particularly about the face, neck, hands, nipples, and

genitals. Darker and more sharply defined spots are simultane-

ously produced in the skin, and in the mucous membranes of the

mouth and throat grey patches sometimes appear. The discolor-

ation is usually associated with a characteristic degeneration of

the suprarenal bodies, these organs being in general tuberculous.

A third kind of cutaneous pigmentation is due to local

damage from thermal, chemical, or traumatic causes, or is due

to disease of the skin itself. Thus by the action of strong sun-

light the skin is apt to be more or less burned, and the discolor-

ation thereby produced (chloasma caloricum) may last for some
time. Slight and repeated injuries, such as those caused by para-
sites or bv scratching, often leave pigmented spots (chloasma
traumaticum). Mustard-plasters, cantharides, iodine, chrysa-

robin, and the like, when applied to the skin are liable to produce
stains (chloasma toxicum) that usually disappear after a cer-

tain length of time, but occasionally last for life.

The yellow and brown pigmentation appearing after cutaneous

haemorrhages is caused by the deposition partly of haematoidin

and partly of haemosiderin.

Icterus or jaundice leads to yellowish, yellowish-green, or

olive-coloured staining of the skin by the bile-pigments. In

argyria, due to the continued ingestion of silver-salts, the depo-
sition of particles of reduced silver in the corium gives it a tint

varying from slate-colour to dark-brown. In tattooing various

insoluble colouring-matters are incorporated into the corium, and

there remain.
138. The term pigmentary atrophy (leucopathia or acliroma)

refers to conditions in which the normal pigment of tlie skin is

deficient or absent. The congenital variety (leucopatlila congen-

ita) is called albinism; the acquired form {leucopathia acquisita)

is called vitiligo.
In the condition known as total or general albinism the normal
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pigments of the body are absent from birth. The affected per-

sons, wlio are called albinos, have a milk-white pinkish translucent

skin ;
their hair is yellowish-white and silky ; the iris and choroid

are uncoloured, and therefore show the red tint of the blood they
contain. Albinism is not

very common among Euro-

peans, but it is more frequent

among negroes.
Partial albinism, that is,

partial congenital deficiency
of pigmentation, is rare

among Europeans, though
many cases have been ob-

served in which the skin

contained congenital white

patches. According to Se-

LiGSOHX and Stricker, this

anomaly is sometimes hered-

itary.

Vitiligo is characterised

by the appearance in the

skin of white unpigmented
patches, usually surrounded

by a zone of increased pig-
mentation. The patches ap-

pear as a rule in early life,

sometimes as a sequela of

infective disease, and they
are often symmetrically dis-

tributed (Fig. 268).

Having reached a certain

size they tend to remain un-

changed ; but they some-
times increase in size and

coalesce, so that ultimately
a large portion of the sur-

face of the body is deprived
of pigment, the latter becom-

ing concentrated within a

small space. Hairs growing
on the decolorised patches
become white (^poliosis cir-

cumscript(i) .

The aetiology of vitiligo
is not known. Among the

Sarts in Turkestan the affection is endemic (Minch). The histo-

logical change consists simply in the disappearance of the normal

pigment in the decolorised area, while around it the pigment of

2k

Fig. 208. Exdemic vitiligo.

{After a photograph by Minch)
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the corium is increased. Leloir is of the opinion that the

anomalous distribution of pigment is referable to nervous influ-

ences.

Local acquired leucopathia may result from cutaneous inflam-

mations, such as those accompanying furunculosis, eczema, lupus,

leprosy, and syphilis. In the white patches thus produced the

skin is sometimes smooth, sometimes scar-like, while round about
them the natural pigmentation is often increased.

The disappearance of the colouring-matter from a pigmented
spot is due either to its removal into other parts of the skin or

into the lymph-glands, or to desquamation of the pigmented epi-
dermal cells with imperfect reproduction of the pigment.

According to Minch, vitiligo is somewhat widely distributed in Turkes-

tan, and is considered contagious by the Sarts. Affected persons are accord-

ingly segregated, and kept with the lepers within special enclosures. The
disease is called by them pyez. It is probable that endemic vitiligo has often
been confused with macular leprosy by writers who have described it as the
' white leprosy

'

of the Hebrews.
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CHAPTER LIII

ATROPHY OF THE SKIN

139. Simple atrophy implies a loss of substance in the

several constituents of the skin, generally in connexion with some

change in their structure. It may be local or extended diffusely
over large areas, and is sometimes a primary, sometimes a second-

ary condition.

In the physiological retrogression of old age, or senile atrophy,
certain textural changes take place in the skin, and these occasion-

ally become very highly marked. The skin becomes thinner, and
the papillae are depressed. In some spots where tlie papillae are

not large they disappear entirely. The fibrous fasciculi of the

coriuni become more and more scanty, while the elastic fibres are

retracted and undergo hyaline degeneration (Schmidt), which
leads to their swelling up and to their ultimate disintegration.

The vessels of the skin are here and there obliterated, so that

m an injected preparation the close vascular network seen under
normal conditions is lost. Deposition of pigment, in the form of

yellowish-brown or dark-brown granules, often takes place, the

granules lying either in the cells of the rete or around the vessels

of the corium. The changes in the cutis are accompanied by
corresponding changes in the epidermal elements. The softer

strata of the epidermis become thinned out, so that the horny
layer is separated from the papillae only by a few layers of cells.

The horny layer itself is dry and brittle, and often scaly. Here
and there aggregations of epidermal scales take place, forming
wliitish patches of various sizes, and constituting the condition

known as pityriasis simplex.
In hairy parts the hairs fall out and are not renewed, the hair-

follicles either being empty (Fig. 269 df), or containing only lanu-

ginous or downy filaments ((?). The hair-follicles themselves

(c d e) are notably diminished in size, and their openings are not

infrequently closed (c) by proliferous epithelial scales, so that the

downy hairs they enclose do not reach the surface. If new hairs

(/i) continue to be produced within the follicles, small cysts (^)
are formed, which contain a large number of minute hairs.

The hair-follicle, or the excretory duct of a sebaceous gland
opening into it, may become distended by an accumulation of the

sebaceous secretion. This gives rise to a somewhat large cyst
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(atheroma or -wen), filled with sebaceous matter and epidermal
scales, or in some cases with minute hairs (^), which as it

grows forces the hair-follicle (^) out of its place. As tlie hair-

follicles perish the sebaceous glands (/ e} generally become
reduced in size, and finally disappear entirely. The sweat-glands
on the other hand are not perceptibly altered.

Marasraic or cachectic atrophy of the skin occurs in patients
affected with wasting diseases, in whom the subcutaneous fat dis-

appears, as in chronic tuberculosis. Such atrophy often gives
rise to desquamation of the epidermis in the form of scales

(pityriasis tabescentium).

Fig. 2G9. Atrophy and cystic degeneratiox of the hair-follicles and
SEBACEOUS GLANDS OF THE SCALP.

{Preparatio7i hardened in alcohol, stained tvith Bismarck-hrown, ayid mounted in

Canada balsam : X "20)

a epidermis
b C'orium
c atrophic hair-fulliele containing downy

hairs below and scales of horny epi-
dermis at its outlet

d obliterated hair-follicle devoid of hair

e hair-follicle with sebaceous gland
/ atrophic sebaceous gland
g cyst with small cast-off hairs

gi cyst with enclosed atheromatous matter
h small hair seated on the wall of the cyst
i sweat-gland

Linear atrophy from over-distension is generally the result of

the excessive stretching of the abdominal walls and adjacent parts
of the skin by the pregnant uterus, but the like may result in the

abdomen or elsewhere from the growth of tumours or the accumu-
lation of liquid beneath the skin. Streaks appear in the distended

parts that at first are reddish in tint, and afterwards become white

and lustrous (Uneae alhicantes). Within these streaks the papillae
are flattened or entirely effaced. The fibrous fasciculi of the

corium are stretched into parallelism, and are no longer interlaced

and felted together (Lange), while the elastic fibres are remark'

ably diminished in number : the persistent stretching in fact in-
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duces atrophy of the elastic fibres and obliteration of the vessels

{Troisier and Menetrier).
Cutaneous atrophy, witli desquamation of the epidermis,

exfoliation of the nails, abnormal distribution of the pigment
in brown and white patches, and wasting of the glands and

hair-follicles, is an occasional sequela of certain affections of the

nerves, as in anaesthetic leprosy. After wounds and injuries of

the peripheral nerves, the skin of the paralysed parts often

becomes smooth, shining, and attenuated. Excoriation, and at

a later stage inflammation, are easily induced. The nails become
curved and fissured and the hair falls out and loses its colour.
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CHAPTER LIV

INFLAMMATORY AXD PARASITIC DISORDERS

140. The exciting causes of inflammations in the skin are

extremely various in tlieir nature, and act in many different ways.
Tlius diverse kinds of mechanical injuries, such as blows, knocks,

pricks, continuous pressure, rubbing, scratching, etc., give rise to

different forms of inflammation, according to their mode of action.

To these must be added all the various forms of contamina-
tion of the skin, which either act as direct irritants, or by block-

ing up the ducts of the sebaceous and sudoriparous glands and
the hair-follicles, and so alter the superficial layers of the epider-
mis and the cutaneous secretions as to interfere with the functions

of the skin. Inadequate cleanliness often gives rise to itching,
from irritation of the sensory nerves, and the scratching that is

thereby induced increases the intensity of the irritation.

Abnormal chilling and heating of the skin are still more com-
mon causes of inflannnation. Frequently-recurring changes of

the surrounding temperature, or the application of intense cold

or heat for a short time, produce the same effect as changes of

less degree continuing for a longer period.
The skin is peculiarly subject to the influence of irritating and

corrosive chemical substances, many of which set up inflamma-
tions that are more or less severe.

Various inflammatory affections of the skin are induced by
the settlement in it of vegetable or animal parasites, which either

reach it from without or are l:)rought to it by the circulation.

Irritation of the nerves frequently leads, in a reflex manner,
to congestive hyperaemia of the skin, and sometimes also to inflam-

matory exudation. Diseases of the central and peripheral nervous

system often disturb the nutrition of the skin, and occasionally

give rise to inflammatory affections.

Cutaneous anaesthesia renders the skin liable to injury of

various kinds, and these are apt to result in traumatic inflam-

mation. A disease of the nervous system that is associated with

itching or formication may moreover expose the skin to mechan-
ical irritation by the scratching it excites.

The susceptibility of the skin to the above-named forms of

injury varies greatly in different persons. Thus a given injury

may be without effect in one case, while in another it sets up
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more or less intense inflammation of the skin. Many persons, for

example, can wash their hands with weak solutions of corrosive

sublimate or carbolic acid without injury to the skin, while others

under similar conditions suffer from free desquamation of the

epidermis, or it may be from severe eczema. Sometimes indeed
the irritation is not confined to the part of the skin directly ex-

posed to the action of the liquid, but extends over a very large

portion of the body. A flea-bite, that in most people gives rise

to no appreciable irritation, in others sets up wide-spread inflam-

matory swelling of the skin. So also there are persons who
suff'er from peculiar cutaneous inflammations whenever they eat

strawberries, lobsters or crabs, oysters, sea-fish, and so on.

Children generally have a very susceptible skin, and thus

slight irritations are in their case often followed by cutaneous
inflammation.

The skin often suffers when the general nutrition is impaired,
as in many infective diseases, in chronic disorders of the circu-

lation, and the like ; it sometimes indeed becomes so vulnerable

that the slightest mechanical injury, such as gentle pressure, gives
rise to degeneration, necrosis, and inflammation. This condition

is exemplified in bed-sores or decubital necroses.

141. The mildest forms of inflammation of the skin are mani-
fested by diffuse redness and swelling (erythema), or by the

appearance of circumscribed elevations that are distinguished

according to their size and shape as papules, -wheals, tuber-

cules, and nodes. Papules are small circumscribed solid eleva-

tions, wheals are larger and flattened, and tubercules are still

larger and somewhat rounded in form and red in colour, or the

margin only is reddened while the centre appears pale.
The histological changes in these milder forms of inflamma-

tion consist of infiltration of the tissues with serum, and more
or less abundant extravasation of leucocytes. The epidermis is

usually but little altered, though some of its cells may become
swollen and beset with drops of liquid, and afterwards undergo
liquefaction. At the same time proliferation is occasionall}' in-

duced, and gives rise to an increased production of epidermal
cells. Red blood-corpuscles are at times extravasated with the

leucocytes, and mingling with the exudation pass from the tips of

the papillae into the cellular layers of the epidermis.
In many cases the local inflammatory process is more intense,

and the skin becomes saturated with exuded liquid. The result

is that the swelling and redness are more pronounced, and further

changes are induced that lead to the formation of vesicles, pus-
tules, scales, crusts, and scabs. When the corium (Fig. 27 U a)
and the papillary layer are permeated by liquid, fibrinous, and
cellular exudations (h ^'), some of these extend into the overlying
epidermal strata (f(/ A), proceeding chiefly from the tips of the

papillae (i). If the epidermal strata become saturated with liquid,
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the cells that are not yet horny are apt to be more or less swollen

(d e/). Drops of liquid generally appear within them, giving
rise to so-called vacuolation, and some of them are entirely dis-

solved, and thus small cavities filled with liquid are produced
(Fig. 277 g g^). This is most likely to occur when, as in burns

(Fig. 271), the epidermis is severely damaged and in part killed

/'P

i 1 e^ to
'

Fig. 270. Section through a syphilitic mucous patch (condyloma latum ani).

{Preparation hardened in Miiller's fluid, stained loith Bismarck-hrown, and mounted
in Canada balsam : X 150)

a horny layer of the epidermis
6 rete Malpighii
c coriura
d surface layer swollen up and infiltrated

with leucocytes
e swollen cells of the rete Malpighii
/ swollen epidermal cells interspersed

with round-cells

g degenerate epidermal cells into which
leucocytes have penetrated

h granular coagula
i swollen and infiltrated papilla
k corium infiltrated with cells and fibrin
I lymphatic vessel
m sweat-gland

by the primary injury, while at the same time a large amount of

liquid is extravasated from the vessels. The epidermal cells over-

lying the tips of the papillae (Fig. 271 df^ are the first to swell

up and dissolve, but later on the inter-papillary cells (e g li)

undergo a similar change.
When the extravasated serum is able to pass through the

horny layer of the epidermis and appears on the surface, the in-

flamed area is covered with a liquid and more or less coagulable
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exudation (Fig. 270 li)^ and the surface is said to '

weep.' This is

most likely to happen in parts where two cutaneous surfaces are

in close contact and so are protected from drying, with the result

that the cells of the horny layer become swollen and loosened.

Crusts and scabs are produced when the superficial exuda-
tion dries by evaporation. According to the proportion of red

or white blood-corpuscles present in the exudation, the crust is

gummy and semi-translucent, and broAvn or brownish-red in

colour, or dirty brownish-yellow and opaque. Scabbing is most

apt to occur when the horny layer of tlie epidermis is injured, or

when the surface is broken by excoriation or exfoliation, fissures

(rhagades) or chaps, through which the exudation easily reaches

the surface.

? f

9
h

=&--

"

^^
^

Fig. 271. Section through the margin of a blister due to a burn.

{Cafmlne staining : X 150)

horny layer /
rete Malpijjhii
normal iiapilla g
swollen cells in some of which the

nucleus is still visible, in others
not h

inter-papillary cells, those below being
uninjured, while those above are
swollen and elongated, and have i

lost their nuclei k

complete liquefaction of the cells over
the papillae

inter-])apillary cells, denucleated,
swollen, and separated from the
cutis

complete degeneration of the inter-

papillary cells separated from the
cutis

depressed papilla infiltrated with cells

sub-epidermal coagulated fibrinous ex-
udation

When the escape of liquid to the surface is prevented by the

horny layer of the e])idermis, the latter is raised by the exudation,
and vesicles or blebs are produced (Fig. 271). If all the cells

of the rete Malpighii are destroyed by a sudden and copious exu-

dation, the vesicle is unilocular : but if the cellular structures are
in part preserved and form more or less complete septa between
the centres of liquefaction, the result is a multilocular vesicle.
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The latter is the usual condition in recent vesicles, and the per-
sistent cells and cellular septa undergo various deformations, due
to continued pressure and tension. After a time most of the septa
become liquefied and disappear.

The liquid distending the vesicles and blebs usually contains

at first but few cells, and is therefore clear. At times it includes

a large number of red corpuscles, giving rise to haemorrhagic
blebs with red or pink contents. In other cases tlie liquid con-

tains numerous leucocytes, which give it a whitish turlnd appear-
ance like that of thin pus : such a vesicle is usually described as

a pustule. Often the course of the process is such that when the

vesicle first appears its contents are clear, and afterwards the}^
become turbid. The liquid may however be turbid from the out-

set, or the vesicle may dry up Avithout passing through a stage of

turbidity.
The contents of a pustule sometimes become inspissated by

evaporation, and then it gives rise to a yellow, grey, or brown
crust or scab.

In certain cutaneous inflammations, when the interference with

tlie circulation of the papillae and corium is extreme and persist-

ent, or when the exciting cause is such as directly to bring about

necrosis of the tissue, the resulting loss of substance is not con-

fined to the epidermal strata but extends to the deeper layers, and
these are either cast off as large sloughs or eschars, as in diph-
theritic inflammation and gangrene, or break down more gradu-

ally by suppuration. Such inflammations therefore terminate in

necrosis, gangrene, abscess, or ulceration.

142. The inflammations of the skin are some of them acute

processes, tending to recover after short duration, and some of

them chronic, giving rise to more or less extensive textural

changes.
In the slight forms of acute inflammation, the exudation is

in general speedily re-absorbed, and the skin soon resumes its

normal appearance. Not uncommonly, however, the process of

recovery is accompanied by somewhat free desquamation of the

epidermis, which is cast off in scales or shreds. The scales

(^squamae^ take the form of small bran-like flakes, of larger thin

white or dirty-grey glistening lamellae, of thicker white plates, or

of continuous membranaceous shreds, wliich are shed from the

surface of the epidermis. The desquamation is called furfu-

raceous when the scales are small ;
it is membranaceous or

siliquose when the flakes are larger. The scales occasionally
cohere into irregular masses, or into thick cakes. The formation

of scales is chiefly due to an increased or morbidly-altered pro-
duction of horny epidermal cells.

Transient pigmentation is apt to arise when the inflammation

is associated with extravasation of red blood-corpuscles.

Regenerative multiplication of the epidermal cells is soon
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set up beneath tlie vesicles, pustules, and crusts. It generally
starts from the border of the inflammatory area (Fig. 272c?(;?j),
and thence extends to the denuded parts. If any epidermal cells

persist between the papillae, the proliferation may start from
them ; and in some cases it appears to proceed from the cells of

the hair-follicles and the ducts of the sebaceous and sudoriparous

glands. In these ways the mass of the vesicle, pustule, or scab is

gradually forced upwards, and separated from the underlying
papillae by a cellular layer ; this very soon becomes differentiated

into the normal epidermal strata, and a new horny layer (c?2) is

at length produced. When after a time the scab is thrown off,

the epidermal surface beneath it is already more or less com-

pletely restored.

If the papillae and portions of the corium have been destroyed
by the inflammatory process, the regeneration is apt to be incom-

plete, as a new papillary layer is not reproduced, or at best in an

d e f
A.

i\ -rr

Fig. 272. Blister from a burn in process of healing.

{Section through the skin of a cat's paw forty-eight hours after a hum : stained with

alum-carmine, and 7nounted in Canada balsam : X 2.5)

a horny layer do new-formed horny layer
h rete Malpijjhii e old degenerate epidermis
c corium with sweat-glaml h f pus-corpuscles
d new-formed epidermal cells undergoing g secondary exudation

differentiation into layers at d^

imperfect manner. The affected part is indeed covered over with

epidermis, and the loss of substance in the deeper strata is made

good by new connective tissue, but its surface remains abnormally
smooth and somewhat depressed: in fact a scar is left behind.

For a time the scar appears redder than the surrounding skin,

but in the end it usually becomes paler, and loses even its normal

proportion of pigment. In some cases it is surrounded perma-

nently by a pigmented zone or areola.

In the case of chronic inflammations both atrophic and

hypertrophic conditions may be induced in the skin.

The growth of the epidermis is often disturbed, being ab-

normally diminished or increased, or morbidly perverted in some
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way. Not infrequently there is continuous desquamation, the

epidermal cells as they reach the surface not passing through
the regular stages of cornification, but simply undergoing desic-

cation.

In conditions of chronic irritation, the papillae of the papillary

layer tend to become hypertrophic and suljdivide at their tips,
Avliile the corium and subcutaneous connective tissue becomes
thickened and indurated. In other cases atrophy of these struct-

ui'es takes place, the papillae becoming flattened and the corium
thinned. Certain forms are moreover accompanied by ulceration.

In chronic parasitic inflammations, healing at the centre of the
affected spot, while the morbid process is advancing at the pe-

riphery, is a very common phenomenon. In tliis way peculiar

ring-like patches with a normal or cicatrised centre are produced.
By the coalescence of several such radially-extending areas,

larger patches with sinuous or serpentine outlines are formed

(serpiginous inflammation) .

143. Among the milder forms of cutaneous inflammation,
indicated mainly by an erythemat(^us flush, and to some extent by
swelling, are a number of rashes or exanthems that are difl^eren-

tiated partly by their causation and partly by their external ap-

pearance ; of these the following are the most important.
The eruption of measles Qmorhilli^ rubeola) appears first on the

face, forehead, and tem})les, and thence extends over the occiput,
neck, shoulders, and trunk. It forms red and j^ellowish-red

patches of the size of tlie finger-nail or larger. The patches are

either level with the skin, or slightly raised into papules corre-

sponding to the openings of the hair-follicles (morhilU laeves and

'papulosi). The skin and subcutaneous tissue, especially in the

face, are somewhat swollen and oedematous. The patches tend
to assume a crescentic form, and sometimes run together here and

there, but they never become quite confluent. In a few hours after

its appearance the eruption becomes pale, leaving the skin faintly

yellow ;
and presently over the seat of the exanthem a slight

branny desquamation takes place.
The eruption of scarlatina appears first on the neck and

clavicular region, and thence extends over the back and breast to

the limbs. At first it takes the form of minute red dots closely
crowded together, which cause the skin to acquire a diffuse or uni-

form flush. The tint is at first pink, afterwards deep red, livid, or

scarlet. The skin is swollen by the accompanying infiltration.

The eruption lasts from one to three days, and occasionally as long
as six or seven ; it then fades and leaves the skin with a yellowish-
brown staining. Afterward the epidermis desquamates in flakes

and scales of various sizes : if the flakes are large the desquama-
tion is called membranaceous, if small and thin it is furfuraceous.

Occasionally the eruption is papular, vesicular, or pemphigoid, and
not infrequently it is haemorrhagic (^scarlatina haemorrhagica) .
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The exudation poured out into the connective tissue is somewhat
rich in cells.

Erythema exsudativum multiforme is a cutaneous affection

which begins as an eruption of tiat slightly-prominent circum-

scribed and scattered spots (^erythema laeve) on the back of the

hands and feet and the neighbouring parts of the fore-arm and
lower leg. The spots are at first of the size of a pin -head, but

presently grow to that of a pea. They are vermilion in colour,
and turn pale when pressed. They grow at the margins, while

the centre becomes depressed and cyanotic : the larger spots may
become confluent. Haemorrhages not infrequently occur at the

seat of the eruption.
As the red margin extends and the centre fades we have ery-

thema annulare or cireinatum. If several rings encroach on each

other we have erythema gyratum. A red spot surrounded by a pale
zone, and that by a red zone, constitutes erythema iris. If the

eruption becomes papular and nodular it is erythema papulatum or

tuherculatum. If wheals are present it is erythema urtieatum or

lichen urticatus., if vesicles are formed erythema vesiculosum. If

the formation of vesicles goes on at the margin wliile the centre

recovers we have herpes circinatus., characterised therefore by its

rings of vesicles. If the vesicle persists in the centre, it is herpes
'iris. Erythema with large blebs or bullae is erythema hullosum.

A brown pigmentation usually remains behind after the eruption
declines. When vesicles have been formed scales and scabs are

left. The affection lasts from two to four weeks.

Some of these varieties of erythema are due to haematogenous
infection occurring in the course of specific diseases such as pyae-
mia, puerperal fever, endocarditis, typhoid fever, and so on. In
other cases the affection is a primary one, whose causation is un-

certain, but is probably referal)le to infective or toxic agencies.

Erythema nodosum (dermatitis co7itusiformis^ urticaria tube-

rosa) is characterised by the formation of large blotches and
rounded nodes, usually on the lower limbs. The blotches are but

slightly or not at all elevated, and are bright-red at the margin
and purple at the centre. In two or three days they begin to fade,

passing through tints of blue, yellow, and green. Though recovery
is usually complete, severe forms of the inflammation are sometimes
met with which lead to gangrene of the skin. The affection is

probably of an infective nature.

Traumatic erythema is produced by many diverse forms of

irritation of the skin, mechanical, thermal, or chemical. Mechan-
ical irritation is exemplified by the friction of clothing or of two

parts of the body in contact ; the effects of thermal irritation by
burns or frost-bites of the first degree ;

chemical irritants are such
as turpentine, mercurial ointment, dilute acids, or the poison of

insect-stings. Cold of slight intensity gives rise first to paleness,
and then to hyperaemia from paralysis of the vaso-motor nerves.
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Long-continued but not excessive congelation produces chilblains

or pernioties, which are red swellings due to hyperaemia and inflam-

matory infiltration of the skin of exposed parts.

Erythematous rashes occasionally result from the use of certain

medicaments, such as belladonna, copaiba, salicylic acid, anti-

pyrin, arsenic, calomel, chloral hydrate, and quinine : and they
sometimes appear in diseases of the nervous system and in gastro-
intestinal disorders, especially in children.

Allied to exudative erythema are some of the circumscribed
red rashes included under the term roseola. According to the

condition with which it is associated the eruption is described

as roseola rheumatica, choleraica, typhosa, aestiva, autumnalis, in-

fantilii<, etc.

Pellagra (mal rosso., mal del sole., risipola lombarda, Lombardian

leprosyj is a peculiar disorder met with in Northern Italy, South-

ern France, Spain, and Roumania. It appears as an erythematous
rash on the exposed parts of the body, especially in the spring and
summer, and disappears in the autumn with desquamation of the

epidermis.
Urticaria or nettle-rash (cnidosis^ is a local eruption of wheals

which rise and disappear very suddenly. The flattened centre of

tlie wheal is white, and is bordered by a zone of red. Occasion-

ally small vesicles (^urticaria vesiculosa) or papules (^irticaria papu-
losa) are formed. The wheal in some cases acquires a reddish-

brown pigmentation (urticaria pigmentosa). The rash is either

caused by external irritation, such as the stings of nettles, jelly-

fish, fleas, bugs, lice, or gnats, or is a symptom of some irritable

condition of the alimentary canal, or of the skin itself. In many
persons urticaria follows the ingestion of oysters, crayfish, caviar,

crabs, sea-fish, strawberries, and so on. Disorders of the repro-
ductive organs are also capable of inducing it.

References oii Erythema., Pellagra., and Urticaria.

AusPiTZ : Erythema multiforme V.f. Derm, i 1874
Boi'CKSCO : Erythema nodosum of malarial origin A. roumaines de med. i Paris

1888
Catrin : Alterations of the skin in measles A. de me'd. exp. ui 1891
CoRDUA : Erythema multiforme D. med. Woch. 1885
Demme: Severe erythema Fortschr. d. Med. vi 1888
DouTRELEPONT : Urticaria pigmentosa A./. Derm, xxii 1890
Elsexberg: Urticaria pigmentosa V.f. Derm, xv 1888
Finger: Erythema multiforme and purpura A.f. Derm, xxv 1893
Fox, T. C. : Urticaria pigmentosa or xanthelasmoidea Med.-chir. Trans. Lxvi

London 1883
HoGGAN, G. and F. E. : Urticaria pigmentosa Monatsh. f. prakt. Derm, i 1882,

II 1883
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144. Dermatitis combustionis erythematosa is caused
when heat acts on the skin in such a manner as not to kill the
tissue but only to induce vaso-motor paralysis of its blood-vessels,

resulting in congestive hyperaemia and slight exudation. This
is what is known as a burn of the first degree. When the heat
is more intense the superlicial epidermis is destroyed, and the un-

derlying vessels, though not killed outright, are so injured that

copious exudation takes place from the papillary layer. The epi-
dermal cells are thereupon more or less completely dissolved, and
a unilocular or multilocular vesicle or blister (Fig. 271) is pro-
duced. This condition is spoken of as dermatitis comhustionis

bullosa, and constitutes a burn of the second degree. Burns
which lead to sloughing of the cutis are burns of the third de-

gree; those accompanied by charring of the tissues are termed
burns of the fourth degree.

Burns of the second degree recover, provided the injured sur-
face escapes septic infection, by regenerative multiplication of the

epidermal cells (Art. 142, Fig. 272). Healing in the case of

higher degrees of burning can take i:)lace only by the formation
of granulations and of cicatricial tissue.

Severe cold produces effects similar to those caused by exces-
sive heat. When blisters are formed in frost-bite we s]Deak of the
inflammation as dermatitis congelationis bullosa; and when the
frozen tissue Itecomcs necrotic and gangrenous the condition is

described as congelatio gangraenosa. The two forms usually
occur together. The dead parts have at first a livid red tint;
later on they become dark-red and gangrenous, and are separated
from the living tissue by an inflammatory line of demarcation.

The blisters caused by cantharides are of much the same
character, but the swelling and liquefaction of the epidermis are

usually less sudden and less extensive. Denucleated continuous
masses are sometimes formed from the necrotic epidermal cells.

