A practical treatise on apoplexy (cerebral hemorrhage), its pathology,
diagnosis, therapeutics, and prophylaxis : with an essay on (so-called)
nervous apoplexy, on congestion of the brain and serous effusion / by
William Boyd Mushet.

Contributors

Boyd-Mushet, William.
Royal College of Surgeons of England

Publication/Creation
London : John Churchill and Sons, 1866.

Persistent URL

https://wellcomecollection.org/works/xbcc2nfv

Provider

Royal College of Surgeons

License and attribution

This material has been provided by This material has been provided by The
Royal College of Surgeons of England. The original may be consulted at The
Royal College of Surgeons of England. where the originals may be consulted.
This work has been identified as being free of known restrictions under
copyright law, including all related and neighbouring rights and is being made
available under the Creative Commons, Public Domain Mark.

You can copy, modify, distribute and perform the work, even for commercial
purposes, without asking permission.

Wellcome Collection
London NW1 2BE UK

E library@wellcomecollection.org
https://wellcomecollection.org



http://creativecommons.org/publicdomain/mark/1.0/



















CHAPTER I

DEFINITION.

Accorpive to Drs. Copland®* and Hughes Bennett,t
whose language almost coineides, apoplexy is * a loss of
consciousness, feeling, and voluntary motion, or, in
other words, a suspension of the functions of the
brain—respiration and circulation being more or less
disturbed.” This definition closely accords with that
of Cullen, “ Motus wvoluntarii fere omnes i1mminuti,
cum sopore plus minusve profundo, superstite motu
cordis et arteriarum.””} The former is the more com-
prehensive, yet neither will alone enable us to distin-
guish apoplexy from numerous affections of the brain
and nervous system ; for example, from epilepsy, urse-
mia, severe cerebral concussion, narcotism, and other
organic and dynamie disturbances. In fact, they are
little in advance of the description of the old Cappa-
docian, who tersely informs us that aweman&in piv
b0y ToU oxvveos, xal THe waiclycidg, TE xal yvduyns xel
xiviiaios 20T Tapdaveis. §

It may be urged that it is frequently difficult or im-
possible to diagnose the disorders I have mentioned

* Dictionary of Medicine, art. Apoplexy.
+ Library of Medicine, art. Apoplexy.
~ 4 First Lines of the Practice of Physic.
§ Aretwi De Causis et Signis Morb. Diuturn. lib. 1. cap. VIL
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CLASSIFICATIONS. D

tions appointed only within the last two centuries, in
order to display the uncertainty and laxity with which
the word has been employed.

Ettmiiller, professor of medicine at Leipsic, in the
middle of the seventeenth century, divided apoplexies
into privative and positive. The former he supposed
~ to depend upon obstruction to the excursion of the
animal spirits without alteration in their quality; the
latter, to changes in the animal spirits themselves,
rendering them unfit to perform their office.*

Baglivi (MDCCIV.) adopted a simpler classification.
Thus, ““ apoplexiam distinguere oportet in sanguineam
et pituitosam.” t

Sauvages enumerates eleven species of apoplexy, but
some of these he holds doubtful :—A. sanguinea, A.
traumatica, A. temulenta (ab ebrietate), A. hysterica,
A. arthritica, A. exanthematica seu scorbutica, A.
pituitosa, A. epileptica, A. febrilis, A. suspiriosa,
and A. polyposa. He previously describes several
varieties of soporose affections.}

Cullen gives nine forms:—A. sanguinea, serosa,
hydrocephalica, atrabilaria, traumatica, venenata, men-
talis, cataleptica, suffocata.§

Monsieur Portal devotes fwenty articles to the varie-

* (lessat spirituum animalinm motus, vel ob poros et meatus cerebri
vitiatos, ita ut spirvitis denegetur transitus, vel ob motum sanguinis
in et ad cerebrum sublatum, quo sanguinis cirenlo sublato, subito
omnis animalinm sensus et motus, et subito omnis spirituum anima-
lium motus, ex sanguine in cerebro scaturientium cessat et tollitur.—
Michaelis Ettmulleri Opera omnia (1688), vol. L. cap. X.

+ De Praxi Medici, lib. 1.
+ Morborum Genera et Species, class VL (1764).
§ First Lines, part II. chap. I,







OPINIONS OF OLDER WRITERS. 7

apoplexy were eminently vague and indefinite. They
ascribed it to a phlegmatic or watery humour con-
tained in the brain, contrary to nature; to failure of
motion of the animal spirits in the cerebrum or cere-
bellum; to a violent ferment engendered in the
stomach ; to polypous coneretions; to inflammatory
spissitude of the cruor; to contraction of the pia mater
or arachnoid constringing the encephalon ; to intumes-
cence of the cortical substance; to arrest of circula-
tion within the eranium; although Cullen more correctly
attributed the attack to some compression of the
origin of the nerves, or to something destroying the
mobility of the nervous power, and Hoffman emploved
apoplexy and hemorrhagia cerebri as convertible
expressions.

- Amongst later and contemporary writers more
enlightened views have succeeded, yet considerable
difference of opinion has prevailed, and, I believe, con-
tinues to prevail, in the minds of very able physicians
as to the peculiarities of the intracranial eirculation,
the histological alterations in the brain and its vessels,
the presence and connection of cardiac changes, with
their special nature, the existence of renal degenera-
tion and the constitution of the blood in cases of
ganguineous extravasation.

In adduecing authorities of repute, whose investiga-
tions or experience entitles them to reference and
consideration, I ghall attempt to demonstrate that the
most prominent and constant lesion which exists prior
to the advent of the apoplectic seizure, and is discover-
able on autopsy, has been far from invariably and
fundamentally insisted on. If, however, my conclu-
sions appear invalid or unwarrantable, I shall be
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10 APOPLEXY,

tion is made of the presence of serum, and if this was
absent, we must conceive that a plenum nevertheless
existed. The exsanguined appearance of the brain in A
is perfectly consistent with a full state of the vessels, the
pallor (from hemorrhage) depending, not on deficiency,
but on dilution and poverty of the blood, from absorp-
tion and increase of its watery constituents.

In the next experiment Dr. Burrows killed two other
full-grown rabbits (C, D) with hydrocyanic acid, and
suspended C by the ears, D by the hind legs, for
twenty-four hours. These, again, exhibited differences
in the appearance of the brain and its vessels, referable
to difference of position; but a similar objection will
apply to that offered in the preceding experiment; for
if the same conditions prevail during life as after death,
the brain of man and of animals which maintain an
upright posture, are always deficiently supplied with
blood. Not to evade the opposite condition, i.e.
mversion of the human body, it is much more probable
that the sensations and effects, under the altered ecir-
cumstances, are not due to simple congestion, but to
increase in the pressure of the column of blood on the
brain and derangement of the heart and other viscera,
which may or may not accelerate, retard, or disturb
the cerebral circulation, as schoolboys, professional
tumblers, and others, as was pointed out by Dr. Kellie,
sustain no injury or inconvenience therefrom.

Dr. Burrows adverts to those who have (he says)
asserted that the quantity of blood within the cranium
is invariable. Dr. Alexander Monro was of this
opinion, as he found, on examination of several exe-
cuted criminals (by hanging), that there was no
internal congestion of the brain, though much blood
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was accumulated in the vessels of the integuments.
Drs. Kellie and Abercrombie are also held to have
thought that no material change in the ordinary state
of the parts ever took place in the vessels of the brain,
and they were led to conclude so, because the brain
often presented its usual appearance in animals bled
to death. Dr. Clutterbuck entertained even more
decided opinions.®* It is, nevertheless, certain, that
the conclusions of Dr. Kellie, so often introduced,
have been grossly misrepresented, as he does not abso-
lutely maintain that the amount of blood in the brain
never deviates, but endeavours to showt that there
are natural obstacles to the free depletion of the brain,
which have no existence in any other part of the
system ; that we cannot, in fact, lessen to any consi-
derable extent the quantity of blood within the ecranium
by arteriotomy or venesection ; and that, when by pro-
fuse hemorrhages, destructive of life, we do succeed
in draining the vessels within the head of any sensible
portion of red blood, there is commonly found an equi-
valent to this spoliation in the increased circulation or
effusion of serwm, serving fo maintain the plenitude of
the craniwm (Part II.). Dr. Kellie admitted that
when a perforation was made in the eranium previous
to venesection, the blood was withdrawn from the
interior, equally with the remainder of the body.

As Dr. John Reid affirms in a very able review § of
the work of Dr. Burrows, Dr. Kellie did not pretend
to declare that the relative quantity of blood in the

* Cyclop. of Pract. Med., art. Apoplexy.
+ Edinburgh Med. Chir. Trans., vol. I. (1824).
+ Monthly Journal of Med. Science, Aug. 1846.







OPINIONS ON CEREBRAL CIRCULATION. 13

Dr. Kirkes * clearly indicates the reasons why the
amount of blood sent to the brain should be subject to
less variation from external circumstances than it is in
other parts. The tortuosity of the large arteries, their
wide anastomoses in the cirele of Willis, the transit of
the large arteries through bone, the arrangement of
the vessels in the pia mater, the peculiarity of the
intracranial sinuses, formed as to be scarcely capable
of change of size, and the brain itself, a mass of nearly
incompressible substance, placed in a cavity with un-
yielding walls, all combine to produce such result.

Dr. Kirkes thinks the supply of blood to the brain,
under ordinary states, is both uniform and guarded
from the accidental disturbances to which other organs
are liable even in health.

Dr. Copland 1 believes that the atmosphere has no
direct or sensible influence on the circulation of the
brain, and that the cranium must always contain
nearly the same quantity of blood during life, the
differences which occur being chiefly in velocity of
circulation, and in relative proportion of blood in the
orders of vessels, increase in the capillaries causing
proportionate diminution in the veins.

Dr. Todd,{ on the contrary, remarks that the
cerebral circulation is not entirely removed from atmo-
spheric pressure, though he thinks it less amenable to
its influence than the vascular system of the surface.

Dr. Bennett, of Edinburgh, imagines that the circu-
lation in the brain is removed from atmospheric in-
fluence, except through such as is communicated

#* Handbook of Physiology, 1848, + Art. Apoplexy.
1 Cyclop. of Anat. and Physiol., art. Nervous Centres.




14 APOPLEXY.

through the blood-vessels which enter it. His views
wenerally incline to those of Drs. Abercrombie, Kellie,
Monro, and Carson. He thinks want of equilibriam
or of just proportion of blood in veins and arteries, 1s
the cause of pressure, as the calibre of some vessels
being diminished and of others increased, the latter
necessarily induce unaccustomed pressure on the ner-
vous tissue with which they are in contact.®

Dr. Carpenter,t a practical physiologist, in opposi-
tion to the surmises that the amount of blood 1s
always the same, but differing under certain circum-
stances in its relative volume in the veins and arteries,
believes that it 18 nof constant, as the brain varies in
bulk according to the fluid it contains, and the cerebro-
spinal serum varies according to the bulk of the other
contents of the eranium, and rises and falls according
to the state of vascular distension of the nervous
centres.

Dr. Neil Arnott,{ an authority in physics, thinks
the atmospheric pressure always keeps the head full,
and that there must always be the same quantity of
blood within the eranium, however much soever the
quantity may vary in the body generally. He observes
that the arteries or the veins may be too full, with
compensatory reduction, or emptiness, in the opposite
vessels, and that this must impede, according to its
extent, the general cerebral circulation, as narrowing
of one part of the channel must retard the entire cur-
rent. Simple mcrease of pressure produced by the

#* Library of Medicine, art. Diseases of the Nervous System.
t Manual of Physiology.

1 Elements of Physics, vol. I. p. 601,
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blood on the brain, he holds to have mo injurious
effect, if the balance in the vessels be sustained, as the
strain is borne by the cranial parietes, and not by the
coats of the arteries. Hence they need not be, and are
not, so strong as those of other parts of the system. .
As a summary from the above conflicting, and in
certain cases imperfect opinions, which might be
readily multiplied, and which are in harmony so far as
the general admission of an intracramial plenum, it
may be concluded that the circulation within the ecra-
nium (notwithstanding its less liability to disturbance
than the circulation in other situations) varies even
under normal physiological processes. That this varia-
tion may depend either on differences in the relative
complement of blood in the arterial, venous, and capil-
lary channels, as during excited action of the heart in
running, coughing, and other exertion, and under
emotional, intellectual, and psychical activities; or
difference in the absolute amount in its entire vascular
system, as Mr. Durham* has conclusively shown that
the brain, during sleep, is in a comparatively bloodless
condition.

The cerebral circulation, moreover, as the circu-
lation elsewhere, must be much modified by local
(nutritive) forces, so that functional exercise of the
brain is doubtless attended with increased rapidity of
flow of blood in all its series of vessels. Alteration in
the amount of blood is also regulated by the rise and
fall of the serum, or rather wice versd, which is freely
and conveniently introduced on all occasions (though
by some entirely overlooked), as able to minister to

* Guy's Hospital Reports, 1860.
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origin of many comatose diseases, is not only totally
undemonstrable, but unsupported by any fact, proba-
bility, or indeed anything but the airiest speculation,
and 1is, in a word, altogether irreconcileable with the
preceding considerations.

It is, of course, incontestable that engorgement of
the cerebral vessels is commonly deseribed and encoun-
tered, but this, like sugillation of the posterior aspect
of the trunk and the so-termed punewmonia morientivm,
18 much due to position and mode of death. The
cadaveric blood-stasis is little criterion of the circula-
tion in life. A congested appearance of the vessels of
the brain, which is usunally limited to, or most marked
in, the veins, may be merely compensatory to an
empty condition of the arteries, and certainly is chiefly
owing to the nature of the death and state of fulness
of the vascular system, independent of cerebral disease.

The compressibility and elasticity of the encephalic
mass, though very slight, may aid in enabling it to
accommodate itself to the effects of the systolic
impulse (and the movement of respiration ?). When,
however, from injury, disease, or experiment, a part of
the eranium is removed, the corresponding portion of
brain substance is protruded through the aperture,
being no longer circumseribed by the resistance of the
osseous walls. But Dr. John Reid doubts, and with
much reason, whether there is any movement of the
brain whilst the cranium remains entire.

With regard to the momentumn of the blood, as Dr.
Burrows remarks, physiological and pathological in-
vestigations, as well as the records of surgery, satisfac-
torily prove, that sudden diminution, arrest or pro-
])pnged exaggeration of the arterial impulse, tends to

’/ (o]




18 APOPLEXY.

produce disastrous consequences, as in syncope, pres-
sure on, or ligature of, the carotids, and excessive
action of the left ventricle (?) ; but I maintain that, in
the respective cases, these do not depend on mere
diminution or increase of blood within the head, or on
variation of pressure, but on eircumstances connected
with the nutrition of the brain, which I shall more
fully consider after completion of the subject of
cerebral hemorrhage.

The points most important to be here considered
in connection with abnormalities of the encephalie
vascular supply are, their practical bearings on the
occurrence of apoplexy; and I fully agree with Dr,
Kellie (loe. cit.), who believed the agency of the causes
which have been presumed to have a powerful and
undoubted tendency to force blood into, or to confine
it within, the vessels of the brain, so as to produce a
dangerous morbid congestion, has been greatly over-
rated, and that while the structure of the brain
remains healthy and wunchanged and its wvessels sound,
these causes are little capable of occasioning plethora,
congestions, effusions, or comatose diseases,

When we reflect that those pursuing the most
laborious employments and taking the most violent
exercise, as artisans, athletes, runners, divers, children,
and what is more weighty, that those suffering from
obstruetive, simple hypertrophous, and other affections
of the heart are not, in early life, prone to true
apoplectie seizures, we must admit that simple modifi-
cation in the conditions of supply of blood to the brain
does not singly exercise any material pressure or other
influence in the causation of apoplexy.

Having disposed of the circulation within the eranium,
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and endeavoured to argue that irregularity or deficient
!:lalance in the venous, arterial, or capillary apparatus is
moperative, per se, to induce cerebral hemorrhage, I
shall allude to the important changes which are met
with in the vessels, and immediately consider how
far these appear to contribute to, or avail in, its
production. ;

It need scarcely be premised, that most systematic
writers are agreed as to the weighty influence of
disease of the cerebral vessels and tissue in the pro-
duction of apoplexy ; yet by some, this is not regarded
as a necessary concomitant, and, in published works,
examples are incidentally quoted or referred to, whose
history & priori precludes the probability of cerebral or
arterial degeneration. Nevertheless, I am persuaded
that if these apparently exceptional instances were
minutely detailed and analysed, they would confirm
the doctrine, that in all cases of primary idiopathic
sanguineous cerebral effusion, disease of the coats of
the vessels previously subsists.

From these remarks, it must not be imputed that I
conceive textural alterations in the walls of the arteries
to be the sole and efficient wmtiological agents in apo-
plexy, as their frequent presence in subjects of mature
and advanced age, without the supervention of any
cerebral symptoms, would disprove such view. On
the other hand, apoplexy is almost restricted to the
afternoon of life, a period attended by degeneration of
the vaseular tunies. These facts cannot be overlooked ;
but, for the sake of convenience, I shall defer the dis-
cussion of the relationship between disease of the
arteries and apoplexy until I enter on the considera-
tion of the changes observed in the cardiac walls and

c 2









22 APOPLEXY.

abolished. General impairment of muscular power,
succeeded by rigidity, coma, and death.

J. G., aged 63, was seized with a fit on January
20th, 1856, about 2 p.m. I found him sitting on a
bench, and was informed he was seen to stagger by
another man, who prevented him from falling. He
was in his usual state in the morning. Epistaxis had
occurred about a fortnight before. He had already
had two attacks of paralysis, in neither of which,
according to his sons, had he been insensible, but ever
afterwards he had impairment of the use of the left
side, and indistinetness of speech. The first attack
was about five years, the second about twelve months
previously., He was reported to have been very
intemperate, when young, as to beer and spirits, and
to have been a very intelligent draughtsman. When
I was summoned, he could speak imperfectly, and sit
without support. He had not vomited. The tongue
was slightly furred, and did not markedly deviate.
Bowels had been opened in the morning. Pulse
feeble: about 70. His appearance was cachectic;
skin sallow, with slight colour in cheeks. There was
an expression of hebetude, and a general diminution of
muscular power. No stertor. The state of the pupils
was not, at this time, recorded.

He was ordered to be placed in bed, and to have
two seruples of compound jalap powder.

At 8 p.m. he was insensible, and breathing heavily
and slowly, not stertorously. Pulse 90, full, weak,
compressible.  Pupils contracted and insensible to
light. No facial paralysis. Left arm rigid; right
also, in less marked degree. Pinching elicited no
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complaint, but instinctive movements. The powder
administered was rejected. Fluids could be swallowed.
Réles in throat. Ordered eight grains of calomel, and
a blister on the nucha.

At 12 p.m. the breathing was becoming stertorous.
Pulse fuller and less compressible. Surface hot. Not
any more sickness. Pupils contracted. Upper ex-
tremities still rigid; not convulsed. Face drawn to
left side. Pinching does not produce movements,
Ten ounces of blood were taken from the arm, without
any marked alteration being produced. The clot was
small and friable; the serum great.

Death took place at 7 a.m.—seventeen hours after
the attack—with previous vomiting of some thick
grumous fluid. The powder did not operate, but urine
had passed involuntarily.

- According to the nurse, death was not preceded by
whiffing or convulsion.

P.M. twenty-nine hours after death. Weather
cold, fine. TFaece placid, sallow, with redness in
cheeks. Lips lividly pale. Pupils rather contracted.
Arcus slightly marked. Rigor mortis marked in
upper and lower extremities and jaw. No cedema.
Moderate amount of fat superficially and around
viscera.

Head. — Scalp congested.  Calvaria rather thin.
Dura mater partly adherent to skull. Arachnoid
natural. Pia mater congested—Ilarge and small vessels.
No subarachnoid effusion. 'T'wo to three ounces of
dark red blood at base of brain and dark fluid blood in
lateral sinuses. Brain weighed 42 oz. 1t seemed to
start up on removal of the bone, as if too large for the
encephalic cavity. The grey matter of the convolutions
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was remarkably atrophied, and the white substance
rather less vascular than usual. Substance of brain
normal. On section of right hemisphere, a clot was
exposed before reaching the level of the ventricle. It
had completely destroyed the right thalamus and
posterior part of the corpus striatum. It had also
broken up and lacerated the surrounding brain-sub-
stanece, external to the right ventricle, so as nearly to
oxtend to the surface of the hemisphere—at points
encroaching on the thin layer of grey matter. The
effusion also passed into the left ventricle, but the
cerebral tissue was not destroyed on this side. The
wall of the hemorrhagic cavity was very soft and
irregular, and the vessels of the thalamus on the right
side were very conspicuous; whence the effusion
appeared to have proceeded. The clot, which was
black and chiefly solid, weighed 2% oz. It extended
into the third and fourth ventricles. No other seat of
previous or present extravasation could be detected,
~but there was a slight ecchymotic appearance of the pia
mater over the surface of the vermiform process. The
basilar artery appeared to be healthy, but the cerebral
arteries were very distinetly atheromatous, not calcified.
No softening nor hemorrhagie eyst could be discovered.