145. Miliaria crystallina or sudamina are small watery
vesicles wliich sometimes appear in the course of j)uerperal fever,

typhoid fever, acute rheumatism, pneumonia, etc., and last for a
few days. They occur chiefly on the trunk. The eruption is

due mainly to the retention of sweat in the excretory ducts of the

glands, though a liquid rich in cells is also poured out into the

epidermis (Fig. 273 c c?), and the vesiculation follows the course

already described in reference to the inflammatory process, the

only difference being that it takes place at the mouth of a sweat-

gland (c?). Miliaria would thus appear to be in reality one of
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the infective inflammatory rashes. Recovery from the sudaminal

eruption takes place in a short time, the damaged epidermis being

replaced and the dried remains of the vesicles cast off.

146. Herpes is an acute affection running a typical course

(Kaposi), and characterised by the formation of clusters of

watery vesicles in certain anatomical regions of the body, the

vesicles passing through a definite series of stages within a short

period of time.

The eruption first appears as a group of minute elevations of

the skin, which rapidly become infiltrated with clear serum and

so form vesicles. The vesicles last from a few hours to one, two,
or even four days, and then dry up into crusts. Beneath the

I^iiiliiiil^^^^^

Fig. 273. Miliaria crystallina.

{From a man who died of pneumonia : preparation hardened in MUller's fluid, and
stained loith haematoxylin and eosin : X 30)

a corium
h epidermis

c d sudaminal vesicle

e excretory duct of a sweat-gland

crusts regenerative proliferation of the epidermis takes place, the

lost tissue being thus made good, and the crusts are thereby
loosened and cast off.

The contents of the mature vesicles consist of serum, fibrinous

coagula, and pus-corpuscles. The papillae and the corium are

infiltrated to a varying extent with serous liquid and leucocytes,

and occasionally haemorrhages take place in them.

According to their seat and mode of origin, five forms of herpes are dis-

tinguislied.

(1) Herpes zoster {zona or shingles) is an acute eruption of vesicles clus-

tered over the area supplied by a cutaneous nerve, and seems to be dependent

upon some disorder of the nerves or of their centres. It is almost always uni-

lateral. The contents of the vesicles remain clear for three or four days :

then they become turbid and purulent. Yellowish-brown crusts are formed

as the vesicles dry up. The associated nervous disorder may be infective,

toxic, traumatic, or secondary to some inflammation of theadjacenttissue.
Pfeiffer and Wasilewski are of opinion that the characteristic distribution
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of the vesicles corresponds to that of the arteries, not of the nerves, the latter

being only secondarily affected.

(2) Herpes labialis or facialis is an acute eruption of vesicles on the

lips or around the mouth and nostrils. The vesicles last tw^o or three days,
and dry up under a crust, without scarring. It is very often observed in con-

nexion with pneumonia and intermittent fever, and more rarely in typhoid.

(3) Herpes praeputialis or progenitalis affects the penis, clitoris, or

labia: its course is similar to that of herpes labialis.

(4) Herpes iris and herpes circinatus are according to Kaposi the

same as erythema iris and circinatum (Art. lio). The vesicles occur on the

back of the hands or feet and the adjoining portions of the limbs, and form

separate or concentric circles. The smaller vesicles fade after eight or ten

davs, by resorption and drying of their contents. Balzer (A. de physiol.

1883) found in the epidermal scales from five cases of herpes circinatus, in

which the hairs were not affected, long branching double-contoured filaments

and spores, which were larger than those of Trichophijlcm tonsurans (Art. 161).

(.3) Herpes tonsurans vesiculosus is a special fornr of tinea (herpes)
tonsurans (Art. 161), an affection caused by a vegetable parasite. Circles of

vesicles of various sizes are formed by successive marginal crops starting from
a centre, the older vesicles drying up as new ones develope.

References on Herpes Zoster.

Barensprung : Ckaritc-Annalen ix, x, and xi 1861-63
Bright : Connexion with sensory nerves Medical cases ii Londou 1831
CuRSCHMANN and EiSEXLOHR : B. A.f. klin. Med. xxxiv 1884
DuBLER : Neuritis in herpes zoster V. A. 76 1879
Kaposi: Wien. med. Woch. 1874, 1875, 1877 and 1879; Verhandl. der denf-

scken dermat. Geselhch. i Vienna 1889
; A.f. Derm, xxi (supplement) 1889

Lesser, E. : V. A. 86 1881 and 93 1883
Mackexzie : Herpes zoster and the nerve plexuses of the limbs Journ. of Path.

I 1893 (with references)
Pfeiffer : Die Verbreitung des Herpes zoster langs des Hautgehiets der Arterien

Jena 1889
Wasilewski : Herpes zoster u. dessen Einreihung unter die Infectionskrank-

heiten Jena 1892 (with references)

147. Pemphigus or pompholyx (Fig. 274) is an eruption
characterised by the formation of blebs (bullae) upon the skin,

varying in size from that of a small pea to that of a goose's egg.
The blebs are usually preceded by red spots and wheals, over

which they rise ; but sometimes they appear on what seems to be
unaltered skin. The contents are at first clear and watery, or it

may be slightly blood-stained, but afterwards they become turbid
and purulent. The exudation at length dries up and crusts are

formed, under which the loss of epidermis is repaired (^pemphigus
vulgaris) .

In other cases this regeneration of the epidermis does not take

place, and the separation of the epidermal covering of the bleb

from the underlying strata extends, until at length the corium is

denuded over a large area (pemphigus foliaceus). When the blebs

are removed the exposed surface appears red and moist, until a

crust is formed over it by the drying of the superficial exudation.

In such cases the corium is always more or less infiltrated, and
sometimes it becomes partially necrotic and sloughs (^pemphigus

21.



514 INFLAlVEVrATORY DISORDERS [chap. LIV

^v<«5i$?'«!?^'^^<^^!Ws;T^^/r',^v^,

diphtheriticus'). Granulations are then produced, but they too

are very liable to undergo necrosis (Kaposi).
The cause of the disease

would usually seem to be of

the nature of an infection.

Demme, Almquist, and oth-

ers have found micrococci

in the blebs. Pemphigoid
eruptions have however been
recorded which were appar-

ently due to nervous influ-

ences (Meyer, du Mesnil).

Six main varieties of pemphi-
gus have been distinguished, ac-

cording to their clinical course

and causation (Kaposi, Neu-
mann).

(1) Pemphigus acutus is an

acute affection manifested by an

eruption of scattered blebs, ^vith

or -without fever. The blebs last

a few hours or days, and then dry
up into crusts. When these fall

off the corium is covered witli

new epidermis, and the attack is

at an end.

(2) Pemphifjus chronicus i-ul-

garis is characterised by the for-

mation of large tense blebs ac-

companied by a certain degree of

fever. The eruption takes place
in successive crops. According to

the manner in which the blebs

are grouped dermatologists de-

scribe the eruption as pjemphigus
distieminatus (scattered irregular-

ly), pemphigus confertus (closely

aggregated), pemphigus circinatus

(in rings), or pemphigus gyratus
and serpiginosus (in sinuous or

serpentine lines). The disease

lasts from two to six months, and

is sometimes fatal (Mosler).
(3) Pemphigusfoliaceus is the

severest forni of the disease. It

is distinguished by its progressive

character, and the imperfect way
in which new epidermis is pro-
duced. After a course of months
or years the entire surface of the

body becomes involved. The skin

is then in some parts dry, brown, and parchment-like ;
in others red and weep-

ing ;
in others again covered over with crusts, and fissured in various ways.

(4) Pemphigus vegetans is a malignant variety which soon ends fatally.

The skin is beset with small-sized blebs, from whose base, after the epidermal

Fig. 27i. Acute pemphigus.

{After a photograph by Demme)
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covering or shell is removed, rises a close crop of gland-like, warty, and button-

shaped excrescences. These are surrounded first by an excoriated areola, and
outside this by serpiginous vesicular elevations of the epidermis, and exude a

foetid ichorous liquid that presently dries to a crust. The eruption begins in

the skin of the external genitals, the inner surface of the thighs, the axillae,
and the mucous membrane of the mouth, and in the end extends over the
entire surface, invading also the mucous membrane of the pharynx, larynx,
vulva, vagina, and rectum. This variety of pemphigus was formerly looked

upon as of syphilitic origin.

(5) Pemphigus neuroticus accompanies certain affections of the nervous

system.
(6) Pemphigus syphiliticus is dealt with in Art. 159.

References on Pemj)higus.

Almquist : Pemphigus neonatorum Z. f. Hygiene x 1891
Bulloch: Diplococci in acute pemphigus British J. of Dermat. 1895
Claessen: idem Berl . klin . TFoo/;. 1893
Demme : Pemphigus acutus Verhcmdl. Congr. f. inn. Med. v Wiesbaden 1886,

and Wien. med. Blatter 1886
DU Mesnil : Aetiology of pemphigus vulgaris A. f. Derm, xxx 1895
Meyer: Pemphigoid dermatitis with changes in the nervous system V. A. 94

1883
Mosler: Chronic pemphigus 7). ?;ief/. TFoc/;. 1890
Neumann: Pemphigus vegetans (framboesioides) V-f- Derm, xiii 1886
Strelitz : Aetiology of pemphigus A.f. Kinderheilk. xvi 1892

148. Eczema is a skin-disease which may be acute or chronic.

The eruption consists of papules, vesicles, pustules, and crusts.

The skin is more or less diffusely reddened and swollen, and often

desquamates or '

weeps,' or is covered with large continuous scabs.

Eczema is usually set up by external irritation. When the

irritation is slight or the skin is not susceptible to its action, the

eruption consists of small papules, and thus eczema papillosum is

the mildest variety. More intense irritation causes small vesicles

to arise, and Ave have eczema vesiculosum ; when the vesicles dry
up they are cast off as scabs. If the irritation is still more
intense or the skin is highly susceptible, a considerable extent of

it becomes painfully swollen and red (eczema erythematosuni).
On this erythematous area vesicles arise whose contents are at

first clear, but soon become purulent (eczema vesiculosum et pustu-
losum). When the u^per shell of the vesicle is removed (as by
scratching), the exposed surface pours out liquid, and is said to

'weep' (eczema madidans'). The epidermal surface, deprived of

its horny la3'"er by desquamation or otherwise, has often a deej)-
red tint (eczema ruhruni). Yellowish crusts are formed by the

evaporation of the ser(i-purulent exudation poured out on the

surface (eczema crustosum'), and pus sometimes gathers beneath
the crust (eczema impetif/inosum or impetiginodes^. In other

instances new epidermis is formed beneath the crust : when the

crusts are cast off the surface then looks red and brawny, and
scales are freely shed (eczema squamosum^ . As the disease dis-
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appears the skin gradually recovers its normal appearance, though
some slight pigmentation often remains.

An eczematous eruption consisting of pustules of the size of a

small pea, and drying into scabs, is often described as impetigo.
Much larger pustules, drying into brown scabs, constitute

ecthyma. The exciting cause of the suppuration is probably
the ordinary pyogenic micrococci.

Impetigo contagiosa (Tilbury Fox: B. 31. J. 1 1864") is a

contagious eczematous eruption. It chiefly attacks ill-fed or

weakly children, and affects the head and limbs : vesicles as big
as a cherry-stone arise on a reddened base, and presently dry up
into yellow crusts.

The inflammatory process in this affection is often chronic, and

the skin is then beset with vesicles, pustules, crusts, and scabs,

all at the same time.

Impetigo herpetiformis (Hebra and Kaposi) is a peculiar
febrile affection, with an eruption of miliar}^ pustules arranged in

clusters and rings. It is very probably a secondary result of

pyaemic infection, as it makes its appearance in the course

of pyaemia.
The textural changes in the cutis consist of serous and cellular

infiltrations of the connective tissue. The cellular infiltration is

especially abundant in the pustular and impetiginous varieties,

and the subcutaneous tissues are often infiltrated in the same way.
The liquid effused into the epidermis contains large numbers

of leucocytes, which are found not only in the vesicles but also

scattered among the unaltered e})idermal cells, and even in their

interior. In many cases the epidermis perishes outright, and even

the papillae may be destroyed Avhen the inflammation becomes

suppurative (^eczema imjjetiginosum') .

The after-effects of eczema are various. The milder forms

leave no trace behind, the skin being restored ad integrum. If the

papillae in particular spots have been injured or destroyed they
are not replaced, and a cicatrix is then produced. Chronic eczema

gives rise to pigmentation of the skin, and to hypertrophy of both

epidermis and corium ; when the hypertrophy is great the skin

appears thick and tough, as in elephantiasis, and when the papillae
are likewise enlarged the surface becomes warty and tuberculated.

Hypertrophy of the epidermis being generally accompanied by the

formation of plates, scales, and flakes, an appearance recalling that

of elephantiasis combined with keratosis (Art. 164) is produced.
So long as the inflammation persists the hypertrophied tissue is

thickly beset with clusters of round-cells.

References on Eczema and Impetigo.

BocKHART : Aetiology of impetigo, furuRculosis, and sycosis Monatsh. f. prakt.
Derm. Hamburg 1887

Demme : Eczema Jahresbericht des Kinderspitals Berne 1884
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Kaposi: Impetigo herpetiformis V.f. Derm, xiv 1887
DU Mesnil and Marx: Impetigo herpetiformis A.f. Derm, xxi 1889
Np:isser : Pathology of eczema A.f. Derm, (supplement) 1892
Pavloff : Impeticula capillitii Monatsh. f. praki. Derm, ix Hamburg 1889
Uxna: Impetigo contagiosa T'./. Derm, vii 1880

149. Small-pox or variola is a febrile disease characterised

by the eruption of papules, vesicles, and pustules, and due to the

infection of the system with a specific virus. After a certain

interval from the time of infection the skin, after the fading of a

not infrequent prodromal erythema, becomes beset with hard red

papules of the size of a pin-head, surrounded by a red areola.

Some of the papules enlarge and change into clear vesicles most
of which are ^ umbilicated

'

or depressed in the centre. In two or

three days the contents of the vesicle become turbid, and the

vesicle changes to a pustule. At the same time the umbilication

usually disappears, and a zone of intense hj'peraemia is formed
around the pustule. In three or four days it dries to a brown-
ish scab, and this in a few days more falls off, leaving behind a

slightly pitted spot, which may be red or white in colour: in a

short time the sj)ot also disappears.

Many of the pustules leave behind scar-like pits, which are at

first dark-red, but afterwards become white. This is especially the

case when, as not infrequently occurs, haemorrhage takes place
into the pustule or into its neighbourhood, or when the eruption
is so copious that the pustules run together (^confluent small-jyo.r').

The skin then appears rough and tuberculated and is much
swollen. When the cap of the pustule is forced off by the

accumulating pus beneath, the suppurating corium is laid bare,

and parts of it passing through the stages of suppuration or

sloughing and gangrene may be destroyed. The affected spots
have a yellow, dirty-grey, or black tinge.

The variety distinguished as haemorrhagic or black small-pox
(variola haemorrhagica^, which usually ends fatally, is remarkable
for the dark-red colour (purpiira variolosa. Art. 136) which over-

spreads the entire surface of the body as the fever sets in. Patches
of haemorrhage appear, and speedily enlarge. In other cases a

multitude of small hard papules appear on the skin, which is

intensely swollen. Haemorrhagic patches follow in from one to

two days, and coalesce into larger ones.

The formation of the variolous vesicle begins with swelling up
of the cells of the mucous layer of the epidermis immediately
over the tips of the papillae, the cells coalescing into pale denu-
cleated masses. This is followed by solution of the majority of

the affected epidermal cells in the exudation which at this stage
is poured out from the papillary vessels, while at the same time
the degenerative change is extending on all sides. Only small

remnants of the epidermal tissue withstand solution, and these

are chiefly shreds or degeiierate masses consisting of denucleated
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(or sometimes nucleated) cells, wliicli are stretched and com-

pressed by the accumulating exudation into fragmentary septa
and threads.

Thus, at the climax of the process, the pock or vesicle con-

sists of a cavity traversed by shreds and fibres (Fig. 275 /),
which in the centre reaches to the horny layer (i), but towards

its margin is separated from the latter (ij) by some of the sur-

face-layers of the epidermis. The floor of the cavity is formed

of remnants of the inter-papillary portion of the rete JNlalpighii

(^), and in part of denuded papillae (A). The papillae and the

upper layers of the cutis are swollen and beset with round-cells,

and the liquid contents of the vesicle already contain numerous

pus-corpuscles ifi)-

Fig. 275. Section of a variolous vesicle becojmi>g pustular.

{Lijected preparation, stained with haematoxylin : x 25)

a horny layer
h rete Malpighii
d cutis h
e vesicle i

f cavity of the vesicle containing pus-cor-
puscles at /i ?i

g remnants of epidermal cells between

the papillae, interspersed with pus-cor-

puscles
papilla infiltrated with leucocytes
umbilication over the thinnest part of

the cap of the vesicle

margins of the vesicle where the cap
consists of several layers of epidermis

As the vesicle becomes a pustule, the number of pus-cor-

puscles which pass into the cavity from the papillary vessels

increases, and the shreds and septa break down. A crust is thus

formed, and when resolution takes place beneath it the cellular

infiltration is re-absorbed, and new e])idermis grows in from the

margins, Avhere the cells are uninjured.
When the destruction of tissue by the pock is limited to the

epidermis no scar remains ;
when the papillae slough or suppu-

rate (h) the site of the pock is jiermanently marked by a cica-

tricial depression (pock-mark or pit).

The vesicles of vaccinia produced by vaccination are similar

in their structure and course to the variolous vesicles.

The infective disease of children called varicella or chicken-
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pox is characterised by the eruption of vesicles of different sizes,

which appear upon a reddened base and mature very rapidly.
Certain of the vesicles may resemble very closely the vesicles of

small-pox.

References on the Formation of the Vesicles of Small-Pox.

AuspiTZ : The eruption of small-pox Wien. med. Woch. 1867
AuspiTZ and Basch : Histology of the variolous process V. A . 28 1863
Babes : Variola Ann. de Vlnst. de path. Bucharest ii 1891
Klein: INIiniite anatomy of the epidermis in sheep-pox Q. J. microsc. science

xvii London 1877
Tappe : Die Aetiologie und Histologic der Schafpocken Berlin 1881
TouTON : Unters. iib. d. Entstehung d. Hautblasen Tubingen 1882, and Ziegler's

Beitrage ii (p. 453) 1887
Unna : The seat of the eruption in the epidermis V. A . 69 1877
AVeigert: Anat. Beifr. z. Lehre. v. d. Pocken Breslau 1874-5

150. Psoriasis is a chronic disease of the skin characterised

by the formation of dry glistening white scales. These are piled

ujjon each other in small heaps, or over larger discoid patches
which have a definite red base. The eruption begins in minute
brownish-red nodules, which in the course of a few days become
covered over with epidermal scales. When the nodules are

numerous and discrete the disease is described as psoriasis punc-
tata : where the patches and scales are larger we have psoriasis

guttata and psoriasis nummularis. The larger scales also rest

upon a reddened base.

As the disease passes away the base becomes pale, and the

scales are shed. The skin may resume its normal appearance, or

remain pigmented for a time. Often the patches heal in the

centre, while the margins are still advancing. In this case the

affection is named psoriasis annularis or gyrata.
Psoriasis may occur at any spot, but it chiefly affects the

extensor surfaces of the knee and elbow, the scalp, and the

sacral region. Both the hair and the nails may be destroyed
in the course of the disease.

The histological changes induced by psoriasis relate essentially
to the epidermis, the papillae, and the upper strata of the corium.

The two latter are hyperaemic, and more or less densely infil-

trated with leucocytes. When the disease has lasted for some
time hyperplasia of the connective tissue, with enlargement of

the papillae, is usually set up. The morbid process occasionally
extends to the deeper layers of the corium and to the subcuta-

neous connective tissue.

As regards the epidermis, the cornification of its surface-

layers is interfered with, the cells as they come to the surface

appearing simply to shrivel and dry up, while the mutual cohe-

sion of the cellular layers is loosened (^parakeratosis^. The
aetiology of the disease is unknown.
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References on Psoriasis.

Beissel : Aetiology Monatsh. f. prakt. Dermat. V 1886
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XXIV 1879
Kromayer: Morbid anatomy of psoriasis A.f. Derm, xxii 1890
Lang, E. : Mycotic origin {Epidermidophyton) V. f. Derm, v 1878, and Volk-

mann's klin. Vortrdge no. 208 1881
Xeumann : Histology Wien. med. Jahrh. 1879
Pecirka: Histology and nature of psoriasis ^-1. bohemes de med. ii 1887, and

Monatsh.f. prakt. Derm, vi 1887
RiES, E. : Morbid anatomy of psoriasis V.f. Derm, xv 1888
ScHUTZ : Pathologj' of psoriasis ^4. f. Derm. xxivl892
Thin : Histology '"A M. J. 1 1881
Wolff: Aetiology V.f. Derm, xi 1884

151. Pityriasis rubra (Hebra), or general exfoliath^e der-

matitis, is a peculiar and rare affection of the skin, the only

symptoms of which throughout its entire course are redness and

desquamation. The scales are sometimes small, but tliey are

often of considerable size. After a time the skin becomes

smooth, shining, thin, and tense. The hair becomes thin and
falls out, and when the disease has lasted for some years general
marasmus and death ensue. The only textural change discover-

able in recent cases is a moderate amount of cellular infiltration

in the cutis and papillary layer. No special changes occur in the

epidermis, apart from those associated with desquamation. In

the later stag-es a certain amount of small-celled infiltration is also

found in isolated patches, but it is very unequally distributed.

The skin is generally much atropliied, the rete Malpighii being

notably thinned, while the papillae are depressed or have

altogether disappeared, and the corium and its fibrous bundles

have much the same look as in senile atrophy (Art. 139). The
sebaceous glands and the hair-follicles are obliterated. The cause

of the affection is unknown.

Prurigo is a disease beginning in infancy, and generally per-

sisting throughout life. In its early stages it is characterised by
an eruption of urticarial wheals, accompanied by severe itching
on the extensor surface of the limbs. When the affection has

existed for some time inflammatory nodules are formed, chiefly by
reason of the inevitable scratching, and over these the skin is

excoriated and often covered with small crusts. Eczematous
inflammation and erysipelas are apt to be superinduced. The
cause of the disease has not been discovered. Auspitz, H.

Hebra, Schwimmer, and others, regard it as of neuropathic

origin.

Lupus erythematosus is a somewhat rare cutaneous affection

which begins with an eruption of one or more raised red specks or

spots varying in size from that of a pin's head to that of a small

pea (Kaposi). Each spot is depressed in the centre, or glisten-
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ing and scar-like, or capped with a thin adherent scale. The
reddened margin advances gradually, while the centre cicatrises,

and thus in the course of some months a red-bordered disc is

formed {lupus erythematosus discoides^. In other cases the

disease advances not by the growth of old spots, but by the

continual development of new ones (lupus erythematosus dissemi-

natus et aggregatus^.
The morbid process consists in an inflammation of the cutis,

especially in the neighbourhood of the sebaceous and sudori-

parous glands (Kaposi and Thin). The epithelial cells of the

glands themselves multiply by proliferation, the epidermis is

swollen, and scales or sometimes vesicles are formed on its sur-

face. In the later stages both the epidermal and the fibrous

constituents of the skin become atrophied.
The affection occurs most frequently on the head, fingers,

toes, knees, and elbows. Its cause is not known. The discoid

form usually recovers, while the disseminated variety is subject to

frequent relajDses.

References on Pityriasis Rubra, Prurigo, and Lupus
Erythematosus.

Elsexberg : Pityriasis rubra V.f- Derm, xiv 1887
Gay: Prurigo A.f. Derm, iii 1871
Hebra : Pityriasis rubra V.f. Derm, iii 1876

; Die krankh. Verdnd. der Haul
Brunswick 1884

Hep.ra and Kaposi : Diseases of the skin iv (New Syd. Soc.) London 1878
Jadassohn: Pityriasis rubra ^.y'. Derm, xxiii 1891, and xxiv 1892 (with

references)
Kromayer : Histology of prurigo A.f. Derm, xxii 1890
Leloir : Lupus erythematosus A. de phi/siol. ii 1890
Petrixi and Babes: Case of pityriasis rubra Journ. de Vanat. 1890
ScHUTZ : Microscopical preparations of lupus erythematosus A.f. Derm,, xxii

1890
Taylor and van Gieson : Observations on prurigo clin. and pathol. New York

Med. Journ. 1891
Thin: Pathology of lupus erythematosus Med.-chir. Trans, lviii London 1874

152. Lichen (according, to Hebra and Kaposi) is an erup-
tion of papules which remain as such and do not pass into any
higher form.

Lichen scrqfulosorum (scrofulodermia miliare, Neisser) is a

chronic cutaneous affection in which pink or brownish-red flat-

tened papules are formed, each capped with a small scale. The
condition is met with chiefly in tuberculous patients, and usually
affects the trunk. According to Kaposi the morbid process con-

sists in cellular infiltration and exudation in and around the hair-

follicles and the sebaceous glands belonging thereto, and in the

neighbouring papillae. Jacobi maintains that the affection is a

tuberculous disease of the skin.

Lichen ruber acuminatus, according to Kaposi, is characterised
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by the appearance of scattered hard red miliary nodules, each

capped with a little knot of epidermal cells, and tending to

coalesce into diffuse red scaly patches. These increase in size by
marginal extension, and in the course of years may spread over
the entire surface of the body. On histological examination cel-

lular inhltration can be detected in the papillary layer, and round
about the vessels of the corium and the coiled tubules of the

sweat-glands. On these changes supervenes some hypertrophy
of the epidermis. Lassar athrms that the disease is due to a

bacillus.

In lichen ruber planus the papules are flattened and umbili-

cated. They have a lustre like that of wax, they do not desqua-
mate, and they are either red or pale in tint. In the later stages
the papillae underneath the thickened epidermis become atrophied.

Refere7ices on Lichen.

Bender : Lichen ruber D. med. Woch. 1887
Caspary : Lichen ruber V. f. Derm, xv 1888
Jacobi

Gesellsch. Vienna 1892
Kaposi : A.f. Derm, xxi 1889
Lukasiewicz: Lichen scrofulosorum A. f. Derm, xxvi 1894
Xeisser : The present position of the lichen-question A.f. Derm, xxviii 1894
Xeumaxn : Lichen ruber and pityriasis pilaris A.f. Derm, xxiv 1892
PosPELOW: Lichen ruber planus A.f Derm, xii 1885
RoxA : Lichen ruber Monatsh.f. prakt. Derm, vri Hamburg 1888
Taylor : Lichen ruber New York Med. Journ. 1889
T<3rok : Histology of lichen planus ZiegJer's Beitrdge viii 1890
TouTOX : Lichen ruber planus Berl. klin. Woch. 1886

Pathogenesis of lichen scrofulosorum Verhandl. der deutschen dermatol.

153. Erysipelas is an acute inflammation of the integument
caused by a streptococcus (Fig. 276 a), which enters the skin by
means of small wounds, and sj^reads chiefly by way of the

lymphatic system (Fig. 276 a h and Fig. 277 h i). Occasionally
the micrococci penetrate from the lymph-vessels to the circum-

FiG. 276. Colony of Streptococcus erysipelatis.

{Preparationfrom the ear of a rabbit tivo days after inoculation itnth the streptococcus',
stained with gentian-inolet, and mounted in Canada balsam : X 250)

a streptococci within the lymph-vessel b,

grouped partly in globular masses
and partly in chaplets like torulae

C tissue surrounding the lymph-vessel,
with pale non-staining nuclei

d vein
e circumvenous cellular infiltration

/ cells within a lymph-vessel
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jacent tissues. Degeneration (Fig. 276 c) and inflammation (Fig.
27G d e and Fig. 277 m m^) are induced wherever the micro-

organisms settle and multiply, thougli the degeneration is rarely
extensive (Fig. 277 I l^).

Clinically the affection takes the form of gradually-extending
redness and swelling of the skin, accompanied by fever. In the

early stages the skin appears tense and shining and of a bright
red tint. Presently it becomes more livid or brown, the swelling

goes down, and the epidermis is thrown off in scales and flakes.

Sometimes the exudation is more copious and tends toward
the surface, in which case vesicles (Fig. 277 c) and blebs are

formed, and the eruption is described as erysipelas vesiculosum

or hullosum. When the contents of the vesicles become purulent

/ 71

s.

„„.^^1
d

Fig. 277. Section ot the skin in erysipelas BULiiOSUM.

{Preparation hardened in alcohol, stained with ahun-carinine, and mounted in

Canada balsam : X 60)

i lymph-vessel completely filled with

streptococci
k streptococci in the substance of the

tissue

I li necrotic tissue

m cellular infiltration

7ni fibrino-cellular infiltration

n fibrino-cellular exudation within the
bleb

a epidermis c bleb or bulla
b corium d roof of the bleb
e vacuolated epidermal cell

/ swollen cell and nucleus

jr '/i cavities produced l)y solution of epi-
dermal cells, containing detritus of
cells and pus-corpuscles

A lymph-vessel partly filled with strep-
tococci

we have erysipelas pustulosum, which as the papules dry up into

scabs passes into erysipelas crustosum ; or if portions of the skin

become necrotic (I l{) and gangrenous, into erysipelas gangraen-
osum.

The histological change, other than the inflammatory hyper-
aemia, consists of more or less abundant cellular and serous

(Fig. 277 m) or cellular and fibrinous (m^) infiltration of the
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skin. The blebs are formed by the swelling (e/), liquefaction,
and disintegration of the cells of the rete Malpighii (^g g^. As
the liquefaction commences at various points within the bleb,
the cavities (^ g{) first formed are small, and separated from

each other b}^ cellular shreds that

are elongated and distorted in

various ways.
Phlegmon or phlegmonous

inflammation of the skin (some-
times called cellulitis) is usually
caused by the Streptococcus pyo-
genes. Its favourite seat is in

the subcutaneous tissue (Fig.
278 d) whence it extends towards
the surface, and issues in sup-

puration. The corium is more
or less densely infiltrated with
cells (e). When the skin becomes
swollen by the accompanying
oedema the epidermis at certain

points is sometimes raised en

masse., and sub-epidermal bullae

(/) are thus produced.
Phlegmonous inflammation

involving the fingers is spoken
of as whitlo'w or felon (^panar-
itium cutaneum and subcutaneu7n,
or p)aronychia tendinosa') .