Chest.—Lungs engorged posteriorly, emphysema-
tous. Bronchi and divisions dusky red in their interior,
containing frothy muecus. No tubercle. No adhesions.
No fluid in pleura. About an ounce of serum in peri-
cardium. Heart 14 oz., no valvular disease, but fibrous
thickening of auriculo-ventricular valves. Mitral orifice
easily admitted two fingers; the tricuspid, three.
Cavities of normal dimensions, but left ventricle hyper-
trophied, nearly an inch in thickness. Considerable
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amount of dark fluid blood in right chambers, none in
left; but a little dark fluid blood escaped on section of
aorta. Coronary arteries atheromatous, and some
patches of the deposit also in interior of aorta. No
calcification. Muscular substance of heart pale, but
tolerably firm to the finger. The walls of right ventricle
at parts were yellowish on section.

- Stomach.—Contained dark grumous matter and
semi-digested food. Surface pale. Spleen 3} oz., firm,
pale. Liver small, bloodless, eirrhosed. Gall-bladder
moderately distended. Kidneys, left, 2§ oz., small,
firm, pale; small cysts on the surface. Capsule not
readily separable. Section very pale, and scarcely any
distinction between cortical and medullary portions.
Finely granular after the removal of the capsule. Right
weighs 3% oz., a little larger than its fellow, but similar
~ in characters. It hasa knobby elevation on its surface,
with a yellowish section. Intestines natural. Bladder
thickened, but prostate not enlarged.

Case IT.—S. A., aged 72, Hemorrhagic effusion, limited
to left lobe of cerebellum. Paralysis (right) of fifteen
years’ standing. Basilar and cerebral vessels athe-
romatous and brittle, but not calcified to the feel.
Heart 11 oz., hypertrophy of left ventricle, no valvu-
lar disease. Kidneys small, granular. No cedema.

S. A., aged 72; who, in earlier years, had been a
ladies’ nurse, and was reported to have been very
temperate, was found dead in bed about 2 a.m., on
January 30, 1856. She was noticed to be sleeping as
usual about an hour previously. She had been infirm
for some period, and was deficient in intellect and
indistinet in speech, but her general health was
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moderately good, and she appeared well nourished.
An attack of paralysis of the right side had occurred,
fifteen years before, in presence of her daughter,
suddenly, without loss of consciousness. She appeared -
to be in her accustomed state on the evening pre-
ceding death.

Autopsy eighty hours afterwards. Weather cold,
fine. Pupils dim. Arecus distinet. Face calm. Rigor
mortis well marked, most on left side. No cedema.
Body very fat.

Head.—Scalp congested. Calvaria moderately thick.
Dura mater more vascular than usual, and very ad-
herent to inner table, so that it can only be separated
in shreds at certain spots. Arachnoid slightly opal-
escent. Considerable subarachnoid effusion. Pia mater
congested, especially the larger veins, and over left
lobe of cerebellum. There is extravasation of blood
into its meshes about the size of a shilling. About
3 oz. of thick red blood at base of brain, and some
dark clots adherent to posterior fosse. A clot also
adherent to the under surface of the tentorium on the
right side. Dark fluid blood in sinuses.

Brain 42} oz. Consistence normal. Ventricles
contain serum, slightly reddish in colour, which dis-
tends their cavities, and a small black clot, about the
size of a bean, is floating in each ventricle. Not any-
thing marked about thalami or corpora striata. On
section of cerebellum, the left lobe presents evidence
of extensive effusion of blood—a dark clot, weighing
exactly half an ounce, existing towards the inferior
surface of the lobe, and occupying the central part.
The cerebellar substance is much softened, and
irregular in outline around the extravasated mass,




CASES OF CEREBRAL HEMORRHAGE. a7

There is no effusion on the right side or into the
pons or medulla.

The basilar and cerebral arteries are extensively
atheromatous and brittle, and break on slight traction,
but there is no calcification apparent to the feel.

Chest.—Old adhesions, lungs congested and emphy-
sematous along anterior borders and at bases.
‘Bronchi and divisions injected and containing muco-
purulent secretion. On section of lungs, considerable
frothy fluid exudes; they crepitate imperfectly. There
are one or two cretaceous nodules at apex.

About two drachms of pericardial serum. Heart
weighs 11 oz., right ventricle flaccid ; left, contracted.
Much fluid black blood in right auricle and ventricle,
and pulmonary artery. Some dark blood in left
auricle; left ventricle empty. No marked valvular
disease. Tricuspid orifice easily admits three fingers;
the mitral admits two—not easily, appearing somewhat
contracted. Walls of left ventricle hypertrophied,
nearly an inch in thickness. No dilatation. Con-
sistence and colour of muscular substance good.
More fat than common on the surface of the heart,
but the amount not great in proportion to its deposit
superficially and around the viscera.

Aorta atheromatous, also coronary arteries, but not
so extensively as the cerebral vessels. Liver pale.
Stomach small, mucous surface congested with uniform
injection at spots. It does not contain food. Intes-
tines healthy, containing chyle and facal matter.
Spleen firm, small, weighs 1} oz. Uterus has a virgin
appearance; os smooth. Bladder contains urine.
Kidneys—each weighs 3} oz. Similar in physical
appearance, having a lobulated surface. Capsules not
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readily removed, and the renal substance is detached
with them. Section is firm and pale. The cortical
substance can be distinctly defined, but 18 narrower
than natural, and presents an appearance of granular
deposit in its substance. The medullary portion is
also pale, but seems less altered from the healthy
standard.

Case III.—E. 8., aged 72. Laceration of right corpus
striatum, and of the thalamus, and extravasation
into ventricles and at base of brain. Vessels exten-
sively atheromatous. Heart 13 oz., hypertrophy of
left ventricle, valves nearly normal. Kidneys small,
granular ; urine albuminous. No cedema. Gradual
invasion of symptoms, consciousness and speech
not suddenly abolished, but slow supervention of
insensibility, stertor, and paralysis.

E. 8., aged 72, generally in tolerable health, but
pale and feeble and subject to winter cough. She has
never complained of giddiness or pain in the head, but
for three months past has observed her left arm (only)
to be colder than usual,

On June 16th, 1855, about 8 p.m., she went to the
closet, and was there suddenly taken in a fit. On my
arrival I found her in bed. She was conscious, but
could not answer questions well. She stated that she
had never suffered from headache or giddiness, but
then had pain over the right brow and temple. There
was loss of power on the left side, but she could raise,
with some effort, the left leg from the bed, and also
her left arm with more difficulty. There was no con-
vulsive movement nor rigidity. The mouth was slightly
drawn to the right. Respiration was easy, natural.
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Face pale. Tongue furred, did not seem to deviate.
Pulse slow, compressible, radials calcified. First
sound of heart weak and feeble; second sound, clear.
Impulse very weak. Pupils contracted, very little
affected by light. Arcus marked. No cedema. No
pain in back. Said to usually pass mueh water, which,
on examination, I found to be albuminous. Bowels
had been opened twice in the day.

Slight hemorrhage was diagnosed, and compound
jalap powder, with a mixture of acetate of ammonia,
and a blister to the nape were ordered.

Insensibility slowly came on, and she died at 1 a.m.,
stertor and convulsive movements of the paralysed
side having previously ensued.

Examination of body sixty hours afterwards. Wea-
ther warm, fine. Appearance calm, pupils moderately
dilated, lividity of nails. Some emaciation. Rigor
mortis well marked in lower extremities, less in upper,
and equally on both sides.

Head.—Dura mater very adherent to inner table.
Arachnoid opalescent. Pia mater finely injected.
Consistence of brain and number of vascular points
normal. The right ventricle is completely filled with
black coagula, which have broken up the external part
of the right corpus striatum and thalamus and sur-
rounding substance of the wall of the ventricle. . The
effuged blood extends into the left ventricle, but does
not, on this side, lacerate the brain. The clot also
occupies the third and fourth ventricles, and there are
coagula at the base of the brain. There is slight
hemorrhage into the meshes of the pia mater. The
mass of blood weighs about 2 oz. The sinuses are
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filled with dark blood. The vessels are extensively in-
vaded by atheroma,

Chest.—Lungs on both sides universally adherent.
Some chronic bronchitis, from the appearance of the
air-tubes. The lungs in parts are non-crepitant,
and have the coriaceous, non-friable consistence often
present in the aged. They are not emphysematous.
No tubercle. About an ounce of fluid in pericardium.
Heart weighs 13 0z. Coronary arteries atheromatous.
Much dark fluid blood in right auricle, but little in the
other cavities. The right side is flabby, the left con-
tracted. Not much fat on heart. Dimensions of its
chambers appear natural. Left ventricle is hypertro-
phied, nearly an inch in thickness. The mitral valve
iz beaded with fibro-caleific deposit, and the orifice is
perhaps a little contracted. Other valves normal, but
the aortic sigmoid valves exhibit some fibrous thick-
ening and caleified deposit along their attached border.
Colour and consistence of heart good. Some, but not
extensive, fatty degeneration under the microscope.

Stomach small, pale. Spleen small, very friable.
Kidneys cystic. The right weighs 3§ oz., is granular
and pale, and has a large cyst at its lower extremity.
The left weighs 24§ o0z., 18 also pale and granular, and is
studded with small eysts. Liver congested. Some
small gall-stones in gall-bladder. Intestines natural.
Bladder distended. Uterus very small, has several
very small fibrous tumours containing osseous deposit,
which are easily detachable from its fundus.

Case IV.—J. T., aged 70. Limited effusion into third
and fourth ventricles, with but slight laceration of
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adjacent cerebral substance. No previous symptoms.
Cerebral vessels extensively atheromatous with points
of calcification. Heart 15 o0z., hypertrophy of left
ventricle, no valvular disease. Kidneys apparently

healthy ; urine albuminous, about one-twelfth, No
cedema.

J. T., aged 70, has not been of late under medical
treatment, and seemed in his usual state on September
11th, 1856, not making any complaint of illness.
About 5 p.m. he was perceived to be leaning on one
side as 1f resting on his seat, and on closer inspection
was found to be insensible. When I was summoned
he was inclined to one side, with his head against the
wall, quite unconscious to external impressions. Pupils
were contracted ; arcus very marked. There was slight
stertor, pulse quick, small and weak ; no paralysis, but
rigidity and convulsive twitchings of the limbs. Feet
were cold. Mouth scarcely, if at all, deviated. Symp-
toms of, but not actual, vomiting. Urine, which was
drawn off, was found to contain albumen, about 1-12
on standing. He was removed to the infirmary,
Warmth was applied to the feet, head was raised, and -
a dose of calomel and croton oil administered. To be
seen again shortly. He died, however, at 6 p.m., an
hour from the commencement of the attack.

Inspection forty-five hours afterwards. Weather
warm, gloomy. Face placid, pupils moderately dilated.
Rigor mortis well marked in lower limbs, less in upper.
Body not much emaciated. Abdomen moderately
distended. No cedema.

Head.—Calvaria tolerably thick. Dura mater very
firmly adherent to inner surface of skull. Consider-
able opacity of arachnoid and some subserous eflusion.
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Pia mater not readily separable from brain. Consist-
ence of brain-substance natural. Puneta vasculosa
rather numerous. Ventricles filled with serum, but no
trace of effused blood. Fornix remarkably soft, almost
pulpy, and, on raising the velum interpositum, a clot
is seen in the third ventricle, which extends backwards
beneath the valve of Vieussens into the fourth ventri-
cle. The effusion is circumscribed by the boundaries
of these parts, not extending to the lateral ventricles
or to the base of the brain. The cerebral tissue m the
neighbourhood of the thalamus on each side, and the
floor of the third ventricle are, to some extent, broken
up, softened and disintegrated. The vessels of the
brain are extensively atheromatous, with caleified
patches at intervals, especially at their bifurcations.
The whole amount of the extravasated blood 1s about
the bulk of a damson. About an ounce and half of
sanguinolent fluid at the base of the brain, and the
sinuses are filled with dark blood.

Chest.—Lungs very firmly adherent. They erepi-
tate well, are congested and gorged with serum.
Bronchial tubes dusky in their interior. No tubercle.

Pericardium contains small amount of fluid. Heart
weighs 15 oz.; right side firm, left side flabby. Coro-
nary arteries are atheromatous and caleified, not obli-
terated at thewr origin. Much dark semi-coagulated
blood eseapes on section of all the great vessels. The
chambers of the heart do not appear to be enlarged,
but the left ventricle is almost an inch in thickness.
The semilunar valves on both sides support a column
of water well. All the valves are normal. The tricus-
pid admits three fingers easily, the mitral orifice two.







34 APOPLEXY.

Autopsy two days after death. Weather mild, fine.
Face calm, pupils less dilated, arcus tolerably marked.
No external injuries. Rigor mortis well developed.

Calvaria very adherent to dura mater. Arachnoid
partially opalescent. Pia mater natural. Bramn sub-
stance of good consistence. Puncta not very evident.
Lateral ventricles filled with fluid. Cerebral vessels
very extensively atheromatous, not calcified.

On section of hemispheres, a clot appears on the left
side, weighing 8} oz., which occupies almost all the
interior of the left half of the brain. It is situated
external to the ventricle, not extending into it, but
encroaching on its outer boundary. The effusion
apparently originates from the extra ventricular part
of the corpus striatum. The brain substance around
is of course lacerated and softened, but no such condi-
tion can be discovered clsewhere. About two ounces
of sanguinolent fluid at base of skull.

Chest.—Heart weighs 16 oz ; it is firmly con-
tracted. The right cavities contain much dark fluid
blood; the left are empty. No valvular disease.
Walls of left ventricle are much thickened, not dilated.
No fluid in pericardium. Coronary arteries athero-
matous. No fluid in pleurae. Slight adhesions of lungs.
No tubercle. Lungs engorged and emphysematous.
Bronchi and larynx contain much mucus, and the
lining membrane 1s dusky red.

Stomach empty. It exhibits traces of chronie in-
flammatory action. Spleen seems healthy. Right
kidney about 4 oz. ; very firm and rather pale ; capsule
separates well, not granular. Left kidney nearly 4 oz. ;
gsame characters. Liver slightly congested. Intes-
tines natural. Bladder distended. No fluid in peri-
toneum.
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Case VI.—R. B., aged 68. Extensive hemorrhage into
the meshes of the pia mater, cavity of arachnoid, and
at base of brain. No laceration of cerebral substance.
Atheromatous and cretaceous changes in cerebral
vessels (? rupture of posterior cerebral). Heart
attenuated ; not weighed. Valves healthy. Kidneys
congested. Sudden death.

R. B., aged 68, dropped suddenly dead in the street
on July 4th, 1853,

Post mortem two days afterwards. The brain was
healthy. Blood was effused on the surface of the left
hemisphere, but there was no laceration. There was
hemorrhage into the meshes of the pia mater, extending
almost over the entire brain, and also into the lateral
and fourth ventricles ; in fact, in most parts invested
by this membrane. Great amount of fluid blood at
base of brain. Atheromatous and cretaceous changes
in the cerebral arteries, and an opening (?) apparently
in the left posterior cerebral, which seemed to indicate
the source of the extravasation.

Chest. — Lungs congested and emphysematous.
Some consolidation and adhesion at upper part of left
lung. Heart attenuated and fatty (?). It was not
weighed, as the examination was conducted in a close
court, under difficulties,—in the presence of a distin-
guished physician.

Chymous matter in the stomach and intestines.
Kidneys congested. Liver healthy. Urine in bladder.

The general surface of the body was pale, and the
mouth was slightly drawn to the right.

Case VIL.—C. H., aged 72. Slight effusion of blood
between dura mater and calvaria; also very limited
p 2
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extravasation into left thalamus. Vessels of brain
atheromatous. Considerable serous effusion. Heart
10} oz. No obstructive valvular disease. Kidneys
very small and granular. No cedema.

C. H., aged 72, has suffered from chronic bronchitis.
She was tolerably well on January 22, 1855, and
walking about without complaint. About 2 a.m. on
the 23rd she was abusing an old woman in the next
bed, and at 3.30 was found dying, and expired in about
half an hour. Necropsy forty-eight hours afterwards.
Body tolerably fat. No cedema. Countenance placid.

Arcus well marked.
Head., — Calvaria natural. Dura mater adherent

posteriorly to its inner surface, and a small effusion of
blood between the two over the situation of the longi-
tudinal sinus. Arachnoid opaque at numerous spots
over the hemispheres. Considerable effusion of san-
guinolent fluid in subarachnoid space. Pia mater not
congested. Substance of brain of normal consistence
and appearance. Slight amount of fluid in ventricles.
A clot of blood, about the size of a bean in left optie
thalamus, firm, nodular, and cirecumseribed. No other
extravasation could be detected. Basilar and cerebral
vessels much invaded by atheromatous deposit.
Thoraz.—No fluid in pericardium. Heart 10} oz.
Right auricle and ventricle appear to be dilated, and
the tricuspid orifice admits all the fingers and thumb,
Pulmonary valves do not perfectly support a column of
water. The right cavities contain dark fluid blood,
and there is also a little on left side. Lungs are
emphysematous, and the lining membrane presents the
evidences of chronic bronchitis. There are slight
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adhesions and some fluid in right pleura—none on the
left side. Liver engorged. Spleen natural. Right
kidney weighs 2} oz.; it is granular on section, and
removal of the capsule lacerates the subjacent sub-
stance. The left weighs nearly 3 oz., and is very
similar to the right.

Other viscera have the ordinary appearances.

Case VIIL.—L. W., aged 46. Effusion of blood into
cavity of arachnoid, and two apoplectic cysts of
old standing in right hemisphere. Vessels of brain
atheromatous. Heart 16} oz., dilated, with con-
traction of aortic orifice and valvular thickening.
Kidneys congested.

L. W., aged 46, has been hemiplegic for about six
months, and has kept her bed, except occasionally
when she has been dressed with assistance. Her
general health has been lately tolerably good, and she
has only complained of constipation, which has been
relieved by white mixture.

She appeared as usual on December 1st, and was
lifted out of bed on the 2nd, about 4.30 a.m., and at
7 o’clock was found hanging over the side of the bed.
I was immediately in attendance, but found her dead.

Autopsy three days afterwards. Rigor mortis well
marked in lower and right upper limbs, not so marked
in left. Sugillation of neck and posterior region.
Face somewhat livid ; pupils equal, moderately dilated.
Body fat.

Head.—Vessels of scalp much congested, and dura
mater more than ordinarily vascular. About an ounce
of effused blood, dark, but not black in colour, in the
cavity of the arachmoid, over the posterior part of
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Dura mater very adherent to calvaria, especially
about the middle of the longitudinal sinus, so that part
of the fibrous membrane is torn away with the bony
covering. Arachnoid opaque. Pia mater natural.
Laceration of left corpus striatum from effusion of
clots and fluid blood, which extends into the lateral,
third, and fourth ventricles. There 18 also extravasa-
tion of blood into the meshes of the pia mater, on the
under surface of the cerebellum. Cerebral and basilar
arteries,and their branches, atheromatous, not ealeified.
From 3 to 4 oz. of fluid blood at base of brain. No
appearance of a cyst, or antecedent cerebral lesion.

Case X.—8., 65. Extensive effusion into and lacera-
tion of left cerebral hemisphere and substance of the
pons varolii. Effusion also into lateral, third, and
fourth ventricles. Evidence of former extravasa-
tion (?) in left anterior lobe. Basilar and cerebral
arteries atheromatous. Rigidity of all the extremi-
ties, with convulsive movements of arms. Body not
opened.

S., aged 65, night nurse, was on duty on Sept. 13th,
1853. She was last seen in her aceustomed state about
5 a.m. on the 14th, and about 6.30 a.m. was discovered
in the water-closet in an insensible condition. Nothing
was known of her previous history.

I found her unconscious, snoring loudly. Her face
was pale, to some extent bloated. There was slight
foam about the mouth, which did not deviate. Oe-
casional whiffing during expiration, but not marked
or constant. The upper and lower limbs were rigid,
and there were convulsive twitchings of the arms.
The left pupil was contracted, the right also in less
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degree, and both irides were motionless to the flame
of a lighted match. The heart gave a peculiar, slow,
heaving impulse, and the pulse was about 60, jerking
and incompressible. I bled her in the left arm, and
subsequently in the right ; but the blood flowed slowly,
and I only obtained about xij. of blood. I ordered
9 grs. of calomel immediately and her head to be raised.

Mr. Squire bled her, about an hour afterwards, in
the jugular vein, to abont a pint.

The pupils by degrees dilated, the limbs became
flaccid, the pulse rose to about 100, clammy perspira-
tions ensued, and she died about 11 a.m.

P. M. 50 hours after death. The head only exa-
mined. Calvaria of moderate thickness. Dura mater
natural, but firmly adherent, near the median fissure
posteriorly to the surface of the hemispheres. It can
be, however, detached without lacerating the cerebral
substance. There is a deposit interposed between the
dura mater and the brain, which is yellow, soft, and
- has an atheromatous appearance (? syphilitic). Arach-
noid not opaque. Pia mater readily separable. Its
vessels are engorged, especially posteriorly and on the
left side.

On section of the brain, before arriving at the level
of the ventricle, the substance of the left hemisphere
is found to be lacerated, from extensive extravasation
of blood, dark and fluid, mixed with coagula. The
effusion extends into the anterior and posterior lobes
and distends the ventricle. The right ventricle is
also filled with fluid blood, but there is no laceration
of the brain on this side. The effusion extends into
the third and fourth ventricles, and there is laceration
of the pons varolii, and about 2 oz. of fluid blood be-
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apoplexy and diseases of the heart is something more
than accidental. Thus out of 132 cases of apoplexy
and sudden hemiplegia, collected by him from his own
practice and the works of Andral, Clendinning, Hope,
and Guillemin, 84, or 636 per cent., presented wnequi-
vocal signs of cardiac disease. If the hemiplegic cases
(which often depend on softening or cerebral embolism)
are rejected, will not the percentage be higher P—and if
cases of undoubted (sanguineous) apoplexy only are
mneluded, will not the percentage be higher still ?

Dr. Burrows is of opinion that hypertrophy of the
left ventricle must be admitted as a powerful predis-
posing or even exciting cause of apoplexy. Thus out
of 34 cases of apoplexy (sanguineous ) under his own
observation, 23 presented disease of the heart—10
hypertrophy with valvular disease, 6 simple hyper-
trophy, 6 valvular disease, 1 simple dilatation of the
cavities.

Dr. Copland also (without, however, resorting to
facts in confirmation) believes that something more
than mere coincidence exists between apoplexy and

ypertrophy of the left ventricle.

Lagynec* also pointed out that simple hypertrophy
of the left ventricle is, of all affections of the heart,
that which most frequently gives occasion to apoplexy.

He mentions that several remarkable instances of
this result are recorded in Monsieur Bertin's work,t

#* Diseases of the Chest, translated by Dr. Forbes, page 590.

t+ On pourrait avancer, @ priori, qu'un des résultats immédiats de
I'hypertrophie du ventricule gauche sera une prédispesition i I'apo-
plexie . . . . I'observation ne le confirme que d’'une manidre trop
positive (Maladies du Ceur et des gros vaisseaux, par R. J. Bertin,
page 351.) He refers to Malpighi, Cabanis, and Ramazzini, who
died of cerebral hemorrhage, being affected by marked cardiac hyper-

trophy.
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and that the attention of practitioners has been
more particularly called to it by MM. Legallois and
Richerand.*

Dr. Todd, on the contrary, was opposed to the
notion that hypertrophy of the heart gives rise to apo-
plexy, by sending blood with undue impulse to the
head. He considered the hypertrophy to be merely
necessary for the exigencies of the circulation, to pre-
serve the force of the current as near as possible to
the normal point, in spite of the existing obstruction
—the actual force being most probably less than in
health. But, notwithstanding the great authority of
Dr. Todd, we are compelled to assert that this obstrue-
tion is, in most cases, purely hypothetical, and I
believe the opinion of Dr. Law to be much nearer the
truth ; viz., that hypertrophy of the left ventricle of the
heart, in order to produce apoplexy, must depend upon
some impediment to the circulation, placed at a greater
distance from the heart than the origin of the vessels
which convey blood to the brain.+

The contributions of Dr. Hope to medical literature,
chiefly derived from his practice at the St. Marylebone
Infirmary—the fertile field, I may add, of my own
later professional instruction—enunciate sounder doc-
trines on the subject than those of his predecessors
and most of his successors. In the institution named,
containing wards for children, in which every variety
of malady to which juvenile flesh is heir is exhibited,

* Richerand held similar views. He thought that contraction
(retrécissement) of the aortic orifice tends to diminish the influence
of the hypertrophy.

+ On Disease of the Brain dependent on Disease of the Heart, in
Dublin Journal of Medical Science, vol, X VI
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the infrequency of true apoplectic affections in the young
1s remarkable, and the cases of infantile apoplexy col-
lected by Dr. Quain, as proof of its non-rarity in early
life, are rather to be viewed in the light of curiosities
in morbid anatomy. That the greater number of these
cases (to which I shall again refer) were apoplexy, even
in a loose sense, will be shown to be more than pro-
blematical. The objection advanced against the statis-
tics of Rochoux by Dr. Quain, that his practice was
restricted to old persons, cannot be urged against Dr,
Hope as tincturing his conclusions, it being apparent
that ample opportunities were afforded the latter of
witnessing the disease, if it occurred, at all periods
from childhood to extreme age. According to the
experience of Dr. Hope, apoplexy is most prevalent
between forty and fifty and seventy and eighty years
of age, and at these periods disease of the heart co-
exists in the proportion of nine out of ten, and ten out
of eleven respectively. He insisted that the effects of
simple hypertrophy and hypertrophy with dilatation of
the left ventricle on the brain, are so important, that it
is mecessary to advert particularly to the subject, for
the purpose of bringing it prominently into view.
Instances of apoplexy supervening upon hypertrophy
have been so frequently noticed, that the relation of the
two as cause and effect he regarded to be one of the
best established doctrines of modern pathology.* Yet
the medical mind generally has failed to discern or
admit the constancy and importance of alterations in
the left heart in cases of sanguineous extravasation.
Fully to bear out this assertion, I give a résumé of all

# Disecases of the Heart, 3rd edition.




——r—

46 APOPLEXY.

the cases of cerebral hemorrhage which are to be found
in the works of Morgagni, Cheyne, Portal, Aber-
crombie, Bright, Andral, Copeman, and in the Patho-
logical Transactions. These sources are unobjectionable
and convenient, as they are most frequently quoted,
they contain considerable material for the inquiry, and
are, collectively, fair illustrations, for the last hundred
years, of the mode in which researches on the disease
have been conducted.

On analysis of the cases recorded by Morgagni,* it
might be imagined that the heart was usually normal ;
but there are references to the aorta and to other
diseased conditions connected with the heart which
justify the conclusion that he, unaware of its signifi-
cation, if not altogether overlooking this viscus and
other organs, merely noted in an incidental manner
deposits on the valves and changes in the lining mem-
brane of the vessels, without attention to augmentation
in the walls or size of the organ, unless extremely
manifested. Thus in Lib. I. Epist. III. art. xxxvi. is
the only instance in which the heart is mentioned as
enlarged (cor magnum), and he adds, in this particular
case, * diligentius extra cadaver cor examinabam.”
Many of Morgagni’s histories are to be met with in
Copeman’s Collection of Cases of Apoplexy. The

following are all Morgagni’s cases of intracranial
hemorrhage :(—

Lib. I. Epist. 1L
1. A cardinal. 2. A man, 60, J. A woman, 70,

In these respectively, with the exception of the
extravasation, we read “omnia secundum naturam,”

* De Sedibus et Causis Morborum.  Patavii, 1765.
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position to physical debility, and a proneness to
perishability and decay; and in advanced life 1s to be
viewed rather as an almost unavoidable senile degra-
dation than a feature of essential disease. But these
degenerations may occur in much earlier years, in con-
sequence of original dyscrasia or cachexy; or ensue
as a sequel of excesses, syphilis (¥), abuse of alcohol
and mercury, bad diet, mental anxiety, and other
hetersemic influences, by which the nutritive forces are
lowered or perverted. It is beyond question that
these causes exert powerful agency in accelerating the
access of degenerations, which, in the more vigorous,
better nourished, cheerful, and abstemious, are post-
poned to the evening of life. That it is possible for
changes in the blood-vessels of an atheromatous nature
to take place in early life, is upheld by Dr. Walshe
and Mr. Hodgson ; and Andral also witnesses that vas-
cular ossifications are not confined to old persons, as
he very often met them from the age of forty to sixty ;
several times in persons from twenty-five to forty, and
once he ascertained the existence of a very remarkable
state of ossification in the heart of an individual who
was not eighteen years old when he died (Clin. Méd.),
and in his Pathol. Anat. (vol. IL. p. 392) he refers to
Bichat, Baillie, Young, and Dr. Wilson, the latter of
whom saw the aorta ossified at the age of three years.
The period of invasion of atheromatous and earthy
deposits in the coats of the arteries of the brain must
be therefore regarded as fluctuating and indeterminable
in any given instance, being governed by the state of
health, vigour, previous habits and method of life of
the particular subject; though normally (?) oceurring
in all (sufficiently) old persons.
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rhage, but am strongly inclined to suspect their com-

plicity in many cases. Morgagni, Dr. Bright, Dr-

Williams, Dr. Kirkes, and others, have noticed their
frequent implication, though numerous writers are

altogether silent on the point. Dr. Abercrombie

but once, casually, alludes to them, and Dr. Watson

does not at all advert to these organs. If dis-
eased, they may prove direct wmtiological agents, or

modify and aggravate the symptoms of hemorrhagic

extravasation by ureemic complication. Albumen may

be often discovered on the employment of catheterism,

and I have found it in abundance when the kidneys

were apparently healthy to the eye and weighed 9 oz.

in a man of seventy. Of course this albuminuria may

be transient, and merely betoken functional derange-

ment ; or of old standing, and denote degeneration of
the renal tissue. If the latter, the kidneys may be

immediately concerned in causation, or produce de-

ranged blood formation, or originate a combination of
evils.

Consulting Quain’s Anatomy, I learn the weight of
the kidney is computed to be about 4} oz. in the male,
rather less in the female.

Dr. Clendinning says the two kidneys, in the male,
average 9% oz., and in the female 9 oz. Dr. Reid makes
it 54 oz. In males, not quite 5 oz. in females.

The following is the record of the kidneys in eight
of my apoplectics, whose ages averaged 65} years.

UNTTED WEIGHT. CONDITION.
6 oz. ... ... small, firm, pale.
7 0% ... ... firm and pale.
9% 0z, .. ... healthy.

* .
6 oz, ... pale, eystie, granular,
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compared with ordinary subjects of the same average
age, yet it does not supply proof of direct connexion be-
tween the renal changes and cerebral hemorrhage, as
in the patient above mentioned, aged 70, the kidneys
appeared healthy to the eye and their weight was
91 0z. In two other cases, in which they were not
weighed, they are merely stated to have been congested.

It is interesting to meditate on the point of depar-
ture of the morbid changes presented in individuals
dying of sanguineous apoplexy. It cannot be rebutted
that the waning activities and inelination to inferiorly
organized structures, in aged and impaired constitu-
tions, are sufficient to explain the vascular changes in
the arteries of the brain. It is a legitimate analogical
deduction that simultaneous actions and alterations
ordinarily ensue, in the aged, throughout the system,
by which a due, but reduced, equilibrium is observed.
Non-oceurrence or inharmonious adjustment of these
kindred changes we can readily surmise, especially in
atheromatous subjects, may lead to cardiac disturb-
ance and resulting hypertrophy.

At any rate, it must be acknowledged that the cere-
bral vessels degenerate, more or less late in life (a
constant ? factor), but do not dispose to apoplexy
unless there be (an inconstant factor) co-existent devi-
ation in the central circulating organ.

Doubtless, obstructive cardiac disease, in ecertain
cases, may pursue its ordinary course, and, if the
patient survive, terminate in apoplexy when the period
or circumstances accrue which engender the requisite
co-efficient in the vessels of the encephalon. In many
cases, from constitutional depravation, the blood pri-
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marily becomes deteriorated more or less gradually,
causing paratrophy of the arterial coats and of the
general system. The heart, pari passu, undergoes
hypertrophy (or rather enlargement and thickening,
for its muscular substance equally suffers) from the
impediment offered to the transit of impoverished or
otherwise altered blood through the coincidentally 1m-
paired capillaries. Or, from mal-nutrition, the ventri-
cular wall may be unable to resist the retrograde effect
of the opposition exerted in the minute vessels, on
account of the diminution in the circulating forces, and
experience passive dilatation.

It were unphilosophical to attribute cardiac changes
to a simply increased vascular action, in exclusion of
local or peripheric obstacles; and the fact that they
are mostly remarked in persons not actively employed,
countenances a systemic cause of production. In the
so-called simple hypertrophy of the left ventricle, where
there 138 no disease at the cardiac orifices, it is clear
that gradual retardation of the blood in the eapillaries,
from impairment of nutrition, or constant presence of
toxic materials in the circulation, as aleohol or urea,
may give rise to enlargement or dilatation of the organ.
Such obstruction, long continued, entails and finds its
acme in atheromatous degeneration. In other in-
stances there is probability that the kidney alone is
the original starting-point, from the effects of an im-
pression interfering with its depurating function, by
which the blood secondarily becomes disordered, .lead-
ing to progressive alterations in the walls of the heart
and synchronous degeneration in the arteries.

Many imagine that the hypertrophy gives rise to the
granular condition of the kidneys, but the hypertrophy
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yawning, vomiting, change of countenance, deviation
of the mouth, starting of the limbs, excitement, agita-
tion, numbness of the extremities, vacillation, stum-
bling, chilliness, flushing, pallor, grinding of the teeth,
especially during sleep, wakefulness, drowsiness, incu-
bus, incoherence, and loss of memory.

Were this group of symptoms ever aggregated in
one person, it must be allowed that though they point
to cerebral disorder, they are not pathognomonic of
imminent apoplexy. It may be they are honoured as
traditionary, as the chief of them were distinctly
deseribed long long ago by Ceelius Aurelianus,—who
added that they are often absent,—and, with additions,
centuries after by Ettmuller; but the former saga-
ciously explained that they equally presage the advent
of mania and epilepsy (sed hsec communiter antecedunt
vel prazeunt etiam his qui in epilepsiam vel furorem
venturi videntur).—Lib. III. cap. V.

The character and intensity of the symptoms of
hemorrhage, of course, vary, according to its sudden-
ness, situation, and amount ; death being most certain
and rapid, as a rule, when the extravasation oceurs at
the base of the brain; next, into the ventricular or
arachnoid cavities; being less so when limited to the
neighbourhood of the cerebral ganglia or the substance
of the hemisphere. The issue is likewise much deter-
mined by the ecoincident morbid condition of the indi-
vidual, as very feeble or previously hemiplegic persons
will sometimes succumb to a very trifling sanguineous
effusion—a fact apparently unnoticed in articles on the
disease.

A patient may suddenly stagger and fall, and die
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almost instantaneously in very rare cases,* but more
commonly he becomes soporose and gradually merges
into coma. The face is usually flushed, the pulse
at first slow, full, hard, thrilling, and as it were
resentful ; but it may be small, weak, and quick
in feeble cacheetic patients and exceptional instances.
The face also may be pale, livid, or bloated, and there
is often marked hebetude of expression. The breathing
is generally infrequent, and more or less stertorous;
but it may be calm and natural, or suspirious at the
outset. Frequently there is hemiplegia, the opposite
side remaining unaffected, or it may be rigid and con-
vulsed, or there may be rigidity of the limbs with or
without convulsion, or the upper extremities may be
flaceid, the lower rigid or convulsed, or there may be,
mostly at a later period, general loss of musecular
power. The pupils may be natural, contracted, or
dilated, or one contracted the other dilated, and sen-
sible or insensible to light. The mouth frequently
deviates, but occasionally this is not observed, This
state may terminate in perfect recovery (?), recovery
with paralysis, or death.

Or the patient may suddenly become hemiplegic and
speechless, with or without loss of consciousness, or
unconsciousness may be ftransient, or again gradually
pass into coma, which may be recovered from, or prove
more or less speedily fatal. Or perfect recovery may
ensue (?), or the patient may suffer from permanent
hemiplegia and loss of speech, or imperfectly recover,

# Dr, Abercrombie relates one (CXVL.) where death occurred in
five minutes, and one of my own (see page 35) was almost instantly
fatal,
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or the paralysis may be succeeded by early or late
rigidity and contraction of the muscles. .

In very sudden and extensive effusion (apoplexia
fulminans, apoplexie foudroyante) the patient may be-
come pale and faint, the surface cold, the pulse small
and feeble. Frequently there is vomiting, yawning,
and some impairment of speech and consciousness,
which more or less quickly lapse into absolute coma,
preceded, accompanied, or followed by hemiplegia, con-
vulsions or general paralysis, spasmodic twitchings of
the face and limbs, whiffing expiration, foam at the
mouth, clammy perspirations, widely-dilated pupils,
involuntary evacuations, and speedy dissolution.

It must be remembered that types of apoplexy more
abound in books than in practice.

In our present state of knowledge it is impossible
to localize cerebral extravasation, or always to affirm
positively even that hemorrhage has occurred. In
fact, it may be absolutely asserted that sanguineous
apoplexy does not furnish one diagnostic, or rather
pathognomonic symptom; yet collectively a certain
series of objective phenomena, in most instances, will
render an opinion tolerably certain. Cases are, how-
ever, occasionally presented, which are but slightly
pronounced, especially on invasion, and prove very
embarrassing. It must in addition be remarked that all
comatose diseases in their last stages simulate true apo-
plexy, and canmot be discriminated in default of their
previous history, which is wunfortunately often deficient
or absent in patients found insensible and brought to a
hospital. 'The age may be of some assistance, as cere-
bral hemorrhage is not common until after the meri-
dian of life. The condition of the heart, if known
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beforehand, may also aid us. After the access of the
disease this is difficult to examine, and the value of
physical signs is doubtful, as coma, from whatever
cause, 18 usually accompanied by oppressed quasi-
hypertrophous action of the organ, in consequence of
altered innervation.

Ceeteris paribus, in a case of coma, the ascertain-
ment of previous temperate habits, non-existence of
arcus, and the exclusion of cardiac ailment augur
favourably. Flushing or pallor of the countenance is
an unsafe guide, without due correction, as the face is
for the most part pale in the worst or ingravescent
attacks, and it may be pallid, with lividity, throughout,
if the hemorrhage be complicated with ursemia.

The most certain indications of intracranial hemor-
rhage are sudden hemiplegia, with more or less imme-
diate and profound loss of consciousness—with or
without rigidity or convulsion—stertorous breathing,
deviation of the mouth, flushed face, and a full slow
pulse. Tomic or clonic contraction of the muscles of
the limbs frequently testifies to the co-existence of
ventricular or arachnoid sanguineous effusion, and
general paralysis of the extremities is usually asso-
ciated with diffuse hemorrhage or the moribund state.
Not any constant or special symptoms (as Gall and
Serres maintained) attend apoplectic extravasation
into the cerebellum, which may serve to distinguish 1t
from effusion into other parts of the brain. (Brown-
Sequard,) In a very circumscribed apoplexy, the
slightness or almost negation of symptoms may render
a decision difficult or impossible. If an attack, appa-
rently apoplectic, entirely subside, 7. e. without sequela,

H 2
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hemorrhage, if pre-existent, must have been exceed-
ingly limited, and in the immense majority of cases
the symptoms will depend, not on hemorrhage, but on
other disorder.

The most common affections with which apoplexy
may be confounded in practice, are ureemia and poison-
ing by opium. In wremia, the premonitory symptoms,
if ascertained, are headache, vertigo, musca volitantes,
anomalous pains and epileptiform attacks in many
cases. The aspeet is usually sallow and cachectic, the
ankles often cedematous, and the urine more or less
charged with albumen. In the ursmic paroxysm the
coma is more gradual, and generally less profound
(sopor) than in apoplexy. There is absence of paralysis
at the outset, or it is less marked. Subsultus or con-
vulsion is common, there is less stertor, and the breath
fumes with hydrochloric acid—a very unsatisfactory
test. (Edema, or anasarca, should not be overlooked
in the diagnosis.