Where the epidermis is thin,

the skin is usually reddened and
often shining, especially when
the corium is the seat of the in-

flammation, the process thus re-

sembling erysipelas in its general
course and appearance.

In mild cases the phlegmonous
inflammation undergoes resolu-

tion and the exudation is ab-

sorbed ; but as a rule suppura-
tion takes place at some points,
and gangrenous necrosis of the

skin itself, or of underljdng
structures such as fasciae, is not

uncommon. Superficial or deep
abscesses containing necrotic

shreds and sloughs, and sometimes foetid pus, are thus produced,
and these by and by rupture outwards. By direct extension the

destructive process may extend laterally and vertically, and ulti-

FiG. 278. Phlegmon of the subcu-
taneous TJSSUE, WITH AN OEDEMA-
TOUS BULLA.

(Preparation hardened in 31ii lie?''s fluid,
stained with haeniatoxylin and eosin,
and mounted in Canada balsam:
X 30)

a corium h epidermis
c inflamed and infiltrated adipose layer
d collection of pus
e cellular infiltration of the corium

/ sub-epidermal oedematous bulla
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mately lead to lynipliangitis, lymphadenitis, and pyaemia. In

favourable cases however the purulent infiltration and suppura-
tion are limited by the development of granulations and cicatri-

cial tissue in the wall of the abscess. Evacuation of the abscess

is followed by extrusion of the dead tissue, the inhltration per-

vading the living tissue is re-absorbed, and cicatrisation takes

place.
154. Acne is the general name given to localised inflamma-

tions surrounding the hair-follicles and the associated sebaceous

glands. It gives rise to small red nodules or pimples, in which

may be noticed the dark head of a comedo, or a minute collection

of pus.
The tissue around the hair-follicle and sebaceous gland may

be simply hyperaemic and infiltrated with cells, or it may undergo
partial suppuration, and according to the variations in the severity
of the process the forms acne induraia^ acne punctata^ and acne

pustulosa are distinguished. Ultimately however tlie sebaceous

gland, and sometimes the hair-follicle also, are destroyed by sup-

puration.
Acne mentagra (sycosis simplex oy folliculitis barbae^ is a sup-

purative intlanunation of the hair-follicle and the tissue about it.

It gives rise to papules and pustules, many of which are perfo-
rated by hairs. The parts affected are those adjacent to the 'hairy
portions of the l)ody, especially the beard..

Parasitic sycosis resembles acne mentagra in its ajjpearance,
but it is said to be due to the invasion of a filamentous or mycelial
fungus (Art. 161).

Boils or furunculi are due to inflammation of the tissue sur-

rounding a sebaceous gland, hair-follicle, or sweat-gland, being
distinguished from the pimples or pustules of acne by the much
greater extent and intensity of the inflammation. A hard some-
what large dark-red swelling is at first produced, and this pres-

ently encloses in its centre a ' core
'

or slough of necrosed tissue :

as the tissue around it suppurates the core is loosened, and ulti-

mately cast off when the boil 'breaks.'

Carbuncle or simple anthrax resembles a boil in many re-

spects ; but it extends over a greater area, and gives rise to a firm

livid swelling which may reach the size of the palm of the hand or

more. The affected skin usually necroses, and is transformed into

a dark livid pulp or a continuous slough. Necrosis and suppuration
also ensue in the deeper j^ortions of the tissue, the pus breaking
through at various points. The slougliing mass is ultimately loos-

ened and cast off, and an open granulating wound is left.

The pus from the pimples of acne, boils, and carbuncles usually
contain staphylococci.

Small i:)ustular abscesses resembling those of acne may develope around the

sweat-glauds : the process is sometimes referred to as hidroadenitis. See
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Verneuil: Phlegmonous hidroadeiiitis A. gen. de me'd. 1864; Pollitzer :

Suppurative hidroadeiiitis Monalsh. f. prakt. Derm. Hamburg 1892
;
Petersen :

Affections of the sweat-glands .4. /. Derm, xxv 1893; Dubreuilh : Suppura-
tive hidroadenitis A . de me'd. exp. v 1893.

155. Malignant pustule oi specific anthrax is a cutaneous
affection caused by the invasion of the Bacillus anthracis, and ap-

pears from one to fourteen days after infection. The infection

{Pustule ten days old from the arm of a man : preparation hardened in alcohol, stained
with gentian-violet, iodine, and vesuvin, and mounted in Canada balsa^n : X 35)

e deeper layers of the corium traversed

by strings of cells

/ corium containing bacilli and leucocytes
g blood-stained exudation on the surface,

containing bacilli

a epidermis
b corium
c ©edematous and swollen papillae infil-

trated with inflammatory exudation
and containing bacilli

d surface of the corium infiltrated with
cells and containiug bacilli

h hair-follicle

i coiled tubules of sweat-glands

starts in some slight wound, such as the sting of an insect. In

most cases at the seat of inoculation a boil is formed, varying from
six millimetres to several centimetres in diameter, and rising
above the surface as a rcmnded or flattened swelling (Fig. 279).
It is red or yellowish-red in colour, and after a time vesicles are

often formed on its surface, and a clear or blood-stained liquid {g)

may exude when the ejjidermis is partially exfoliated. As the
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exudation dries crusts are formed, and these, if they lie over the

centre of the swelling, occasionally cause it to appear depressed
or umbilicated, the margin rising like a rampart round the boil.

The tissue adjoining the pustule is in some cases but slightly
altered, in others it is reddened and swollen or studded with small

yellowish or livid vesicles (Koch). When the process remains
local the pustule becomes a gangrenous slough and is cast off, but
if general infection by way of the blood takes place the affection is

fatal. In rare cases local inoculation is followed at once by intense

and wide-spread oedematous swelling, no pustule or other circum-
scribed elevation being formed.

Within a mature pustule of anthrax (Fig. 279) the papillary

layer and the corium are beset with bacilli (c df^ and infiltrated

with cellular ((?/) and serous (<?) exudations. The liquid exu-

dation, containing blood and bacilli, is found chiefly about the

papillary layer (c), and as the epidermis exfoliates transudes to

the surface; the cellular infiltration (cZ) is densest in the deeper
layers. When vesicles are formed the epidermis over the oede-

matous and swollen papillae is raised by the exudation.

In very rare cases (Weigert, Waldeyer) the bacilli are

conveyed from the pustule to other parts of the skin, and give
rise to red spots, papules, and vesicles.

Inflammations of the skin resembling that due to anthrax are

occasionally set up by the invasion of pyogenic micrococci, the
affection starting from some small wound of the surface.

Hospital gangrene or phagedaena Qgangraeiia nosocomi-

alis^ is a traumatic infective disease which may attack any
wound, but is most apt to occur in connexion with minor surface

wounds, like those due to cujDping or leech-bites. The infected

wound assumes a dirty-yellow or grey tint and becomes gangre-
nous. When it contains granulations they become discoloured
and change into a yellowish creamy pulp which speedily breaks
down and liquefies, and the wound secretes a putrid serous or

sanious liquid.
Decubital gangrene, or gangrenous bed-sore, is a progressive

gangrenous necrosis of tlie integument, which occurs in emaciated

patients whose circulation is enfeebled by oligaemia and cardiac
weakness. Sliglit j^ressure is therefore enough to cause necrosis

of the skin. The affected parts are livid or black, and under the
influence of septic micro-organisms become putrid and break
down. The commonest sites of such bed-sores are over the

sacrum, great trochanters, and heels. They are often not limited
to the skin, but extend to the deejjer soft parts and even to the
bones.

Perforating ulcer of the foot (malum perforans pedis} is

a peculiar afl'ection of the foot which begins with the formation
of an induration, beneath which a deeply penetrating ulcer is

rapidly produced, at whose base even the bone may become
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inflamed and necrotic. Many writers (Duplay, Morat,
ScHWUMMER, PiTRES, Vaillard) regard the affection as a tro-

pho-neurotic form of inflammation. It is however beyond doubt
that simple mechanical injury, from pressure, friction, etc., is cap-
able of producing it, and accordingly it occurs most frequently
in parts that are subjected to pressure. The supervention of

ulceration is favoured by the deficient nutrition of the tissues of

the foot resulting from sclerosis and atheroma of its arteries, or

it may be in certain cases from disorder of its innervation.

Tropical ulcer, Penjdeh boil, or oriental sore (Heydenreich : Das
Femle'scJie Geschwiir St Petersburg 1888, reviewed in Centralhl.f. Balteriologie
V 1889), is a cutaneous affection that under various local names is endemic in

sub-tropical countries. It begins as an eruption of single or multiple papules
and pustules, which break down into ulcers varying in size from that of a pea
to that of a plum, or even larger. They usually heal, leaving behind a super-
ficial scar. According to Heydenreich, the exciting cause is a capsulated
micrococcus.

Ainhum (da Silva Lima : Arch, of Derm, vi 1888) is a peculiar disease

of the toes to which negroes of African descent are liable. An encircling con-

striction appears at the level of the digito-plantar fold of the fifth or some-
times of the fourth toe, while the toe itself swells, and after a time its surface

becomes raw and scaly. Ultimately the toe drops off by spontaneous amputa-
tion. The cause of the disease is unknown.

References on Perforating Ulcer of the Foot and Gangrene of

the Skin.

DocTRELEPOXT : Acute multiple gangrene of the skin A. f. Deinn. xiii 1886,
A . f. Derm, xxii 1890

Duplay: Perforating ulcer ^Irch. gen. de me'd. i 1873, and Journ. de med. et

chir. prat. 46 1875
Fisher : idem A. f. klm. Chir. xviri 1875
Lagraxge: Multiple origin of perforating ulcer Semaine me'd. no. 48 1886
Morat and Duplay: .4. gen. de med. i 1873
PiTREs and Vaillard : Xervous changes in perforating ulcer .4. de physiol. v

1885
Savory and Butlin : Perforating ulcer Med.-chir. Trans, lxii London 1879

(with references)
Schwimmer : Chronic skin affections Ziemssen's Handh. d. spec. Path, xiv

156. Ulcers of the skin. A cutaneous ulcer is an open
wound involving loss of substance in the cutis, the tissues of its

floor and margins being infiltrated with inflammatory products
and undergoing progressive molecular disintegration.

Ulcers are the result of necrosis befalling a portion of skin

which has been previously infiltrated with inflammatory products.
The progressive disintegration of tissue and the consequent en-

largement of the ulcer depend either on some morbid predispo-
sition in the tissue itself, or on tlie nature and mode of action of

the injurious agent which sets up the inflammation. Examples
of both these varieties of ulcer have been described in the pre-
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ceding paragraphs, and will have again to be considered under
the heads of tuberculosis, leprosy, and sj^philis. Two special
forms of ulceration of the skin must however be here referred

to— the varicose and the venereal.

The varicose ulcer is primarily due to local venous engorge-
ment, leading to dilatation of the cutaneous veins and oedema-
tous infiltration of the tissues. The engorged skin becomes very
susceptible to injury, comparatively slight scratches and wounds

sufficing to induce cellular infiltration, suppuration, and necrosis.

Ulcers are thus protluced whicli, though they granulate readily,
do not heal so long as the exciting cause persists. Not only does
the granulating surface fail to ' skin over,' but it often continues
to extend more and more widely, till in some cases it reaches an
enormous size.

The surrounding fibrous tissue becomes thickened in conse-

quence of the long-standing oedema and the formation of new
connective tissue, and so assumes a brawny or callous appearance.
The granulations exhibit no special characters when examined
under the microscope, and may be either scanty or exuberant

('proud flesh').
The epidermis bordering on the granulations, and covering

them over along a narrow marginal zone, often thrusts in pro-

longations and offshoots into the midst of them, but does not
advance in the normal manner over their surface. The tissues

around and underlying the ulcer usually exhibit changes due to

persistent engorgement, such as cyanotic discoloration, desquama-
tion of the epidermis, dilated veins, oedematous infiltration, etc.

The most common site of these ulcers is on the leg.
The venereal ulcer or soft chancre (chancroid, ulcus molle)

is a contagious local affection of venereal origin, and therefore

usually situated on the genitals. It begins some twenty-four
hours after infection as a vesicle or pustule, Avhich rapidly becomes
an ulcer ^^ith a yellowish base and a reddened border. It extends

by the progressive molecular disintegration of the marginal tissue.

The edges and floor of the ulcer are very thickly infiltrated with

cells, and these as they near the surface pass through successive

stages of degeneration and decay, and at length form a superficial

layer of structureless detritus. A soft chancre may give rise to

lymphangitis and lymphadenitis (bubo), but not to sypliilitic in-

fection. According to Kkefting, Ducrey, Petersen, Mermel,
and Spietschka, it is probable that the soft chancre is due to a

bacillus, though it also contains pyogenic micrococci, and non-

syphilitic bubos seem indeed to be mainly due to these latter

organisms.
When a patient is infected simultaneously with the venereal

poison of soft chancre and with syphilis, the base of the soft

chancre becomes indurated in the third or fourth Aveek after infec-

tion, and the soft chancre is thus converted into a hard chancre
2m
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(ulcus i7iduratum) . If the soft chancre has by this time already
healed, the induration characteristic of syphilis appears in the

cicatrix.

References on Soft Chancre.

Bender: Cent. f. Bal'teriologie in 1888
DuCREY : Experimental researches Monatsh. f. prakt. Derm, ix Hamburg 1889,

and Compte rendu du congr. intemut. de dermatologie Paris 1890.
Finger: Ditferentiatioii from the initial sclerosis of syphilis V. f. Derm. 1885
IvREFTiNG : Bacteriology of ulcus molle A. f. Derm. 1892
Lang : Das venerische Geschwilr Wiesbaden 1887
Mermel: The microbe of soft chancre ^-1. r/cn. de mal. 1893
Petersen: Bacilli of ulcus molle Cent. f. Bakteriologie xiii, and A. f. Derm.

XXIX 1894
Spietschka : Aetiology of venereal bubo A.f. Derm, xxviii 1894

157. The granuloniata affecting the skin are chiefly due to

known infections, such as tuberculosis, syphilis, leprosy, and rhi-

noscleroma, though forms are occasionally met with whose cause

is unknown. Some of tliese develope in connexion with trau-

matic injuries, others without any apparent external cause.

Traumatic granuloniata start from various kinds of wounds,
often of a trifling character, and take the form of papillomatous
or fungating soft red growths, composed of granulation-tissue

abounding in vessels and cells. Whether the growths are due to

something special in the mode of irritation, or in the tissue itself,

is not known. In adults they are commonest about the head: in

new-born infants they not infrequently develope in the course of

the first week about the umbilical stump, where they appear as

small deep-red nodules which are sometimes as large as a pea.

According to KtJSTNER these growths in rare cases enclose gland-
ular tubules, similar in structure to those of the intestine, and

probably derived from remnants of the omphalo-mesenteric duet.

Papillomatous dermatitis of the scalp (Kaposi) or sycosis
framboesiformis (Hebra) is a granulomatous growth giving rise

to firm red superficial tuberous and raspberry-like excrescences

(framboesia non-syphUitica)., that are usually well covered with

epidermis, though here and there they are moist or encrusted with
scabs. They are seated most frequently on the back of the head
and neck, and measure from 0-5 to 3 centimetres across at the

base ; when numerous they sometimes become confluent. The

exciting cause is unknown. In histological structure they re-

semble tropical framboesia or yavrs, an endemic contagious dis-

ease of the skin prevalent on the western coast of Africa, in

Senegal, on the Congo, in the ^Nlalay Archipelago, and in South
America.

Granuloma fungoides (mycosis fungoides (Alibert) or papil-
loma areo-elevatum) is a peculiar and rare cutaneous affection,

taking the form of weeping and scaly eczematoid infiltrated
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patches as large as the hand, or of papillomatous and nodular

granulomatous growths from the size of a pea to that of a pigeon's

egg. The growths may appear on any part of the body, and

undergo ulceration, or heal up leaving patches of pigmentation.

Tliey are sometimes associated with swellings of the lymph-glands.
The affection is accompanied by itching of the skin, and after a

duration of some years it terminates fatally from general maras-
mus. Its aetiology is unknown.

Rhinoscleroma is a rare tumour-like granuloma due to a

specific bacillus : it affects the skin of the nose, the fauces, and
the larynx. On the nose it forms hard greyish-red nodes covered
with normal epidermis ;

in the mucous membrane of the naso-

pharynx and larynx the growtiis are flat, becoming puckered and
shrunken as they cicatrise. The nodes are composed of highly-
cellular granulation-tissue, extending into the adjacent structures

in the form of rounded or elongated offshoots. In some places
the tissue contains vacuolated cells and hyaline bodies.

References on Rhinoscleroma and its Bacillus.

Alvarez : Pathology of rhinoscleroma A. de physiol. vii 1886
Bender: Report on its aetiology Cent./. Bakteriologie i 1887
Chiari : Laryngeal stenosis etc. Wien. med. Jalirh. 1882, Prager Z. f. Heilk. vi

1885
CoRNiL : Lecons professc'es pendant Vannee 1883-84 Paris 1885 (1st half-year),

and Journ. d. connaissances med. viii 1886
CoRNiL and Alvarez : History A. de physiol. vi 1885
DiTTRiCH : Rhinoscleroma Prayer Z.f.' Heilk. viii 1887; Aetiology Cent. f.

Bakteriologie v 1889
VON Frisch : Aetiology Wien. med. Woch. xxxii 1882
Jaffixger : Das Sklerom d. Schleimhnut d. Nase etc. Vienna 1892
Kobner: Vereinf. inn. Med. Berlin 1885
Lang: Rhinoscleroma Wien. med. Woch. xxxiii 1883
MiBELLi: Histology Alonat.ih. f. prrikt. Derm, viii 1889
Mikulicz: Rhinoscleroma A. f. klin. Chir. xx 1876
NiKiFOROFF : idem A. f. exp. Path, xxiv 1888
Paltauf : Aetiology Wien. klin. Woch. 1891, 1892
Pawlowsky: Aetiology Cent. f. ally. Path, i (p. 601)
Payne and Semon : Case Trans. Path. Soc. xxxvi London 1884
Pellizzari : 11 rinoscleroma Florence 1883
Stepaxow : Inoculation experiments Cent. f. Bakteriologie v 1889; Aetiology

Monatsschr. f. Ohrenheilk. 1893
Wolkowitsch: Histology and parasitic origin Cent./, med. Wiss. xxiv 1886;

Rhinoscleroma A.f. klin. Chir. xxxviii 1889
Zagari : Aetiological researches Giorn. internaz. d. scienze med. xi Naples 1889
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Alibert : Monoyraphie des dermatoses Paris 1835

AuspiTz, HociisiNGEK, and Schiff : V. f. Derm. 1885
DoNiTz and Lassar: Mycosis fungoides V. A. 116 1889
DuHRiNG : Funcoid neoplasm .1 rch. of Derm, v Philadelphia 1879
Geber : D. A.f. klin. Med. 1878
Hammer : Gerhardt and Muller's Mittheil. med. Klin, zu Wurzburg ii Wiesbaden
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Hebra, H. : V.f. Derm. II 1875
Kaposi : Mycosis fungoides Wie7i. nied. Woch. 1887
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1886
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References on Papillomatous Dermatitis of the Scalp.

Baker : Trans. Path. Soc. London 1882

Hebra, H. : V.f Derm, ii 1875
KoHN : .1 . /. Derm, i 1869
Verite, A. : Acad, de med. 9 May Paris 1882
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KtJSTER : A.f. klin. Chir. xvi 1874
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Weber, F. : Beitr. zur path. Anat. der Neugehornen iii Kiel 1851-3

158. Tuberculosis of the skin usually appears in the form
of superficial ulcers on parts near orifices that are covered with
mucous membrane, in other words about the head, the genitals,
and the anus

; they are rarely met with in other portions of the

body. The ulcers are round or oval, their margins somewhat
infiltrated and sinuous, and their bases and the adjacent tissue

beset with nodular granulations.
A second form, formerly described as scrofulodermia, begins

with the formation of circumscribed and isolated nodular granu-
lomatous deposits seated chiefly in the subcutaneous connective

tissue, and giving rise to swelling and lividity of the skin. These
break through and discharge a thin yellowish-white liquid, and
leave behind ulcers with livid undermined borders, and floors

covered over with thin granulations and necrotic detritus. This
form occurs chiefly in children as an accompaniment of wide-

spread chronic tuberculosis (scrofula) of different organs, the

tuberculous eruption, caseation, and destruction of tissue often

starting in the lymph-glands. The commonest seat of the affec-

tion is about the face and in the cervical and nuchal regions.

Lupus vulgaris is a form of primary cutaneous tuberculosis,

starting at one point, or in rare cases at more than one. It is

accompanied or followed by tuberculosis of other organs, and
occurs chiefly in children of from three to ten years of age. The
affection usually attacks the face (Fig. 280) or the limbs ;

it sel-

dom beofins on the trunk.

The process consists essentially in the formation of vascular

and non-vascular granulomatous nodes (Fig. 281 d g), often ex-

actly resembling typical tubercles, and containing bacilli. The
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nodes may break down and disappear by resorption, though as

they soften the sub-epidernial foci often rupture through the skin

(^), and give rise to suppurating ulcers which become covered
over with crusts. Diffuse infiltration and fibrous hyperplasia
generally take place between the nodes, or exuberant granulations
grow up and protrude above the surface of the skin. Ingrowths
of epidermis penetrating between the proliferous granulations (A)
give the structure an appearance not unlike that of carcinoma.

From the outset or during the progress of the disease, which
extends radially from the starting point, red and yellowish-brown
smooth or scaly spots (lupus maculosus^ appear over the deeper-

lying nodes, and these

^^..js readily give way when
pressed upon with a

probe. When the nodes
lie close together, brown-
ish-red or brownish-yel-
low spots are formed
and afterwards sink in

as the central portions
of the nodes are re-

absorbed. The surface

at the same time be-

comes smooth owing to

the destruction of the

papillae, and the epi-
dermis becomes fissured

and exfoliates (lupus
exfoliativus^ . As the

tissue disintegrates ul-

cers are produced and
become covered over
with pus and crusts

(lupus exulcerans or

exedens'). In other

cases smooth radiating

scars appear in the cen-

tre of the patch, while
the process extends at the margins (lupus serpiginosus^. Warty
or papillomatous excrescences (lupus framboesioides, papillaris,

verrucosus), or tuberous growths (lupus tuberosus, nodosus, hyper-
tropliicus, tumidus}, may develope beneath the epidermis or on the
floors of the ulcers, the protuberances being generally covered
over with crusts or epidermal scales. These changes usually
give rise in the course of years to very extensive destruction,
which in the face, for example (Fig. 280), produces extreme de-

formity and disfigurement. The nose, the lips, and the eye-lids

may be nearly destroyed, and are generally much distorted by

Fig. 1^80. Hypkutrophic lupus of the face.

{From a photograph by Demme of Berne)
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tlie cicatrices. On the limbs thickenings similar to those of

acquired elephantiasis are not uncommon. They consist of newly-
formed connective tissue, granulomatous nodes, and necrotic tis-

sue, and are usually beset Avith brown tuberosities or papilloma-
tous growths, whose surface is moist or scaly and crusty.

Cadaveric or necrogenous "warts are due to tuberculous inoc-

ulation of the skin ; they are most apt to affect anatomists and

dissecting-room attendants, and arise from inflammatory over-

growth of the papillary layer, with the formation of tubercles

therein, and simultaneous h3'pertrophy of the epidermis. This is

one of the forms of traumatic tuberculosis, and is analogous to

the other varieties produced in the skin and subcutaneous tissue

(

r
f^'

e~

.i^.
'iz£r:\

Fig. 281. Patch of lupus vulgaris.

{Ccumiine preparation : X 25)

a normal epidermis e non-vascular nodule
b normal cutis with sweat-gland i f strings of cells

c focus of lupus-tissue . ff lupous ulcer

d vascular nodule surrounded by diffuse h proliferous epidermis
cellular infiltration i sweat-gland

by inoculation of the tuberculous virus, such as that sometimes

developed in the lobes of the ears after they have been pierced
for ear-rings. Pyogenic infection is liable to take place at the

same time or subsequently, and give rise to pustular eruptions or

to deep-seated purulent inflammation and lymphangitis. The
result is an affection intermediate in character between supj^ura-

tion and tuberculous disease.

When the tuberculous foci in the skin do not disintegrate and

break down, large tumour-like nodes are apt to develope from

them. Small cutaneous tubercles sometimes assume the appear-
ance of lichen (Art. 152).
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patches) Berl. liin. Woch. 1883
Pick: Tuberculous diseases of the skin Prager med. Woch. xiv 1889
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§'^
'w

:<y"^

&' r.

m^

159. The initial manifes-

tation of syphilis in the skin

makes its appearance ten to

thirty days after infection in

the form of a sharply-defined
resistent induration, within

which the tissue is infiltrated

with numerous small round-
cells (Fig. 282 a), interspersed
at times with large epithelioid
cells (^) and multinuclear

giant-cells (c). This indurated

sore is called the initial scler-

osis of syphilis (true Hunte-
rian chancre or syphilitic

induration).
Sometimes the initial scler-

osis appears as a papule over which the epidermis speedily

desquamates ;
but more frequently it has the appearance of a flat

parchment-like disc, or is rounded, bean-shaped, or cylindrical in

Fig. 282. Initial sclerosis of syphilis.

{Preparation stained ivith alum-caj-niine :

X 350)

a infiltrated round-cells
6 large uniclear formative cells

c multinuclear formative cells
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form. After some weeks the sclerosis generally disappears, and
in some cases leaves behind it a persistent scar-like induration :

more frequently however the epidermis exfoliates and the super-
ficial layers of the ccniuni Ijreak down, leaving an erosion that be-

comes an ulcer or hard chancre. In rare cases a vesicle is formed,
which afterwards bursts and leaves behind it an ulcerous sore.

The size of the ulcer with its indurated base varies in different

cases, depending chiefly on its situation and surroundings ; these

are often such as to intensify the lesion and increase the amount
of inflammation and ulceration. Tlie surface of the ulcer secretes

thin pus and at times casts off sloughs of necrotic tissue. The
floor rarely granulates freely, but now and again papillomatous

outgrowths arise from it (venereal papilloma). Under suitable

treatment the ulcers generally heal, but some induration usually

persists for a long while in the scar.

When the initial manifestation takes the form of a papule,
a prominent nodule is produced varying in size from that of a

grain of barley to that of a pea, and dusky blue to pale red in

colour. This increases in size, remaining rounded or becominsf
more flattened as it spreads, but still raised slightly above the

surface. On dry parts of the body the epidermis desquamates
and the surface of the papule becomes crusted over

;
on the moist

parts it 'weeps.' Ulcers are ultimately formed by disintegration
of the tissue. Resolution may take place by resorption of the in-

flltration, and pigmented spots and scars, or occasionally small firm

pale papules having the colour of the skin (Lang), remain behind.

The cutaneous eruptions or syphilides resulting from the

dissemination within the body of the syphilitic virus may appear
on any part of its surface, though they generally show first on
the trunk, and afterwards on the face and limbs. They usually
take the form of roseolar spots, papules, pustules, and superficial
or deep-seated gummata; in rare cases pigmented and scaly spots

appear without any antecedent eruption (Lang).
Syphilitic roseola appears most frequently on the trunk, but

it sometimes spreads over the entire surface of the body, and con-

sists of slightly-raised spots (maculo-papular syphilide), varying
from the size of a pea to that of a finger-nail. The tissue within

these spots is infiltrated and its cells are proliferous. In one

or two weeks the eruption becomes dirty-brown or grey in colour,

and usually disappears in three or four weeks.

The papular syphilide begins as an eruption of red specks
from the size of a pin's head to that of a lentil, upon which pap-
ules arise varying in size from that of a millet-seed to that of

a pea, and pointed, rounded, or flattened in shape. The eruption
is distinguished, according to the size of the papules, as a small-

papular (miliary) or large-papular (lenticular) syphilide. The
first looks very like lichen ruber, and is therefore described as

lichen sypldliticus. The tissue within the papules is infiltrated



ART. 159] SYPHILIDES 537

with exudation (Fig. 270) and is in process of proliferation ;

giant-cells are sometimes developed in it.

The papules rising from di\y surfaces are red, bluish, or brown,
or differ in colour but little from the surrounding skin

;
as they

fade they become covered with desquamated epidermal scales.