In opium and ordinary narcotic poisoning, the age
and the odour of the breath may assist. The counte-
nance is usually pale and placid, but ghastly, the skin
moist. The patient appears as if in sound sleep, from
which he is rousable in the earlier stages. Paralysis
is absent. The pupils are not always contracted, even
from opium. At a later period, the stupor passes into
stertor and absolute coma, and without knowledge or
history of the ease it may be undistinguishable from
uremia or apoplexy. I once saw a woman (under the
care of four medical men) with contracted pupils and
the symptoms of narcotism, who was treated with the
stomach-pump, coffee, walking about and galvanism,
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and, after death, the appearances were those of exten-
sive hemorrhagic laceration of the brain. In alcoholic
poisoning, coma may be at once induced if the spirit
be concentrated and rapidly swallowed. The odour
of the breath, absence of paralysis, and circumstances
of the patient will enlighten us on most ocecasions.
Coneussion or compression is generally recognizable as
the result of violence. A person may, however, be
intoxicated and experience concussion from a fall, and
be found by strangers in a state of insensibility. A
case, thus diagnosed, occurred to me a few years since
in a woman of 50. The surface of the body was rather
cool, the breathing calm, pupils sluggish, moderately
dilated, and the pulse small. There were complete
insensibility without paralysis, and smell of spirits (?)
in the breath. Galvanism produced movements, but
no manifestations of sensation. The stomach-pump
was employed, but nothing noticeable removed. Re-
medies were discontinued, as the case was mysterious
and bewildering, and the patient was warmly covered
up in bed. She arose the next morning perfectly well.
After recovery the account she gave was untrust-
worthy.

It should ever be kept in view that apoplexy may be
complicated with ursemia, ureemia with opium-poison-
ing or alecoholism, and intoxication with narcotism or
concussion ; instances of most of which I have ob-
served in public practice. For the determination of the
cause of the coma, under such combinations, few definite
rules can be appointed. The symptoms must be judged
by the light of experience, without which, in eerebral
diseases especially, little advantage redounds from
the most copious and methodical illustration.
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Cerebritis, or partial inflammation of the brain, occa-
sionally runs a chronic course, and may be almost latent
until coma supervene, headache and febrile disturbance
being the only complaint until suddenly aggravated
into unconsciousness. It is mostly traumatie. Of course
it is usually distinguished by the persistent pain in the
head, hebetude, vomiting, tonic contraction of the
flexor muscles, and slowly progressive symptoms.

A man, admitted into the St. Marylebone Infirmary,
on account of a surgical affection of the leg, abruptly
became as it were apoplectic and rapidly died. On
examination, extensive red softening was discovered in
one of the hemispheres, and it was subsequently learnt
that he had been much injured about the skull three
months previously. Abscess, or suppurative inflam-
mation of the bram, presents the same symptoms as
cerebritis, and in like manner may run a latent course
in rare cases.

Meningitis cannot be mistaken in the early stages.
It tends, however, finally to coma. It is mostly trau-
matic or tubereular., Inflammation of the dura mater
is almost always the result of injury or of extension
from the ear, diploé, or brain, strumous or syphilitic.
It is most common in young and middle-aged subjects.
It may be very insidious and suddenly announced.
In adults, if associated with syphilis, the cachexia and
existence of caries will decide the point, and epilepti-
form attacks are common from gummatous infiltration
of the fibrous membrane. Disease of the cranium
may, in very rare cases, cause erosion of the meningeal
artery and consequent hemorrhage.

iamollissement, or white softening, is known by
the previous existence of symptoms, more or less
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marked, which are much diserepant, according to the
site and extent of the disease, There may be impair-
ment of intellect, irregular pains in the extremities,
hesitation or defectiveness of speech, loss of particular
words, inability to remember names altogether or for
some interval, misapplication of words, incoherence,
disposition to melancholy and tears, passing uncon-
sclousness or actual epileptiform or apoplectiform
attacks, paralysis or tonic or clonic contraction of the
limbs, ete. Coma dependent upon softening is usually
attended by less regular or less complete phenomena
than apoplexy, but softening often terminates in san-
guineous extravasation.

In embolism, or fibrinous occlusion of the cerebral
arteries, the uswal concomitants are headache, vertigo,
and paralysis, without complete abolition of conscious-
ness—at any rate, at the commencement. _

Intracranial twmowrs may pursue an almost unob-
served course, until the advent of fatal coma, or they
may give rise to headache, vomiting, vertigo, amau-
rosis and other affections of the special senses, insa-
nity, epileptiform convulsions and gradual paralysis.

Variation in their size, shape, structure, and situa-
tion will be attended with corresponding variety of
symptoms. They may be specific, as syphilitie, cance-
rous, tubercular ; or osseous, fibrous, hydatid, or aneu-
rismal. With malignant tumours there is mostly an
organic look and intense constant or remittent head-
ache, even in the earlier stages. I have seen an enor-
mous fibrous tumour springing from the inner surface
of the dura mater, cause deep indentation of the hemi-
sphere, and yet be unaccompanied by symptoms of
mischief until within twelve hours of death. In a case

_ |
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of hydatidiform eyst of the brain in a child the symp-
toms were similar to those of hydrocephalus.

Aneurisms are a special form of tumour tending to
rupture and hemorrhage, when they constitute apo-
plesy. They may implicate the basilar, cerebral,
meningeal, or smaller vessels. Sometimes they pro-
duce very rapid death from rupture, preceded or not
by complaint of cephalalgia, occasional vertigo, or
other disturbance. In a case of aneurism of the ante-
rior cerebral artery, which did not burst, the patient
under treatment for another disease gave a sudden
piercing shriek and almost immediately died. In a
case of aneurism of the posterior cerebral, also unrup-
tured, which was the size of a boss or taw, the patient
suddenly became inarticulate, but remained slightly
conscious and could swallow voluntarily. She died
after about sixteen hours in a state of coma and ex-
haustion. The basilar was reduced to a mere thread,
and the tumour above projected into the third ventricle,
between the thalami. Below it was seen in front of
the pons between the crura cerebri. It was solid, and
exhibited the concentric laminz from pale fawn to
dark brown in colour, with a small black clot at the
anterior part. In every case of tumour the characters
of the presence of the growth differ in expression; for
as Dr. G. B. Wood observes, the tumour does not
yield the signs directly, but the brain upon which it
acts.

From epilepsy the diagnosis is almost always clear.
In  epileptic coma, which might prove perplexing,
there 1s commonly, besides the previous symptoms
and history, foam at the mouth, peculiar pallor of the
countenance, chilliness of the surface, weak pulse,
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CHAPTER IIL

TREATMENT OF CEREBRAL HEMOREHAGE.

Tuis is full of uncertainty. The diagnosis must of
course be undoubted, in order to confirm the effica-
ciousness of remedial measures. If the patient die,
little credit is reflected on therapeutical efforts, and if
he survive, it remains unsettled whether extravasation
did or did not occur. Even granting the extravasa-
tion, it cannot with precision be decided how far the
treatment jésured recovery. In arguing thus I am
supported by Heberden and Cullen. Hesitation is in-
creased on bearing in mind that all cases of sudden
coma have often been, and yet are, regarded as apo-
plexy, and treated without distinetion on an active
plan. I admit that the judicious practitioner will indi-
vidualize his cases and be guided by less arbitrary
principles ; but the force of established practice, good
or evil, exerts influential, if unfelt, action on all, and
greatly obstruets rational innovation in medicine.
Perhaps more than in any other disease, the treat-
ment in apoplexy has been condueted in accordance
with stipulated and undeviating precepts. Abstraction
of blood, drastics, enemata, emetics, elevation of and
cold to the head, blisters and sinapisms, almost com-
plete the round of remedies resorted to during the
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attack; but until within the last century errhines,
volatile salts, and vinegar were, in addition, almost
invariably recommended to arouse the flagging motion
of the animal spirits; and many of the ancient and
medizeval physicians, from Aretaeus downwards, strongly
advocated the application of the actual cautery to the
vertex or oceiput.

Of these agents the lancet occupies the foremost
place, and with some it has been the eustom, in all or
almost all cases of supposed cerebral hemorrhage, and
even in other forms of coma, to adopt venesection as a
primary procedure. There can be no doubt that this
inconsiderate practice, as in pneumonia and other dis-
eases, has proved on the whole more harmful than
salutary ; and I feel pleasure in expressing conviction
that the medical mind at the present day by no means
ratifies the notion that withdrawal of blood in cases of
cerebral extravasation is indispensable, or of anything
like universal application. It is due to the physicians
of a former age to observe that many of them also
exercised a prudent reserve and moderation in the em-
ployment of venesection. To exemplify, Heberden
(Comments., chap. LXIX.), after a sound practical
description of apoplexy and palsy, remarks that the
habit of taking away blood must be founded either in
experience or theory; and if he were to judge from
the cases which have occurred to himself, he should say
that the occasions where it could be supposed to do
good have been extremely few, and that large bleedings
appear to him to have several times been prejudicial.
His predecessor Ettmiiller, though deeming vene-
section mnecessary in sanguincous apoplexy, declares
that bleeding and vomits unseasonably administered
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have murdered a great many. Dr. Fothergill was also
much averse to bleeding as a general rule.

Dr. Cheyne, on the other hand, was an ardent sup-
porter of blood-letting as the most effectual remedy in
all cases where the patient was not actually sinking.
More recently Dr. Cooke highly recommended vene-
section in sfrong apoplexies, but he admitted that it
may be carried too far, and that the probable powers
of the patient should be considered. Even Celsus
(book IIL) doubted that detraction of blood was
always useful. He writes pithily “vel occidit, vel
liberat;”” and Aretzeus (De Morb. Acut. Curat., lib. 1.
cap. 1V.), though greatly favourable to bleeding in
apoplexy, says it is better to err in moderation
(xgéaooy b% ig 70 Eluu'cmvzmgrdﬂsw).

It were superfluous to traverse the opinion that
phlebotomy is demanded on all occasions. Often it
would accelerate the fatal issue when the patient has
been much reduced by previous paralysis, long con-
finement to bed, or other causes; and in the last
stages, or in the hopelessly collapsed and moribund, it
is clearly indiscreet to interfere. But the important
questions for consideration are, is true sanguineous
effusion ever benefited by bleeding ? If recovery fol-
low bleeding, is it in the relation of effect and cause,
or i3 the recovery ascribable to natural endeavours?
In other words, did any apoplectic ever recover after
bleeding, in whom recovery would not have ensued, as
a spontaneous consequence, had the patient been en-
trusted to the resources of nature ?

This must ever be equivocal. Inferences of proba-
bility may be drawn from an impartial caleulation how
far venesection diminishes the force and action of the
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heart, and how far such diminution can arrest or miti-
gate effusion from ruptured arteries, influenced by the
peculiarities of the endo-cephalic circulation. In a
small eireumseribed apoplexy, in the substance of the
hemisphere, in a moderately vigorous patient, the
prognosis is favourable, whether bleeding be or be not
employed ; whereas in profuse hemorrhage, in extra-
vasation near the base, or in multiple attacks, the
prognosis, on the reverse, is unfavourable under any
mode of treatment. It is only then in medium cases
that abstraction of blood can be considered to exert
any important influence, beneficial or injurious, and
it 1s pertinent therefore to review its probable ope-
ration.

It is ordinarily held that blood-letting relieves con-
gestion of the vessels and tends to eheck further apo-
plectic effusion. Whatever view may be embraced as
to the cerebral circulation or the concurrence of con-
gestion in hemorrhage, it 1s beyond doubt that the
symptoms depend on solution of the cerebral fibres or
extravasated blood.*

Bleeding to excess cannot at once absorb or directly
obviate the effects of the blood already effused, and it
cannot completely arrest the vascular current in the

* T am, of course, aware of the view of Monsieur Serres that the
effusion follows the apoplexy, not the apoplexy the effusion. This
is an adoption of the opinion of Weikard, who maintained that the
extravasation of blood was a sequel and symptom of spasmodic con-
traction of the dura mater, from arthritic, rhenmatic, or other subtle
material, or fluid, or tumour, causing irritation, not pressure. Dr.
Burrows, again, holds that the apoplectic coma depends usually not
on the hemorrhage, but on the pressure of vascular congestion : to
which I reply, that, in fatal cases, the brain is often pallid, at any
rate after death, except in the vicinity of the lacerated tissue,
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brain without entailing fatal syncope. If of any ad-
vantage, it can only so far modify or retard the flow
the vessels as to avert or lessen subsequent extrava-
sation. Venesection depresses the impetus of the
heart by reducing the quantity of the blood and im-
pairing its quality (from decrease of the globules and
inerease of the fibrin) ; it must thus to some extent in-
fluence and lower, in common with other organs, the
functions and nutrition of the brain, already in abey-
ance. This is practically confirmed in some cases of
cerebral hemorrhage, where blood-letting is succeeded
by augmentation of cardiac excitement rather than
sedative action. The reason is readily interpretable.
Various impoverished states of the blood are connected
with irritable conditions of the heart, and in apoplexy
the presence of degenerations discloses that the circu-
lating fluid is often qualitatively defective in a grave
degree.

In most instances we are previously unacquainted
with the condition of the heart, and although Dr.
Burrows enjoins it to be examined in apoplectie attacks,
it is a very fallacious guide, as its action is always
laboured, and in cases of coma, from softening or other
causes, it may present an inorganic murmur af apez,
from altered innervation, being at the time free from
disproportion or valvular disease. He (Dr. Burrows)
narrates a case (pp. 150-4) which he terms apoplexy,
and in which he conceived hypertrophy of the left
ventricle to exist; but from the record of the autopsy
it appears to have been softening, and the heart was
natural in size, with slight hypertrophy of the left
ventricle (sic).
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Dr. Burrows directs that the advisability of vene-
section should be determined by the state of the heart ;
but as I have already hinted, it is of doubtful signifi-
cance, and 1t 18 better to trust to the strength of the
pulse, unless calcified, the symptoms, powers, and
constitution of the patient.

In the robust, if the symptoms be comatose more
than syncopal, the lethargy profound, and paralysis be
present, bleeding is I think justifiable. It will proba-
bly diminish the amount and stimulating properties of
the blood, moderate the action of the heart, and may
check further effusion. Again, the diagnosis is not
absolutely certan, and the coma may depend on
noxious matters in the blood, a portion of which will
thus be removed from the circulation. Further, if
the apoplexy be of sthenic character, and attended by
marked stertor or serious apnceal phenomena, deple-
tion will relieve the engorgement of the lungs and
cavities of the right heart. By assuaging the circulo-
respiratory difficulty, the system will be better enabled
to encounter the detriment inflicted upon the brain;
and after cessation of effusion and rally from shock,
the unconsciousness may be protracted merely by
asphyxial disturbance. By removal of the secondary
effects, venesection may thus indirectly restore the
patient. :

In certain apoplectiform attacks, in which insensi-
bility is speedily recovered from—during or soon after
abstraction of blood—I believe,/ the symptoms subside
in consequence of depletion allaying the cordo-pulmo-
nary distress, which has become the chief, though
secondary lesion, or that they arose from ramolhsse-
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ment, cerebral embolism, or other species of coma, the
duration of which is usually transient, independently
of treatment.

As to the utility of blood-letting in reference to the
ruptured cerebral vessels, much disagreement exists
amongst practical men, in the main representing their
favourite theories. Drs. Clutterbuck and Burrows
may be selected as partisans of extreme physiological
schools. The former believed that blood-letting does
not diminish the quantity of blood in the brain, but
reduces the velocity and impetus of the cerebral cireu-
lation by influencing the general system. He thought
that the circulation in the brain is in great measure
independent of the heart. He recommended moderate
blood-letting to reduce arterial action, but not without
diserimination of ecases. Dr. Burrows, on the con-
trary, alleges that even in hemorrhage the coma
depends in most instances on vascular congestion, and
that the quantity of blood within the eranium is ex-
tremely variable at different times and under different
circumstances. He is, in consequence, more sanguine
as to the propriety and beneficial operation of vene-
section. It is curious that Dr. Abercrombie, though
his views accorded rather with those of Dr. Clutter-
buck’than of Dr. Burrows as to the cerebral circulation,
adopted, almost without reservation, large and repeated
blood-lettings in apoplexy and coma generally. e
enjoins practitioners not to be deterred by a weak,
languid, compressible pulse, or the general infirmity
of the patient. Portal, on the same side, thought
venesection not only the best remedy, but the best
prophylactic (premier reméde préservatif); and Cruveil-
hier regards early venesection as the most effectnal
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treatment—first in the sapheena, then in the arm, and
lastly the jugulars.

From these and intermediate opinions it may be
fairly educed that the value of bleeding in the treatment
of apoplexy has not yet been accurately computed, or
its mode and extent of effects unquestionably demon-
strated. It may seem needless and presumptuous to
attempt to raze phlebotomy from its ancient pedestal,
as from time immemorial it has been venerated as almost
the remedivim wnicwm in apoplectic disorders; but 1
humbly urge in apology that my depreciation and
seepticism are not dictated by a spirit of revolutionary
speculation, but from unfortunate familiarity with the
cheerless prospect offered by the recognized treatment
of cerebral hemorrhage. In addition, the performance
of venesection is impracticable or contra-indicated,
where the requirement of suceour is most peremptorily
urgent ; but I acknowledge that this in part obtains
from the inherently irreparable nature of the mischief.
Henece Hippocrates and Aretsus in the same words
(the latter using the aorist form) observe, * Adewy
amomanEiny loyvgny piv didvaroy, aolevii B ob fyidioy,”
and Sauvages, echoing their sentiments, declares * apo-
plexiam fortem tollere ut plurimum impossibile, carum
vero non facile est.”

Local blood-letting by cupping, arteriotomy, or
leeches, is sometimes combined with general depletion,
or substituted in its stead, on account of the age or
debility of the patient, or the intensity of the pro-
stration.

Monsieur Littré strongly recommended bleeding
from the septum narium (la pituitaire de la cloison)
with a bistouri eaché or by means of leeches, which
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Cruveilhier previously proposed and practised. It may
be reminded that the countenance may be highly
flushed and congested, without, of necessity, any parti-
cipation of the brain, and as there is but little vascular
commection between the surface and the encephalon,
the benefit of topical withdrawal of blood—if it be
useful—must be almost exclusively conferred by im-
pression on the nerves distributed to the entaneous
surface, producing a reflex contraction of the coats of
the cerebral arteries. To be brief, on the whole, if
bleeding be requisite, venesection appears in many
respects preferable, from the considerations already
adverted to; and as delay is hazardous, the prompti-
tude with which the lancet can be wielded is an addi-
tional argument in its favour.

In the Gulstonian Lectures for 1864, *“ On the Uses
of Blood-letting in Disease,” Dr. Markham philosophi-
cally discusses its action, and nearly assigns its posi-
tion as a therapeutical agent, but principally in con-
nection with inflammation.

In reference to abstraction of blood in apoplexy, I
feel compelled to append the following commentary of
Dr. Machlachlan :—* Bleeding seems to be still more
rapidly falling into disuse in the treatment of diseases
in advanced life, and is justly very much less resorted
to than heretofore in the apoplectic and paralytic affec-
tions to which old age is liable. This is a natural
consequence, because, in the first instance, phlebotomy
has almost always been guardedly advised in the old
by practical men; and in the second, because within
the last twenty or thirty years the nature and causes
of these cerebral disorders have become better known,
and the inutility, if not the impropriety of blood-letting,

T
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has been fully demonstrated in many varieties of apo-
plexy and palsy—not only practically, but by the
pathological discoveries made on post moitem exami-
nation, showing how irrational and absurd the expec-
tation of benefit from such a proceeding ” (p. 42).

With regard to the remainder of the treatment,
emetics have been occasionally administered ; but they
may be at once dismissed, as, although I have never
witnessed their exhibition, I am convinced they are
always to be condemned in true apoplexy. Yet physi-
cians of the seventeenth and commencement of the
eighteenth century, as Ettmiller, Sydenham, and
Allen, recommended vomitories after bleeding (ex. gr.
- vomitorium propinetur statim, Syd.), though they
~ appear to have been denounced by Sylvius, Boerhaave,
~ Morgagni, and Barbette, and later by Cullen, Cheyne,
and Cruveilhier. I presume that they gained reputa-
tion from having been employed, with apparent suc-
cess, in overloaded states of the stomach (interfering
with cardiac action or otherwise inducing a syncopal
condition), or in narcotic poisoning, uremia, or other
pseudo-apoplectiform attacks.

Cathartics are mogt important in removing vitiated
secretions and sources of nmervous irritation, and by
abstraction of serum from the vessels they place the
system under the best circumstances to resist and sus-
tain the injury experienced by the brain; at the same
time favouring, by inspissation, coagulation at the
orifices of the ruptured arteries. They may also act
beneficially in some unknown sympathetic manner.
In the treatment of apoplexy, I believe them to be the

12
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least objectionable, indeed the safest and most valuable
articles in the materia medica, and as the diagnosis is,
at times, obscure or incorrect, it is a satisfactory reflec-
tion that their employment is almost always exempt
from danger, and alike profitable in other comatose
affections. Altogether, in proportion to their usefulness,
their operation is less depressing than any other class
of remedies in the whole range of therapeutics. The
most cogent drawback is that their action is not im-
mediate. One or two drops of croton oil, alone or in
combination with ealomel, should be placed on the
tongue, and repeated, if necessary, in one or two hours.
In the mean time an enema of chloride of sodium and
castor oill may be injected, or one of turpentine,—
which is stimulant and styptie,—if there be collapse
apparently dependent on diffused hemorrhage, or on
the feebleness and low physical resistance of the
patient. In the latter case, ammoniated draughts may
be also given. If the croton oil do not act early, it
may be expedited by spoonfuls of a mixture of jalap or
senna, and tartrate of soda, cautiously administered.
At the same time the head is to be elevated by pillows,
and if flushed or hot, cold lotions or ice may be applied
to the scalp and forehead, but it is difficult, with cer-
tainty, to explain or estimate their reputed benefit.
Cruveilhier, apparently anticipating vaso-motor thera-
peutics, thought the constriction of the vessels of the
exterior of the cranium exercised a similar effect on
the intracranial vessels, and therefore highly recom-
mended ice to the head, not constantly, but in an
mtermittent manner. In one case, after failure of all
other remedies, he affirms that it produced a * resur-
rection.”

T ol i i -
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or remove the incursions of degeneration, as to ward
off or procrastinate the liability to cerebral hemorrhage
—a disease, the onset of which is so abrupt and fear-
ful, and the result for the most part so disastrous.

It 18 appropriate to consider the nature of the dege-
nerations, which are induced or encouraged by devia-
tions from the healthy state, and how far it is competent
in the medical practitioner to combat and restrain
their progress.

In extreme age, the tendency to lower organized
tissues is probably normal and universal ; but this age
must be held to fluctuate according to the habits and
original constitutional vigour. Mr. Paget observes,
that * the changes of natural degeneration in advanced
life have a direct importance on all pathology ; because
they may guide us to the interpretation of many simi-
lar anomalies, which, while they occur in earlier life,
we are apt to call diseases, but which are only prema-
ture degenerations, and are therefore to be considered
as methods of atrophy, as defects rather than as per-
versions of the nutritive process, or as diseases only in
consideration of the time of their occurrence” (p. 71).

That corporeal strength, features, and -attributes
- differ, is manifested in the various temperaments, the
predominance of certain functions and physical pecu-
liarities, and the proneness to special forms and types
of disease in different individuals, each person being,
in a certain and extended sense, idiosyncratic.

The proclivity to certain morbid processes is doubt-
less to some extent hereditary or transmissible from
the parent to the offspring, but it is as satisfactorily
determined that this tendency is subservient to modi-
fication, to aggravation, or to correction, according to
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the physiological and moral conditions to which the
progeny is subjected.

Nevertheless it is to be enforced, that irrespective
of the disturbing influences of food, soil, climate, expo-
sure, mental and bodily occupation, and other extrinsic
agents (weighty as such influences indubitably are),
the duration of life is a variable quantity on constitu-
tional grounds, and that each, on this account, would
attain an age more or less protracted, even if allotted
to the sphere of conditions most conducive to longe-
vity. It cannot be doubted, says Dr. Roget (Cycl. of
Med., art. “Age’), that some are destined toa shorter
and others to a longer term of existence, independently
of all adventitious causes that may occur to disturb the
regular course of nature in the demolition of the fabrie
and the termination of life.

The degenerations of the vessels—with which tissues
I am alone concerned—may be atheromatous or calca-
reous, and in a general manner, I may observe that
atheroma or fatty transformation is rather indicative
of premature senility ; calcareous or earthy changes, of
natural decline of life. I must not be understood to
affirm, however, that calcification is not encountered
at very early periods, or that atheroma may not be
attendant on age; or that, again, atheroma may not be
converted into earthy deposition, but simply that the
fatty form of degenerescence rules rather in those old
by anticipation, the earthy in those advancing to hale
senescence.

The sources of premature degeneration are nume-
rous, and some weight must in the first place be
attached to the innate constitutional powers. Thus
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rect (though it may be inquired if, in such cases, the
blood is normally constituted), the secondary result of
reaction from simple overstimulus, or a plethoric state,
is tendency to debility, deterioration of tissue and
decay, equally and in common with the effects of in-
temperance and dissipation, and also of privation and
deficient nutrition, in which latter case, even languid
performance of function becomes overstimulus to
the enfeebled system, directly inducing gradual de-
generation,

Amongst the agents enumerated I would, 1 say, ad-
judge the most potent causative influence to alcohol
and to extravagant expenditure and depression of the
nervous energy—of that which regulates the processes
of nutrition and secretion.

The emulation, ambition, absorbing greed of gold,
and the accompanying cares and brain-tension of the
present generation, from rapid competitive improve-
ments in inventions, science, commerce, and other
mundane affairs, eminently conduce to overtask the
intellectnal powers and promote inordinate waste of
the nervous system, the nutrition of which becomes
more or less impaired. Indirectly, the functions lan-
guish from derangement of the mnervous force, and
mal-assimilation and its consequences result, the pro-
gress of which, unarrested, is inevitably downwards
towards degeneration of tissue,

With regard to aleohol, the aphorism should not be
forgotten that ““aliud vinum, aliud ebrietas,” and that
the moderate use of wine and beer, especially by per-
sons of feeble constitution, by those much oceupied in
mental and bodily exertion, or those suffering from
grief and anxiety, 1s probably beneficial and preventive
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effect of protracted existence, its extent would be pro-
portionate to the age of the subject; but I think it
explicable by the original constitutional power, degree
of temperance, and general mode of life of the indi-
vidual.

Mr. Moore again (Holmes’ Surgery, vol. IIL.) be-
lieves that atheroma prevails chiefly in persons who
are in the decline of life, and that it is associated with
defective nutrition of the normal structures of the
body, and with an accumulation of fat; and that there
can be no question of its frequent, if not invariable
occurrence in drunkards, but that there must exist,
however, some more hidden fault in the formation or
purification of the blood, to which, rather than to
aleohol, the disease must be attributed.

My previous observations will, I think, sufficiently
illustrate why some persons are more readily affected
and sooner succumb than others to the effects of alco-
holism and other pernicious influences ; and for further
consideration of the subject of intemperance as im-
pairing nutrition, and for explanations why drunkards
oceasionally attain old age, in spite of their malprac-
tices, the reader is referred to Canton on Arcus Senilis,
chap. VI.

In a person suspected, or suspecting himself, to be
mclined to apoplexy, we should direct our attention to
the state of the heart, the condition of the renal secre-
tion, and the presence or absence of the arcus senilis.
If the patient be not much over fifty, the arcus may be
taken, as has been before alluded to, to indicate a
more or less general fatty degeneration of internal
organs. The upper part of the cornea should be care-
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fully explored, if the eye appear to be free on cursory
examination. Absence of the are is, of course, a
favourable point, and its presence, though important,
must not be hastily estimated without inquiry into its
history and duration, and the corrective testimony of
corresponding signs and symptoms.

If the urine be free from albumen and other foreign
matters, it i1s also favourable; and if albumen be pre-
sent, the secretion should be tested on more than one
occasion, to ensure a decision that it is not an acci-
dental phenomenon.

If examination of the heart result in the discovery
that this organ is free from hypertrophy or other dis-
ease, the prognosis is immensely propitious. The
habits of living, and the symptoms which impelled the
patient to seek advice, should be elicited, and it is to
be remembered that what are termed ¢ prodromata ™
are not to be viewed as direct forerunners or intima-
tions of impending cerebral hemorrhage, but as tokens
of intraeranial disturbance from disease of the vessels,
and consequent mal-nutrition, or of other organic alter-
ations, which may, or may not, lead to extravasation.
If the heart present physical signs of enlargement or
dilatation, arcus be distinctly visible, and there be
complaint of languor, apathy, feebleness, low spirits,
incapacity of active exertion, and general infirmity of
purpose, the prospect is peculiarly unfavourable, espe-
cially in eonjunction with albuminous urine. Yet under
these circumstances much may be occasionally done
by observance of injunctions adhered to for a consider-
able time.

In a person out of health, with commencing arcus
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can be arrested and dispersed by analeptic methods,
Mr. Canton has noted, in certain cases, that the areus
has disappeared with amendment of health. This,
although on first reflection improbable, is sustained by
the fact that tonies and judicious treatment remove
the symptoms and restore health and strength, failure
of which, if dependent on degeneration of tissue, can
only be recovered from by improvement and cessation
of the pathological cause.

Although atheromatous degenerations are, in a mea-
- sure, eradicable by obviation of the origin of produe-
tion, it is highly improbable that calcareous deposition
can ever be rendered amenable to therapeutics.

The belief that people with large heads and short
necks are signally prone to apoplexy, though trans-
mitted from remote ages and generally accepted by
authors, I conceive to be only so far correct, inasmuch
as such persons are liable (are they peculiarly liable ?)
to cardiac and atheromatous lesions. In like manner,
the disease is reported to be hereditary; and I accede
to the doctrine of morbid inheritance to this extent—
that it indicates a disposition to the ancestral physical
constitution, gouty, tubercular, degenerative, or
otherwise—a liability to the pathological tendency,
rather than to the particular disease.

Under these heads it may be introduced that Boer-
haave insisted that short necks were always found in
apoplectics. Ponsart affirmed that small heads dis-
posed to apoplexy. Portal thought the disease so
strongly hereditary that he made it (art. IX.) a variety
of the affection, whilst Rochoux, with whom I entirely
concur, believed, with regard to temperament and emn-
honpoint, that there is no appreciable external sign













PART II.

ON (S0-CALLED) NERVOUS APOPLEXY, ON CONGESTION OF THE
BRAIN AND SEROUS EFFUSION.

To render the argument more complete and intelligible,
at the risk of repetition, I prefix a very brief abstract
of the presumed peculiarities of the endo-cephalic cir-
culation.

Drs. Kellie, Alexander Monro, Abercrombie, Clut-
terbuck, Bennett and John Reid, and Drs. Burrows,
Watson, Williams, Todd, Copland, Kirkes, Carpenter
and Neil Arnott, whilst disagreeing, more or less,
respecting the variability of the circulation within the
cranium, its amenability to atmospheric pressure, and
the importance of the cerebro-spinal fluid, are in har-
mony so far as the general admission of an intracranial
plenwm ; and with most, a disproportion, or want of
Just balance, of blood in the different orders of vessels
is regarded as the cause of congestive pressure (how
demonstrable we are not informed), and the proximate
origin of many comatose diseases. But in opposition
to these surmises, it cannot be doubted that the cireu-
lation in the brain, and the degree of vascular turges-
cence of its ganglia, vary even under normal physiolo-
gical processes, which deviation may involve alterations
in the relative complement, or in rapidity of flow, of
blood in arteries, veins, or capillaries, or in its absolute
amount in the entire series of vessels, as Mr. Durham

K 2
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has conclusively shown that the brain during sleep is
in a comparatively bloodless condition. The circula-
tion, as elsewhere, must be also much controlled by
local (nutritive) forces, and the total volume of blood
supplemented by the rise and fall of the serum in the
cephalo-rachidian cavity, though the quantity of this 1s
limited, and it can be but gradually effused or absorbed,
It must, in addition, be borne in mind, that the man-
ner of distribution of the blood in the brain, during
life, is a consideration quite apart from the differences
which are observed in the amount of fulness of the
vessels affer death, as states of post-mortem engorge-
ment may depend on mere plethora, position, or mode
of dying, whilst an exsanguined condition of the brain
may be alike perfectly consistent with plenitude of the
vessels, if there be dilution or poverty of blood from
hemorrhage or spansgemia.

Under ordinary ecircumstances, it is evident that
adequate provision is ensured against the exigencies,
whatever they may be, which arise from fluctuations
in the ingress of blood to, and its egress from, the
brain, as during excited action of the heart and lungs,

in running, coughing, straining, and under various in-

tellectual and emotional activities.
When we reflect that those pursuing the most labo-

rious employments, and exposed to the most violent

g .

exercise, as artisans, athletes, tumblers, divers, players

on wind instruments, and children, are not prone to
apoplectic seizures, I contend—as will be more devel-

——

oped in counnection with pathological and traumatic
lesions—that there is not a shadow of evidence that
simple modifications in the cerebral circulation are

capable of exerting any material pressure on the brain;
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The last two cases show the truth of the assertion
of Heberden,* that all sudden deaths are put down to
the aceount of apoplexies, when we find the illustrious
Morgagni so committing himself,

Dr. Abercrombie believed that apoplexy might prove
fatal without any morbid appearance, or with appear-
ances so slight as to be altogether inadequate to account
for the attack. For such cases he employed the term
of simple apoplexy, and deemed them to depend upon
a canse which acts simply upon the circulating system
of the brain, producing a derangement, which takes
place speedily, and is often as speedily removed. He
relates cases (97, 98, 99, 100, 101) to support his
views; but the histories and post-mortem details,
which are most scanty, do not, I submit, irrefragably
establish them as examples of primary simple apo-
plexy. In all, coma was the only leading symptom,
and case 101 was undoubtedly ursemic, as the pa-
tient had anasarca and effusion into the thorax
and abdomen. The others might likewise have been
of renal origin (state of kidneys not recorded), or
the result of narcotic poisoning, softening, plugging
of the vessels, or of some other unrecognised cause
of disease.

Dr. Clutterbuck, in like manner, affirmed that there
are numerous nstances on record of apoplexy proving
fatal, where no change in the structure or condition of
the brain could be detected, that was at all adequate
to explain the symptoms, or to account for the death
of the patient. He did not, however, confirm this
statement by actual cases, but evidently followed Dr.

* Comments, ch. LXITX,
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Abercrombie, as he observed an arrangement and
classification similar to that physician.

Dr. Cooke, nevertheless,* expressed an opinion that
the spasmodie, convulsive, or nervous apoplexy ought
to be classed amongst the symptomatic affections. Dr.
Hope believed that a patient might die with symptoms
of congestion, yet after death not a vestige of any
morbid condition in the brain might remain. He
thought the refrigeration of the blood, and its accu-
mulation in the great vessels might remove all appear-
ance of increased vascularity.

Dr. Hughes Bennett is of opinion, that in indivi-
duals who have died of apoplezry, the brain may present
m every respect a healthy appearance, the most rigo-
rous and careful inspection failing to discover any
morbid change. He candidly admits, however, that
such instances, recorded by Morgagni and others,
were, until lately, attributed to want of care during
the examination. He considers the pathological con-
dition of the brain, in these cases, to be temporary
pressure on the encephalon by over-distension of its
vessels with arterial or venous blood, either from in-
creased or diminished action of the heart. After death,
of course (he argues), this is not to be detected, the
tonic contraction of the arteries is alone sufficient to
empty them of their contents, and turgidity of the
veins may remain or not, according to the symptoms
immediately preceding death and the position in which
the body is-placed. He regards pressure to be the
chief agent in the production of all cerebral diseases!
Dr. Burrows also does not seem to be surprised that
apoplexy, from vascular congestion, should prove fatal,

* Nervous Diseases, vol. 1. p. 269,
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without any lesion to be subsequently detected in the
brain; but Dr. John Reid* sensibly remarks, that
the disappearance of congestion is a supposition, not
a fact, of Dr. Burrows, as no proof is offered in
support.

In reference to apoplexy, Dr. Watson observes that
we may detect no deviation whatever from the healthy
structure and natural appearance of the brain. The
congestive pressure (if it, indeed, existed) has left no
prints of its action.

Dr. G. B. Wood, of America, respecting the oceur-
rence of nervous apoplexy, states that it is generally
admitted, death may oceur with all the phenomena of
apoplexy, without leaving any observable lesion in the
brain. He deems such cases to be, at least, very rare,
and mentions the suggestion which has been already
advanced, that most of them might be referred to the
existence of Bright's disease, and Dr. James Arthur
Wilson, above thirty years since, wrote to prove that
many apoplectic attacks, without lesion in the brain,
were due to this cause.

To come more directly to the subject. The state-
ments concerning nervous apoplexy, as far as I can
ascertain, are never supported by indisputable facts—
that is, by recorded cases free from ecavil, and I chal-
lenge pathologists, who endorse them, to supply the
deficiency. On the other hand, I shall narrate three
or four histories, militating against the hypotheses
which have been propounded to explain the absence of
morbid appearances in certain forms of fatal coma.

I previously venture to append a reflection of the

* Monthly Journal of Medical Science, August, 1846.




IT8 OCCURRENCE DOUBTFUL. 137

observant Heberden, to indicate that a physician of
the last century was not satisfied with the pathological
doctrines of the period. ¢ Theory may teach, but will
find some difficulty in proving, that apoplexies must
arise from a compression of the brain, owing either to
a distension of the blood-vessels, or to extravasated
blood from their rupture, and that the energies of the

nerves can be deadened by no other cause beside
fulness.” *

Case 1.—I was requested by Dr. , of St. John’s
Wood, to accompany him to a post-mortem examina-
tion of a gentleman, aged thirty, who had died, with
apoplexoid symptoms. The doctor had been hastily
called to this patient, and found him in a state of
coma. He had been lying in bed, on account of pain
in the knee (rheumatic?), and had taken medicine
from a druggist in the neighbourhood. He was appa-
rently well, two hours before swallowing a draught,
and was playing with a child who had entered the
bedroom. He was soon afterwards found insensible,
snoring loudly, and he died, without change, in spite
of the remedies adopted.

An examination was considered necessary, which
was performed two days after death.

There were no morbid appearances within the cra-
nium,—to which we naturally first appealed, with the
exception of trifling congestion of the veins of the pia
mater posteriorly, probably from gravitation. There
was no softening or serous effusion. The viscera else-
where were also healthy, and there was not any obvious

* Art. “ Paralysis et Apoplexia.”
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cause of death. As there had been pain about the left
knee, it was cut open, but there was no trace of in-
flammation, or of purulent effusion within the joint.

Dr. » before the autopsy, unknown to me, went
to the druggist, as he thought the symptoms referred
most suspiciously to poisoning, and on examining his
book, which was blotted, found a draught entered
containing morphia. The symbol opposite to the
morphia was gr. ss according to the druggist, gr. iss
according to the doctor.

The friends, however, desired the affair to be hushed
up, as the young man was on the eve of marriage, and
the druggist was in some way connected with the
family. According to my position in the matter, I was
bound not to interfere, but I, nevertheless, rather
freely expressed my sentiments.

At my suggestion the certificate was filled up—

Rheumatic pains.
Coma, (P.M.)

and was so registered. I entertain no doubt that this
was a case of narcotic poisoning, and would have been
to our forefathers a case of nervous apopleay.

JASE 2,—Henry H » aged twenty-eight, had been
a groom, but unable to work for two years past in
consequence of disease of the left knee-joint, for which
he had been in and out-patient of St. Mary’s Hospital.
He died suddenly on April 9th, 1860, whilst sitting up
m bed drinking a cup of tea. This was unexpected
by his wife and friends, and the medical men at the
hospital refused a certificate. He was never known

PSS N S ——
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to have suffered from any cardiac affection. The
autopsy was performed forty-eight hours after death,
in company with Mr. Gascoyen. Rigor mortis well
marked in extremities and jaw. Face pale. No foam
at mouth ; features placid. No indication of violence,
but sugillation of posterior upper part of trunk.

Head.—Calvaria rather thick. Dura mater slightly
adherent. Slight subarachnoid effusion. Much pro-
minence of veins of pia mater. Brain substance
normal. No extra vascularity. Secarcely any fluid in
ventricles. Sinuses at base rather gorged. No mor-
bid appearance in cerebrum or cerebellum.