They sometimes leave behind brown or grey pigmented spots,
which afterwards grow paler and sometimes lose their pigment
entirely. In certain cases vesicles and pustules supervene on the

papules (vesicular syphilide, herpes syphiliticus or impetigo syphi-

litica), and as they dry up form scabs. On the palmar and

plantar surfaces the paj^ules as a rule remain flattened, becoming
thickly covered, as the eruption declines, with membranous epi-
dermal scales (^psoriasis palmaris et plantaris syphilitica').

a
b

c

d
e

f

Fig. 283. Pustular syphilide (infantile syphilitic pemphigus)

(Section through the margin of a bleb ; haematoxylin stciini7ig : x 200)

ffnormal horny layer of the epidermis
normal rete Malpighii '

coriura
swollen and desquamating horny layer
swollen cells of the rete Malpighii
vacuolated epidermal cells

remnants of the rete Malpighii com-
pressed by the contents of the bleb

h bleb produced by the destruction
of the deeper layers of the rete

Malpighii
i granulations arising from the cutis

In parts that from their position are always kept more or less

moist, the syi^hilitic papules generally become exuberant, and
form the broad flattened elevations known as mucous patches
{condylomata lata or flat papules). The exudation intiltrating
the tissue usually oozes through to the surface (Fig. 270 / A),
and causes it to 'weep.' At the same time the superficial layers
of epidermis become swollen (^d g) and macerated. The patches
are soft and more or less reddened or bluish in tint, and those

lying near each other sometimes coalesce and ulcerate.
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The pustular syphilide is due to the formation of pus be-

neath the horny layer of the epidermis, or to suppuration of

the infiltrated tissue of the papules. In the former condition

(Fig. 283 A) the papillary layer is exposed when the pustule

separates, its tissue being infiltrated with liquid or covered with

granulations (z). When the papillary layer and the corium are

destroyed, the removal of the pustule, or of the crust formed
from it as it dries, reveals a deep or shallow ulcer, which can

heal only by the formation of a depressed cicatrix. In rare

cases exuberant papillomatous growths appear on the floor of the

ulcer (^framboesia syphilitica).
The syphilitic pustule sometimes becomes umbilicated, and

thus has arisen the term variola si/philitica or great-pox. When
a number of pustules are clustered round a hair-follicle tlie condi-

tion is called acne syphilitica. Large pustules are often referred

to as pemphigus syphiliticus, and still larger ones, each covered

with a dirty crust, as rupia syphilitica.
The small-pustular syphilides, like the small-papular variety,

are apt to be widely spread over the body, and appear at various

stages of the disease. The rupial form, in which isolated pustules

may grow to the size of a silver crown-piece or dollar, is associated

with the tertiary stage. The rupial pustule tends to dry into a

crust, beneath which the formation of pus goes on ; this pus again

dries, and so the size of the crust steadily increases. A depressed
scar is left when the process comes to an end.

Gummata of the skin are similar in appearance to the initial

sclerosis of syphilis, and form small rounded or flattened nodes,

sharply defined, and of a dull-red or purplish colour. After

existing for a while they disappear, leaving behind an atropine

glistening scar, or break down and form gummatous ulcers with

infiltrated floors. As these heal they leave glistening white scars

surrounded by a pigmented zone. Such ulcerating nodes not

infrequently appear in large numbers, and sometimes become con-

fluent. Papillomatous growths may arise from the floors of the

ulcers {framhoesia syphilitica'). In the course of months or years

large areas of the skin may thus be invaded, by the successive

formation of fresh nodes and cicatrices. When an ulcer heals at

one side while the other side advances, it takes a reniform or cres-

centic shape {ulcus serpiginosum) .

In rare cases diffuse gummatous infiltrations covered with

scales and scabs are formed : these ulcerate here and there, leaving
indurated scars as they heal.

Gummata of the subcutaneous connective tissue take the form

of nodes from the size of a bean to that of the fist, which after

some considerable time soften and disappear by resorption, leaving
a thin and puckered area on the overlying skin. Sometimes the

nodes undergo partial caseation and calcification, or rupture exter-

nally, forming an ulcer with thickened and undermined edges,
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and an indurated floor covered with necrotic shreds. When the
ulcer is cleansed of dead tissue and detritus it heals by cicatrisa-

tion. In severe cases such ulcers may be numerous and cause

deep and wide-spread loss of tissue. The forehead, back of the

neck, scapular region, and leg are the. favourite seats. Cutaneous

gummata generally accompany the later stages of syphilis, and

accordingly seldom appear at the same time as the papular and

pustular syphilides.

References on Sf/j^hilides.

Campana : Dei morhi sifiliticl e venerei Genoa 1889 [1873-75
Kaposi: Die Si/philis der Haul unci der angrenzenden Schleimhdute Vienna
Lang, E. : Vorlesungen uher Path. u. Therap. d. Syphilis i Wiesbaden 1884

(with references)
LewIN : Clavi syphilitici (callosities) A.f, Derm, xxv 1893 (with references)
Michelson: Lichen syphiliticus I'. A. 118 1889
Neumann : Histological changes in cutaneous syphilis F. /. Derm. 1885
Tommasoli and Unna : Syphilides Dermatol. Stiidien ii Hamburg 1890

Fig. 284. Leontiasis lepeosa.

{After G. Minch : /ro??! his Russian work on "
Leprosy in Southern Russia")
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160. Leprosy affects chiefly the skin of the face (Fig. 284).
the extensor surfaces of the knees and elbows, and the hands and
feet (Fig. 285). It begins with an eruption of red spots, which
either disappear and leave behind pigmented specks, or rise into
nodes and tuberous swellings of a brownish-red colour (lepra
tuherosa^ tuhercularis, or nodosa). Bullae are occasionally formed.

The exciting cause of all these changes is the

lodgment and growth in the skin of the Bacil-
lus leprae.

i'he nodes either remain unaltered for

many months, or increase in size and coalesce

into bulky protuberances (elephantiasis grae-
corum, fades leontina^ Fig. 284). New nodes

appear from time to time, preceded by ery-

sipelatoid reddening and swelling of the skin.

The peripheral nerves are aj^t to be involved,

leading to atrophic conditions of the skin
manifested by the appearance of wliite and
brown stains (lepra maculosa, morpJioea nigra
et alba). Once cutaneous sensibility is lost

the patient often injures himself unwittingly,
and thus in tlie later stages ulceration is apt
to be set up, and extending deeply into the

tissue may bring about the loss of entire pha-
langes (lepra mutilans, Fig. 285).

The multiplication of the specific bacilli

leads to the formation of cellular

or fibro-cellular nodes and strands

(Fig. 286dfgh), and these to

thickening of the skin. They de-

velope with especial frequency in

the neighbourhood of the hair-fol-

licles (d), and in the ducts (/) and
coiled tubules (g) of the sweat-

glands, though svich a distribution

cannot be made out in the case of

all the cellular nodes (7<) and strands.

The bacilli lie for the most part Avithin the proliferous con-

nective-tissue cells, and there accumulate in large numbers.

According to TouTOX and Unna the bacilli may pass into the

hair-follicles and sweat-glands, and thence reach the surface.

Fig. 285. Ulcerous leprosy (lepra
mutilans) of the leg and foot.

{After G. Minch)

References on Outaneous Leprosy.

Babes : Seat of the bacilli in the tissues ^4. de physiol. ii 1883
DouTRELEPONT : Pathology of leprosy Verhandl. d. deutschen dermat. Gesellsch.

Vienna 1892
Fox and Faiiquhak : Endemic skin diseases of India London 1876
Gerlacii : Relation of macular to anaesthetic leprosy V. A. 125 1891
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Hansen, A.: Bacillus leprae Quart. J. min-oi^c. science xx 1880; V. A. 79, 80,

lU, 1-20 1880-1890
HiLLis : Leprosy in JJ/itigh Guiana London 1881
Kobner: V-f. Derm, iii 1876
KuHNE : Morbid anatomy Munatsh. f. prakt. Derm, iii (supplement) Hamburg

1887
MiNCii : Prolaza na yuge Rossii (Leprosy in Southern Russia) Kiev 1884-86

iy»W^^

3 imp:im^i^.:^
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Fig. 28G. Leprous node of the skin.

(Preparation hardened in alcohol, stained with fuchsin and methylene-hlue ,
and mounted

in Canada balsam : X 32)

a epidermis / leprous iiifiltration surrounding it

6 cerium g leprous infiltration round the coils of

c hair-follicle the sweat-glands
d leprous deposit in the neighbourhood h leprous deposits in no ajjparent relation

of the hair-follicle to any of the cutaneous structures
e duct of sweat-gland i colonies of bacilli

Neisser : Histology V. A. 10:3 1886; Ziemssen's Handh. d. spec. Path, xiv
Piiilippson: Histology of hyperaemic spots in tubercular leprosy V. A. 132

1893
Ramon y Ca.ial: Giant-cells Gaceta sanit. <!e Barcelona ii 1890
RiCKLi: Morbid anatomy V. A. iL'!) 1892
SuDAKEWiTSCH : Morbid anatomy Zier/ler's Beitrdge ii 1887
TouTON : Bacilli in cutaneous leprosy V. A. 104 1886
Unna : Monatsh. f. prakt. Derm, (supplement) 1885, DermntoJ. Studien i Ham-

burg 1886, V. A. 103 1886, D. med. Woch. 1886
WoLTERS : Summary of researches Cent.f. Bakieriologie xiii 1893
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Grianders of the skin begins, in case the infection starts in a

cutaneous wound, witli an inflammatory swelling which is soon

followed by the formation of an ulcer. These ulcers secrete thin

pus and have ragged and eroded edges. Dissemination of the

Bacillus mallei by way of the lym[)h-channels induces wide-

spread erysipelatoid and phlegmonous inflammation, with the

formation of pustules and ulcers. When the blood becomes in-

fected (Bollinger, Plttz) the eruption takes the form of red

spots and pock-like pustules, or at times of large pemphigoid
blebs, which rupture and discharge viscid, bloody, and often

foul-smelling pus. In other cases large boil-like swellings and
abscesses are formed, which rupture and leave behind deep and

ragged ulcers with suppurating edges. In some cases all these

varieties of inflammation appear together, and so extensively

(Bollinger) that hardly any part of the body remains un-

affected.

Glanders either runs an acute course of two to four weeks, or

a chronic one of two to six months or more ; thus an acute and a

chronic form are recognised, tlie latter being sometimes distin-

guished as farcy.

Refereyices on Cutaneous Crla)iders.

Glaser: Glanders in man Jnaitr/. Diss. Rreslau 1876
Hartgk : Moist glanders St Pctershurg. nifid. Wuc/i. 1890
Jakowski : Chronic glanders Z.f. klin. Med. xvii 1891
Kernig: Chronic glanders Z.f. klin. Med. xiii 1887
LoFFLER : Aetiology Arbeiten a. d. k. k. Gesundlieitsamte i 1886

161. The mycoses of the skin due to mycelial fungi (Jiypho-

mycetes') are divisible into four main forms, known as favus,

herpes tonsurans, pityriasis versicolor, and erythrasma.
Favus (tinea favosa or crusted ringworm) chiefly attacks the

scalp, though it is also met with in other parts, such as the nails.

It is characterised by the formation of pale-yellow cup-shaped
friable crusts usually perforated by hairs, the so-called favus-cups

{sciUula). These crusts vary from the size of a pin-head to that

of a sixpence or dime.

According to Kaposi the favus-cup begins as a minute yellow

punctiform spot perforated by a hair and lying beneath the epi-

dermis. In a few weeks it grows to the size of a jjin's head, and

then appears as a pale-yellow cup-shaped disc visible through the

skin. On section the disc (Fig. 287) is seen to consist of my-
celial filaments and conidia (s})ores), lying beneath the attenuated

horny layer of the epidermis (absent in the figure) in a crateri-

form excavation of the skin. If the cup is removed the surface

of the excavation has a red and moist appearance. The cup
itself is whitish and friable, and may be readily teased out when

placed in water. The fungus of which it consists, apart from
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the epidermal detritus accompanying it, is called Achorion Schon-
leinii (from Schonlein who discovered it in 1839).

If the favus-cups are not removed they coalesce into large con-

tinuous masses. When the horny skin which binds them down is

cast off or broken through, these masses are exposed and dry up
into yellowish mortar-like crusts. The hairs look dull and pow-
dery, and are easily pulled out. This is due to the fact that the

hyphae and conidia enter the opening of the hair-follicle and

grow into the bulb (Fig. 288 a) and shaft of the hair, and also

into the root-sheath (6). By the growth of the fungus not only

,\r
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:mmm^^ ^^i?^:e

Fig. 287. Cup or scutulum of favus.

{After Neumann)
a free edge of the cup
b dead and disintegrated horny layer of

the epidermis
c d mycelial filaments
e conidia

/ epidermis
g altered papilla
h cellular infiltration beneath the cup
i cutis

may the hair itself be extruded, but the papilla may become atro-

phied by the pressure of the accumulating detritus. At the same
time the tissue surrounding the hair-follicle is affected with more
or less intense inflammation, which may assume an eczematous
character.

When Achorion settles in a nail (^onychomycosis favosa) yellow-
ish sulphur-like deposits or uniform thickenings are formed in it,

the components of the nail becoming disintegrated and undergoing
cheesy degeneration.



644 INFLAMMATORY DISORDERS [chap. LIV

Tinea tonsurans (herpes tonsurans or common ringworm) is

an affection produced by the filaments and spores of Tricliopliiiton
tonsurans (discovered by Gruby in 1844). The filaments are

long, slender, and sparsely branched, and form few conidia and no

Fig. 288. Hair affected with favus.

(After Kaposi)

a hair-bulb and shaft b root-sheath beset with hyphae (mycelial filaments) and conidia

(spores)

scutula; but they readily penetrate into the shaft of the hair, and

make it brittle. Tinea assumes a different appearance according
as it occurs on hairy or non-hairy parts of the skin.
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Tinea tonsurans eapilUtii, or ringworm of the scalp, gives rise

to bare circular patches from the size of a sixpence to that of a

crown-piece (Kaposi). The surface appears as if badly shaven,
the hairs over it being broken off short and frayed at the ends.

The skin of the patches is smooth or scaly, and their margins are

reddened. When the filaments penetrate the hair-follicles pustules
and scabs are formed. Such patches are produced in several places
at once, and continue to grow larger until the affection is cured.

On non-hairy parts rings of vesicles (tinea or herpes tonsurans

vesiculosus) and red scaly spots, discs, and circles are produced.
Sometimes a number of red spots appear in rapid succession at

various points, and heal as rapidly, without attaining any great
size.

In herpes tonsurans vesiculosus the fungi are found between the

uppermost layers of nucleated epidermal cells (Kaposi).
When the fungus attacks the nails (o7iychomycosis tonsurans^

they become opaque and brittle, and split into laminae.

Sycosis parasitaria (tinea sycosis or barber's itch) is induced
when the development of the fungi is accompanied by a more
marked inflammation of the hairy parts. Infiltration and suppu-
ration, with the formation of pustules, abscesses, and papillomatous

growths are the result. According to Kaposi and others eczema
marginatum, which affects parts where two cutaneous surfaces

rub against each other and the skin is kept moist by perspiration,
is due to Trichophyton tonsurans. Vesicles and crusts are pro-
duced about the margin of a pigmented area. Contagious impet-
igo (Art. 148) is also said to be caused by Trichophyton tonsurans

(H. Hf:bra).

Pityriasis versicolor (dermatomycosis furfuracea, tinea versi-

color, mycosis microsporina') is characterised by the appearance of

pale or brownish-yellow patches, deepening to dark-brown or

brownish-red, and varying in size from that of a pea to that of

the palm of the hand
; they extend uniformly over large areas,

are irregular in outline, and their surface is smooth and shining
or dull and scaly. They occur chiefly on the trunk, neck, and
flexor surface of the limbs, never on the hands or feet or on the

face. The epidermis when scraped off is found to contain mycelial
filaments and conidia of a fungus called Microsporon furfur (dis-
covered by EiCHSTEDT in 1846). It does not penetrate the hairs

or their follicles.

Erythrasma is characterised by the formation of sharply-
defined brown or reddish-brown patches, sometimes as large as

the hand, and not very scaly. They appear on the inner surface

of the thighs. The filamentous fungus found in the epidermis is

extremely small, and has therefore been called Microsporon minu-
tissimum.

162. Scabies and epithelioma molluscum are the most impor-
tant diseases of the skin due to animal parasites.



546 INFLAMMATORY DISORDERS [chap. LIV

Scabies, or itch, is clue to the settlement of Aearus scabiei in

the epidermis. Tiie itch-mite pierces the horny layer at some

point, and bores its way obliquely through till it reaches the rete

Malpighii or even the papillae. As the epidermal cells grow and

approach the surface, the mite continues to work its way down-

ward, so as always to keep below. In this way it gives rise to

burrows {cu7iicuU) which penetrate the skin obliquely and are

irregularly zigzagged and curved : they may reach the length of

one or two centimetres. The mite sits at the blind end of the

burroAV (Fig. 289 c?), leaving behind its excreta (/) in the form
of yellow, brown, or black grains and lumps. The female also

lays its eggs in the burrow, and as these are hatched the young
mites may be seen in all stages of development (e).
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Fig. 289. Section of the skin in scabies.

{Carmine staining : X 20)

a horny layer of the epidermis traversed c cutis infiltrated with cells

by the numerous burrows made l>y d section througli an adult itch-mite

the itch-mite e eggs and embryos of various sizes

6 rete Malpighii with hypertrophied and / excreta of the itch-mite

infiltrated papillae

The irritation caused by the mite directly and by the scratch-

ing which it induces gives rise to eczematous inflammation of the

skin, with the formation of vesicles and pustules. Pus may col-

lect l)eneath the burrows of the Aearus.

When the affection becomes chronic the skin is often very

gravely altered. The horny layer of the epidermis (a) is per-

meated by the burrows in all directions, and becomes hyper-

trophic. The cutis is infiltrated with cells (c) and thickened,

and the papillae (6) become perceptibly elongated.
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MoUuscuin contagiosum (eijitJielioma conta<jiosum, endocys-
tic CDiidyloina, or sebaceous wart) is a tumour-like growth in the

skin, probably caused by parasitic sporozoa or coccidia (Fig. 290),
and taking the form of umbilicated nodes with a waxy lustre and
as large as a pea or bean. The growth consists of epithelioid
cells arranged in a glandular manner (Fig. 290 d)^ derived from
the epidermis and enclosing multitudes of the parasites (e/).
On section it appears loculated, with a central space continuous

''-0^
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Fig. 290. Longitudinal section of a node of molluscum contagiosum.

(Hardened in M'dller's fluid, stained ivith haematoxylin and eosin, and mounted in
Canada balsam : X 15)

a epidermis b cutis c sebaceous glands (7 gland-like epithelioid structures
e sporozoa / g opening blocked with horny epidermis and sporozoa

with the apical depression, and looking not unlike a hj^pertrophied
sebaceous gland, wath which it was formerly confounded. The

parasites multiply in the cells of the loculi, and as the epidermis

grows tend to be thrust towards the central space (/), where they
lie in a kind of false reticulum of desquamated horny epidermal
cells. The affection is apt to appear simultaneously in persons
who live together, and is accordingly regarded as contagious.

References on Molluscum Contac/iosum.

Balzer and Grandhomme : A. de ph/siol. 1886
Bateman : Delineations of cutaneous diseases plate lxi London 1817
BizzozKRO and ^Iaxfredi : A. per le scienze med. i 1876
Bock, C. : T'. /'.

Denn. ii 1875
Caspary: V.'f. Derm, ix 1882
Geber: V.f. Derm, ix 1882
Hutciiixson: Cases Clinical Surgery i London 1878
Kromayer: Histogenesis T'. A. i:>2 1893
Mackenzie : Cases B. M. J. i 1879
Morison: Nature and affinities Trans. Path. Sac. xxxii London 1881
Neisser : Epithelioma contagiosum V.f. Derm, xv 1888
Simon, O. : V.f. Derm, iii 1876, and D. med. Woch. 1876
Thin: Journ. of Anat. xvi 1881 \_ologie viii 1890
ToROK and Tommasoli : Nature of epithelioma molluscum Cent. /. Bakteri-

ViRCHOW : Contagiousness V. A. :58 1865
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CHAPTER LV

INFLAMMATORY HYPERTROPHIES AND TUMOURS

163. Hypertrophy fi'om external causes chiefly affects the

epidermal and the papillary layers of the skin ;
but at times only

the tissue of the corium, or all the layers together, are involved.

In many cases the process runs its course with all the appearance
of an inflammation, in others no inflammatory phenomena may
be presented. In regard to some of the varieties of hypertrophy
a certain inherent local predisposition of the tissue seems to be

necessary in addition to the external exciting cause.

When a part of the skin is continually exposed to slight
mechanical irritation, inducing often-repeated hyperaemia or slight

inflammation, the epidermis may at length become hypertrophied.

\v; ^^fe^'"^ :"^i^ ">^

Fig. 291. Section of a corn.

{Preparation hardened in alcohol, stained loith picro-carmine, and mounted in Canada
balsam : X 8)

a corium c hypertrophied horny layer
b papillary layer with rete Malpighii d stratified horny layer

If the horny layer is chiefly involved, and callous or horny

growths result, they are described as indurations or callosities

(tylomd). They are commonest on the hands and feet.

When the callous thickening of the epidermis over a limited

area extends inwards (Fig. 291 d^ and presses on the papillae so

as to lead to their atrophy, we have what is called a corn (^elavus).

The irritation of the papillary layer thereby caused, especially



ART. 163] CUTANEOUS HORNS 549

when it is associated with external friction or pressure, induces
more or less intense inflammation, manifested by hyperaemia
and swelling of the tissue, and at times even passing into sup-
puration.

Fig. 292. Cutaneous horn removed from the back of the hand.

{Natural size)

Fig. 293. Cutaneous horn from the arm.

{Natural size)

Occasionally the hypertrophy takes the form not of a flattened

or discoid thickening, but of a horn-like protuberance (^cornu
cutaneum or keratoma)^ which may reach a considerable size (Figs.
292 and 293). The base usually includes a few more or less elon-

gated and hypertrophic paj^illae. The layers of tlie epidermal
mass run at right angles to the surface of the skin. Cutaneous
horns sometimes arise without any apparent cause on otherwise
normal skin ; in other cases they start from scars, wens, or

tumours.

r^i

\

h

a

Fig. 294. Condyloma acuminatum.

{Injected preparation stained loith haematozylin : X 20)

a enlarged aud branched i^apilla h thickened epidermis

Long-continued irritation affecting any portion of the skin
sometimes induces local hypertrophy of the papillae, Avhich in-

crease in length and often become sul)divided (Fig. 294 a) or
branched. The cutaneous growth thus produced might be termed



550 INFLAMMATORY HYPERTROPHIES [CHAP. LV

inflammatory fibrous papilloma; it is usually descril)e(l as a

venereal wart or cauliflower excresceuce (^condyloma acuminatum^.
Such warts are usually seated upou some part of the external

genitals or around the anus
; the sjjecial chronic irritation which

induces them is that due to discharges from urethral inflammation,
chancrous pus, decomposed preputial or vaginal secretions, or the
like. Though small and inconspicuous at first, they may ulti-

mately grow into excrescences as large as an apple, firm in tex-

ture, usually Avhitish in tint, and resembling a head of cauliflower
in general appearance. The papillae (a) as they grow tend more
and more to subdivide

; they are composed essentially of vascular
fibrous tissue, but always enclose a number of leucocytes, and the
base on which they stand is always infiltrated and proliferous.

Lymphangitis is often set up at the same time, as appears by the
accumulation of cells within and around the efferent lymph-ves-
sels of the affected part.

The epidermis (F) overlying the hyperplastic papillae is thick-

ened, and this to some extent effaces tlie unevennesses due to

the branching of the papillae. Tliis however applies only to the
minor irregularities, the general papillary structure and configu-
ration of the growths being quite recognisable from the outside.

Inflammatory fibrous papilloma and j^apillomatous granuloma
fungoides (Art. 157) are formations which in their mode of ori-

gin and in their structure are very closely akin, and accordingly
it is not easy to differentiate them precisely.

References on Cutaneous Horns.

Batge : INIultiple circumscribed keratoses Inaug. Diss. Dorpat 1875, and D. Z.

f. Chir. VI 1876
Lewin : Syphilitic horny growths A./. Derm, xxv 1893
Mitwalsky: Cutaneous horns about the eyelids .1./. Derm, xxvii 1894 (with

references)
Pick: Cutaneous horn of the glans penis V. f. Derm, ii 1875
Unxa : Fibrokeratoma D. Z. f. Chir. xii 1879

; Hereditary keratoma T'. f.

Derm, x 1883

164. Acquired elephantiasis (elephantiasis arabum, jhicJii/-

dermia acquisita~) is a chronic and extensive hyperplasia of the skin

and subcutaneous tissue (Fig. 295). The condition is associated

with a chronic endemic disease occurring in many tropical and

sub-tropical countries, such as Arabia, EgyjDt, Indo-China, many
islands of the Malay Archipelago, Central America, and Brazil.

In Europe the affection is only met with sporadically.
Two main varieties may be distinguished in endemic as well as

in sporadic elephantiasis. The first variety begins with symptoms
of inflammation and often of fever also : the other is insidious and

gradual in its progress, and is unattended by any signs of inflam-

mation. The inflammatory appearances, in both the endemic and
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the sporadic forms, consist cliielly of recurrent erysipelatoid and

lynipliangitic attacks, Avhicli in the end leave behind them perma-
nent hyperphistic thickening of the integument. The causation

of these attacks is little understood. In the endemic form the

process depends in many instances on the invasion of the subcu-

taneous tissues by F'daria Bancroft^ whicli with its embryos lodges
in the lymph-vessels and gives rise to lymphatic obstruction

and inflammation, chiefly about the external genitals, thighs, and

abdomen. It must however be remarked that filarial infection

and the resulting lymphatic ob-

struction do not always result

in elephantiasis, and on the

other hand that in most cases

of endemic elephantiasis hith-

erto examined no F'daria has

been discovered. Sporadic in-

flammatory elephantiasis, other

than the kind just mentioned,

maybe induced by many diverse

forms of chronic or recurrent

inflammation, such as chronic

eczema, tuberculosis of the skin

and underlying bones, chronic

irritation from the presence of

foreign bodies, venous engorge-
ment and varicose ulcers, pru-

rigo, syphilitic periostitis, and
chronic vaginitis and vulvitis.

Lymphatic engorgement, from
disease of the lymph-glands or

any other cause, favours the

supervention of elephantiasis,
but does not by itself bring
about hyperplasia of the in-

teguments.
The aetiology of the non-

inflammatory variety is still

obscure, though it is highly

probable that even when it

does not attain a noticeable de-

velopment (Fig. 295) until mature life, it is in part due to con-

genital causes, depending on some morbid condition inherited or

acquired in utero (Arts. 165-168).
After the hyperplasia has in the course of years become consid-

erable (Fig. 295), erysipelatoid inflammation is apt to recur in the

part, showing that the altered tissues are peculiarly prone to

inflammation.

Acquired elephantiasis may appear in almost any part of the

Fig. 2'Jo. LYMPHANtilECTATIC ELEfHAN-
TIASIS OF THE LEG.
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body, but is commonest in the lower limbs (Fig. 295) and ex-

ternal genitals. The enormous thickening and overgrowth of the

integuments lead to great deformity of the affected j^art. The
leg becomes thick and clumsy, and as the thickening extends
downwards the distinction between foot and leg is gradually lost,

and the limb at length looks like an elephant's. The scrotum

grows till it forms an enormous tumour, sometimes weighing a

hundred pounds or more.

The affected parts of the skin in elephantiasis are dense, hard,

rough, white, and brawny-looking (elephantiasis diwa}, or soft,

greyish, and lax in texture (elephantiasis mollis^. When the tis-

sue is cut into, a more or less abundant escape of lymph takes

place. In the latter case the subcutaneous tissue often contains
dilated and cavernous lymph-vessels (elephantiasis lymphangi-
ectatica').

The blood-vessels may be dilated and hypertrophied, or alto-

gether unaltered. The subcutaneous and even the deeper-lying
connective tissue is liable to be involved in the general hyper-
trophy. The surface is either smooth, the horny layer being
unaffected (elephantiasis glabra'), rough and warty (elephantiasis

verrucosa'), tuberculated (elephantiasis tuherosa), or covered with

papillomatous excrescences (elej)hantiasis papillomatosa). The

horny layer is frequently thickened, forming either a continuous

encasement, or an armour of polygonal scales and plates. The
condition is sometimes described as acquired ichthyosis (Art. 166)
or keratosis.

In elephantiasis consequent upon eczematous and ulcerous

affections, the tissue is usually cellular, and in certain places has

quite the appearance of granulation-tissue. In the form asso-

ciated with tuberculous inflammation (Art. 158) the hyperplastic
tissue also contains tubercles.

On the other hand, the tissue is in some cases poor in cells and

coarsely fibrous in its texture, giving one the impression that the

normal fibrous fasciculi are increased not so much in number as

in individual thickness. Between these two extremes there are

numerous transitional forms, varying in the proj)ortion of cells

contained in the tissue, in the coarseness of the fibrous fasciculi,

and in the thickness of the individual fibrillae.

Sclerodermia is a rare and very peculiar affection of unknown origin,
which attacks adults. It takes the form of local or general stiffening and hard-

ening of the skin without aiiy apparent external cause : it is somewliat rapid
in its onset, and then remains stationary or passes away, to be succeeded by a

fresh attack or ultimately by a condition of cutaneous atrophy. It affects the

face, the limbs, and also the trunk, the patient often being literally
' hide-bound.'

The skin feels as hard as a board, or like that of a frozen corpse (Kaposi).
It is said (Chiaki, Dixkler, and \Yolters) that in the hyperplastic stage the

cutaneous iiljrillae ai-e swollen up, and that new connective tissue is developed
from germinal cellular tissue. The vessel-walls are notably thickened at an
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early stage, the lumen being thereby obstructed or occluded. Later on the

hyperplastic connective tissue undergoes contraction.

Sclerodermia or sclerema neonatorum is a hardening of the subcutaneous

connective tissue met with in infants, and chiefly affecting the legs and feet.

According to Langer ( Wien. Sitzungsher. 1881, and Wien. med. Presse xxil

1881) it is due to the solidification of the panniculus adiposus by cold when the

infant becomes collapsed. The fat of children contains more palmitin and
stearin and less olein than that of adults : it accordingly solidifies at 45° C.

Adult fat at ordinary temperatures separates into two layers : the upper or

liquid layer solidifies at 0° C, while the lower or semi-solid layer liquefies
at 36° C.

References on Acquired Elephantiasis a7id Sclerodermia.

Chiari : Sclerodermia universalis V. f. Derm, v 1878
Crocker : Clinical lectures on sclerodermia Lancet i 1885
Dinkler: Sclerodermia D. A.f. klin. Med. xlviii 1892 (with references)
Erben : Aetiology of sclerodermia V.f. Derm, xv 1888
EsMARCH and Kulexkampff : Die elephantiasthchen Formen Hamburg 1885
Fayrer and Power : Elephantiasis arabum Trans. Path. Soc. xxx London

1879
Thix : Histology of elephantiasis Trans. Path. Soc. xxxi London 1880
Virchow : Die krankhaften Geschwiilste I

Wolters : Sclerodermia .1. /. Derm, xxiv 1892 (with references); Sclero-

dactyly ibidem xxx 1895
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CHAPTER LVI

NON-INFLAMMATORY HYPERTROPHIES AND TUMOURS

165. The skin and subcutaneous tissue are among the struct-

ures of the human body that are frequently the seat of local
malformations. These textural anomalies are either already
apparent at Ijirth, or, during the period of active growth, rarely in

mature years, develope from occult rudiments into visible forms.

All the constituent tissues of the skin may be equally concerned
in the morbid development, tliough more frequently certain com-

ponents only are affected, and the resulting appearances vary
accordingly. In one class of cases the epidermis and in some
measure the papillary layer are chiefly involved

;
in a second the

fibrous elements of the corium or of the subcutaneous tissue, or

of both together ;
in a third the lymph-vessels ;

in a fourth the

blood-vessels ;
in a fifth the nerves ; in a sixth more than one of

the above-named structures are simultaneously altered and abnor-

mally developed.
In many cases the affected portions of the skin are not increased

in size, the normal tissue being simply superseded by tissue of ab-

normal structure. In other cases the affected portion is enlarged,
and the resulting formation is then reckoned as a tumour when it

is local and circumscribed, or described as elephantiasis when it

is wide-spread and gives rise to general bulkiness and deformity
of the part concerned.

166. Ichthyosis or 'hsh-skin' disease is an affection of the

skin characterised by the formation of epidermal scales, flakes, and

plates, and of warty growths. It depends on some developmental
anomaly of the skin, and in particular of the epidermis, which in

utero or not until after birth (Fig. 296) manifests itself by per-
version of the histological characters and properties of the epi-
dermal layers.

In congenital ichthyosis ( Fig. 296) the surface is beset with

horny plates, separated by fissures and furrows produced by the

growth of the body (Jceratoina dijfusuTn). The fingers and toes

are usually hide-bound by a tough continuous horny layer, and
their development is accordingly liable to be arrested. The plates
are composed of closely-coherent layers of horny epidermal cells

(Fig. 297 c), enclosing lanuginous hairs (e) and extending into

the dilated hair-follicles (c?).
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Ichthyosis appearing after birth starts with an eruption of

small yellowish-red or brownish-red somewhat infiltrated spots

FlU. -'M. CuXGENITAL ICHTHYOSIS.

(Rona), over which the e})idermis becomes dry and glistening.
AVhen the disease is well advanced the horny layer is enormously
thickened, laminated, and fissured ;

the rete iNIalpighii, on the
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other hand, is in comparison but slightly developed, and passes
without transition into the horny Uiyer.

In ichthyosis simplex the papillae are not enlarged. In very
slight cases the skin is simply beset with small nodules (Kaposi),
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Fig. 297. Congenital ichthyosis.

{Section through the skin of the trunk : preparation hardened in alcohol and stained
with picro-carmine : X 40)

a coriuni with its glands d dilated hair-follicles lined with horny
b papillary layer with rete Malpighii epithelium
c hypertrophic horny layer of the epider- e fine hairs

mis

each covered with a thin scale and containing a coiled-up hair

(lichen pilaris or keratosis jnlaris^. This condition is met with

chiefly on the extensor surface of the limbs. In more marked
cases contiguous plates or scales of various sizes up to that of a
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Fk;. 29<S. Ichthyotic wart.

(^Preparation hardened in Miiller's find, stained icith haeniatoxylin and eosin, and
mounted in Canada balsam: X 70)

a corium b enlarged papillae c stratified horny layer
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sixpence or dime are formed, attached at the centre, and giving
the surface the appearance of crocodile-skin (ichthyosis nitida).
These may subsequently become scurfy and dirty or discoloured

{ichthjosis ni/jricans'). When the papillae as well as the epider-
mis are hypertrophied, the surface becomes extraordinarily rough
and irregular, the elevations sometimes standing up like short

quills (ichthyosis hystrix). An ichthyotic -wart (Fig. 298 h c) is

produced when the overgrowth of tlie horny layer is limited to a
small area, and the underlying papillae are enlarged.

References on Ichthyosis.

Begbie : Select Works London 1882
Carbone : Congenital ichthyosis A. per le scienze med. xv 1891
Caspari: Congenital ichthyosis T'. /. Derm, xiii 1886
EsoFF : Patliology of ichthyosis T'. A. 69 1872
Gaskoin : Cases St George's Hosp. Reports ix x London 1879-80
GioVANNiNi: Ichthyosis with hypertrophy of the sweat-glands A. f. Derm.

XXVII 1894
Kyber : Diffuse keratoma in an infant Wien. med. Jahrb. 1880
Leloir : Cutaneous affections of trophic origin .1. de phtjsiol. 1881
R6na : Ichthyosis in infancy A . f. Derm, xxi 1889
SciiABEL : Congenital ichthyosis Inaug. Diss. Stuttgart 1856
Unna : Hereditary palmar and plantar keratoma V.f. Derm, x 1883

167. Angiomata or haematangiomata of the skin are forma-
tions that appear in the period of em1n\yonic development or of

extra-uterine growth. They are described as vascular naevi
when they take the form of circumscribed red spots; moles or

soft warts when they are rounded and protuberant ; and ele-

phantiasis when they are associated with extensive thickening of

Fig. 299. Congenital cavernous angioma of the skin.

{Preparation stained with haematoxylin : X 20)

a epidermis h corium c cavernous blood-spaces

the skin. In all of these cases the textural peculiarity consists in

morbid dilatation over a limited area of the blood-vessels of the
skin or of the subcutaneous tissue, sometimes assuming the char-

acters of a mere telangiectasis or simple angioma, in other cases of

a cavernous angioma (Fig. 299
c?)

or of a hypertrophic angioma
(Fig. 300).
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Vascular naevi are bright-red or purplish blotches, commonly
described as ' mother's marks '

or '

port-wine stains
'

(naevi vascu-

losi flajnmei, and naevi vasculosi vinosi}. They are small and

circumscribed, or large and diffuse, in the latter case sometimes

covering one-half of the face. Large naevi are at times formed
from the coalescence of smaller ones, or are surrounded by small

red spots. They either lie wholly in the corium and papillary

layer, or extend into the subcutaneous tissue. The skin over the

affected area is sometimes of
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Fig. 300. Section of a hypertrophic
angioma of the skin and subcu-
taneous tissue.

normal thickness, sometimes
more or less hyperplastic (nae-
vus pi'ominens}.

Vascular naevi taking the

form of soft warts are bluish-

red, or pale and without any
special colour, the latter being
the case when the growth tends

to assume the form of a hyper-

y.,^^;-!-^^ k^"{7-^**>i-ilX trophic angioma whose thick-
""*" ''^^" ^ *' "^^

walled vessels contain little

blood, or represent little more
than cylindrical cellular cords

(endothelioma} .

Large angiomata giving rise

{The duct of a sweat-ffiand has been cut to general elephantoid thicken-
across at the middle of the section : ing of the skin and subcutan-
preparation stained with alum-car- ^^,,„ j.- „,,„ „,.^ ^„v,^..,r^iKr ^f +1^,-.

mike, and mounted in Canada bal- SOUS tlSSUe are generally oftlie
sam : X 200) cavemous type (elephantiasis

cavernosa}. When the tissue

intervening between the dilated blood-vessels undergoes prolifer-

ation, the growth tends to become fibromatous, and to lose its

telangiectatic character.

Of the same nature as angiomatous elephantiasis is the great

enlargement of the nose (rhinophyma or 'bottle-nose') described

in Art. 135 as supervening in some cases of acne rosacea (Fig.

267). There is however this difference, that in the latter the

dilatation of the blood-vessels is slow and gradual, and that the

sebaceous glands (Fig. 267 c d e) play an essential part in bringing
about the thickening of the skin.

References on Angioinata of the Skin.

EsMARCH and Kulexkampff: Die elephtantiastichen Formen Hamburg 1885
Jarisch: Cutaneous tumours A. f. Derm, xxviii 1894
ViRCHOW: Die krankhaften Geschwiilsle iii

VoLKMANN : Beitrdge zur Chirurgie Leipzig 1875

168. Lymphangioma, like haematangioma, appears either as

a local textural malformation of the skin without increase of its
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bulk, as a circumscribed or diffuse protuberance or wart, or

lastly as an elephantoid thickening' of the skin. It may be pale,
or reddened owing to the dilated blood-vessels it contains, in

which case it resembles haematangioma. Pigmented varieties are

moreover met with, and these include the formations described in

Art. 137 as sun-spots, freckles, moles, and xanthoma.

Lymphangiomata may be distinguished according to their

structure as telangiectatic, cavernous (Fig. 301), cystic, or hyper-

trophic ;
and according to their situation as cutaneous or sub-

cutaneous. When the dilated lymph-vessels lie in the papillary

layer beneath the epidermis, lymph sometimes permeates the

latter, or forms vesicles or bullae upon it, especially when the

tissue becomes from any cause inflamed.

;,?:^,<-:v/:-r*iiV?

-C

m^

"'^Sl^.y,
.

].

Fig. 301. Subcutaneous cavernous lymphangioma.

(Preparation stained with alum-carmine, and mounted in Canada balsam : X 20)

a dilated lymph-vessel
b connective tissue
c fatty tissue

d l)lood-vessel

e cellular infiltration

Lymphangiomata occur on the head and limbs, and also on the

trunk. Those which give rise to elephantoid deformity about
the external genitals, lips, or trunk, are sometimes purel}^ Ij^^"^"

phangiomatous in structure ; but it not infrequently happens that

somewhat extensive tibrous hyperplasia takes place in the affected

part, and the growth assumes more and more the form of a fibro-

matous elephantiasis Avith numerous lymphatics.
The warty forms have also at times a typical structure, char-

acterised by its wide lymph-spaces, this being especially the case

in the wide-spread diffuse variety. But more frequently the
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growth possesses the characters of hypertrophic lymphangioma
or endothelioma, indicated by the presence of circumscribed
nests of hirge cells lying in the corium (Fig. oO'Idd^. When
the cell-nests are for the most part situated in the papillary layer,
and the papillae are thereby enlarged (Fig. 302), uneven tuberous
warts are formed. When the morbid overgrowth chiefly affects

the corium, the warts are but slightly uneven (Fig. 303), or per-

fectly smooth, and project above the surface as little nodules

(^endothelioma tuberosuni).

Fig. 302. Section through two papillae from a tuberous hard wart.

( Carmine-staining : X 50)

a thickened horny layer of the epidermis
b

'

pearl
'

of epidermal cells

c rete Malpighii

d cell-nests and clusters in the papillae, and
di in the reticular tissue of the corium
e connective tissue

When the overlying horny layer remains unaltered (Fig. 303)

they are soft (fleshy or soft warts, verruca mollis or carnea') ;
but

hypertrophy of this layer (Fig. 302 a) causes them to become
hard (verruca dura^ and similar in appearance to ichthyotic
warts (Fig. 298).

Among the pigmented forms of hypertrophic lymphangioma,
the pigmented naevi or moles are those which have the largest
cell-nests, especially when the skin over them is thickened

(naevus pigmentosus prominens, verrucosus^ or papillomatosus^ .

Freckles and sun-spots have small and scanty cell-nests. The
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pigment lies partly within the nest-cells, partly in the ordinary
connective-tissue cells and in the deeper layers of the epidermis :

it consists of brown and yellow granules, but the cells ai-e some-
times uniformly stained.

Xanthelasma or xanthoma (yitiligoidea) which appears as

spots of a sulphur-yellow or brownish-yellow colour, level with the

surface (xanthelasma planum) or raised in nodules (xanthelasma

tuberosum)^ also contains clusters of large cells, but these differ

from the nests of pigmented and unpigmented warts and moles in

that they are larger and are infiltrated with oil-globules. Xan-
thoma might accordingly be described as a form of lipomatous

lymphangioma or endothelioma. In some cases it is an inherited

or family peculiarity, appearing most frequently about the eye-
lids. Now and then, though rarely, it appears as a multiple affec-

tion in various other parts of the body (xanthelasma multiplex).

Fig. 303. Section through a slightly tuberous soft wart

{Aniline-brown staining : X 10)

a epidermis c cellular growth in the cutis

6 cutis e cellular growth in the papillae

Occasionally, in both the pigmented and the non-pigmented
varieties of endothelioma, some of the cellular clusters are ill-

defined from the connective tissue, passing gradually into it, or

taking the form of diffuse cellular infiltrations within it. Malig-
nant neoplasms are moreover apt to start in fleshy warts and
moles

; they are nearly always sarcomatous, and generally of the

alveolar variety.
Moles are often beset with numerous thick hairs, and are then

called hairy moles (naevi pilosi) .

For a description of nerve-naevi see Art. 169.

Xerodermia pigmentosum (Kaposi), or progressive lentiginous melano-
sis (Pick), is a peculiar and rare affection of the skin, depending upon some

congenital anomaly of structure, and appearing in early infancy in parts of the
skin that are exposed to light. It begins with recurrent eruptions of red spots,
which desquamate and disappear, leaving behind them pigmented specks like

freckles, the surrounding capillaries being dilated, and the skin meanwhile

becoming smooth and atrophic. At a later stage wart-like protuberances
2o
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appear on the affected jiarts, and these are apt to develope into cancerous

growths (Elsenberg : Xerodermia pigmentosum A. f. Derm, xxii 1890).
The affection usually runs in families (Crocker : Med.-chir. Trans. Lxvii Lon-
don 1883

;
A>fDERSON : B. M. J. i 1889).

Perthes has described as calcified endothelioma certain multijile calca-

reous and tumour-like nodes found in the subcutaneous tissue, and is of opinion
that some of the formations which have been described as examples of calcified

epithelioina should be regarded as of the nature of endothelioma.

References on Lymfliangioma (^Endothelioma) of the Skin, including
Xanthoma

Anderson : Xanthoma multiplex B. M. J. ii 1892
Bryk : Lymphangioma ,1./. A/m. Chir. xxiv
Chambard: Histology of xanthelasma A. de physio! . vi 1879, Aim. de derm.

vl884
Demie'ville: Pigmented moles and spots T'. ^4. 81 1880
Ehrmann : Multiple symmetrical xantlielasma and lipoma Beitrdge von Brims

IV 1888
Esmarcu and Kulenkampff : Die elephantiasdschen Formen Hamburg 1885
Hutchinson, Sangster, and Crocker : Report on cases Trans. Path. Soc.

XXX I II London 1882
Kohner : Xanthoma starting from pigmented moles V. f. Derm, xv 1888
Kromayer : Endothelioma tuberosum colloides V. A. lo9 1895
Langhans : Lymphangioma of the lower extremity V. A. 75 1879
Lehzen and Knauss : Xanthoma multiplex tuberosum V. A. 110 1889
ZUR NiEDEN : Lyniphangiectasis with lyniphorrhagia V. A. 90 1882
Perthes : Calcified endothelioma of the skin Beitrdge von Bruns xii 1894

(with references)
von Planner: Congenital naevus T'. /I T^enw. xiv 1887
Poexsgen: Xanthelasma multiplex T'. .1. 01 1883
Pye-Smith : Xanthelasma Gujfs Hosp. Reports xxii London 1877
VON Recklinghausen: Die multiplen Fihrome der Haut Berlin 1882
Schmidt: Lymphangioma A.f. Derm, xxii 1890
ToROK : Xature of xanthoma Ann. de derm, iv 1893
Touton: Xanthelasma T. /. Z^erj/i. xii 1885
Vakiot : Congenital melanodermia A. de physiol. x 1887
DE Yincentiis: Xanthoma .1. itah de biol. iv 1883
Vikchow : Die krankhuj'ten Geschwulste iii

^^""
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Fig. 304. Neurofibroma molluscum.

(Injected preparation stained ivith haematoxylln: X 20)

a fibroma 6 thinned and liatteued papilla

169. Fibromata of

the skin usually occur

in tlie form of multiple
nodes, the smallest of

which are barely visi-

ble, or lie embedded
and hidden in the skin,

while the larger ones

often reach a consid-

erable size and are ele-

vated above the sur-

face. Multiple cu-

taneous fibroma (Fig*

305) is usually a soft
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growth, and has therefore received the name of fibroma mol-
luscum. vox Recklinohausex has shown that the tumour
starts from the small-

er cutaneous nerves,
whose fibrous envel-

opes become prolifer-
ous and form aggre-

gations of cellular and

finely-fibrous tissue,

seated in the form
of nodes (Fig. 304)
either wholly within
the corium, or in the

papillary layer also.

The tumours are ac-
]

cordingly reckoned

among the neurofib-
romata (Art. 188).

jS'eurofibroma may
be limited to the re-

gion suj)plied by par- f
,

ticular nerves, or dis-
''

tributed over the

w hole body. It is

not infrequently asso-

ciated with the ap-

pearance of fibromata
on the large subcu-
taneous or deeply-
lying t r u n k s and
branches of the nerves

(Art. 133).
A large soft growth

starting from a single
nerve is spoken of

as elephantoid mol-
luscum. W'lien the

proliferous over-

growth of the endo-
neurium gives rise to

a convoluted or in-

terlacing plexus of

thickened and fibro-

matous nerves (Fig. fi^. 3^-,.

265) the formation is

called a pampiniform
or plexiform neuroma. A neuroma of this kind sometimes
causes more or less extensive thickening of the skin, partly from

Multiple keurofibbomata of the sicin.

{After VON Recklinghausen)
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its own bulk and jDartly from its association with diffuse fibrous

liyperplasia of the corium and suljcutaneous tissue, and the condi-

tion is then described as neuromatous elephantiasis or pachy-
dermia (Fig. 300).

Neuromatous elepliantiasis is one of clie commonest of tlie cuta-

neous hyperplastic deformities due to congenital causes, and gen-

erally takes the form of loose overgrown and lobate foldings of

the skin, reminding one of the hide of some of the pachyderms.
It has been variously described as dermatolysis, pachydermatocele

(^N'alentine Mott),
'^'lephantiasis mollis
( ViRCHOw), and lobate
( lephantiasis (Volk-
mann). The surface

of the hypertrophied
parts is smooth or tu-

berous, and is some-
times beset with pig-
mented moles.

The number of neu-

rofibromata present in

the thickened and over-

grown integument
(Fig. 307 //i) may be

large or small, and
varies greatly in differ-

ent parts. The nerve-

fibres (^) usually lie in

the centre of the nodes.

The hyperplastic tissue

{c k) lying between the

growths is usually more
cellular than is normal
connective tissue.

Besides the haemat-

angiomatous, lymph-
angiomatous, and neur-

omatous forms of ele-

phantiasis, there is a

simply fibrous elephantiasis, in which all of the connective-tissue

elements of the skin and subcutaneous tissue appear to be equally

hyperplastic. Of this nature are some of the cases described as

dermatolysis. Certain kinds of warts also are essentially due to

excessive fibrous hyperplasia. It sometimes happens too that a

morbid overgrowth of the adipose tissue brings about elephantoid

deformity of certain portions of the body; this might be termed

lipomatous elephantiasis. All of these varieties of elephantiasis

may be combined in different ways in the same patient.

Fig. 306. Neuromatous elephantiasis or pachy-
dermia OF THE THIGH.
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Fig. 307. Skin with neurofibkomata from a case of pachydermia (Fig. 30(J).

{Preparation hardened in alcohol, staiiied with alum-carmine, and mounted in Canada
balsam : X 18)

a epidermis
b normal corium
c hyperplastic and cellular corium
d enlarged papillae
c/j hyperplastic sub-papillary tissue
e aggregations of cells

f/i fibromata

g nerve-fibres within the fibromata
h vessels

i coiled tubules of sweat-glands sur-
rounded by proliferous tissue

k lobules of proliferous fatty tissue

Neuropathic papilloma (Gerhardt), naevus unius lateris (von Baren-
sprung), or nerve-naevus (Th. Simon) takes the form of papillary pigmented
wart-like nodules, which appear in the skin in small or lar^e numbers, and in

their distribution generally follow the course of one or more of the cutaneous
nerves. According to von Barensprung, Gerhardt, von Recklinghausen,
and others, these excrescences are of neuropathic origin, and von Reckling-
hausen suggests that they are due to a congenital neuritis setting up vaso-

motor disturbances. Whether the affection has any special relation to the
nerves appears to be still questionable.

References 07i Fibromata of the Skin and Neuromatous

Elephantiasis.

Bruns : Plexiform neuroma V. A. 50 1870, and Beitrdge von Bruns viii 1891
CouRVOisiER : Die Neurome Basle 1886
Czerny: Xeurofibroma A.f. klin. Chir. xvii

EsMARCH and Kulenkampff : Die elephantiastischen Formen Hamburg 1885
Jordan : Congenital elephantiasis Zieglers Beitrdge viii 1890
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Lahmanx: IMultiple fibroma and its relation to neurofibroma V. A. 101 1885
Nauwerck and Hurthlp: : Neuromatous elepliantiasis Zier/ler's Beitriige 1 1886
Piiilippson: Fibroma moUuscum V. A. 118 1889
vox Recklinghausen: Die multiplen Flhrome der Ilaut Berlin 1882
ViRCHOW : Die krankhaften Geschioulste iii

References on NeuroiJathic Pajnlloma.

VON Barensprung: Xaevus unius lateris Charih'-Annalen xi 1863
EsMARCH and Kulenkampff : Die elephantiustisclien Formen Hambursj,' 1885
Kroner : Papilloma neuropathicum (case) Inaug. Diss. Wlirzburg 1890
Xaegele : Papilloma neuropathicum frontis (case) Inaug. Diss. A\'urzburg

1886
Neumann: Naevus papillaris (Thomson) Oesterr. Jahrh. f. Pddiafrik ii 1878
VON Recklinghausen: Die multiplen Fihrome der Haut Berlin 1882
Simon: Nerve-naevi A. f. Derm, iv 1872
Spietschka : Xerve-naevi A. f. Derm, xxvii 1894

170. Among the connective-tissue growths starting in tlie

cutis, but of non-nervous origin, fibroma is one of the commonest:
it usually takes the form of firm rounded nodes. Keloid is a very
rare variety of fibroma. It appears in the form of a tuberous,

discoid, band-like, stellate or radiating growth seated in the corium

beneath the unaltered papillary layer. When fully developed the

growth consists almost exclusively of bundles of coarse fibres. In

its earlier stages it contains numerous spindle-cells.
Cicatricial keloid grows from a scar, and is not at all points

covered witli intact papillae. In other respects it may resemble

true keloid. ' Addison's keloid,' now known as morphoea, is not

related to these neoplasms : it is a hypertrophic condition some-

what similar to selerodermia.

Leiomyoma is a rare tumour appearing in the form of single
or multiple nodes from the size of a pin's head to that of a

walnut. It may originate from the unstriped muscular fibres

of the arrectores pili, or from those of the vessel-walls ;
in the

latter case it is apt to be associated Avith local dilatation of the

capillaries, or telangiectases, the combination being described as

angiomyoma.
Sarcoma takes the form of nodular or papillomatous tumours,

more or less raised above the surrounding surface. The larger
sarcomata sometimes assume the shape of a short pedunculated
mushroom, or of a large wart. They are usually solitary, but now
and then instances occur in which a large number of sarcomatous

growths appear in the skin simultaneously or in quick succession.

Cutaneous sarcoma may be round-celled, spindle-celled, or

mixed. Melanotic and alveolar sarcomata are not uncommon ;

they originate from cellular warts and pigmented moles, and cor-

respond closely with these in their general structure. They are

highly malignant.
The diseases comprised under the term general sarcomatosis

of the skin, and characterised by a rapidly-spreading eruption of
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neoplastic nodes, are probably in certain cases due to some un-
known form of infection, in others to the development of leuk-
aemic or pseudo-leukaemic lymphoma (Aening, Hochsingek,
ScHiFF, Joseph, Touton).

Lipomata of the skin and subcutaneous tissue are very fre-

quently met with, and sometimes reach a considerable size. The
region of the shoulder is a favourite seat. Myxoma, enchon-
droma, and osteoma, are less common than lipoma. Myxoma and

myxofibroma are generally connected with the external genitals
in women.

Cancer (cancroid or epithelioma) is by far the most important
of the epithelial neoplasms of the skin. The carcinomatous pro-
liferation may start not only in the epidermis, but in the epithe-
lium of the sebaceous glands and hair-follicles, probably also in

that of the sweat-glands. Stratified spherules of horny epidermis
are found in the epithelial ingrowths of many cases of cutaneous
carcinoma, and the tumours have accordingly been described as

squamous or horny cancers. In very rare cases calcification of

the tumour takes place (Art. 171).
Thiersch distinguishes a flat or superficial and a deep or

infiltrating form. The former is met with chiefly in the lip, fore-

head, and nose
; and is characterised by the fact that the epithe-

lial ingrowths and processes are short and shallow. It generally
appears as a slightly-raised ulcer with infiltrated borders, due to

the breaking down of a primary cancerous node. Its growth is

usually very slow, and it may cicatrise at the centre while the

marginal ulceration continues to advance (cicatrising epithelioma).
In other cases the process of disintegration is more rapid, and the
ulcer steadily increases in depth and extent. This form is some-
times described as rodent ulcer, and chiefly affects the ujjper part
of the face.

The deep or infiltrating form usually gives rise to irregularly-
shaped ulcerations, due as in the former case to the breaking down
of nodular epithelial growths. From the floor and edges of the
ulcer often rise large warty protuberances, giving the affection

the appearance of a j^apillomatous tumour. This form produces
metastases oftener than the other.

The superficial and the deep forms are not very sharply differ-

entiated the one from tlie other, and intermediate forms occur.
In fact, the processes of cancerous infiltration, proliferation of the
fibrous tissue, and ulcerous disintegration may be combined in

numerous ways, and give rise to the great diversity of appearance
observable in the several forms of the disease.

Epithelioma most frequently attacks parts where epidermis
passes into mucous membrane— such as the lower lip, nose, eye-
lids, prepuce, anus, external female genitals, etc. Occasionally it

seems to start in warts or callosities, or in scars, pustules, and
ulcers, and not infrequently in the floor of an acutely-spreading
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lupous ulcer or in a lupus-scar. It may begin subcutaneously,
and then originates in the epithelium lining embryonic involutions

of the skin (branchiogenous carcinoma) or forming part of the

epiblastic medullary canal, which has persisted untransformed in

the subcutaneous tissue. Other epidermoid structures connected

with the skin may likewise become abstricted, and afterwards

furnish a starting-point for deep-seated epithelial growths that

have no visible relation to the superficial epidermis. The growths
assume the characters of carcinoma or of papillary cystadenoma,
are usually nodose in form, and are sharply marked off from the

surrounding tissue. Probably some of them start from wens or

atheromata (Art. 171), or from abstricted portions of hair-

follicles.

English pathologists have distinguished between superficial epithelioma
and what is termed rodent ulcer by surgeons. In the former the neoplastic

cells are of an epidermal type, in rodent ulcer proper they are epithelial rather

than epidermal, having small nuclei and but little stability, as if they were

derived from gland-cells : they have been regarded as derived from the cells of

the sweat-glands (Thin), or of the outer root-sheaths of the hairs. See

Thiersch {loc. cit.), ]\Ioore (Rodent cancer London 1867), Warken (Med.
Times and Gaz. I 1880), Thin, Fox, Butlin, and others (Trans. Path. Soc.

XXIX, XXX London 1878-79).

Adenoma of the sweat-glands is a rare tumour : it grows

slowl}', and appears in the form of small nodes.

Secondary neoplasms of the skin are on the whole not very
common, though they do occur in connexion with both connective-

tissue and epithelial tumours. ]\Ialignant growths of the skin

itself are the most apt to spread in it, and give rise to daughter-
tumours. Of growths in other organs, mammary carcinoma is

that which most frequently gives rise to cutaneous metastases.

References on Tumours of the Skin (see also Art. 171).

Babes: Keloid V.f. Derm, vii 1880
Bayha : Lupus-carcinoma Beitrdge von Bruns iii 1887
Braun : Endothelioma of the skin A.f. klin. Chir. xliii

Darier: Epithelioma of the sweat-glands .1. de me'd. exp. i 1889
Deneriaz : Keloid These (Berne) Geneva 1887
Hess : Subcutaneous ciliated cyst Ziegler's Beitrdge viii 1890
HoCHSixGER and Schiff : Leukaemia of the skin V.f. Derm, xiv 1887

Israel : Follicular epithelioma Virchow's Festschrift (Assisienten) Berlin 1891

Jadassohn: JNlultiple myoma V. A. 121 1890
Jacobsohn: Keloid A.f. kiin. Chir. xxx
Jarisch : Tumours of the skin A.f. Derm, xxviii 1894
Joseph: Pseudo-leukaemia of the skin Verhandl. d. deutschen dermat. Gesellsch.