Thoraz.—Right lung healthy, but lower lobe con-
gested posteriorly. No adhesions, no .effusion. Left
lung same condition, but old pleural adhesions. About
a drachm of serum in pericardium, no adhesion. Heart
flabby, weighs eleven ounces. No valvular disease,
but wall of left ventricle rather thin, flabby, and the
organ generally larger than natural. A dark, but
partially fibrinous, clot in right auricle, which distends
its cavity and passes down into the right ventricle,
interlacing firmly with the columnsz carnem, and, at
the latter situation, light in colour. Much black semi-
coagulated blood also in right cavities. Stomach
moderately large, almost empty. No erosion or ulcer-
ation of mucous surface, but pinkiness of the lining
membrane in parts, as if digestion had been recently
proceeding. Odour merely cadaverie.

Intestines mostly pale, contain some fluid, lining
membrane healthy. Bladder empty. Spleen natural.
Liver pale, healthy. Gall-bladder distended. Right
kidney healthy, pale. Left kidney healthy, not so
pale. No flmd in peritoneum.
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Case 3.—M. A. L——, aged thirty-two, died suddenly
in bed. There were no external marks of violence.
The brain was healthy, as were also the membranes.
There was some serosity at the base of the skull, and
a little sanguinolent fluid in the ventricles. The lungs
were much congested, and generally emphysematous ;
the bronchial tubes extra-vascular, and contained
frothy mucus. There was about a pint of serous fluid
in either pleural cavity. The heart was flabby, much
enlarged, containing clots and dark fluid blood on
both sides. The left ventricle was hypertrophied, and
dilated. The right ventricle was also dilated. The
aortic valves exhibited warty vegetations. The other
valves were normal. There was no fluid in the peri-
cardium. Stomach was very large, containing much
semi-digested material. Intestines healthy. The spleen
and liver were much enlarged, the kidneys healthy.

There was some serum in the peritoneum.

Case 4—J. M » @ man about sixty years of age,
suffering from reducible hernia (right), and slight
bronchitis, died suddenly on January 2nd, 1854.

Head.—Brain natural, not unusually congested.
Substance healthy. About two drachms of fluid in
each ventricle.

Thorax.—About an ounce of turbid serum in peri-
cardium. Heart weighs rather over ten ounces, and is
dilated, thinned, and flabby. The muscular tissue is
pale, and there are yellowish spots on the endocardial
surface. In the heart generally, there is substitution
of fatty for muscular substance, especially in the parietes
of right ventricle, midway between base and apex.
There is no valvular disease. Much dark fluid blood
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in right cavities, and some on left side. Lungs are
congested and emphysematous. The bronchial tubes
afford evidence of chronic bronchitis. There is no
softening of the mucous membrane. 0ld adhesions of
plearze on both sides, and several ounces of fluid in
each cavity. Slight exudation of recent lymph on
anterior surface of left lung near its apex. Some con-
gestion of iver. Stomach contains some yellow semi-
digested matter ; its mucous membrane is not softened,
but here and there a little injected.

Intestines healthy, presenting slaty discoloration.
The hernia presents trifling ulceration on its inner
surface, but no evident injection. Kidneys, spleen,
and bladder healthy.

In the majority of instances, I believe, the coma in
(so-called) nervous apoplexy to be due to uremia,
which, as Dr. Richardson remarks (Asclepiad, vol. 1.),
the unlearned as yet call apoplexy. This physician
does not particularly refer to the complaint in the old,
or in connection with the small eontracted kidney (of
which I shall speak further), but in one of his cases,
in a woman, aged thirty-four, with enlarged kidney,
there was no evidence of congestion of the brain, nor of
effusion ; the membranes were natural, and the ventricles
contained no fluid.

He also notices that the effects of the scarlatinal
poison may simulate apoplectic coma, and in two
memorable instances of my own, I can affirm that one
child, about eight or nine years old, died from sudden
invasion of epileptiform coma (toxsemic) whilst malig-
nant scarlatina was prevalent in the house.* In the

* See Dr. West, p. 24, for an analogous case.
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other case, a boy about fourteen, convalescent from
the disease, was also suddenly carried off, from arrested
renal funetion and accumulation of urinary elements in
the blood.

Occasionally, fibrinous occlusion of the cerebral
artery—the middle one, most usually—may cause
death, especially in young adults, and be referred to
nervous apoplexy, if the vessels remain unopened by
an incautious observer. Dr. Markham in his work
“ On Diseases of the Heart" (Appendix II.), records,
in detail, a striking instance in a woman of fifty, of
infaretion of the innominate, right common carotid,
left internal carotid, and middle cerebral arteries, in
which there were apoplectiform phenomena with hemi-
plegia, and death in sixty hours.

In Dr. Abercrombie’s thirty-fourth case, there was
plugging of the basilar. Further information on this
subject may be obtained in Dr. Kirkes’ original paper in
the “ Medico-Chirurgical Transactions,” vol. XXXVTI.

In the present state of medicine, it i8 unnecessary to
enter at length into the manifold causes which may
provoke more or less pronounced comatose symptoms.
If the appearances within the cranium be of negative
character, we may expect the cause of death to be
manifested in other organs, or be owing to shock,
syncope, lightning, or a physically undetected, or un-
detectable poison.

There are, of ecourse, numerous sources of fallacy.
Thus, as T have already noticed, under diagnosis, death
may depend on an anomalous type of pneumonia, or
severe concussion, with, or without intoxication. De-
lirium tremens also with our predecessors, and (unob-
served) cerebral softening, have also, it iz almost

— L
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certamn, been regarded as nervous apoplexy, as well as
cases of homiecidal, suicidal, and acecidental narcotism.
Pulmonary apoplexy, too, has given rise to supposition
of cerebral apoplexy, and under such a diagnosis, we
must conceive that the pulmonary structure is not
submitted to careful incision to correct the error.
Cases of angina pectoris, of cardiac coma, and apncea,
of pressure on the recurrent nerve, may have increased
the list, as also the toxic coma of gout and pericarditis,
cases of catalepsy, and even hysteria, and the collapse
ensuing on rupture of internal aneurisms, as the most
renowned pathologists of yore often confined their
examination to the brain, and afford no history of
symptoms.

Even impaction of food in the cesophagus may prove
a perplexing cause of death. I once examined the
body of a man, who, I was informed, staggered, and
fell dead in the yard, outside a cottage. This appeared
to point to heart or brain affection, and I had received
no further account of the previous circumstances. A
cautious but fruitless scrutiny was made of all the
viscera, before the foreign body was detected—a piece
of beef weighing two ounces, firmly implanted behind
the larynx.

The brain, I admit, may not present any appearance
sufficient to explain the cause of death, but it is not,
therefore, to be concluded that the coma (apoplexy) is
a primary neurosis, in the sense employed by Kortum
and his supporters—that is, dependent on some in-
trinsic undefinable disturbance, but symptomatic or
consecutive to some well-recognised, if ascertainable,
morbid operation. Perhaps, the old proverb contains
some truth, that ¢ Vennus nimia in senibus multum ad
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apoplexiam disponit,” that excess in this particular, as
in any other, may so depress the functions of the ner-
vous system, already nearly exhausted, as to decide the
term of life ; but this is rather death commencing at
the brain, previously atrophied, or otherwise under-
mined (necrencephalus), than mere idiopathic nervous
apoplexy.

To return to the most common mode of production
of coma (cerebral hemorrhage excluded) Dr. Basham,
¢ On Dropsy connected with Disease of the Kidneys,”
points out that renal disease will give rise to symptoms
which often appear to have little reference to the renal
functions, and which may be, and frequently are,
accepted rather as evidence of disease of the cerebral
organs. In these cases, dropsy is altogether absent, or
the anasarca is so trifling in amount, as to excite but
little attention. Symptoms referable to the brain are
those which exclusively attract the notice of the
patient, or to which the care of the practitioner is
directed. Headache, frontal or sincipital, dimness of
vision, simulating the approach of cataract, slight con-
vulsive attacks of epileptiform character, followed by
more aggravated paroxysms of convulsive disorder,
constitute the class or series of symptoms ; the other
is expressed by headache and imperfect vision, followed
by dulness of intellect, sluggishness of manner, fre-
quent sopor, or drowsiness, or occasional stupor,
terminating usually in fatal coma. The absence of
dropsy, and the insidious approach of these symptoms,
are well calculated to misdirect the attention of the
medical practitioner, and the remedies employed to
avert the simulated and suspected apoplectic seizure
may be those which hasten forward the fatal effects of
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urgemic poisoning. The form of renal disease which
usually develops these symptoms is the atrophied,
shrunken, and nodulated kidney (p. 147).

Dr. Basham does not allude to its frequency in old
persons, or in those who have prematurely degenerated,
but thinks, in conjunction with the late Dr. Todd, that
the wasted kidney is closely connected with the gouty
diathesis. Yet he owns, that it may be met with in
persons who have never exhibited gouty symptoms.
He does not consider that the shrunken kidney repre-
sents an advanced stage of Bright's disease, as in this,
he believes, the kidney is usually increased in weight.
On the contrary, Dr. Handfield Jones maintains that
the contracted granular form is the one most typical of
true degeneration. Agreeing on the whole with Dr.
Prout, he does not regard it as necessarily connected
with renal hyperaemia, although it may be thus com-
plicated or intensified. Dr. Bright* deseribed three
forms of diseased kidney connected with albuminous
urine. In the first, the organ is natural in size; in
the second, enlarged; in the third, contracted. Dr.
Bright expressed uncertainty whether they were dis-
tinet or only modifications, and more or less advanced
states of one and the same disease. Dr. George John-
gon and Dr. Maclachlan insist that the small contracted
kidney -is the variety most incident to age, and agree
that it may proceed to extreme degree in absence of
the supervention of dropsy.

Without venturing to merge deeply into renal patho-
logy, I feel confidence in asserting that all who are
accustomed to examine aged subjects will allow that

# Medical Cases, vol. L pp. 67-69,
L
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the small contracted kidney is, in them, by far the
most common appearance, that it is absolutely fre-
quent, and a more or less essential characteristic of
senile degeneration, though, in many instances, 1t may
not manifest itself at all during life, or until the occur-
rence of epileptiform or comatose symptoms. Its
advent at earlier periods, I hold to be indicative of
low vital power and premature physical impairment.

In gout, the kidney may present similar alterations,
in consequence of the excessive demand on the urinary
functions and the diathetic influence, but that such
degeneration peculiarly or invariably depends on this
complaint is unquestionably erroneous.

As with atheroma, in advanced life, it 1s difficult to
declare how far the alterations in the kidney are phy-
siological, how far pathological in their nature, but
they clearly partake more of atrophy and senile changes,
than of active disease. It is confirmed by all observers,
that these renal conditions may not, and often do not,
give rise to dropsical effusion, and Dr. Maclachlan
remarks in his ¢ Diseases and Infirmities of Advanced
Life,” that ¢ the great majority of persons affected
with the shrunken kidney die comatose, without any
subsequent appearance in the brain, the symptoms
proceeding entirely from the poisoned state of the
blood ™ (p. 583).

In briefly considering the subject of cerebral conges-
tion as an efficient ecause of fatal apoplexy, I would, at
the outset, inquire if any practitioner can advance an
undeniable example—verified by accurate detail of
symptoms and exhaustive autopsy —of death from
mere primary sanguineous congestion ?

R
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Dr. Abercrombie lays little stress on cerebral con-
gestion as a cause of apoplexy; in fact, I am not
aware that he once employs the term amongst his post-
mortem appearances, though in one or two instances
he refers to inereased vascularity. He ascribes apo-
plexy (p. 206) to simple (nervous) apoplexy, in which
there are no appearances to be subsequently detected ;
to serous effusion, which he regards as a consequence
of simple apoplexy, and not a primary state ; and to
sanguineous extravasation. Dr. Clutterbuck referred
- the symptoms of apoplexy to impeded or interrupted
circulation in the brain, leading to suspension of the
sensorial functions, from pressure operating upon the
blood-vessels, so as to hinder mechanically the passage
of blood through them.

Dr. Sims, physician to the St. Marylebone Infirmary,
in 1835, held that a loaded state of the blood-vessels
of the brain is sufficient to produce all the symptoms
of sanguineous apoplexy, and to occasion death with-
out extravasation; and that convulsions in children
arise in general from cerebral congestion, and are
essentially cases of sanguineous apoplexy.* He ad-
mitted that the presence of serum, to which I shall
presently refer, is not absolutely explanatory of the
symptoms observed during life. By a parity of reason-
ing, the appearances of congestion are not of certainty
indicative, being more probably a consequence than a
cause of the morbid phenomena, and the cases of Dr.
Sims in which cerebral congestion was observed are
imperfectly recorded, and in several, the thoracic and
abdominal viscera were not inspected. In some, in

¥ Med. Chir. Trans., vol. X1X.
5 2
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addition, other diseased appearances were noted in the
brain. In the case of children, above noticed, the
convulsions, it is generally agreed, are nearer allied to
epilepsy than to apoplexy, originating in eccentric irri-
tation, not congestion. In many instances, death is
due to laryngismus stridulus. For my own part, I
have more frequently seen coma, in children, connected
with spansmic or deteriorated quality of blood, than
with evidences of vascular engorgement of the brain.
Moreover, the convulsions, in them, for the most part
precede the so-called congestion, not the congestion
the convulsions.

Dr., Burrows does not mention any particular case
of cerebral congestion causing apoplexy, but appears
rather to regard it as an axiom, and assume it as a
postulate. The cases referred to Dr. Abercrombie,
Dr. Cooke, and the rest, are not described, but seem
more fairly attributable to disease of the heart or urs-
mia than to perverted circulation in the head (conges-
tion). I have already remarked, that Dr. Abercrombie
records no case which he imputes to cerebral conges-
tion, and after careful perusal of Dr. Cooke’s learned
treatise on “ Nervous Diseases,” I cannot find any of
the cases which are referred to by Dr. Burrows, or
which will, in any way, corroborate his views! Dr,
Maclachlan again, though he treats of congestive apo-
plexy, gives no illustrative examples.

Dr. Burrows goes so far as to believe, that apo-
plectic coma is rarely dependent upon the extravasation
of blood (p. 92), but in the vast majority of cases,
upon the pressure induced by vascular congestion.
He relates two histories (pp. 92 and 96), in which
both the patients died comatose, to support his views;
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but they serve to demonstrate what he strives to
disprove, and the intervals of dmpaired conscious-
ness, which occurred in their progress, are explicable
by the peculiarity in the site and mode of the
effusion.

Of a certainty, as Dr. John Reid points out in the
article before quoted, “ In analysing closely the matter
contained in most treatises on practical medicine, facts
and opinions are with difficulty separated from each
other, and no satisfactory evidence can be found of the
evidence of truths upon which important inferences
are founded.”

Dr. Watson adopts the tenets of Dr. Burrows, that
pressure is the ordinary cause of apoplectic coma; and
that pressure can, and does, sometimes cause coma is
incontestably established, but that cerebral congestion,
pure and simple, can induce coma, quoad pressure, is
a vastly different proposition.

Andral, in his “ Clinique Médicale,” gives five cases
under the head of cerebral congestion, which I beg to
remark, in all reverence to this distinguished physician,
are not to be unequivocally relied on for determining
the point disputed. In only one case are the kidneys
mentioned (gorged with blood), and of four he ob-
serves, “Is it not a circumstance worthy of notice,
that the four cases of cerebral congestion now reported
regarded individuals labouring under chronie affections
at the time the brain became congested in them? In
three of them, hsematosis was for a long time vitiated ;
they were meagre, bloodless, and appeared to be in a
condition entirely opposite to that which is usually
laid down as favouring cerebral congestions.” Two
of these four were phthisical subjects, and the fifth case




150 CONGESTION OF THE BRAIN.

is a history of cerebral symptoms intercurring in ordi-
nary pulmonary tuberculosis.

Dr. Bright,* under the head of * Pressure,” men-
tions two cases which are said to have been due to
cerebral congestion. In Case 86, there was giddiness,
loss of sight, and of consciousness, in a stout-made
man, who was, however, exsanguined. After deple-
tion, tonies did most service. In this case, I humbly
suggest, that the assumption of simple congestion is
not satisfactorily proved, and in Case 87, in which
there was unconsciousness with convulsion, and slight,
but persistent, paralysis, the diagnosis is favourable, 1
think, to limited hsemorrhage.

Cases 88, 89, 90, 91, related as samples of cerebral
congestion, were dependent on narcotism. Cases 92,
93, 94 are cases of bronchitis with cerebral congestion ;
95, 96, 97 are cerebral congestion from emphysema ;
98, cerebral congestion from hooping cough; 99, effu-
sion of blood on the brain in a child in connexion with
the same disease, the account being scanty and the
history wanting. Case 100, is congestion in the ves-
sels of the brain in a man dying of hepatization and
gangrene of the lungs after a severe scald; 101 is
vascular congestion of the brain in fever, and 102
cerebral congestion in fever. These are the whole of
the cases of congestion of the brain to be found in Dr.
Bright’s work. Of all these, only the first two, which
recovered, are admissible, and these are fairly open to
question. The remainder are secondary, and con-
nected, in almost all instances, with respiratory dis-
turbance, and many of them might be dependent on

* Reports of Med. Cases, vol. IL part 1, gec. IL
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cadaveric states. In all, at least, the cause of death
18 evident, without the necessity of resorting to cere-
bral congestion for explanation.

Dr. Copland says, that in a large proportion of cases
of simple primary apoplexy, i. e., without extravasa-
tion, ewcessive injection of the vessels of the pia mater
and engorgement of the whole vascular system of the
encephalon are the chief lesions. This (he owns) is of
comparatively rare occurrence. It constitutes the coup
de sang of the French, and is observed in those cases
of coup de soleil which prove rapidly fatal. But Dr.
Aitken, in his * Science and Practice of Medicine,”
justly maintains that it is erroneous to describe Inso-
latio or Erythismus tropicus as of the nature of apo-
plexy. The opinion possesses additional weight, as
this physician would give a very wide signification to
the term apoplexy, and use it to characterise a group
of symptoms, irrespective of the anatomical conditions
upon which they may depend. Thus he would include
congestion of the brain, hemorrhage, sudden serous
effusion, local cerebritig, tumours of the brain, menin-
gitis simple and tubercular, the progress of various
zymotic and constitutional diseases from blood-poison-
ing, ang@mia, disease of the heart, and vascular obstruc-
tions under this head.

Death occurs in cases of insolatio, according to the
concurrent testimony of milifary surgeons, from syn-
cope or apneea, and the chief morbid appearance usually
observed is excessive engorgement of the lungs. In
many cases the brain is healthy, without trace of con-
gestion or accumulation of blood. Dr. Morehead states,
that the blood in the vessels is always fluid (Aitken).
The essence of the disease seems to be intense exhaus-
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tion, from the combined effects of over-fatigue and
subjection to a very high temperature—intracranial
changes being adventitious, not causative, or even
constant.

Is it permissible to adduce cases like the preceding
—cases of insolatio, of cerebritis (?), of tubercular
disease of the brain or its membranes, of delirium
tremens, of urgemia, of secondary or post-mortem en-
gorgement of the vessels of the brain, &c., as examples
of cerebral congestion constituting primary apoplexy ?
It is undoubtedly important to define accurately the
limit and meaning of the word, as one of our most
distingnished practical physicians, Dr. Watson, deno-
minates by ‘“apoplexy,” *coma occurring suddenly,
or coming on (at least) with rapidity,” which would
include every affection attended with sudden loss of
consciousness, whether arising from hemorrhage,
tumour, intoxication, typhous complication, coma of
epilepsy and hysteria, injuries to the head, softening,
or even asphyxia, syncope, the terminations of cere-
britis and hydrocephalus, narcotism, or the action of
deleterious gases.