Vienna 1892
Knauss: Cylindrical-celled epithelioma of the sweat-glands T". A. 120 1890

Kromayer: Endothelioma tulierosum colloides V. A. 139 1895
Langhans: Keloid V. A. 40 1867
LiRON : Sur la cheloide inguinale spontanee Paris 1887
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Lukasiewicz : Multiple dermatomyomata A . f. Derm, xxiv 1892
Mathieu : Four cases of benign epithelioma A. gen. de me'd. 1881
MiCHALEFF : Case of subcutaneous papilloma Inuug. Diss. Freiburg 1892
Neelsex : Keloid A.f. klin. Chir. xxiv
Paltauf : Lymphatic diseases of the skin A. f. Derm, xxiv 1892
Perrix: Cutaneous sarcomatosis These Paris 1886
Perthes : Calcified endothelioma Beitrdge von Bruns xii 1894
Petersen: Multiple tumours of the tubular glands A.f. Derm. KXiv 1892

;

Diseases of the sweat-glands ibidem xxv 1893 (with references)
Rigaud: Disseminated epithelioma These Paris 1878
Sciit'TZ : True keloid in combination with cicatricial keloid A.f. Derm, xxix

1894
Spiegler : Carcinomatosis cutis (so-called) A.f. Derm, xxvii 1894
Steinhauser : Lupus-carcinoma Beitrdge von Bruns xii 1894
Thiersch : Der Epithelialkrehs, namentlich der Haut Leipzig 1865
ToMMASOLi : P^pithelioma verrucosum abortivum A.f. Derm, xxvi 1894
TouTON : Sarcomatosis of the skin Miinch. med. Woch. 1893 (with references)
VoLKMAXx, R. : Primary cancer of the limbs Samml. klin. Vortrdge nos. 334-

335 1889
Yersin : Melanotic tumour A. de physiol. vii 1886
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CHAPTER LVII

THE SEBACEOUS GLANDS, HAIR, AND NAILS

171. The epithelium of the sebaceous glands normally
secretes an oily liquid (sebum) which cundeiises to a greasy
lubricant. If the secretion becomes over-abundant we have what
is called seborrhoea (^steatorrhoea, tinea or acne sehacea, icTithyons

sehacea'). In one variety scale-like or scurfy deposits are formed
on the surface (^seborrhoea sicca, squamosa, and furfuracea'), and in

another the skin seems smeared witli an oily exudation (^seborrhoea

oleosa^.
The scales and crusts consist of dried sebum and horny epi-

dermis, and are apt to become discoloured, assuming a dirty-

yellow, gre}', or black tint : they sometimes take the form of

large continuous scabs or flakes, from the under side of which

processes pass into the openings of the sebaceous ducts.

Seborrhoea may be local or general. The local variety chiefly
affects the scalp and the external genitals. General seborrhoea is

rare, and is usually met with only in new-born infants ;
the abun-

dant secretion of vernix caseosa which is normal in the intra-uterine

period is in fact continued after birth. The abundant sebaceous

secretion from the glands of the scalp which is normal during tlie

first year of life sometimes gives rise, in neglected infants, to large
fissured dirty cheesy-looking crusts or cakes, consisting of fatty

matter, dirt, epidermal scales, and hairs.

When the scalp only is affected, the dried secretion taking the

form of abundant branny scales, the affection is called dandriff

(^pityriasis furfuracea capillitii^ or porrigo amianthacea); A\hen

the flakes are large and like fish-scales it is sometimes called

ichthyosis sebacea.

Asteatosis (.verodermia'), in which the sebaceous secretion is

diminislied, is rare as an idiopathic affection. It is usually sec-

ondary to other aifections like ichthyosis, porrigo, psoriasis, pity-
riasis rubra, leprosy, etc. The skin becomes dry and fissured,

and is shed in scales or flakes.

Various disorders of the skin are due to the accumulation of

sebum in the glands or ducts in consequence of interference with

its excretion. The obstruction is usually due to the drying of

sebum or the deposit of dirt at the mouth of the duct. Changes
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in the composition of the secretion sometimes give rise to its

retention. The following varieties are distinguished.

(1) Comedones (Fig. 267 e) are small elevations of the skin
due to plugging of the sebaceous ducts, or of the common opening
of duct and hair-follicle. When the plug is squeezed out it

appears as a whitish and somewhat firm pear-shaped or cylindri-
cal mass of the size of a pin-head, the superficial end being stained
black or brown. It consists of sebum and horny epidermal cells,

and often contains one or more minute hairs.

(2) Milium {yrutum or acne alhida) consists of small roundish
white or yellowish elevations of the skin, due to the accumulation

{^^:r^'<<'^^
(7

Fig. 308. Atrophy and cystic degeneration of the hair-follicles and
sebaceous glands of the scalp.

{Preitaratlon hardened in alcohol, stained ivith Bismarck-broivn, and mounted in
Canada balsam : X 20)

a
b
c

epidermis
corium
atrophic hair-follicle containing downy-
hairs below and scales of horny epi-
dermis at its outlet

obliterated hair-follicle devoid of hair

e hair-follicle with sebaceous gland
/ atrophic sebaceous gland
g cyst with small cast-off hairs

gi cyst with enclosed atheromatous matter
h small hair seated on the wall of the cyst
I sweat-gland

of epidermal cells in sebaceous glands. Milium sometimes gives
rise to cystic dilatation of the associated hair-follicle. The skin
of the eyelid is a favourite seat. When the nodule is incised and
the contents evacuated, they are found to consist of a smooth or

rough and lobate core composed of epidermal cells and sebum.

(3) When a group of sebaceous glands become enlarged by
excessive accumulation of epithelial cells within them, polypoid
and sometimes pedunculated excrescences are produced, which
have been called acrochordon. Such growths appear generally
in aged persons, about the eyelids and on the sides and nape of
the neck.
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(4) Wens or sebaceous cysts (^atheroma or steatoma) are usu-

ally due to distension of the duct of a sebaceous gland and hair-

follicle (Fig. 308 g g^ K) by accumulated secretion. Remains of

embryonic clefts, or epithelial structures ^vhich have in some ab-

normal fashion become embedded in the corium or subcutaneous

tissue, sometimes form the starting-point for these cysts, which
are occasionally as large as a hazel-nut or walnut, or may even
reach the size of the fist. The contents consist of a pulpy greasy
mass composed of fatty detritus, cast-off epidermal cells, and often

cholesterin, enclosed within a fibrous capsule lined with stratified

squamous epithelium. In the case of cysts originating from the

hair-follicles and sebaceous glands the capsule is smooth on its

inner surface, and the epithelium is many-layered. In the deep-
seated cysts due to enclosure of foetal residues, the capsule pos-
sesses the structure of skin, including a papillary layer covered

with epidermis. Such cysts are accordingly classed with dermoid
tumours.

Papillary outgrowths at times rise from the inner surface of a

wen, either from traumatic causes or idiopathically, giving rise to

endocystic condylomata or papillomata ; these may be regarded
as akin to the forms comprised under the term papillary cystoma.
Sometimes the entire cyst is packed with branching cauliflower-

growths. In rare cases the structure of some parts of the growth
resembles that of carcinomatous epithelioma. Processes of corni-

fication and calcification, the latter affecting both the epithelium
and the connective tissue, are apt to be set up in the capsule of a

wen, transforming it into a hard globular tumour, which in some
cases closely resembles an osteoma.

Wens are usually seated on the scalp, the back of the neck, or

the face, more rarely on the trunk or limbs.

References on Wens and on Tumours originating from them.

Caspary: Adenoma sebaceum A.f. Derm, xxiii 1891
Chenantais : Calcitied epithelioma of sebaceous glands These Paris 1881
Chiari: Atheroma and encapsulated epidermoid tumours of the subcutaneous

connective tissue TageM. d. Natmfoi'schercers. in Salzburg 1881
;
The gene-

sis of atheroma-cysts Prager Z. f. Heilk. xii 1891, and Trans, internal,

med. congr. 1890 ii Berlin 1891
FoRSTER : Dry cancroid Verh. d. phys.-med. Gesellsch. in Wilrzhurg x
Franke : Atheroma A. f. klin. Chir. xxxiv 1886-87; Carcinomatous degen-

eration of epidermoid tumours V. A. 121 1890
Lagrange : Anatomie pathoJogique et patkogcnie du chalazion Paris 1889
VON NoORDEN : Calcified epithelioma Beitrdge von Bruns in Tiibingen 1888
Peters : Calcified endothelioma Beitrdge von Bruns xii 1894
Weknher : Atheroma, an encapsulated epithelioma V. A. 8 1855
Wilckens: Ossification and calcification of the skin Inaug. Diss. Gottingen

1858

172. Each hair according to its size has a definite period of

existence. When this is at an end, the hair is shed and its place
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is taken by a new one. The replacement is effected by the cells

at the tip of the papilla ceasing to grow and multiply, in conse-

quence of which the old hair with its inner root-sheath is sepa-
rated from the papilla, which thereupon atrophies. According
to Stieda the young hair is produced by a new papilla. Long
thick hairs live longer than shoi't and fine ones.

To maintain the uniform growth of the hair as a whole a con-
stant relation must be kept up between the loss of old hairs and
the production of new. When this relation is disturbed by hind-
rances to production, the result is alopecia ur baldness. Kaposi
distinguishes the following forms.

(1) Alopecia adnata^ or congenital deficiency of hair, is sel-

dom an enduring condition.

(2) Alopecia (clarifies) acquisita is natural in old age (alopecia
senilis), but it may appear much earlier (alopecia praematura~). In
the baldness of age the skin exhibits the changes described in Art.
139 (Fig. 269) ; but it is to be noted that they do not appear till

after the hair has disappeared, and they cannot therefore be the
cause of baldness.

Alopecia praematura may be either idiopathic or symptomatic.
In the former case the hair falls off without visible disease of the
skin. Symptomatic baldness is usual as a result of inflammatory
processes which induce appreciable changes in the scalp, such as

eczema, erysipelas, lupus, syphilitic eruptions, etc., and it also

accompanies or follows affections such as typhoid fever, syphilis,
tuberculous cachexia, and the like. The continuous develoj^ment
of the hair from its bulb is interfered with by the inflammatory pro-
cess, and the hair thus ceases to grow and is shed. If the papillae
are not destroyed the hair may afterwards be reproduced.

When the denudation takes place over isolated ^^atches the af-

fection is described as alopecia areata (area Celsi orporrigo decal-

vans). Some writers (Grube, jSIalassez, Thin, Eichhorst,
Lassar) consider this affection to be due to a parasitic fungus,
while others (Barensprung, Auspitz, Kaposi, Schwimmer,
Joseph, Michelson, Fournier) look upon it as a trophoneurosis.
Others again (such as Eichhoff) think that alopecia areata is

not always due to the same cause, while Behrend attributes it to

some local disturbance of the circulation. The loss of hair may
take place over a single patch or in man}', and in the end may
extend to the entire surface of the body. According to Behrend
the affected hairs are infiltrated with minute air-bubbles down to

the extreme end of the root. In most cases the bald spots sooner
or later Ijecome covered over with downy hairs, and ultimately
with normal hairs.

Baldness coming on during adolescence (i.e. after puberty), in

which the hairs of successive crops become shorter and shorter

lived, and the scalp is covered with an al)undant l)rannv or floury
desquamation, is described as alopecia pityrodes or furfuracea.
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Failure of the hair and exfoliation of the skin are simultaneous,
the cutis is attenuated (Pincus), and the hair-follicles are stunted

and atrophic (Fig. 308 c). The scales consist of morbidly-altered
and abnormally-solidified sebum.

Alopecia pityrodes is referable either to some inherited predis-

position or to one or other of the diseases mentioned above.

Trichorhexis nodosa is an anomalous mode of growth of the

hairs, in which swollen nodes are produced in their course,whereat

they are apt to break off. It is rare as a general affection, but is

not uncommon in the case of single hairs, particularly in the beardo

AccordiuQf to MiCHELSOoSr it is due to abnormal dryness of the

hair, and is of the same nature as the terminal splitting and fork-

ing which often take place in individual hairs.

Ringstreaked hairs {pili annulati) are marked with bands

alternately light and dark. The light bands are somewhat
swollen and enclose air-containing clefts (Landois), According
to Behrend, in very rare cases hairs are met with in which what
look like nodular thickenings occur at regular intervals, but in

these it is the internodal portions that are morbidly altered, inas-

much as they are attenuated and devoid of the normal central

canal.

The nails are frequently misformed or defective, and ab-

normally thin and brittle, or misplaced, generally as a result

of inflammations or of direct injury.

References on Alopecia and on Reproduction of the Hair.

VON Barensprung : Alopecia areata Charite'-Annalen viii

Behrend : Alopecia areata Bed. klin. Woch. 1887, and V. A. 109 1887 and 116

1889
Besnier : Sur la pelade Paris 1888
BucHXER : Aetiology of area Celsi V. A. 7i 1878
EiCHHOFF : Is alopecia areata contagious? Monatsh. f. prakt. Derm. 1888
EiCHHORST : Alopecia areata V. A. 78 1879
GioVANNiNi : The normal development of and certain changes that take place

in the human hair F. /. Derm, xiv 1887; Reproduction of hair after epila-

tion A. f. mikrosk. Anai. 36 1890, and A. ital. de hiol. :s.v 1891; Morbid

histology of baldness Ann. de dermat. ii 1892
Joseph: Aetiology of alopecia areata Cent. f. med. Wiss. 1866; Monatsh. f.

prakt. Derm. 1886, and V. A. 107 1887
Lassar : Alopecia areata D. med. Woch . 1881
Malassez : Alopecia pityrodes A. de physiol. 1874
Michelson: Aetiology of area Celsi V. A. 80 1880
Pincus : Alopecia pityrodes V. A. 37 1866, 41 and 43 1868
Schein: Growth of the human skin and hair A. f. Derm, xxiv 1892
ScHULTZE : Theories concerning area Celsi V. A. 80 1880
Schwimmer: Die neuropath. Dermatoxen Vienna 1882
VON Seiilen: Fortschr. d. Med. i, and V. A. 99 1885
Stieda : Growth of hair Biolng. Cent, vii 1887
Unna : Alopecia pityrodes Monatsh, f, prakt. Derm., i 1882
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References on Nodes of the Hair and Trichorhexis.

Behrend : Node-formation on the hair-shaft V. A . 103 1886
Eichhorst: Trichorhexis nodosa Z.f. kiln. Med. vii (supplement) 1883
Lesser : Pili annulati V. f. Derm, xiii 1886
Michelson: Volkmann's 1-lin. Vortrdge no. 120, and Ziemssen's Handb. d. spec.

Path. XIV
RoESER : Trichoptilosis Ann. de dermat. ix 1878
WoLFBERG : D. med. Woch. 1884

173. Abnormal overgrowth of hair (JiypertricTiosis, hirsuties.,

polytrichia) is hereditary or at least congenital (^hypertrichosis

hereditaria}, or acquired in later life (Iiypertrichosis acquisita).

Congenital hypertrichosis is universal, the whole body being
shaggy (as in '

hairy men '), or it is local and affects only par-
ticular parts. Universal hypertrichosis is usually a family
peculiarity, and may affect the entire face and forehead. An
abnormal growth of hair on the chin and upper lip in women is

not uncommon. ]Moles and pigment-spots are often thickly be-
set with hairs. Many cases of sacral hypertrichosis have been
recorded ; it is generally associated with spina bifida occulta

(von Recklinghausen). Acquired hypertrichosis has been
observed in a few cases as an accompaniment of spinal diseases

(Erb, Schiefferdecker) and as a consequence of chronic irrita-

tion of the skin (Kaposi).
Overgrowth of the nails (Jiyperonychia) in length and thick-

ness is frequently met witli, and they are often at the same time

distorted, rough, or tuberculated. Excessively long nails become
curved into claws (onychogryphosis) . When they become exces-

sively broad they are apt to cut into the soft j)arts, giving rise

to haemorrhage and inflammation (ingrowing nails, inearnatio

unguis).
Abnormal enlargement of the nails may take place without

any perceptible cause. In other cases it is a concomitant of

ichthyosis or psoriasis, or follows on inflammatory affections.

References on Iiypertrichosis.

Bartels : Hypertrichosis Z.f. Ethnol. viii 1876, xi 1879, xiii 1881
Beigel: Iiypertrichosis V. A. 44 1868
Bonnet: Hype7-trichosls congenita universal^ Wiesbaden 1892
Chiari : Hypertrichosis Prag. med. Woch. 1890
EcKER : Ueber abnorme Behaarung d. Menschen Brunswick 1878
FiJRST: V. A. 96 1884
Geyl : Observations on hypertrichosis Biolog. Cent, vm 1888
Hilbert: V. A.QQ 1885'
Michelson: V. A. lUU 1885, and Ziemssen's Handb. d. spec. Path, xiv
VON Recklinghausen: Spina bifida V. A. 105 1886
Yirchow-Ornstein: Z.f. Ethnol. vii 1875, and viii 1876
Wilson : Hairy men Lectures on dermatology London 1878
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of 442

anencephalia 388

angioma of 440
animal parasites of 436, 440

atrophy of 407
carcinoma of 440
cause of ependymal sclerosis of
435

choroid plexuses of 442

compression of 428
concussion of 424

congestive hyperaemia of 404
contusion of 425
cortical apoplexy of 443

crushing of 425

cystic degeneration of the choroid

plexus of 442

cysticercus of 440
diffuse sclerosis of 434
disseminated miliary tuberculosis

of pia mater of 449
disseminated sclerosis of 434
echinococcus of 440

ependymal sclerosis of 434
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brain, fatty degeneration of 409

tibrino-purulent exudation into

ventricles of 445
fibroma of 440
fissui-es and ayri of 382

general atrophy oi 407

passive oedema of 405

glioma of 436

gliomyxoma of 439

gliosarcoma of 439

granular ependymal sclerosis of
435

gumma of 451

haematogenous tuberculosis of432

haemorrhages into the pia mater
of 443

haemorrhagic softening of, in

gumma 453

hyperaemia of the internal me-
ninges of 442

hypoplasia of entire 390
in cretinism 402
infective granulomata of 432

inflammatory oedema of 405
in habitual criminals 402

idiocy 402
mental diseases 402

ischaemic softening of, in gumma
453

laceration of 425

lipoma of 440
local degenerations of 412

engorgement of 404
inflammations of 412, 413

passive oedema of 405

lymphogenous tuberculosis of 432
malformations of 388
metastatic tuberculosis in basal

region of 449
morbid changes of blood-vessels

of 417

multiple sclerosis of 434
oedema of, from auto-intoxication

405

pia mater of 442
subarachnoid space

of 442
osteoma of 440

papillary cystoma of 572

partial hypoplasia of 391

passive hyperaemia of 404

pial cysts of 442

premature atrophy of 407

degeneration of 407

purulent exudations into 445

psammoma of 440

quantity of blood in 404

repair of abscess of 430
resemblance of sclerosis of, to

tumours of 434
results of concussion of 424
sarcoma of 440

brain, sclerosis of 434

secondary tumours of 440
smooth ependymal sclerosis of 435

solitary tubercles in 432, 450
tubercle of the pia mater
of 451

structure and functions of 381
subarachnoid cysts of 442

sub-meningeal injuries of 420

secondary disintegration of, after

injury 426

syphilis of 432, 451
traumatic injury of 424

softening of 426
tuberculosis of 432
tumoui's of 436

internal meninges of

454
vascular naevus of 440
ventricles of 445

weight of 390

atrophic 409
wounds of 425

brain-sand 455
bronchial lymph-glands, pigmentation of

119

bubo 121

.... hard 128
indolent 128

Burdacli's column of spinal cord 327
burn of the first degree 511

second degree 511
third degree 51 1

fourth degree 511
bursae 314

morphology of 317
tuberculosis of 319

bursitis, acute 317
chronic 317

calcareous infiltration of the arteries

m, 68
calcification of blood - vessels of the

brain 417
muscle 299

callosities 548
callus KiO

exterior 160

extra-capsular 164
interior 160

intermediary 160

intra-capsular 164

involution in 163

myelogenous 160

periosteal 160
cancroid 567

capsule, articular 245

caput medusae 94
carbuncle 525
carcinoma of the brain 440

branchiagenous 568
of bone 231
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carcinoma of bone, lacunar resorption in

242
dura mater of brain 463
lieart 55

method of develop-
ment of 55

situation of 55

meninges of the brain 454
muscle ol2

pericardium 04

pituitary body 464
skin 567

spinal meninges 379

spleen 110
ventricles of the brain
450

carcinomatous caries of bone 242
osteomalacia 242

cardiac aneurysm, partial 50, 51

rupture of 51
thrombi in 51

ganglia, degenerative changes
in 46

fibrous hyperplasia of

40

hypoplasia 24
dimensions of heart

in 24

muscle, aetiology of 27

hypertrophy of 27

polypus 46

caries, articular 188

fungosa 188

fungous 188
malacic 188
mollis 188
of cartilage 248, 260
scrofulous 188
sicca 188

syphilitic 194

tuberculous 188

carpus, tuberculosis of 190

cartilage, articular 198
calcification of 198
caries of 260
conversion of hyaline, into

fibro-cartilage 249
conversion of hyaline, into

fibrous tissue 249
erosion of 248, 260
formation of fatty marrow

from -^48

lymphi )id mar-
row from 248

mucoid tissue

from 248

granulative inflammation of

248
necrosis of 248, 260

purulent inflammation of 24
role of, in growing bone 155

sequestra of 260

cartilage, transformation of into bone
150

zone of calcified 198

-cells, fate of 198

metaplasia of 248
caseous nodes in tuberculous arthritis

284
cavernous angioma of spinal meninges

377
central nervous system, Sect, vi

centripetal fibres of the cerebrum 384

cephalic index 200

cephalocele 388
cerebellum 385

abscess of 430
centres of 387

hypoplasia of 391
in atrophy of the cerebrum

410
cerebral apoplexy 422

axis 385

hypoplasia of 391

cortex, psycho-motor regions of

357
hernia 388

cerebro-spinal meningitis 444

cerebrum, accumulation of leucocytes in

409
'

blood-corpus-
cles in 409

yellow pig-
ment gran-
ules in 409

acute destruction of ganglion
cells of 413

agenesis of 389

angular gyrus of 382
anomalies in minute histologi-

cal structure of

400
of development of

the 388
anterior occipital fissure of

381

apoplectic cicatrix of 424

cysts of 423
associative fibres of 384

asymmetry of 391
atheroma of blood-vessels of

of 417

atrophy of cortex of, after am-
putation 417

auditory centre of 385
calcarine fissure of 382
calcification of blood-vessels

417
callosal gyrus of 382

calloso-marginal fissure of 382

capillary haemorrhages of 421
caudate nucleus of 383
causes of partial agenesis of

394



Vm INDEX OF SUBJECTS

( The members refer to the pages)

cerebrum, central fissure of 381 cerebrum, olfactory centre of 385
centripetal fibres of 384 optic thalamus of 383
cerebellum in atrophy of 410 paracentral lobule of 382
claustrum of 383 parallel fissure of 382
collateral sulcus of 382 parietal lobe of 381
commissural fibres of 3^4

parieto-occipital fissure of 381
complications of agenesis of partial agenesis of 393

»
393 hypoplasia of 391

hypoplasia pigment-granule cells in tle-
ff «592 generation of 415

convolutions of 381, 389 praecuneus of 382
corpora amylacea of 416 precentral fissure of 381
cortex of 383 projective fibres of 384
cortical centres of 385 quadrate lobule of 382
cuneus of 382 red softening of 417
cysts of 410, 419 regeneration of nerve ele-

deficiency of secondary sulci ments of 41(3
of 3^0 results of haemorrhage of 422

disorders of circulation of 404 softenino- of 419
embolism of blood-vessels of rolandian fissure o1 381

•117 sclerosis of 416
^t(tt crible of 407. 419 blood-vessels of
fat-granule cells in degenera- 4] 7

tions of 415 sensory centres of 385
fatty degeneration of blood- softenino- of 417

vessels of 417 speech centre of 385
fibres of medullary substance subthalamic body of 383

of 384 substantia perforata anterior
fibrous cicatrix of 416 of 383
first temporal fissure of 381 superficial temporal fissure of
fissures of 381, 389 ;J81

fusiform gyrus of 382 sulci of 381
ganglion cells of 384 sylvian fissure of 381
gyri of 381 temporal lobe of 381
gyrus cniguli of 382 transverse occipital sulcus of
haemorrhages of 421 382
heterotopia of grey matter of visual centre of 385

•101 white softening of 416, 417
hippocampal gyrus of 382 yellow softenino- of 417
hypertrophy of 390, 401 chalky deposits in gouty arthritis 280
hypoplasia of 389, 390 chancre, hard 529
induration of 419 soft 529
inferior occipital fissure of 381 true Hunterian 535
intraparietal fissure of 381 chancroid 529
ischaemic necrosis of 417 chicl:en-ix)x 518
island of Keil of 382 chilblains 510
lenticular nucleus of 383 chiragra 261
lingual gyrus of 382 chloasma cachecticorum 496
location of haemorrhage of caloricum 496
422 toxicum 496

marginal gyrus of 382 traumaticum 496
medullary wliite matter of 383 uterine 496
minute structure of 389 chlorosis 4

morphology of 381 cholesteatoma of the pia mater of the
motor centres of 385 brain 457

neuroglia cells in degenera- chondritis 260
tion of 414 chondroblasts 155

nucleus amygdalae of 383 chondrodystrophia hyperplastica 204
nucleus of Luys of 383 hypoplastica 202
occipital lobe of 381 malacica 204
occipito - temporal sulcus of chondroid tissue 155

382 chondroma of bone 239
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chondroma of bone, degenerations of 239
the meninges of the brain

454
muscle 312

chondro-osteosarcomata 242
chondrosarcomata 242
chordae tendineae 35
choroid plexus, cystic degeneration of 442

cicatrix, apoplectic 424
Clarke's vesicular column 326
clavus 548
cloacae 176, 184

cloudy swelling of muscle 297
cnidosis 610

cocci, pyogenic 59
coccidia 547
column of Turck 326
combination cells of Kamony Cajal, 325
comedo 525
comedone 571

commissural cells of spinal cord 324
fibres of the cerebrum 384

concretio pericardii 62

condyloma acuminatum 550

endocystic 547

condylomata lata 537

congestive hyperaemia of the spleen 108
connective tissue 63, 71, 75, 87, 88, 91,

98, 111, 163, 166, 185, 192, 250, 252,

257, 307, 340
contractures 256

arthrogenous 256
articular 256
cicatricial 256

myogenous 256
co-ordination centre 386
cor biloculare 19

biatriatum 19

biventriculare 19
. . . villosum 60
corn 548
coriui cutaneum 549

corpora mamillaria 385

qnadrigemina 385
centres of 387

corpus callosum 381

corpuscula oryzoidea 316
coxa vara 226
cranial bones, tuberculosis of 192
craniorachischisis 388
cranio-stenosis 206
craniotabes rachitica 222
cranium (see skull)

agenesis of 388
osseous defects of 388

cretinism 200
brain in 402

criminals, brain in habitual 402
crura 385

crust, 503, 505
cuniculi 546

curvature, kyphotic 222

refer to the pages)

curvature, lordotic 222
scoliotic 222

cutaneous anaesthesia 502

eruptions due to medicament,
510

of syphilis 536

haemorrhages, idiopathic 493

svmptomatic'