Practitioners generally make a distinction between
apoplexy and genwine apoplery, so as to render justi-
fiable a remark of the late Dr. Jones Quain, that when
we look into works on medicine, we are struck with
the confusion which exists in the nomenclature of cere-
bral diseases. More precision has been attempted by
our French neighbours, though Littré complained
(““ Diet de Méd.,” art. Apoplexie) that “Le mot apo-
plexie, souvent aussi vague dans la bouche du médecin,
- que dans celle du malade, se préte a toutes les inter-
pretations de I"ignorance.”
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“ In the nervous centres, as elsewhere,” says Andral,
“before the production of hypersemia or anmmia, we
must conceive a primary modification of the force,
whatever it is, which subjects the cerebral circulation
to certain rules. In the midst of these numerous
currents, of these oscillations of globules, which pass
within the organic tissues, how many causes constantly
presented, and whose influence is entirely unknown to
us, may derange a current and modify the distribution
of the globules ? * * * When we thus examine minutely
the grounds of the question, we soon see that hyper-
semia and angemia in the brain, as in other parts, are
themselves but secondary phenomena—mere effects.
But these effects, inconstant and wvariable, do not
necessarily follow the action of the cause; they may
be wanting, and yet the symptoms will still continue,
for they depend less on the state of cerebral hypersemia
or angemia, than on the organic modification which
precedes them, and which causes them. Thus, our
post-mortem examinations show us, for the explanation
of identical symptoms, sometimes a state of hyperaemia,
sometimes a state of ansemia, sometimes nothing un-
usual in the quantity of blood contained in the brain;
and in this brain, moreover, no lesion appreciable by
our present means of investigation ;- the reason is, be-
cause these means do not show us all ; by them, we as
yet discover nothing but effects; the material modifi-
cation which incontestably precedes them, requires not
their production in order that disturbance may take
place in the functions of the organ. However, once
produced, the different lesions which the present state
of anatomy is calculated to reveal, may give rise to
phenomena which depend on them alone, and which
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establish their diagnosis.” * This quotation contamns
the gist of my argument, viz., that the (so-called) ner-
vous apoplexy and cerebral congestion are but secon-
dary states, not the origin of the apoplectiform
symptoms. I am aware that the doctrines of Andral
may be urged, in some degree, on either side of the
question, but they at least favour my views as to the
uncertainty which besets the subject, which uncer-
tainty most pathologists will admit. Dr. Watson, in
his twenty-first lecture, adverts to the difficulties with
which the study of the maladies and disorders of the
brain and nervous system is surrounded; and Dr.
Brown-Sequard acknowledges, that less is known
about the anatomy and physiology of the brain, than
about any other organ. The onus probandi rests with
those who subscribe to the theory of cerebral conges-
tion as a cause of fatal apoplexy, which they adopt, I
suspect, on the score of conventional obedience to sys-
tematic writers. I therefore reinsist, that general
objections and counter-assertions are pointless and
futile, unless fortified by the erucial proofs of clinical
and pathological observation. I speak with some con-
fidence, the result of special investigation, as during a
residence of five years at the St. Marylebone Infirmary,
where I had medical care of nearly a thousand aged
persons, and great opportunities of noting maladies
from their commencement, of ascertaining the appear-
ance after death, and of observing disease in all forms,
at all ages, in a hospital of 200 beds, I never witnessed
a fatal case which could be clearly ascribed to simple
apoplexy or cerebral congestion.

* Translated hy Dr. Spillan, p. 92.
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Physicians, swayed probably by surgical considera-
tions and physiological experiments, have been alto-
gether too mechanical in their opinions concerning
apoplexy and cerebral congestion, and have not dwelt
sufficiently on the importance of the quality of the
blood. All has been assigned to pressure, from aug-
- mentation or deviation of the normal amount of blood
in the several orders of vessels, without emphasis on
the cause of the pressure, if it obtain. For example, if
cerebral congestion causes coma or apoplexy (conges-
tive) from pressure, how can it be explained that
inflammation of the brain-substance, or cerebritis,
does not, in its earher stage, produce coma, although
there must be notably increased blood in the capil-
laries and other vessels of the part, and (theoretically)
consequent pressure ? Verily the pathology of the
brain is encompassed with difficulties, but these diffi-
culties are oftener tendered and acknowledged as
- explanations or finalities, than appreciated as monitors
to caution us against misinterpretation, and incite
more diligent and profitable inquiry.

It may be said, that venesection has been advanta-
geously had recourse to (the contrary might be also
stated) in many cerebral attacks, supposed to depend
upon congestion ; but I reply, that although abstrac-
tion of blood may withdraw a given quantity of this
fluid from the vessels, it is inexplicable how it can
rectify the vascular balance in an (assumed) congested
‘venous or arterial apparatus. Is the practice correctly
founded, or does it hold good in spite of the erroneous-
ness of the theory ? And I ask each individual mem-
ber of the profession, how frequently he has employed
the lancet in simple primary congestion of the brain ?
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Much evidence might be collected in favour of bleed-
ing in cases of sudden hemiplegia, many of which
depend on discontinuity of the cerebral fibres or in-
farction of the vessels, and on theoretical grounds we
ghould imagine such a line of practice positively inju-
vious. In other than cerebral disorders, abstraction
of blood has been indiscriminately had recourse to
with the happiest advantage, if we credit the unqualified
testimony of men of the largest experience. Thus n
pueumonia, without distinetion of cases, the school of
Sangrado and Broussais has in its turn had a multi-
tude of disciples ; and in fevers, venesection has been
carried to extreme by Clutterbuck and his followers,
who imagined the febrile state to be associated with,
or symptomatic of, inflammation of the brain. I regard
the nervous manifestations in fever to depend rather
on hetersemic influences, or, as Dr, Todd would say,
disturbed polarity, than on congestion of the brain or
encephalitis. The treatment of fever by bloodletting, -
is now generally abandoned and condemned : and this
amelioration in practice cannot be aseribed to change
of type of disease, but to clearer and more rational
ideas on therapeutics. From these sentiments I must
not be mistaken for a bigoted anti-phlebotomist, as on
one occasion—if anything relating to our art can be
certainly declared—I saved life in a severe case of in-
flammatory anasarca from exposure and renal con-
gestion, by the prompt removal of a very large quantity
of blood from the arm. But to return to the state of
the brain in fever: Dr. Watson confesses, that he can-
not tell how often he has looked, and looked in vain
in the brain, for some palpable disorganization, or
some effusion, implying pressure. All who are familiar
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with the dead house of a hospital are aware, that this
fruitless search for some physical explanation of the
comatose state, after death by fever, is of very com-
mon occurrence (vol. ii., p. 807). In cases denomi-
nated congestion, in which benefit has been derived
from, or has followed phlebotomy, I believe the relief
* to be at times due to the effect exercised on a com-
mencing inflammatory state of the brain, where blood
has been attracted more than determined to the head,
its properties altered, and the nutritive operations in-
terfered with and perverted, as in other tissues, during
the inflammatory act. In many cases, the symptoms
are probably ursemic, or arise from obstruction to the
functions of the heart and lungs, producing disorders
viewed as apoplectic. Alteration in the quality of the
blood, under such ecircumstances, is capable of pro-
ducing symptoms commonly referred to pressure from
congestion, and we possess as much, if not more,
evidence of the existence of the former, as of the
latter. That enormous pressure may be exerted in
-absence of apoplectiform states (there being absence
of altered quality of blood), is demonstrated by persons
labouring under very large tumours within the eranium,
compressing important structures, often remaining
unattacked by coma until within a few hours of death.
I can vividly call to mind a fibrous tumour as large as
a billiard ball springing from the dura mater, and
deeply indenting the hemisphere, an aneurism of the
- basilar artery nearly of the same size and a large
malignant tumour of the cerebellum, amongst others,
in confirmation. I know, it may be rejoined, that
these growths were gradual, whereby the neighbouring
parts were absorbed, or by degrees accommodated
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themselves to the pressure experienced, or that their
position did not interfere with the more important
parts of the brain; but these attempted solutions
appear highly unsatisfactory, if we are to concede
grave and even mortal consequences to a slight and
transient (and after death, unrecognisable) congestion.

Not that I deny the brain can become the theatre
of congestion, but that congestion, pure and simple,
can be reasonably inferred, much less proved, to be a
sufficient cause of apoplectic coma. Also, that con-
gestion can produce pressure, equal in extent to many
vascular variations consistent with health. It is be-
yond dispute, that coma exists as frequently unaccom-
panied, as accompanied by any indication of pressure
or congestion, If congestion be combined, it may with
stronger probability be accepted as the result, than as
the origin of the phenomena, to which 1t is, I affirm,
non-essential and sequent.

The most, indeed the only apparent, valid argument
of the congestionists is, that in elderly patients of a

plethoric constitution, symptoms referrible to the head,

as cephalalgia, vertigo, drowsiness, sense of fulness and
temporary confusion of thought sometimes occur. But
I demand, can even these be shown to depend neces-
sarily on congestion of the brain? Can it be main-
tained that they are restricted to the plethorie, and
that these persons are otherwise cerebrally sound? I
admit, that patients with the symptoms I have specified
have come under my own observation. 1 remember in
particular (as a type) a sanguine old man, in whom
cupping from the neck was periodically practised with
marked benefit. I may mention another case which
comes under the same category, though occurring in a
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youth of fourteen, who experienced severe cerebral
symptoms from assiduous application at the easel.
Here purgation and rest from his pursuits afforded
speedy cure.

In the first instance, the attack I consider to have
been owing to alteration in the nervous substance of
the brain or its arteries, or to an excessive composition
- of the blood, giving rise to nutritive impairment, but
not to inerement in the amount (congestion), but in
quality of the fluids within the cranium. In the second
case the symptoms are ascribable, not to congestion of
the brain, but to protracted mental tension in a weakly
boy, passionately addicted to painting. In either case,
the ordinary nutritional changes in the nervous sub-
stance were deviated from, with consequent accumu-
lation to greater or less extent of toxic materials in the
minute vessels.

Many old persons in a state of coma are aroused and
recover after bleeding, as attested by Morgagm, Fo-
restus, and others of bygone times, who regarded them
as specimens of serous apoplexy.

(Cases of the kind I have observed and treated, but.
there is no proof that the attack in these is primarily
dependent on inequality in the amount of blood in the
cerebral arteries and sinuses (congestion or pressure),
but there is considerable evidence in favour of a tox-
semic state of the blood from ureal impregnation. The
recovery after venesection is to be referred probably
to the withdrawal of a portion of the poisonous agent
from the circulation, by which time 1s gained to com-
bat the renal degeneration. I am gratified to find that
I am supported in this view by Dr. Richardson, who
asserts that venesection is of the highest value in acute
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ursemic coma (Asclepiad) ; but when patients recover
consciousness after bleeding, I suspect most practi-
tioners impute the attack to vascular congestion or
pressure on the brain. In many cases, the employ-
ment of hydragogue cathartics, diaphoretics, and mild
diuretics will restore the patient, and a course of iron
produce more or less permanent improvement without
abstraction of blood. Examination of the urine will
reveal, in these cases, the presence of albumen, an in-
dication of degenerescence of the kidney, which I
pointed out, when considering the subject of cerebral
hemorrhage, as a more or less constant senile change.
Recurrence of the attacks in ursemia is especially apt
to ensue, more particularly if the patient be not subse-
quently improved by the exhibition of steel medicines.
I have treated a large number of old persons suffering
from this affection—the majority without bleeding, and
it is difficult to state definitely, under what circum-
stances the lancet is most demanded. As a rule, its
employment is warrantable and serviceable when the
coma is very profound, and the symptoms approach
those of extravasation of blood; in fact, in certain
mstances, the diagnosis becomes impossible.

In milder forms of uremia, compound jalap powder,
elaterium or croton oil, with salines and nitric ether,
are sufficiently efficacious with or without blisters or
ginapisms, and stimulating enemata. On the whole, I
would mfinitely prefer to rely on alvine evacuants, than
on bleeding m anomalous cerebral attacks. Every
experienced man must be acquainted, how little benefit
accrues on most occasions from the use of the lancet,
until the active operation of catharties. It is much
more probable that the disorder is mitigated by the
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the surface of the hemispheres. No sub-arachnoid
effusion. Brain firmish for the age. About a drachm
of serum in the ventricles, puncta vasculosa not abnor-
mally numerous, a little dark fluid blood m the longi-
tudinal and lateral sinuses, and about three drachms
of serous fluid at base of skull.

In another child, aged three months, poisoned by
laudanum, the brain presented a very pale, almost
angemic appearance. The ventricles were slightly
moistened with serum, and there was about a
drachm at the base of the cranium. In justice, 1
should add that the infant was flabby and ill-nou-
rished.

Dr. E. A. Sansom (On the action of Ansmsthetics,
¢ Brit. Med. Journ.,”” Sept., 1864) concludes, from the
result of careful experiments, that chloroform, ether,
and volatile narcotics, act directly upon the blood.
He maintains that the essential concomitant of a state
of anwsthesia is sluggishness of circulation; that 1t 1s
not a condition of hyperamia of any organ. As in
sleep, Mr. Durham has pointed out that the brain is
comparatively ansmie, and that the blood in its ves-
sels is not only diminished in quantity, but also flows
with a decreased rapidity, so in chloroform narcotism.
Dr. Sansom alludes to an interesting case, recorded in
the *“ American Journal of Medical Science” for Oct.,
1860, in which chloroform having been administered
in extensive fracture of the cranium, it is stated that
during the full effect of the narcotic the brain was
remarkably pale; and whenever the anmsthetic influ-
ence began to subside, the surface became florid and
injected.

Professor Ackermann of Rostock some time since

—
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made experiments with the object of ascertaining the
condition of the cerebral circulation in asphyxia, which
afforded results also opposed to received opinions. He
removed a portion of the skull of an animal with a
trephine and substituted a piece of glass. After about
twenty-four hours, asphyxia was induced by strangu-
lation, submersion, compression of the thorax, &e.,
and the condition of the brain watched through the
glass plate. Asphyxia was found to be invariably
accompanied by a condition of angemia instead of con-
gestion. The congestion of the cerebral vessels, not
unfrequently presented after asphyxia, he believes to
be attributable to hypostatic hypersemia of post-mortem
character. (““Archives of Path. Anat.,” quoted in “Brit.
Med. Journ.,” April, 1861.)

It would therefore appear that in many cases and
forms of fatal coma, usually referred to, or said to be
attended by, congestion, the latter phenomenon is
rather incidental than invariable. If present, it must
be regarded as a consequence. Opium, aleohol, chlo-
- roform, and carbonic acid cause insensibility from
toxsemic influence ; not from mere induction of con-
gestion. The congestion is secondary, from dissemi-
nation of poisonous elements in the cerebral vessels,
ensuing on diminution and arrest of the normal circu-
lating forces—in like manner as in the lungs, asphyxia
is not due to congestion, but congestion to the asphyxia
or apnoea.

As I have adverted to the lungs, it 1s not irrelevant
to observe that pulmonary apoplery (apoplexie pulmo-
naire fondroyante) has occasionally proved fatal in a
sudden manner and been mistaken for cerebral apo-

plexy. On subsequent examination, the brain and its
M 2
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practice generally, divers current dogmata have been
taught and circulated, ex cathedrd, from professorial
chairs, which are rather the expression of time-honoured
error, or the phantoms of preconception, than the off-
spring of direct investigation, though most obsequiously
assented to by particular sects of past and present
practitioners. Even the distinguished Laennec be-
Leved that congestions arose, under certain circum-
stances, in consequence of the blood experiencing a
rapid dilatation. On no other explanation could he
account for the immense losses of blood sometimes
occurring in heemoptysis or menorrhagia, or the sudden
hyperaemiz of internal and external organs witnessed
in epilepsy and hysteria.

I have admitted that, under certain conditions, espe-
cially traumatie, apoplectiform symptoms are undoubt-
edly presented as the consequence of pressure, but
that such pressure is exercised through the medium of
congestion is void of proof or probability. Pressure
evokes disorder of nutrition, either from direct effects
on the nervous centres, or from alteration in quality of
the blood, from stagnation and arrest of the physical
changes—a state more allied to ansmia than conges-
tion. The physiology of sleep, the effects of profuse
hemorrhage, observations on asphyxia and the action
of anzesthetics, with many other trivial facts, warrant
the conclusion that unconsciousness is more frequently
attended by a bloodless than a congested condition of
the brain.

Pressure induced by external lesion is almost inva-
riably complicated by concussion, which alone, in
absence of compression, is able to exert most of the
phenomena of pressure, demonstrating that changes
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apparently inappreciable, in the (polarized) constitu-
tion of the brain are equally represented by symptoms
commonly attributed to mechanieal causes.

Mr. Abernethy, in 1797, in his surgical and physio-
logical essays (Part IIL., on * Injuries of the Head”),
published a series of cases in proof that extensive
depression of the cranium—of the parietal, frontal, or
temporal bone—might exist unattended with coma,
and that recovery might take place without trephining,
the skull remaining depressed. In one or two instances
only there was transient stupefaction from the injury,
which may, with fairness, be referred to shock or con-
cussion rather than compression. The inevitable
inference Mr. Abernethy drew from these cases was
that pressure does not always derange the funetions of
the brain, either at the time or at any remote period.
On the other hand, Mr. Abernethy points out that
severe symptoms sometimes ensue when the bone is
elevated and pressure absent. He remarks that a
surgeon might be led to ascribe the mischief in these
cases to the depressed bone, if the trephine were not
employed ; and the success in those recovering with-
out operation to the same instrument, if elevation had
been practised. In conclusion, I think it impossible
to maintain that vaseular congestion or pressure is the
ordinary origin of apoplexy or comatose symptoms, to
the exclusion of nutritive alterations or perversions.
Coma is frequently developed when states opposite to
pressure or congestion are established, as in syncope,
concussion, hydrocephaloid or pseudo-meningitis, sud-
den hemorrhage and ligature of the carotids; and also
when there is no evidence of congestion or abnormal
pressure, as in ramollissement, ursemia, cerebral emho-
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lism, delirium tremens, fever, and during the incubation
and progress of certain acute and specific diseases.
On the contrary, in cases where pressure must exist
there may be entire negation of comatose symptoms;
and, in others, the post-mortem discovery of cerebral
congestion may have been unpreceded by coma or any
indication connected with the nervous centres. Ex-
cessive action of the left heart—if injurious where the
minute vessels of the brain are sound—syncope or
arrest of blood to the head produces effects, not from
variation of pressure, but from modification of the
process of nutrition. In such circumstances, by the
upholders of the pressure theory, we are not enlight-
ened why the cerebro-spinal fluid fails to afford the
succedaneous efficacy with which it is, on all other
occasions, physiologically invested. After I had ven-
tured to commit myself to the above novel and hete-
rodox views, I derived some complacency from ascer-
taining that Dr. Wood of Philadelphia has in some
measure similarly expressed himself.—* Some appear
to consider coma as dependent upon pressure alone.
But as this cause operates merely by suspending cer-
tain functions, there is no reason why stupor, in its
different grades, should not arise from other causes
capable of interrupting the same functions, whether
by an excess of excitement or a direct sedative impres-
sion. I have no doubt whatever that it often results
from both these causes, altogether independently of
pressure.”” (4th edition, vol. IL. p. 683.) Yet the
most recent authority, Dr. Maclachlan, follows the
routine opinion. Thus—* Apoplexy appears in very
opposite states of the system, or condition of the bran
itself in regard to plethora or ansmia, but the fangible
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post-mortems in persons over fifty years, not dying of
apoplectic or urgemic disease, I find the following
account of the fluids within the skull, when they have
been noted.

T. M., 65. Brain healthy, serum in ventricles.

J. M., 60. Brain not congested. About 3ij of
serum in each ventricle.

J. R., 73. Membranes healthy, about 3j of serum
in each ventricle and fluid beneath arachmnoid.

E. H., 78. Vessels very turgid, and substance of
brain vascular. Small amount of fluid in ventricles,
and about 3ij at base of skull.

J. R., 54. Brain slightly extra-vascular. Sub-
arachnoid effusion and a little fluid in ventricles and at
base of brain.

W. J., 52. Ventricles contain moderate quantity of
serum.

—, 55. No fluid in ventricles. This was a ease of
drowning, and in another female, aged 30, also drowned,
there was no fluid in ventricles, and in both the brain-
substance was natural, with fluid blood in sinuses.

—, 60. Brain-substance natural. Ventricles dis-
tended with serum, and about 3ij at base of skull.

It has been said that accumulation of fluid in the
ventricles causes coma, whilst sub-arachnoid effusion
has no such tendency, but in chroniec hydrocephalus
there may be serum in the ventricles from the com-
mencement, with persistent absence of comatose symp-
toms. I have, moreover, met with cases of coma, not
dependent on cerebral hemorrhage or ursemia, in which
there was no fluid in the ventricles, and in the cases
of drowning above cited it was absent. In cases of
sudden death it may be or not present; and in many
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cases, even of ureemia (or chronic Bright's disease),
there may be neither serum in the skull nor any trace
of anasarca. Whether death be due in these to urea
or spanzemia (whether the blood be toxic or defective,
or suffer from a combination of evils), it is at any rate
from alteration of the guality of the blood, not from
serous effusion or pressure.