493

cutis, aenea 496
fibroma of 566

cyanosis of the skin 492

cylindroma of the spinal meninges 379

cysticercus of the brain 440
heart 56

meninges of the brain
458

pericardium 64

spleen 116
cellulosae of bone 244

muscle 312
raceniosus of the meninges

of the brain 458
cvstic degeneration of the pineal gland

465

pituitary

body 464
fibroma 455

of the meninges of the
brain 455

cysts, apoplectic 423

maxillarv 244
of the skin 499

spleen 116

pial 442
sebaceous 572
subarachnoid 442
subchondral in arthritis deformans

272

dandriff 570

degeneration, amyloid, of endocardium
32

atheromatous, of endocar-
dium 31

fatty, of endocardium 30

hyaline, of endocardium 32

mucoid, of endocardium 31

Deiters' cells of spinal cord 324

dementia, paralytic atrophy of brain in

407
demodex foUiculorum 492
dendrites 324
dentition in rickets 222
dermatitis combustionis bullosa 511

erythematosa 511
congelatio gangraenosa 511

congelation is bullosa 511
contusiformis 509

general exfoliative 520

papillomatous 530

dermatolysis 564
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dermatomycosis furfuracea 545

dermoid cysts, intracranial 467

dexiocardia 24

diaphysis 198
increased longitudinal growth

of 210

diarthrosis 245

diastematoniyelia 328

diplococcus iutracellularis 443

pneumoniae 59, 346

pneumo- 314, 346, 373

443, 444

diphtheria, lymph-glands in 121

spleen in 110

dislocation 251

ankylosis in unreduced 259

changes in unreduced 258

complex 251

from caries in tuberculous ar-

thritis 285

deformity, 266, 273
results of 251

spontaneous 261, 262

unreduced 257
' drill

' bones 310

dropsy, meningeal 442

dropsical degeneration of muscle 297

ductus arteriosus, persistence of 20, 22

dura mater of the brain, 460
alveolar sarco-

ma of 462
carcinoma of 463

enchondroma
of 463

endothelioma
of 462

fibroma of 463
haematoma of

460

hygroma of 461

lipoma of 463

eburnation of bone 241

ecchymoma 493

ecchymoses 493
echiuococcus of bone 244

brain 440
heart 56

meninges of the brain
458

muscle 312

pericardium 64

429, spleen 116

ectasis, arterial 83

ecthyma 516

ectopia cordis 24
eczema 515

acute 515

aetiology of 515
chronic 515, 516
crustosum 515

erytliematiisum 515

impetiginodes 515

impetiginosum 515, 516
madidans 515

marginatum 545

papulosuni 515
rubruni 515

squamosum 515
vesiculosum 515

et pustulosum 515

elephantiasis 554, 557

acquired 550

aetiology of 551
arabum 550
associated with lymphan-

giectasis 25, 98
cavernosa 558
dura 552
endemic 550
hbrnus 564

glabra 552

graecorum 540

460
osteoma of 463

morphology of haematangiomatous 564

lipomatous 564
lobate 564

psammoma of lymphangiectatica 552
462 lympliangiomatous 564

sarcoma of 462 mollis 552, 564

secondary tu-

mours of 463

syphilis of 461

tuberculosis of

461
tumours of 462

neuromatous 483, 564

papillomatosa 582

phlebectatic 94
situaticm of 551

sporadic 550
tuberosa 552

spinal cord, inflammation verrucosa 552
of 380

tumours of 380

dystrophy, progressive muscular 294, 303
adolescent
294

adult 294
infantile

294

elephantoid molluscum 563
embolism of blood-vessels of the brain

417
embolus 38

enceplialitis, acute haematogenous 439

aetioloay of 427
focal 429
insular 429
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encephalomalacia 417
enchondroma of bone 235

the dura mater of the
brain 463

the skin 567
endarteritis 71

deformans, chronic 71

obliterans 75, 71

endocardial thrombosis, calcareous infil-

tration of 32

ora;anisation of

32
endocarditis 33

aetiology of 33
course of 38

diphtheritic 37

polypous 36

pustulosa 37

pyaemic 37

results of 30, 42
situation of 37

suppurative 37

tubercle-bacillus in 34
ulcerous 37

vegetations 31
verrucosa 36
villous 36

warty 36

endocardium, amyloid degeneration of,

combined with hyaline
degeneration 32

fatty degeneration of 30
hernia of 51

hyaline degeneration of 32

morphology of 30
mucoid degeneration of 31

sclerosis of tlie connective
tissue of 31

thrombi on surface layer
of 31

endoneurium 469
endothelioma 98, 240

alveolar, of the meningesof
the brain 454

spinal menin-

ges 378
calcified 562
of the dura mater of the

brain 462
skin 558, 560

tuberosum 560

English disease 214
enostosis 236, 238

eosinophile cells 9

epulis, intraosseous 239

ependyma, sclerosis of 435
fibrinous deposits on 458

ephelides 495

epidermal cells, regenerative multiplica-
tion of 506

epidermis, desquamation of 501

epineurium 469

refer to the pages)

epiphyses, oblique displacement of, in

rickets 221

epiphysial cartilage 156

epiphysis 198

separation of the 211, 213

epithelioma contagiosum 547
of the skin 567

epithelium, desquamation in scales 506
shreds 506

erosion of cartilage 248, 260

eruptions, morphology of 503

erysipelas 522

aetiology of 522
bullosum 523
crustosum 523

gangraenosum 523

pustulosum 523
vesiculosuui 523

erythema 492, 503
annulare 509
bullosum 509
circinatum 509
exsudativum multiforme 509

gyratum 509
iris 509
laeve 509
nodosum 509

papulatum 509
traumatic 509
tuberculatum 509
urticatum 509
vesiculosum 509

erythrasma 545
eschar 506
exanthems 508
exostoses 168, 236, 311

bursate 237

cartilaginous 236
chondroid 169
fibroid 169

fibrous 230
movable 168

multiple 238
exudation in arthritis 261

facial angle of Camper 206
facies leontina 540

fat-granule cells in degeneration of the

cerebrum 415

fatty degeneration of the arteries 65
blood-vessels of the

brain 417
brain 409
fibrous tissue of

joints 248

joint cartilages 248
muscle 297

favus 542
felon 524
fibroma of bone 235, 238

the brain 440
cutis 566
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fibroma of the dura mater of brain 463

spinal cord
380

heart 55

meninges of the brain 454
molluscum 482, 563

multiple cutaneous 562
of muscle 312

nerves 481
the skin 562

spinal cord 372

meninges 377

spleen 116

fibrosarcoma of muscle 312
filaria Bancrofti 551
fish-skin disease 554

flat-foot, causes of 227
flat papules 537
folliculitis barbae 525
foramen ovale 22
fourth ventricle 327

fracture, green stick 164
of bone 160

inflammation in 160

injury to periosteum
in 160

length of time neces-

sary for repair of 166

repair of 160

fractures, atrophy of bone in 145

fragilitas ossium 145, 147

idiopathic form of 42,
148

framboesia syphilitica 538

non-syphilitica 630
freckles 495, 560
Friedreich's disease 369
frontal lobe of the cerebrum 381

fungus articuli 188

funiculus cuneatus of medulla oblongata
327

spinal cord 327

gracilis of medulla oblongata
327

spinal cord 327
funnel-breast 229

cause of 229
furunculi 525

ganglion 319

-cells, acute destruction of 413
calcification of 413

fatty degeneration of 413
of spinal cord 324
of the cerebrum 384
sclerosis of 414

... wax-like condition of 414

crepitant 318

gangraena nosocomialis 527

gangrene, decubital 527

hospital 527
of muscle 299

refer to the pages)

gangrenous bed-sore 527

genu recurvatum 228
.... valgum 226

adolescentium 226
causes of 226
infantum 226
inflammatorium 226

paralytic 228
traumaticum 226

gigantic overgrowth 207
causes of 208, 209

gigantism, partial 208

glanders, acute 542
chronic 542
of muscle 309

the skin 542

glioma, aetiology of 439

elongated 350

histokigy of 439
of the brain 436

spinal cord 372
situation of 439
size of 438

telangiectatic, of the spinal cord
372

gliomyxomata of the brain 439

gliosarcoma of the brain 439

spinal cord 372

gliosis 350
GoH's column of spinal cord 327

gonococcus 314

gout, joint cartilages in 246
Gower's tract of spinal cord 327

granular degeneration of muscle-fibres
of arteries 66

granulation tissue 48, 61, 63, 111, 124,

185, 262, 307, 530

granule-cells, significance of 416

granuloma fungoides 530
of the skin 530
traumatic 530

grutum 571

gumma of the brain 451

pituitary body 464
skin 538

osteomyelitic 194

haematolysis 4

haematoma, arterial 88
of bone 242

the dura mater of the

brain 460

pineal gland 465
skin 493

haematidrosis 493

haematomyelia 350

haemoglobin, diminution of, in blood 4

proportion of, in leukae-

mia 6

haemoglobinuria, paroxysmal 14

haemo-pericardium 58

haemorrhage in heart muscle 51
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haemorrhages, idiopathic cutaneous 493
of the skin, neuropatliic
494

symptomatic cutaneous
493

haemorrhagic infarction of spleen 107

results

of 108
haemorrhoids 23, 94
haemosiderin in spleen-pulp 104
hair 670
.... abnormal overgrowth of 575

follicles, wasting of 501

morphology of 572

hairs, ring-streaked 574

halisteresis, new formation of bone in

153
ossium 140

hallux valgus 227
Haversian canal 169, 171

lamellae 187

systems 159

heart, actinomycosis of 55

aetiology of 26

aneurysms of 26

atrophic and degenerative changes
of 44

breadth of 24
carcinoma of 55
cicatrix of 54

congenital hypertrophy of 24

cysticercus of 56

development of 20
dilatation of 26

degenerations in 45
dimensions in 26

diminution in size of 26
echiuococcus of 56

enlargement of 26
fibroid cicatrix of 49
fibroid induration of 49
fibroma of 55

haemorrhagic infarct of 47

idiopathic hypertrophy of 27
ischaemic softening of 50

length of 24

lipoma of 55

lipomatosis of 128

lympho-sarcoma of 55
malformations of 17

milk-spots of 61

motor centre of 386

muscle, abscess of 53
brown atrophy of 44
calcification of 46, 51

fatty degeneration of 44

granular degeneration of

45

hyaline degeneration of45

simple atrophy of 44

waxy degeneration of 45

myxoma of 55

efer to the pages)

heart, parasites of 56

primary tumours of 55
results of hypertrophy of 28

rhabdomyoma of 55

rupture of 48, 58
sarcoma of 55
sclerosis of 49, 54

secondary tumours of 55

softening of 47
stenosis of 41

syphilitic gumma of 55
thickness of 24
tubercle of 55

wail, amyloid degeneration of 32

weight of 24

hypertrophied 28
hernia, cerebral 388

herpes circinatus 501, 513
facialis 513
iris 509, 513
labialis 513

praeputialis 513

progenitalis 513
tonsurans 544

vesiculosus 513, 545
syphiliticus 537
zoster 512

hidroadenitis 525
hirsuties 575

hospital gangrene 527
' housemaid's knee '317
Howship's lacunae 312

hyaline degeneration in tumours of spinal

meninges 378
of arteries 66

lymph-glands 11,
18

muscle 298

hydatid cysts of dura mater of spinal
cord 380

hydraemia 3, 4, 6

hydrarthrosis 264

hydrocephalic micrencephalia 397, 398

partial anencephalia 397

hydrocephalus, acquired 406
causes of congenital in-

ternal 400
internal 398

congenital internal 398
external 397
internal 397, 398

meningeal .397

partial pachymeningitic
461

results of 399
ventricular 398

hydromyelia 349

congenital 349

hydromyelocele 349

hydro-pericardium 58

hydrops bursarum 317
ex vacuo 400, 406
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hydrops tuberculosus 282
ventriculorum 406

hygroma 315, 317
acute 317
of the dura mater of the brain
461

tuberculous 319

hypalbuminosis 3

hyperaemic bone, osteomalacia in 152

hyperinosis 6

hyperonychia 575

hyperostosis 162, 178
in syphilis 195

hypertrichosis 575

acquisita 575
hereditaria 575

hypertrophic lymphangioma 560

hypertrophy, concentric 28
eccentric 28
of bone 154

papillae of skin 549
skin 548
the brain 401

simple 28

hyphomycetes 542

hypinosis 6

hypoleucocytosis 8

hypophysis cerebri 464

hypoplasia of brain, causes of 392

icterus 496

icthyosis 554

acquired 552

congenital 554

hystrix 557

nigricans 557
nitida 557
sebacea 570

simplex 556

idiocy as a result of malformations of

the brain 402

impetigo 510

contagiosa 516

herpetiformis 516

syphilitica 537
incarnatio unguis 575

index, altitudinal 206

cephalic 206
infective granulomata, of the heart 55
insula 382
interior-cells of spinal cord 325
internal meninges 442

of the brain, hyper-
aeraia 442

anaemia of 442
isthmus aortae 419
itch 546

jaundice 496

joint-cartilage, mucoid softening of 246

softening of 247
urates in matrix of 246

joints, acute inflammations of 260
amyloid de£;eneration of the car-

tilage of 246

ankylosis of 252
articular capsule of 245
calcareous deposits in cartilage of
240

cartilages of, in gout 246

changes in mature forms of 224,
225

the parts about 256
chronic inflammations of 260
classificationof loose bodies in 287
cuts of 262

degenerations of 245
fibrous tissues of

248

development of mature 203
effusion of blood into 262

. . empyaema of 201, 282
false 166

fatty changes in the cartilage of
245

formation of new 257

gunshot wounds of 262
haematoidin in cells of cartilage

of 246

hypertrophic proliferation of 250

hypertrophy of 250
loose bodies in 251, 262, 272, 282,

287
mature forms of 223

mobility of, in arthritis deformans
273

new 252, 257

origin of loo.se bodies in 287

regeneration of 250

regenerative proliferation of 250
„ resection of 252

result of acute inflammations of

261

sprains of 251
stabs of 262

synovial membrane of 245

syphilis of 282, 285
tuberculosis of 282

kakke 473

karyokinesis 10, 130
keloid of the skin 566
keratoma diffusum 554

of the skin 459
keratosis 552

pilaris 556
knee joint, serous effusion into 262
knock-knee 226

causes of 226

kyphosis 152, 225

lacunar erosion of muscle 297

resorption in tuberculosis of

bone 184
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lathyrus cicera as a cause of scleroses of

the spinal cord 367

leiomyoma of the skia 506

lentigines 495
leoiitiasis ossea 209

lepra anaesthetica 371, 475
.... bacilli 128, 346, 371, 475
.... maculosa 540

.... mutilans 475, 540

.... nervorum 475

.... nodosa 540

.... tuberculosis 540

.... tuberosa 540

leprosy 540
Lombardian 510
of the lymph-glands 128

nerves 475

spleen 115
white 498

leptomeninges 442

leptomeningitis 430
acute 443

serous 444

aetiology of 445
chronic 446
combination of chronic

with internal prolifer-
ous pachymeningitis
449

fibrino-purulent 444
location of chronic 446

purulent 444, 445

sero-purulent 444
tuberculous 449

leucocytosis 8

experimental production of 8

inliammatory 8

pathological 8

physiological 8

leucocytes, proportion of various forms
of 10

leucomyelitis 346

leucopathia 496

congenita 498
leukaemia 8, 9

aetiology of 10

Charcot's crystals in 10
diminution of red cells in 10

dry residue in 6

eosinophile cells in 9

heart-clots in 9

lymphatic 9

lymph-glands 130

myelogenous 9, 139

neutrophile cells in 10

splenic 9

without pathological change
10

leukaemic adenia 130
infiltrations 10

lymph-glands, lymphadeno-
ma of 130

leukaemic lymphomata 10
lichen 521

haemorrhagicus 493

pilaris 556
ruber acuminatus 521

planus 522
scrofulosorum 521

syphiliticus 536
lineae albicantes 500

lipaemia 6

lipoma, arborescent 271
of bone 239

the brain 440
dura mater of the brain 463

spinal cord
380

heart 55

meninges of the brain 454
muscle 312
nerves 484

pituitary body 464
skin 507

spinal meninges 377
literature (see references)
livedo 492
livor 492
locomotor ataxia 358
locus minoris resistentiae 86
loose bodies in joints 287

classification of287

origin of 287
' loose cartilages

' 287
lordosis 152

lupus disseminatus et aggregatus 521

erythematosus 520
discoides 621

exedens 533
exfoliativus 533
exulcerans 533
framboesioides 533

hypertrophicus 533
maculosus 533
nodosus 533

papillaris 533

serpiginosus 533
ttiberosus 533
tumidus 533
verrucosus 533

vulgaris 532

Luys, nucleus of 383

lymph 13

lymphadenia 129

progressive 130

lymphadenitis 120
chronic indurative 124
tuberculous 125

lymphadenoid hyperplasia, progressive
129

lymphadenoma 129

lymphangitis 96
issue of 97

lymphangiectasis 97
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lyraphangiectatic elephantiasis 98 macrocheilia, lymphangiectatic 98

lymphangioma 98 macrocytes 5

of the skin 558 macroglossia, lymphangiectatic 98
of spleen 11(3 maculae tendineae 61

lymphatics, dilated chyliferous 98 mal del sole 510
occlusion of 97 malformations of the heart, aetiology of

tuberculosis of 97 22

lymph, cellular elements of 14 malignant pustule 526

changes in, dependent on changes malisighian follicles of spleen 104
in blood and tissues 14 mal rosso 510

lymph-channels, desquamative catarrh malum coxae senile 266
of 123 perforans pedis 527

fibrinous exudation in senile 260, 275
123 marrow, lymphoid, formed from carti-

microbes in 14 lage 248

lymph-glands, abscess of 1 23 fatty 248
acute inflammation of matrix, calcified cartilaginous 213

121 measles 508

amyloid degeneration of desquamation in 508
117 medulla oblongata 327, 385

calcification of 124 arcuate fibres of Solly
carcinoma of 133 of 327
caseation of 127 decussation of the py-
chronic inflammation of ramids in 327

124 displacement of cen-
colour of ati'ophied 117 tral canal in 327
fibrinous exudation in funiculus cuneatus of

123 327
fibroid induration of 125 funiculus gracilis of

foreign substances in 119 327

hyaline degeneration of motor centre of heart
118 of 386

hyperplasia of 120 nucleus cuneatus of

in diphtheria 121 327
inflammation of 120 nucleus gracilis of 327

lymphosarcoma of 130 olivary body of 327
metastatic growths of 133 parollvary body of 327
morbid changes in 117 reflex centre of 386

morphology of 117 respiratory centre of

proliferation of 120 386
resolution after inflam- restiform body of 327
mation of 123 vaso motor nerve

... sarcoma of 131 centre of 386
sarcomatous metastases vocal articulation cen-

of 133 tre of 386

simple atrophy of 117 megaloblasts 5

softening of structures melanosis, progressive lentiginous 561

surrounding 120 membrane-bones 196

suppuration of 123 meningeal dropsy 442

syphilis of 128 tumours, calcareous concre-

tubercle-bacilli in 127 tions in 455
ulceration of adjacent tis- meninges of the brain, alveolar endothe-

sues to 120 lioma of 454

lymphoid tissue, danger of large-celled angiomyxoma of

hyperplasia of 127 454

large-celled hyperplasia angiomyxosarco-
of 126 ma of 454

lymphoma, malignant 130 angiosarcoma of

lymphosarcoma 129 454
of the heart 55 animal parasites

pericardium 04 of 458

lymph-vessels, morbid changes in 96 carcinoma of 454
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meninges of the brain, chondroma of 454

cysticercus of 458

cystic fibroma of

455
dermoid cysts of

457
ecliinococcus of

458
fibroma of 454

haemorrhages
into the 37G

lipoma of 454

myxoma of 454

myxosarcoma of

454
osteoma of 454

psammoma of 455
sarcoma of 454

secondary tu-

mours of 458
osteomata of spinal 377
tumours of spinal 377

meningitis, cerebro-spinal 373, 444

epidemic cerebro-spinal 373

fibrino-purulent spinal 373

purulent spinal 373

seropurulent spinal 373

spinal 373

syphilitic spinal 375
traumatic purulent 373
tuberculous 374, 432, 449

meningo-encephalitis, aetiology of chron-
ic 447

tuberculous 449

myelitis 347, 373

tuberculous, and neur-
itis 375

tuberculous 370
mesarteritis 71

micrencephalia 390

hydrocephalic 397

micrococci, pyogenic 73, 74, 92, 170,

314, 346, 373, 428, 429, 443, 517, 527,
529

micrococcus endocarditis capsulatus 33

microcephalia 200, 206, 390
microcosmia 200

microcytes 5

microdactylia 312

microgyria 391
cerebellar 392

micromelia 200, 328
chondromalacica 204

micro-organisms, pathogenic 175

microsporon furfur 545
minutissimum 545

miliaria crystallina 511
milium 571

misplacement of the large blood-vessels
19

moles 557, 560
moUuscum contagiosum 547

morbilli 508
laeves 508

papulosi 508
morbus maculosus Werlhofii 493

haemorrhage of the heart in 51

morphoea 566
. nigra et alba 540

mother's marks 558
motor cells of spinal cord 324
mucoid tissue 248
mucous patches 537
multinuclear osteoclasts 173
mures articuli 287

muscle, abscess of 307

amyloid degeneration of 299
anaemic degeneration of 293
and tendons. Sect, v p. 289

angioma of 312
animal parasites of 312

atrophy of, from disuse 292

lipomatous pseudo-
hypertrophic 302

bony formations in 310
calcification of 299
carcinoma of 312
causes of atrophy of 293
cells of heart, atroiAic and de-

generative changes of 44
chondroma of 312
cicatrix of 307

cloudy swelling of 297

cysticercus cellulosae of 312

degeneration of 297

dropsical degeneration of 297

dry gangrene of 299
echinococcus of 312

fatigue of 291

fatty degeneration of 297
fibroma of 312
fibrosarcoma of 312

gangrenous necrosis of 299

glanders of 309

haematogenous tuberculosis of
309

healing of abscess of 307

hyaline degeneration of 298

hyperplasia of connective tissue
of 307

hypertrophy of 304
induration of 307
inflammation of 306
lacunar erosion of 297

length of 291

lipoma of 312

lipomatous pseudohypertrophic
atrophy of 302

local anaemia of 293

morphology of 291

myxoma of 312

myxosarcoma of 312

neuropathic atrophies of 292
nuclei 291
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muscle, primary tumours of 312

progressive atrophy of 293
bulbar paralysis of

292

dystrophy of 294

pseudohypertrophic paralysis of

303

pseudohypertrophy of 301

regeneration of 305
results of degenerations of 299

rhabdomyoma of 312
sarcolemma of 291
sarcoma of 312
seat of atrophy of 293

simple atrophy of 296
striated fibres of 291

syphilis of 309
trichina of 312
tuberculosis of 308
vacuolar degeneration of 297

wasting of 297

waxy degeneration of 300
muscular atrophy, progressive spinal 365

fibres, fragmentation of 297

mycosis fungoides 530

microsporina 545

myelin, coa^^ulation of 414

m)jelUe aivitaire 351

myelitis 333, 334

aetiology of 346
central 347
consecutive 347
diffuse 345
forms of 344
from compression 345

haematogenous 345

haemorrhagic, a focal disease
345

multiple 345
.... solitary 345

repair after 344
results of 346
termination of 346
transmitted 347
ti-ansverse 346

myelocystocele 349

myelocytes in leukaemia 9

myelogenous sarcoma of bone 239

myeloma of bone 241

myelomalacia, haemorrhagic 331
ischaemic 331

myeloplaxes in bone resorption 141

myocardlte segmentaire 45

myocarditis 38
indurative 13

purulent 52

segmentary 45

myocardium, morphology of 44
wounds of 54

myohaemoglobin 293, 296

myomalacia cordis 45, 47
seat of 50

refer to the pages)

myomalacia cordis, tissue-changes in 48

myopathy, primary 293

myositis 306

gangrenous 307

progressive ossifying 310

purulent 307

myotonia, congenital 304

myxo-fibroma of bone 239

lipo-sarcomata of muscle 312
sarcoma of the meninges of the

brain 454
muscle 312

myxoma of bone 235, 239
dura mater of spinal cord

380
the heart 55

meninges of the brain 454
muscle 312
nerves 484
the skin 567

naevi, vascular 557, 558
.... pigmentosi 495

vasculosi fiammei 558
vinosi 558

naevus pigmentosus papillomatosus 560

prominens 560
verrucosus 560

pilosus 495, 561

prominens 495, 558

spilus 495
unius lateris 565
vascular of the brain 440
verrucosus 495, 560

nails 570, 574
exfoliation of 501

ingrowing 575

overgrowtli of 575

nanoceplialia 200
nanosomia 200
nearthrosis 166, 252, 259

necrogenous warts 534

necrosis, central 172

of cartilage 248, 260
vessel-walls 67

partial 172

superficial 172

syphilitic 194
total 172

nerves 409

ascending secondary degenera-
tion of 340

axis cylinder of 409
cells of, spinal cord 324

...... changes in, after disease of the

anterior horns 472

changes in, after diseases of the

motor roots 472

changes in, after section of 470

degeneration of 470

descending secondary degenera-
tion of 340
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nerves, effect of diseases of the anterior
horns on 472

elements, disintegration of, in

myelitis 344
of brain, regeneration

of 416

fibres, destruction of 414

disintegration of in sclero-

sis of the spinal cord 355
medullated 409
non-medullated 469
rate of growth of 478

secondary degeneration of
340

fibroma of 481

haematogenous degeneration of
47-_'

inflammation of

472
inflammation of 470

sympathetic 475
ischaemia of 331

leprosy of 475

lipoma of 484

medullary sheath of 469

myxoma of 484
naevus 505
neuroma of 482

regeneration of 478
sarcoma of 484

simple degeneration of 470
trunk, blood-vessels of 469
tumours of 481

nettle-rash 510
neuromatous elephantiasis 564
neuraxon 324
neurilemma 469, 479
neuritis 470, 473

acute 473

aetiology of 472
chronic 474
disseminated 473
interstitial 470

lymphogenous 473

multiple 473
of roots of spinal nerves 373

parenchymatous 470

proliferous 474
subacute 474

syphilitic 474
tuberculous 375, 474

neurofibroma 482
of the skin 563

neurocytes 324

neuroglia-cells in degeneration of the ce-

rebrum 414
of spinal cord 324

proliferation of 419

proliferation of, in myelitis
345

sclerosis of 350
neuroglioma 436

refer to the pages)

neuroglioma, ganglionic 436
neuroma 482

aniputational 479

pampiniform 483

plexiforni 483, 562
neuromatous elephantiasis 483
neuron 357

aetiology of progressive atrophy
of motor 366

progressive atrophy of the motor
365

nodes 503
normoblasts 5

occipital lobe of the cerebrum 381
destruction of, in soften-

ing of the brain 420
ochronosis 246
oedema of the skin 492

olfactory centre 385

oligaemia 3, 6

oligocythaemia 4

onychogryphosis 575

onychomycosis favosa 543
tonsurans 545

optic thalamus 383, 385
functions of 387

putamen of 383
oriental sore 528
osseous hyperplasia 209

system. Sect, iv 135

tissue, new 54

pathological formations
of 181

plexiform 159

tumours, aetiology of 235
ossification 196

anomalous processes of, in
rickets 215

centre of 198

diaphysial centres of 198
endochondral 196, 198

epiphysial centres of 198

myelogenous disorders of,
in rickets 217

of the arteries 67

periosteal 190

disorders of, in

rickets 217

ossifying fibroma 239

ostenarthropathie hypertrophiante (Vori-

(jine pnenmiqtie 178

osteoarthropathy, pulmonary hyper-
trophic 178

osteoblasts 155, 159, 169, 325
osteochondroma 239

osteochondritis, syphilitic 211

osteoclasts, in bone resorption 141

synonymous, with myelo-
plaxes 142

osteofibroma 239

osteogenesis, imperfect 202
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osteoid sarcoma 240
tissue 155

trabeculae 161

osteoma 285, 236

compact 236

ivory 236

medullary 236
of the brain 440

dura mater of the brain
463

meninges of the brain 454
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pericardial exudation, absorption of 62
calcification of 62
sero- sanguineous
63

fluid, normal amount of 58

pericarditis 59
adhesive 61, 62
extension of 62

fibrino-purulent 62

purulent 62

sero-fibrinous 60

sero-purulent 62

pericardium, actinomycosis of 63
adliesion of 60
animal jiarasites of 64
carcinoma of 6-4

cysticercus of 64
defects of 58
diverticula of 58
echinococcus of 64

ectopia of 58

haemorrhages in 58
infective granulomata of 63

lympho-sarcoma of 64

mor^ahology of 58

passive dropsy of 58

primary tumours of 64

secondary tumours of 64

syphilis of 63
tuberculosis of 63

perichondrium 196

perilymphangitis 96

perimysium, changes in, in atrophy 301

perineurium 469

periosteum 196

injury to, in fracture 160

spindle-shaped swelling of

163

periostitis 170
albuminosa 174

haematogenous purulent 175
tuberculous 186

periostosis 169

peripheral nerves, structure of 469
nervous system, Sect, vii p. 469

ganglion - cells

of 469
terminal sense

organs of469

periphlebitis 91

syphilitic 92
tuberculous 92

perisplenitis 109

peritonitis in splenic abscess 112

perniones 510

pes equino-varus 228

paralyticus 228 .

. . . valgus acquisitus 227

petechiae 493

petrosal bone, tuberculosis of 451

phlebectases 93

phlebitis, hyperplastic 91

phlebitis, obliterans 91

proliferous 91, 92

suppurative 92

syphilitic 92

tuberculous 92

phleboliths 92, 95

phlebosclerosis 91

pia mater 442
of the brain, carcinoma of 456

cholesteatoma of

457
disseminated mil-

iary tuberculo-
sis of 449

haemorrhages in-

to 443
oedema of 442

pearly tumour of

457

solitary tubercles
of 451

spinal cord 373

pigeon-breast 222

pigment-granule cells in degeneration of
the cerebrum 415

piles 94

pili annulati 574

pineal gland 460, 465
haematoma of 465

hyperplastic enlargement of
465

inflammation of 465

pathological changes in 465

psammoma of 465
tumours of 465

pit 518

pituitary body 460
in acromegaly 464
adenoma of 464
carcinoma of 464

cystic degeneration of
464

gumma of 464

hyperplastic overgrowth
of 464

inflammation of 464

lipoma of 404

morphology of 464
sarcoma of 464
struma of 464
teratoma of 464
tuberculosis of 464
tumours of 464

pityriasis furfuracea capillitii 570
rubra 520

simplex 499
tabescentiura 500
versicolor 545

Plasmodium malariae 110

plasmoschisis 5

plethora apocoptica 3

cardiac hypertrophy in 4
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plethora serosa 13
a transient condition 4

temporary 3
vera 3

piieumo-pericardium 62

pock 518
mark 518

podagra 261

poikilocythaemia 5

poliomyelitis 346
acute anterior 358, 362

symptoms of acute ante-
rior 362

poliosis circumscripta 497

polyarthritis, chronic rheumatic 275, 278
nodular 275

polymyositis, acute primary 306

polypi, nasal 238

polyneuritis 473

polypus, cardiac 46

polytrichia 575

pompholyx 513

pons, functions of nucleus of 387

glioma of 439
results of stimulation of 386

porencephalia 394, 396

porrigo amianthacea 570
decalvans 573

port-wine stains 558

projective fibres of the cerebrum 384

proliferous zone 196

proud flesh 529

prurigo 520

psammomata of the brain 440
dura mater of the

brain 467

meninges of the
brain 455

pineal gland 465

pseudo-arthrosis 166
-leukaemia 11, 130

-porencephalia 396

psoriasis 519
annularis 519

guttata 519

gyrata 519
nummularis 519

palmaris et plantaris syphilitica
537

punctata 519
seat of 519

pulmonary artery, circumference of 24
stenosis of 17

purpura 493

haemorrhagica 493

papulosa 493
scorbutica 493
senilis 494

simplex 493
variolosa 493, 517

pustule 503, 506

putamen 383

pyaemia, spleen in 109

2)yez 498

pyomyelia 350

pyramidal tracts, primary degeneration
of, in amyotrophic lateral sclerosis 365

rabies, virus of 346
rachitis 214
Ranvier's nodes 469
rashes 508
red blood- corpuscles, destruction of 4, 5
. . . corpuscles, nucleated 5
references on

acromegaly 181
albinism 498

alopecia 574
anaemia 6

aneurysms, arterio-venous 90
formation of 89

ankylosis 256
aortic stenosis near the ductus

arteriosus 24

arteries, atheroma of 72
calcification of 67

hyaline degeneration of 67
sclerosis of 72

arteritis 77

tuberculous 81

syphilitic 81

arthritis, ankylosing 277
chronic dry ulcerative 277
deformans 277

gouty 281
in infective diseases 263

articular syphilis 286
tuberculosis 286

bone, arrest of growth of 213

atrophy of, from disuse 148

cysts of 149, 244
disturbances of growth of, due

to mechanical causes 230
halisteresis of 153

hydatids of 244

hypoplasia of 207

inflammatory stimulation of

213
lacunar resorption of 148

leprosy of 195
local overgrowth of 210

neuropathic atrophy of 149

phosphorus-necrosis of 177

premature synostosis of 207

regeneration of 159

repair of fractures of 167
structure of 159

syphilis of 195
tuberculosis of 188
tumours of 243

bone-marrow 138

changes in, accom-

panying various dis-

eases 140
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bony hyperplasia from the effects of

arsenic and phosphorus 210

brain, abscess of 431

atrophy of 410

cysticercus in 451)

cysts of the adventitial lymph-
sheaths of 443

choroid plexuses
of 443

meninges of 443
defects of 396
function of 387

heterotopia of the grey mat-
ter of 403

hyperplasia of the grey mat-
ter of 403

ischaemic softening of 421
malformations of, in cretins

403
criminals

403
idiots403

structure of 387

syphilis of internal meninges
of 453

traumatic injury of 428
tuberculosis of internal me-

ninges of 451
tumours of 440

the dura mater of

464
internal meninges

of 458

bursae, diseases of 319

hygroma of 317

cartilages, degenerative changes in

articular and other
248

repair of injuries to 252

cerebellum, atrophy of 411

hypoplasia of 392
cerebral haemorrhage 424

sclerosis 435

cerebrum, hypoplasia of 392

chancre, soft 530

corpus callosum, absence of 396
cutaneous horns 550

dermatitis, papillomatous, of the

scalp 532
eczema 516

elephantiasis, acquired 553
neuromatous 565

encephalitis, focal 430
endocarditis 42

endocardium, degenerations of 32

ependymal sclerosis 435

erythema 510
exostoses 210

ganglion 319

ganglion-cells, calcification of 417

glanders, cutaneous 542

refer to the pages)

references on

granuloma fungoides 531
umbilical 532

hair, nodes of 575
.... reproduction of 574

heart, aneurysms of 52

development of 23
fibroid induration of 52

hypertrophy of 28
malformations of 23

muscle, atrophy of 46

degeneration of 46

myocarditis of 54

myomalacia of 52

parasites of 57

size of 25

syphilis of 56

tuberculosis of 56
tumours of 56

wounds of 54

herpes zoster 513

hydraemia 6

hydrocephalus, congenital 400

hydromyelia 352

hypertrichosis 575

ichthyosis 557

impetigo 516
intracranial circulation and its dis-

turbances 406

joints, behaviour of blood in 263

chances in, after long immo-
bility 278

formation of new, after resec-

tion 253
loose bodies in 288

neuropathic affections of 280

large blood-vessels, size of 25

leprosy, cutaneous 540

leucocytosis 11

leukaemia 11

lichen 522

lipaemia 6

lupus erythematosus 521

lymphadenia 131

lymphadenitis 125

syphilitic 128
tuberculous 128

lymphangitis 97

lymphatics, dilatation of 99
obstruction of 99

lymph-glands, degeneration of 118

deposition of foreign
substances in 120

tumours of 133

meningitis, aetiology of acute 445
morbid anatomy of acute
445

molluscum contagiosum 547

muscle, amyloid degeneration of 301
calcification of 301

degenerative atrophy of 300

hydatids of 313
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references on
muscle, hypertrophy of 305

lipomatous pseudohypertro-
phy of 303

simple atrophy of 300

syphilis of 309
tuberculosis of 309
tumours of 313

muscles, adaptation of, to altered

conditions of contraction 294
muscular atrophy in connexion with

inflammation of

joints 295
in connexion with

injuries to mus-
cles 295

neurogenous 294

primary myo-
pathic progres-
sive 295

spinal 294

myelitis 348
from compression 345

traumatic injury 345

myositis 308

ossifying 312

myotonia, congenital 305

nearthroses, formation of 259

nerves, cachectic degeneration of 475
inflammation of 475

infective degeneration of 475
inflammation of 475

regeneration of 480
toxic degeneration of 475

inflammation of 475
traumatic degeneration of

475
inflammation of

475
tumours of peripheral 484

osteoarthropathy 181

osteochondritis, congenital syphi-
litic 213

osteomalacia 153

osteomyelitis 174
ostitis deformans 182

hypertrophic 181

pachymeningitis, haemorrhagic 463

proliferous 463

paralysis, aetiology of progressive
general 410

anatomy of progressive
general 410

arsenic 295
lead 295

progressive bulbar 367

spastic spinal 367

pellagra 510

pemphigus 515

periostitis 174

periarteritis nodosa 81

pericarditis 63

references on

pericardium, tuberculosis of 64

syphilis of 64

phlebitis 93

phlebosclerosis 93

pineal gland, tumours of 465

pituitary body, affections of 465

pityriasis rubra 521

plethora 6

poliomyelitis, acute anterior 364

porencephalia 396

prurigo 521

psoriasis 520
rhinoscleroma and its bacillus 531
rickets 223
sclerodermia 553

skeleton, hypertrophy of 210

skin, angioma of 558
. . atrophy of 501

. . diseases of, in general 589

. . endothelioma of 562

. . fibroma of 505
, . gangrene of 528

. . haemorrhages of 494

. . lymphangioma of 562

. . neuropathic papilloma of 566

. . syphilides of 539

. . tuberculosis of 535

. . tumours of 568

small-pox, formation of vesicles of

519

spinal amyotrophy, progressive 367

sclerosis, amyotrophic lateral

367

cord, anaemic degeneration of
ooo

inflammation
of 333

atrophy of, from loss of

the limbs 333

atrophy of, from under-

growth of the limbs;33;3

combined systemic de-

generations of 367

disseminated sclerosis

of 356

histological changes in

foci of degeneration
340

histological changes in

foci of hiflammation
340

infective degeneration of
oooooo

inflannnation

of 333

leprosy of 371

malformations of 329

multiple sclerosis of

356

secondary degeneration
of 343



INDEX OF SUBJECTS XXV

{The numbers

references on

spinal cord, structure of 328

syphilis of 376

syphilitic degeneration
of 371

syringomyelia 352
toxic degeneration of

333
inflammation of

•>oo
•JOO

traumatic degeneration
OI 00>J

inflammation
of 333

tuberculosis of 371
tumours of 372

dura mater, morbid anatomy
of 380

meninges, syphilis of 376
tumours of internal

379

meningitis, aetiology of 376

histology of 376
spleen, acute enlargement of, in in-

fective diseases 112

engorgement of 108
function of 105
infarction of 108
structure of 105

syphilis of 116
tumours of 116

splenic hyperplasia 114

splenitis, purulent 112

syphilis, articular 286
tabes dorsalis 360
tendons and sheaths, morbid anat-

omy of 316
tendon sheaths, hygroma of 317
transfusion of blood 6
trichorhexis 575

tuberculosis, articular 286

ulcer, perforating, of foot 528
urticaria 510

valves, structure of 32
varices 95

vitiligo 498
wens 572

tumours originating from 572
xanthoma 562

regeneration of bone 154
muscle 305

Reil, island of 382

relapsing fever, spleen in 110

resorption of bone in resection of joints
252

respiratory centre 386

rhabdomyomata of the heart 55
muscle 312

rhagades 505

rheumatism, acute polyarthritic 261

rhinophyma 558
rhinoscleroma 531

refer to the pages)

rice-bodies 316
in bursae 318

rickets 214
a disorder of nutrition 222
an inflammatory disease 222
anomalous process of ossifica-

tion in 215
catabolic disintegration in 223
cranial sutures in 222
deformities in 220
dentition in 222
disorders of myelogenous ossifi-

cation in 217

periosteal ossifica-

tion in 217

displacement of epiphyses in 221

enlargement of zone of prolifer-

ating cartilage in 217
fontanelles in 222

funnel-shaped thorax in 222

hyperaemia of bones in 222
lacunar resorption in 215
micromelic foetal 206

pectus carinatum in 222

pigeon-breast in 222
softness of the bones in 220

rider's bones 310

ringworm, common 544
crusted 542

risipola lombarda 510
root-ganglion cells of spinal ganglia 325
roseola 492

aestiva 510
autumnalis 510
choleraica 510
infantilis 510
rheumatica 510

syphilitic 536

typliosa 510
rubeola 508

rupia syiDhilitica 538

sarcoblasts 305
sarcolemma 291

sarcoma of bone 235, 239

giant-celled 240

myelogenous alveolar
240

retrogressive changes in
240

telangiectatic 240
the brain, 440

alveolar, of the dura mater of
the brain 462

of dura mater of the brain 462

spinal cord
380

heart 55

lymph-glands 131

meninges of the brain 454
muscle 312
nerves 484
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sarcoma, imperfect development of 206
of pituitary body 464

ossifying 242

periosteal 241
of skin 566

spinal cord 372

meninges 378, 379

spleen 116

sarcomatosis of the skin, general 566
scab 503, 505
scabies 546
scales 503, 506
scar 507

scarlatina 508

desquamation in 508

liaemorrhagica 508
sclerema neonatorum 553
scleroderinia 552

sclerosis, amyotrophic lateral 365
of the arteries 67

aetiology of 69
results of 71

terminations of

71

blood-vessels of the brain 417
brain 416

scoliosis 152, 225
cause of 225

paralytic 228
scrofulodermia 532

miliare 521

scurvy haemorrhagicus 493
scutula 542, 544
sebaceous cysts 572

changes in 572

glands 570
seborrhoea 570

furfuracea 570
oleosa 570
sicca 570

squamosa 570
sebum 570

sensory centres 385

septula meduUaria 323

septum, auricular 22
intermedium 21

ventriculorum 21

sequestra of cartilage 260

sequestrum, abscess 173

absorption of 173
removal of 173

Sharpey's fibres 159

sheath of Schwann 469

shingles 512
shreds 506
sinus reuniens 22

in tuberculous arthritis 284
situs viscerum inversus 24

skeleton, acquired lesion of 200
cause of arrest of development

in 200

hypertrophy of 207
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skeleton, inherited variation of 200
. . internal 196
. . . osseous part of 154
. . . spontaneous variation of 200
Sect. VIII 489
abnormal chilling of 502

heating of 502

ski

acne of 525
.... rosaceae of 492

acquired elephantiasis of 550
acute inflammation of 506

aetiology of inflainination of 502

amount of blood in 491
anaemia of 492

angioma of 557

angiomyoma of 566
animal parasites of 545

argyrla of 496
atheroma of 499

atrophy of 499
in nervous affections

501
bed-sores of 503
blebs of 505
blister of 511
boils of 525
burns of 511
cachectic atrophy of 500
cancer of 567

cavernous lymphangioma of 559

chaps of 505
chloasma cachecticorum of 496

caloricum of 496
toxicum of 496
traumaticum of 496

chronic atrophic inflammation of

507

hypertrophic inflammation
of 507

inflammations of 507

cicatrising epithelioma of 567

contamination of 502
crusts of 503, 505
cutaneous lymphangioma of 559

cyanosis of 492

cystic lymi^hangioma of 559

cysts of, containing hair 499
decubital necroses of 503

desquamation of 492

epithelium of 506

developmental diseases of 489

diagnosis between active hyperae-
mia of, and inflammation 492

discolorations of 495
disorders of circulation of 491

ecchymoma of 493

ecchyinoses of 493

ecthyma of 576
eczema of 515
enchondroma of 567

endocystic condyloma of 572

papilloma of 572
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skin, endothelioma of 558

.... epithelioma of 567

.... eruptions of 503
measles in 508
scarlatina in 508

.... erysipelas of 522

.... erytheniata of 492, 509

.... eschars of 506

.... exanthems of 508

.... excoriation of 505

.... exfoliation of 505

.... fibroma of 562

.... fissures of 505

.... flea-bites of 503

.... freckles of 495
functions of 489
furfuraceous desquamation of 506

general sarcomatosis of 566
.... glanders of 542

.... granulomata of 530

.... gummata of 538

.... haematangiomata of 557

.... haematoma of 493

.... haemorrhagic bulla of 493

.... herpes of 512

.... hyperaemia of 492

hypertrophic angioma of 557

lymphangioma of

559, 569

.... hypertrophy of 548

icterus of 496
.... idiopathic disease of 489

impetigo of 516

inflammatory disorders of 502
fibrous papilloma of

550

hypertrophies of 548
oedema of 492
tumours of 548

.... influence of corrosive chemicals on
502

irritation of the nerves
of 502

.... jaundice of 496
keloid of 566

Addison's 566
cicatricial 566

.... keratoma of 549

leiomyoma of 566
.... leprosy of 540
.... leucopathia of 496

acquisita 496
lichen of 521

haemorrhagicus of 493
linear atrophy of 500

.... lipoma of 567
livedo of 492

.... livor of 492

.... local malformations of 554

.... lupus erythematosus of 520

vulgaris of 532
.... lymphangioma of 558

skin. marasmic atrophy of 500
mechanical injuries of 502
membranaceous desquamation of

500
miliaria of 511
moles of 495
molluscum contagiosum of 547

morphology of 489

mycoses of 542

myxoma of 567
neurofibroma of 563
nodes of 503

non-inflammatory hypertrophies of

554
tumours of 554

oedema of 492
osteoma 567

papules of 503

parasitic disorders of 502

pemphigus of 513

petechlae of 493

phlegmon of 524

phlegmonous inflammation of 524

pigment in 492

pigmental lymphangioma of 560
moles of 495

pigmentary atrophy of 496
discoloration of 492
disorders of 495

pityriasis of 499, 520

prurigo of 520

psoriasis of 519

purpura papulosa of 493

pustules of 503, 506
rashes of 508
recent haemorrhages of 493

regenerative multiplication of epi-
dermal cells of 506

rhagades of 505
rodent ulcer of 567, 568
roseola of 492, 570
sarcoma of 566
scabs of 503, 505, 507
scales of 503

secondary tumours of 568
senile atrophy of 499

serpiginous inflammation of 508

siliquose desquamation of 506

simple angioma of 557

atrophy of 499

sloughs of 506

stigmata of 494
subcutaneous lymphangioma of 559
sudamina of 511

sun-spots of 495

symptomatic disease of 489

syphilis of 535

tattooing of 496

telangiectatic lymphangioma of 559
terminations of bones of 511

transient pigmentation of 506
traumatic granulomata of 530
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skin, tubercles of 503

.... tuberculosis of 532

.... ulcers of 528

.... urticaria of 510

.... uterine chloasma of 496

.... vacuolation of cells of 504

.... vesicles of 503, 505

.... vibices of 493

.... warts of 534

.... wheals of 503

.... xanthelasma 495

.... xanthoma of 495

skull, brachycephalic 206, 207

capacity of 207
.... causes of deformity of 224

cephalonic 207

clinocephalic 207

dolichocephalic 206, 207
formation of cranial portion 224

height of 206

hydrocephalic 207

hypsocephalic 206

leptocephalic 207
measurements of 206

mesocephalic 206

microcephalic 207

orthocephalic 206

orthognathous 207

oxycephalic 207

pachycephalic 207

pathological types of 207

plagiocephalic 207

platycephalic 206, 207

prevention of longitudinal expan-
sion of 206

prognatiious 207

results of synostosis of 206

sphenocephalic 207

trochocephalic 207

trigonocephalic 207
variations in form of 206

slough 506

small-pox 517
confluent 517

haemorrhagic 517

pit of 518

pock of 518

Solly's arcuate fibres 327

speech-centre, motor 385

spina ventosa 185, 189

spinal arthropathies 279

cord, abnormality of central canal
of 329

grey commis-
sure of 329

abscess of 346
acute inflammation of dura
mater of 379

agenesis of 329

amyotrophic lateral sclerosis

of 358

angiosarcomata of 372
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spinal cord, anterior column of 323

ground bundle of

327
horns of 323

arachnoid of 373

ascending degeneration in

341

asymmetry of 328
causes of inflammation of 332
central canal of 323

sclerosis of 350
Clarke's vesicular column of

326
column of Burdach of 327

Goll of 327
columns in white matter of

325
combined systemic diseases

of 368

compression of 332

corpora amylacea of 337
crossed pyramidal tracts of

326
defective development of the

tracts of 328

degeneration of 330, 334

descending degeneration of

340

development of single tuber-

culous nodes in 370
direct cerebellar tracts of 326

pyramidal tracts of 326
disseminated sclerosis of 353

tuberculosis of

370
dura mater of 379

fat-granule cells in 336
fibroma of 372

dura mater of 380

formation of connective tis-

sue in 340
funiculus cuneatus of 327

gracilis of 327

gelatinous substance of Ro-
lando 323

glioma of 372

gliosarcomata of 372

Gower's bundle of 327

gradual compression of 331

gi-anule cells in degeneration
of 342

grey commissure of 323

degenei'ation of the pos-
terior columns of 3.')8

gelatinous degeneration
of 340

matter of 323, 324

heterotopia of 329

hydatid cysts of dura mater
of 380

hypoplasia of 329
infective granulomata of 370
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spinal cord, inflammation of 8o0, 332
membranes of 378
influence of anaemia on ner-

vous elements of 330
influence of disorders of cir-

culation on nervous ele-

ments of 331

influence of disuse on ner-

vous elements of 330
influence of marasmus on
nervous elements of 330

influence of poisonous sub-
stances on nervous ele-

ments of 331

influence of rapid variations
of atmospheric pressure
on nervous elements of

331
insular sclerosis of 353
interior cells of 325
lateral column of 323

ground bundle of

327
horns of 323

limiting tract of 227

leprosy of 371

lipomata dura mater 380
malformation of 323, 328
membranes of 373

morphology of 323

multiple sclerosis of 353

myxoma of dura mater 38p
neuroglia of 324
neuronic affections of 357

pia mater of 373

pigment-granule cells in 336

posterior column of 323, 327
horns of 323

postero-external column of

327
internal column of

327

primary lateral sclerosis of

308
tumours of dura
mater of 380

processus reticularis of 323

progressive atrophy of the
anterior horns of 358

pyramidal tracts of 326
red softening of 334, 336

reparative proliferation of

338
restoration of foci of degen-

eration of 338
sarcoma of 372

dura mater of 380
sclerosis of 338

the posterior col-

umns of 358

septula meduUaria of 323

simple atrophy of 334

spinal cord, spongy substance of poste-
rior horn of 323

Stilllng's nucleus of 326
substantia i^elatiuosa cen-

tralis of 324

suppuration of 344

syphilis of 370
inflammation of

dura mater of 380

systemic affections of 357

telangiectatic glioma of 372
traumatic injuries of 331
tuberculosis of 370

dura mater of

380
tumours of 370, 372
white matter of 323, 325

softening of 334, 336

yellow softening of 336

spinal meninges, alveolar endothelioma
of 378

angioma of 378
carcinoma of 379
cavernous angioma of

377
fibroma of 377

hyaline degeneration in

tumours of 378

lipoma of 377
sarcoma of 378, 379

secondary tumours of

379

spinal nerves, anterior roots of 323
defects of roots of 328
neuritis of roots of 373

posterior roots of 323

spine, kyphotic curvature of 222
lordotic 222
scoliotic 222

splenic abscess, rupture of 112

spleen, absence of 104

actinomycosis of 115
acute enlargement of 108
adhesions of 111

amyloid degeneration of 105

hyaline masses in 105
anaemia of 107

anaemic infarction of 107, 110
and the lymph-glands, Sect, m

101

angioma of 116
animal parasites of 116

atrophy of 105, 111

bacon 105

carcinoma of 116

cicatrix in 108

congestive hyperaemia of 108

cyanotic induration of 107

cysticercus of 116

cysts of 1 16

echinococcus of 116
embolic infarction of 107
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spleen, engorgement of 106

enlargement of, with induration
111

in cirrhosis of

the liver 114

foreign matters in 104
functions of 10-1

gumniata in 115

hyaline degeneration of 106

hyperaemia of, in infective dis-

eases 109

hyperplasia of 1 12

karyokinetic figures in cells of

110
in diphtheria 110

inflammation of, in infective dis-

eases 109
results of 110

in pyaemia 109

relapsing fever 110

leprosy of 115

leukaemic hyperplasia of 112

lymphangioma of 116

malpighiau follicles of 104
metastatic growths in 116
morbid changes in 103

morphology of 103

necrosis of 109

passive hyperaemia of 106

pentastoma of 116

Plasmodium malariae in 110

primary neoplasms of 116

pseudo-leukaemic hyperplasia of

112

pulsating cavernous angioma of

116
relation to blood metabolism 103

sago 105
sarcoma of 116

spodogenous enlargement of 109

spontaneous rupture of 106

supernumerary 104

suppuration of 112

syphilis of 115
traumatic rupture of 106
tuberculosis of 115

typhoid fever 110

weight of, in hyperplasia 114

syphilitic infarcts

115

spleen-pulp, haemosiderin in 104, 111

method of communication
of arteries and veins in

103

morphology of 103

splenic abscess 112

peritonitis in 112

tumour, spodogenous 104

veins, thrombosis of 107

spleniculus 104

splenitis 108

spodogenous splenic tumour 104
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spondylitis deformans 273

spondylolisthesis 229
cause of 229

sporozoa, parasitic 547

sprain 251

squamae 506

staphylococcus pyogenes aureus 171
steatoma 572
steatorrhoea 570

stigmata 494

Stilling's nucleus 326

streptococcus pyogenes 524

strongylus armatus as a cause of aneu-

rysm 88
struma of the pituitary body 464

stumps, atrophy of bone in 145
subarachnoid space of the brain, oedema

of 442
subthalamic nucleus 385
sudamina 511

sulcus interventricularis 21

sun-spots 495, 560

sweat, bloody 493

glands, adenoma of 568

sycosis framboesiformis 530

parasitic 525

simplex 525

sympathetic ganglia, inflammation of 475

nerve-fibres, inflammation
of 475

synarthrosis 245

degenerations of 245
T repair of ruptured 251

synchondrosis, false 245
inflammations of 262

softening of 247
true 245

syndesmosis 206, 245
inflammations of 262
ossification of 249

pathological 166

synostosis 165, 245

premature 205
results of premature, of sacro-

iliac synchondrosis 205

synovia 245

synovial membrane 245
hernial protrusions

of 264

synovitis 260
catarrhal 262
chronic serous 264, 278

hyperplastica granulosa 188

pannous hyperplastic 264

pui'ulent 261, 278

secondary granular 262
serous 201, 285
sero-fibrinous 261
smooth 264

syphilide, papular 536

pustular 538

syphilides 536
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syphilis 535

arthropathies in tertiary 285
cutaneous eruptions of 536

... liyperostosis in 195
initial sclerosis of 535
lenticular 536

miliary 536

osteoporosis 195
of muscle 309

the brain 432, 451
dura mater of the brain

461
dura mater of the spinal

cord 380

lymph-glands 128

peripheral nerves 474

spinal meninges 375

spleen 115
small papular 536
vesicular 537
virus of 73, 346

syphilitic gumma of the heart 55
induration 535

phlebitis 92
roseola 536

syringomyelia 349, 350

significance of the lesions
of 352

symptoms of 351

tabes dorsal is 357, 358

aetiology of 360
ataxia in 359

changes in 358

fat-granule cells in 359

gastric crises in 359

sensory phenomena in 359

symptoms of 359
... . spasmodic 365
taenia solium 458

talipes calcaneus 228

tarsus, tuberculosis of 190

tattooing 496

teginen tympani, perforation of 147
telae choroideae 442

temporal lobe of the cerebrum 381
tendinitis 314

proliferous gouty 315

tendons, morphology of 314

repair of 316

tendon-sheaths, arborescent lipoma of 316

morphology of 314
rice bodies in 316
rheumatic nodules of 316

teno-isynovitis 314

tendo-vaginal hydrops 316

vaginitis 314
acute dry 314

imrulent 314
tuberculous 315

teratoma of the pituitary body 464
Thomsen's disease 304

thorax, causes of deformity of 224

funnel-shaped 222
thrombo-arteritis 74

plastic 74

proliferous 74

purulent 74

phlebitis 91, 95

suppurative 92, 95
thrombosis witliin the heart 51

thyroid cachexia 203
tinea capillitii 545
.... favosa 542

sebacea 570
.... sycosis 545
.... tonsurans 544
.... versicolor 545
.... vesiculosus 545

tophi in gouty arthritis 280
tract cells of spinal cord 324

transpositio cordis 24
trichina of muscle 312

the pericardium 64

tricophyton tonsurans 513, 544, 545
trichorhexis nodosa 574
truncus arteriosus 21, 22
tuber cinereum 385
tubercle of the heart 55
tubercles 503

tuberculosis, articular 282
of bone 183

the brain 432
bursae 319
dura mater of the

brain, 461
dura mater of the

spinal cord 380

meninges of the
brain 432, 449

muscle 308

pericardium 63

periosteum 186

peripheral nerves 474

pituitary body 464
skin 532

spinal cord 370

meninges 374

spleen 115
tuberculous abscess, cold 284

empyema of a joint 282

lymphadenitis 125

meningo-encephalitis 449

periphlebitis 92

phlebitis 92
tumeur a nnjelnplaxes 240
tumour albus 188, 284

tyloma 548

typhoid bacillus 444

fever, spleen in 110

ulcer of the skin 528

perforating, of the foot 527
rodent 567, 568
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ulcer, tropical 528
varicose 94, 529
venereal 529

ulcus induratum 530
moUe 529

serplginosum 538
urticaria 510

papulosa 510

pigmentosa 510
tuberosa 509
vesiculosa 510

vaccinia 518
vacuolar degeneration of muscle 297
vacuolation of cells of the skin 504

valves, fenestration of 38

insutriciency of 40

perforation of 38

rupture of 38
stenosis of 40

valvular segments, malformations of

19

tissue, atheromatous degenera-
tion of 31

sclerosis of 31

varicella 519
varices 93

rupture of 94
situation of 94

varicocele 94

varicose aneurysm, true 87

spurious 89
ulcer 94

variola 517

liaemorrhagica 493, 517

syphilitica 538
vasa vasorum 09, 71, 72,
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venous orifices, stenosis and atresia of 19
ventricles of the brain, carcinoma of 456

fibrino -purulent
exudations
into 445

purulent exuda-
tions into 445

73, (O

in atheroma 69, 71, 72

vascular mechanism. Sect, ii 15

system, asymmetrical arrange-
ment of 22

vaso-motor nerve-centre 386

vegetation, endocarditic 38, 39

veins, calcifications of 91

dropsy of 406
ventricular dropsy 397

septum, defects of 19
vernix caseosa 570
verruca carnea 500

dura 560
mollis 500

vertebrae, abscess in tuberculous dis-

ease of 191

pressure of aneurysms of

aorta upon 147

tuberculosis of 190
vesicles 503, 505

vessel-walls, necrosis of 67
vibices 493
visual centre 385

vitiligo 490, 497

aetiology of 497
distribution of 498

endemic, confounded vs^ith lep-

rosy 498

vitiligoidea 501
vocal articulation centre 386

warts, cadaveric 534

icthyotic 557
sebaceous 547
soft 557
venereal 550

waxy degeneration of muscle 298, 300
wens 499, 572
wheals 503
white swelling 188, 284
whitlow 170, 524

xanthelasma 495, 501

multiplex 561

fatty degeneration of intima and planum 495, 561

media of 91

fibroid thickening of intima of 91

morbid changes in 91

subcutaneous rupture of 94
vitelline 20
wounds of 92

venae Galeni, thrombosis of 430

omphalo-mesentericae 20 zona 511

tuberosum 495, 561

xanthoma 495, 561

xerodermia 570

pigmentosum 561

yaws 530
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" The present edition is more than largely revised. Much of it is re-written, and it is brought
quite abreast with the latest wave of progress of physiological science. A chief merit of this work is

its judicial temper, a strict sifting of fact from fiction, the discouragement of conclusions based on
inadequate data, and small liking shown toward fanciful though fascinating hypotheses, and the
avowal that to many questions, and some of foremost interest and moment, no satisfying answers can

yet be given." — New England Medical Journal.
"

It is in all respects an ideal text-book. It is only the physiologist, who has devoted time to the

study of some branch of the great science, who can read between the lines of this wonderfully general-
ized account, and can see upon what an intimate and extensive knowledge these generalizations are
founded. It is only the teacher who can appreciate the judicial baUincing of evidence and the powet
of presenting the conclusions in such clear and lucid forms. But by ever>' one the rare modesty of thf
author in keeping the element of self so entirely in the background must be appreciated. Reviewing
this volume as a whole, we are justified in saying that it is the only thoroughly good text-book d
physiology in the English language, and that it is probably the best text-book in any language."—«

Edinburgh Medical Journal.
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beginning it was regarded as a masterpiece, and at once took a prominent place among text-books of
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the beauty and simplicity of the ityle, in the lack of personal prejudice on the part of the author, m
his thorough familiarity with the progress of physiological knowledge, and in the rare judgment with
which purely hypothetical ideas and those founded on sufficient evidence are discriminated. The
work is therefore a most admirable guide to physiological progress as well as general physiological
knowledge."

— T/ie Nation.
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Lewis Jones; Massage, Technique, Physiology and Therapeutic Indications- Dr. Kearsley
Mitchell; The General Principles of Dietetics in Disease; or, the Feeding of the Sick— Sir
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PART I. Insolation or Sunstroke — Sir Joseph Fayrer.

PART II. The Infections.

The General Pathology of Infection — Dr. Kanthack; Septicaemia and Pyaemia — Mr.
Watson Cheyne; Erysipelas — Mr. Watson Cheyne; Infective Endocarditis — Dr. Iireschfeld;

Puerperal Septic Disease — Dr. Playfair; Furuncle Carbuncles — Dr. Melsome; Epidemic Pneu-
monia— Dr. Whitelegge; Epidemic Cerebro-Spinal Meningitis — Dr. Ormerod; Influenza —
Dr. Goodhart; Diphtheria — Dr. Gee Dr. Thorne, Dr. Kanthack, and Dr. Herringham; TetanuS— Sir George M. Humphry and Dr. Sims Woodhead; Enteric Fever — Dr. Dreschfeld; Cholera
Asiatica — Dr. Mac Leod, Mr. Ernest Hart, Dr. S. C. Smith, Dr. Kanthack, and Mr. J. W. W.
Stephens; Plague — Dr. J. F. Payne; Relapsing Fever, or Famine Fever— Dr. Rabagliati and
Dr. Wesbrook.
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