Nevertheless, on consulting many eminent authori-
ties on the subject of serous effusion, I was surprised
to discover that they greatly accorded, and confirmed
my own previously-espoused views, which I imagine,
notwithstanding, to be at variance with widely-accre-
dited doctrines. Abercrombie thought it was in the
highest degree improbable that serous effusion should
occur in the brain as a primary disease and accumulate
with such rapidity as to produce the symptoms of an
apoplectic attack. He observed that the quantity of
fluid effused bears no proportion to the degree of the
apoplectic symptoms. It is found in small quantity,
though the apoplectic symptoms have been very
strongly marked and long continued; it is found in
large quantity where the symptoms have been slight;
and finally there may be most extensive effusion in the
brain, when there have been no apoplectic symptoms
at all. The direct inference he drew from these facts
was that in the cases of apoplexy with effusion, the
presence of the fluid cannot be considered as the cause
of the apoplectic symptoms (p. 216).

Dr. Clutterbuck likewise considered that serous
effusion was not the cause of the apoplectic symptoms,
but that these were produced by the morbid condition
of the brain on which the effusion depended.

Dr. Cooke (“Nervous Diseases,” vol. 1. p. 268)
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thought we must admit that the serous apoplexy very
seldom oceurs, and adds (p. 341)—* I have never seen
a case exactly answering to the deseription of this form
of the disease.” Dr. Sims (*‘ On Serous Effusion from
the Membranes and into the Ventricles of the Brain,”
Med. Chir. Trans. vol. XIX.) pointed out the very
great frequency of eolleetions of serous fluid in the
ventricles or membranes of the brain, in cases, at all
ages, where death occurs from diseases not cerebral,
and where no cerebral symptoms are known to have
existed. Without denying that such a disease as
serous apoplexy may occur, he thought; at least, that
it was extremely rare.

Andral believed it by no means well determined
how far the effusion is concerned in the production of
symptoms, as it often appears unattended by them,
whilst, on the other hand, we frequently observe these
symptoms in cases where, after death, there is not
any effusion worth mentioning to be found either in
the ventricles or elsewhere.

Dr. Todd (*“Cyeclo. of Anat. and Phys.,” art. Nervous
Centres) says it is in vain for the pathologist to attempt
to form an opinion respecting the quantity of the fluid
found in the eranio-spinal cavity, unless the inspection
has been made at an early period after death. Prac-
tical men are too much in the habit of attributing mor-
bid phenomena of the nervous system to the influence
of the pressure of a liquid effusion upon the brain or
spinal cord. Many facts tend to show that in a large
proportion of cases, especially in the adult, the occur-
rence of an increased quantity of fluid, either around
those centres or within the ventricles, is a resulf, and
that probably it is a result of a conservative kind, con-
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sequent upon a morbid change which depresses the
general nutrition of these organs themselves. D}*.
Hughes Bennett again notices that effusion of serum 1s
not unfrequently found after death from apoplexy. ;Ha
aseribes it to obstruction of the blood and transudation
of the more fluid parts through the coats of the vessels,
the same as in other dropsies. He states that it is
seldom found without engorgement of the veins and
sinuses, and that it may take place immediately before
or even after death.

Dr. Watson imagines that a moderate quantity of
serous fluid poured out rapidly during life would cer-
tainly exert a degree of pressure adequate to the
produetion of fatal coma, though how the serum comes
to be so effused, he admits, it is not easy always to say.

Dr. Burrows does not think serous effusion to be a
cause of coma, but vaseular congestion. Dr. Copland
does not consider the serous effusion to be the cause
of the apoplectic seizure, but the consequence of that
state of the cireulation on which the disease more
immediately depends. Indeed, he is of opinion that a
considerable portion of the effusion takes place just
before death, or soon after life 18 extinet; and he
remarks that in apoplexy presenting on dissection con-
gestion and serous effusion, these states may be often
considered rather in the light of post-mortem changes
than the pathological states, which had existed pre-
vious to death. According to Dr. Sieveking (¢ Path.
Anat.,” p. 222), there is no doubt that occasionally the
sub-arachnoid fluid is attributable to cadaveric changes ;
it is therefore necessary to be circumspect in at once
attributing its presence to antecedent morbid action.
The amount and position, and more particularly the

el
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concomitant appearances of the pia mater and arach-
noid must assist us in determining the question in the
mdividual case.

Dr. John Reid (loe. cit.), who offers no speculations,
observes that the condition of the brain which causes
the symptoms in (so-called) serous apoplexy, has not
yet been fairly elucidated.

Sauvages, exactly a century since, in his  Nosologia
Methodica,” although his views were, of course, not
untrammelled by the speculative and defective patho-
logy of the period, clearly expresses his belief that the
presence of serum within the skull affords no precise
mdication of the cause of the apoplectiform symptoms.
“Quod in eadavere sinus cerebri aqui turgidi reperi-
antur, non sequitur apoplexiam ab illo sero fuisse
inductam ; eum ubi infarctus est vasorum sanguifero-
rum, ibi lympha facile e vasis suis elabatur, et quo
longiori post obitum tempore sit extispicium cadaveris,
eo uberior est ut plurimum seri effusi copia; vidi
hydrocephalos ingentes sine apoplexii, viderunt et alii;
veruntamen hac species est omnium funestissima, quia
labem inveteratam in cerebro, ac saepins @tatem seni-
lem suppomnit, in qubus easibus facultas motrix quse
sola morbis medetur, efficaciter est effeeta et languida ™
(p. 498).

Heneeforth, I trust that not any medical practitioner,
if he meet with even copious accumulation of serum in
the ventricles of the brain, or at the base of the cra-
nium, will have the temerity, in default of knowledge
or history of the case, to assign death to serous effu-
sion. Nay, if he be aware that comatose symptoms
have pre-existed, that he will yet refrain from esti-
mating the presence of serum—as a primaiy morbid
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act or sequel of cerebral congestion—to be adequate
explanation of the fatal event, without inquiry or reflec-
tion, as to the cause of the effusion, and vigilant search
for morbid alterations in the brain and other organs.
By strict observance of these eautions, I am persuaded
that “ serous apoplexy” as a primary disease would
almost disappear, if it were not actually expunged,
from our nosological systems.

In further proof that I stand not isplated in these
views, which will, I am assured, become general with
inereasing knowledge, I may state that Dr. Abercrombie
(p. 145) maintains that we have no certain mark upon
which we can rely as indicating the presence of effusion
in the brain, and I beg to requote Dr. Maclachlan, a
physician, be it remembered, ripe with over twenty
years’ experience amongst the Chelsea pensioners, who
doubtingly asks (p. 146), Is there such a disease as
serous apoplexy ? This inquiry is, to my mind, an
emphatic declaration that Dr. Maclachlan has never
been able satisfactorily to recognize intracranial effu-
sion as a primary and efficient source of coma. Mons.
Littré (loe. cit. prop. xvi.), in 1834, also dubiously
inquired—Existe-t-il des apoplexies séreuses P a ques-
tion which Cruveilhier (*“Dict. de Méd. et Chir.
pratiques,” art. Apoplexie, prop. xvi. 1829) had uttered
some years before, and was inclined to answer non-
affirmatively.

Dr. Copland, in his Dictionary, does not treat of
serous apoplexy under a distinet head, nor does Dr.
Aitken, more recently, in his “ Practice of Medicine.”

Rokitanski ( Transl.” vol. ITI. p. 404) hesitates
whether such a disease as serous apoplexy really exists,
and whether it can be recognized in the body by the
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post-mortem appearances without reference to the symp-
toms attending the death of the individual.

To turn to recorded cases. Those of serous apo-
plexy described by Morgagni (* De Apoplexii serosd,”
lib. L. epist. iv.) are unable to support the title, and at
the commencement of his epistle he observes— Nec
VEro nos i1 sumus qui quotieseungue intra apoplectiei
calvariam aqua invenitur, continuo ab hfic ejus mor-
bum repetendum esse, existemus.” To select a few of
the most prominent, A case of acute fever (febris
acuta), Art. VI.; sudden death during illness, Art.
IX.; man of seventy found dead, Art. XI.; fatal
drunkenness (?) in a young man, Art. XVI. Not to
be prolix, many of the accounts are most meagre and
the inspection most unsatisfactory, being confined to
notice of the serum., All the cases, I think, are refer-
able to causes other than mere serous effusion as the
proximate morbid action, and Dr. Cheyne thought
(“On Apoplexy and Lethargy,” p. 48) that much
objection lay against the cases of Morgagni as speci-
mens of serous apoplexy. Dr. Cheyne considered that
the causes of serous apoplexy are involved m great
obscurity, and of its symptoms and anatomy he knew
little more than the one case afforded (XV1.), which is
related in the 4th section of his work. This case may
be found in Copeman’s * Collection of Cases of Apo-
plexy ” (the 97th), and appears to have been one of
complicated meningitis.

Dr. Bright (vol. I1.) gives a number of cases (CILL
to CXXIV.) to illustrate the pressure arising from
gerous effusion independent of inflammation :—

C'I1I. Effusion under arachnoid and into ventricles after hanging.
CIV. Cerebral congestion from suffocation.
CV. Do, do,
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lan, allude to the angmentation of the cerebral serum
in advanced life. This is often denominated * senile
h}rdrocephalus,” an accumulation which has long ex-
isted, and to which death can in no way be ascribed.
(Maclachlan.) In such cases the arachnoid, subarach-
noid space, and ventricles of the brain may be distended
with fluid, so as in extreme instances to attain to as
much as twelve ounces in quantity. In hydrocephalic
cases, in young adults, even a gallon of fluid has been
collected within the cranium without supervention of
coma.

Now these accumulations, as in infancy, are un-
doubtedly gradual, are conservative, and in mnowise
indispensably connected with altered pressure or apo-
plectiform symptoms. If coma supervene, it 1s fre-
quently to be traced to ursemic intoxication; and
albumen may be detected on catheterism, which should
always be performed, and urea discovered in the serum
from the nucha after vesication, and post-mortem in
the ventricular effusion. After death, as Dr. Basham
cautions us, the contents of the bladder are universally
albuminous.

Should the kidneys be sound, the symptoms are not
to be referred to the effused serum, or pressure, but to
arrest of nutrition and of funetion, from softening or
atrophy of the brain; or obvious explanation of death
may be presented in the other cavities, 4. e., dependent
on causes enumerated under * nervous apoplexy’’ and
““ congestion of the brain,” as cardiac or other dis-
order.

In testimony, even in our day, that a renal causa-
tion may be readily overlooked, I may mention that I
have seen a physician of long hospital experience con-

i ——
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found a case of tolerably typical urmmia with local
cerebral disease. It is certain, also, that some inflam-
matory cerebral complaints, as meningitis, simple and
tubercular, have been set down, when proving fatal, to
serous effusion. Thus, until within the last thirty
years, tubercular meningitis in children was generally
regarded as essentially a dropsical effusion within the
brain, and was in consequence designated ‘¢ hydro-
cephalic apoplexy,”  water-stroke,” or “acute hydro-
cephalus.” These erroneous views are not yet univer-
sally eradicated, although, like ursemia, the disease
may terminate in death without the occurrence of
effusion. Many of the cases of Dr. Abercrombie, under
the title of acute hydrocephalus, are evidently tuber-
cular, as there is history of phthisis; and most are in
children. This physician upheld that it was not the
mere presence of a certain quantity of fluid in the
brain which gives rise to the symptoms of hydroce-
phalus, as he had seen the disease pass through all its
stages, and end fatally without any effusion (p. 144).
Under the head of apoplexy Dr. Abercrombie relates
only three cases of serous effusion. In Case CIL a man
of eighty, the symptoms appear to have arisen from
urgemia, or senile softening. In Case CIIL., also ursemic
or cardiac (?), it was a man of seventy; and in Case
CIV., a dropsical patient aged forty-one, the attack
beyond guestion is ascribable to renal disease. It may
be noted in corroboration of these conclusions, that in
each instance the coma was not profound. It were
unnecessary to recount the many forms of coma in
which, after death, serum may be discovered on exa-
mination of the cranium. I may, nevertheless, repeat

that it is very often met with in the diseases alluded
X 2
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Heart, ten ounces; cavities contain dark and decolor-
ized coagula in all chambers,—most right. Surface
encroached upon by fatty substance. No valvular
disease. No fluid in pericardium. Liver large, yel-
lowish-brown; centre of lobules pale; periphery
injected. Kidneys weigh three and a half ounces each.
They are lobulated and granular on section. The cap-
sule, on removal, brings away renal substance. Cortical
substance increased ; medullary, at parts, almost obli-
terated. They are highly granular and contracted in
appearance, after the removal of the capsule. Stomach
contracted. Spleen small and firm. Other viscera
normal,

Case 3.—A washerwoman, mt. 64, was admitted
into St. Marylebone Infirmary. She was pale, cold,
haggard, and I was informed that she had had a fit a
short time previously. There was sopor, but not
actual coma. The pulse was 100, full, weak, compres-
sible. Respirations 11 to 12; noisy, gasping, with
loud riles. Pupils were contracted and insensible to
light. Arcus was very strongly marked. Considerable
cedema of feet and legs. Mouth deviated, but there
was neither paralysis nor convulsion.

She was wrapped in blankets, hot bottles were
applied to the feet, a blister to the nape, croton oil
was given, and she was ordered beef tea at intervals.

Next morning she was completely comatose. Pupils
still contracted ; surface warm; mouth drawn to left
gide. The face was somewhat livid. The action of
the heart was weak and rapid, the pulse almost imper-
ceptible. Respirations 18. Bowels had not acted.
Two pints of urine were withdrawn, which, contrary
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to injunction, were thrown away. She could not swal-
low, and was evidently sinking. She died in the
evening, twenty-two hours after admission. Autopsy
thirty-six hours afterwards. No external marks.
(Edema of legs and feet. Pupils moderately dilated.
Rigor mortis tolerably well marked.

Head.—Scalp and calvaria natural. Dura mater
imjected. Some sub-arachnoid effusion, and two to
three ounces of fluid at base of skull. Arachnoid par-
tially opaque. Prominence of large veins of pia mater.
Brain-substance healthy, but puncta vasculosa unusu-
ally evident and numerous. About the centre of the
brain, the substance a little softer than natural. No
clot, no injury to skull. Some serum in the lateral
ventricles. Vessels at base extensively atheromatous.

Heart—Sixteen ounces, surrounded by fat. Hyper-
trophy of left ventricle, and aortic orifice narrowed
from binding down of one of the semilunar valves.
Mitral valve appears healthy ; but the aperture is con-
stricted, admitting only one finger. The aorta is
dilated above its valves. Valves on right side normal.
A partially decolorized clot in right auricle, extending
into ventricle and interlacing with its fleshy projections.
Very little blood on left side of heart. Coronary
arteries atheromatous. No fluid in pericardium,
Lungs healthy, with tenacious yellow mucus in trachea,
bronchi, and divisions. Some serous effusion into
right pleura; no adhesions. Left lung slightly adhe-
rent to costal pleura by recent exudation ; and effusion
into chest, on left side, of some ounces of turbid serum,
holding in suspension floceuli of lymph. Liver healthy
but pale. Spleen small, firm. Stomach contains some
ounces of greenish fluid and much mucus, without
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lar, and adherent to capsule. Uterus very hard. Other
viscera normal.

Case 5—8. K , et. 78, died on May 29th, with
marked symptoms of ursemia and highly albuminous
urine.

Post-mortem two days subsequently. Weather fine.
Look placid, lividity of nails, much sub-cutaneous fat,
Pupils moderate. Areus well marked. Slight cedema
of feet and legs. Rigor mortis well marked. Calvaria
tolerably thick. Dura mater rather injected. Arach-
noid opaque, and much serum between it and pia
mater ; the latter rather congested posteriorly. Brain
thirty-nine ounces, rather less firm than natural.
Puncta vasculosa numerous. Effusion of serum into
ventricles and at base of brain. Dark semi-fluid blood
In sinuses. Vessels at base atheromatous.

Amount of serum in cranium from three to four
ounces,

Chest.—Lungs mottled-greyish, emphysematous,
imperfectly crepitant anteriorly, and of coriaceous
firmness. No fluid in plearse. Shght adhesions on
right side. No tubercle. Bronchi dusky red, and
contain some frothy mueus. Pericardinm not adhe-
rent, contains an ounce of serum. Heart ten and a
half ounces, large and very flaccid, containing much
dark clot in right auricle, a little dark blood in other
cavities. Orifices appear natural. There 18 a valvular
opening in the foramen ovale, sufficient to admit the
tip of the little finger. All the valves healthy. Mus-
cular walls of ventricle are much encroached upon by
fat, and the colour is pale, almost straw-coloured.
Substance is very friable, and exhibits fatty degene-




186 SEROUS EFFUSION.

ration under microscope. Coronary arteries are cretified
and atheromatous, as is also the aorta. Stomach
dilated, contains much mucus, its lining pale. Pan-
creas congested. Spleen three ounces, very diffluent
and pale.

Right kidney, weight three and a half ounces; left,
three ounces three drachms. They are rather small,
pale in colour, firm and markedly granular on separa-
tion of the capsule, removal of which detaches the
subjacent tissue. The cortical portion in some parts
is not easily distinguishable from the medullary ; the
latter better marked and more natural in certain places.
Microscope reveals fibro-plastic granular and fatty
matter, but no casts.

Liver thirty-five ounces, friable, rather small ; the
centre of the lobules dark, the margin pale. Bile light-
coloured and small in quantity. Intestines appear
healthy. Uterus one ounce. Fallopian tubes seem
impervious. Other viscera present nothing marked.

Case 6.—I relate the following case in this place as
it 18 one of much interest, and Dr. Richardson records
one, not unlike it, under ‘ uremic coma,” which
appears to have been benefitted by blood-letting. F.
S——, @®t. 58, pale and sallow. Has been a painter,
but for the last three years in declining health, and
very subject to gout and asthma, the latter coming on
occasionally in most distressing and threatening
paroxysms.  States that he has never had colic or
wrist-drop or other effects of lead-poisoning. Has
slight arcus on upper half of cornea. Was intem-
perate in early life. J

At the commencement of January, 1856, he was
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dium contained about an ounce of serum. A large,
partly decolorized clot in right auricle; small fibrinous
clot in right ventricle, extending up the pulmonary
artery. Left auricle contained black clots extending
into pulmonary veins, and the left ventricle some dark
grumous blood. No disease of valves or orifices, but
left ventricle hypertrophied. Right ventricle also
thicker than natural. The cavities do not appear much
dilated. Musecular substance appears good to the eye.
Walls firm. Extensive atheromatous deposit on inner

aspect of aorta. Lungs extensively emphysematous

and much congested posteriorly. No adhesions, no
fluid in pleurze, no tubercle. Bronchial tubes intensely
injected, of a dusky hue, the duskiness becoming
gradually paler towards the upper part of the trachea,
where the mucous surface is quite pale. Stomach
contained bilious-looking mucous secretion. Spleen
firm.,

Kidneys small and shrivelled, each weighed two and
three-quarter ounces ; they were very similar in appear-
ance as well as in weight. The capsules did not
separate easily, but brought off the renal substance in
spots. The exposed surface of the kidney was largely
granular, whitish-yellow in colour, and exhibiting very
distinet mottling of the organ. The feel was very
firm, and section gave a very distinct sense of indura-
tion of the tissue. The cortical substance had almost
disappeared, and the medullary was much paler than
natural. The liver pale, with fawn-coloured patches
on its surface, extending for about half an inch into its
substance.

The entire colon was contracted, being hardly of the
calibre of the small intestine. It presented no other
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that there is no anatomical evidence that the brain is
the origin of the coma. The attack is not to be im-
puted to an intangible, inconceivable neurosis, but
rather to disease of other orgams, which should be
carefully investigated, and, if necessary, analyzed.

As to congestion and effusion, they are often present
without antecedent symptoms of brain affection, and
often absent after profound and protracted coma.
Many hold that congestion tends to disappear after
death, as Hope, Bennett, and Burrows, whilst Dr.
Copland, on the contrary, thinks congestion partakes
much of the nature of post-mortem changes. The
appearance of congestion seems to be much regulated
by the mode of death, properties and stasis of the
blood, and many causes not satisfactorily settled. It
is certain that symptoms almost identical may, in one
instance, be observed with congestion; in another,
with effusion ; in another, with normal appearance of
the brain—a weighty token that these appearances
are accidental and extraneous.

The vascular condition of the brain varies much
during sleep and wakefulness, during rest and exertion,
and during intellectual repose and labour. Mr. Durham
(* Guy’s Hospital Reports,” 1860) has demonstrated
in opposition to Dr. Cappie (** Essays on Medical Sci-
ence,” 1859), that venous pressure is not the cause of
sleep.  On the contrary, there is diminished quantity
and veloeity of blood in the brain.

Serous effusion, in senile and infantile hydrocephalus,
may persist without interfering with consciousness.
By most reflective men it is regarded as the result,

frequently post-mortem, of other operations and not

directly connected or associated with coma, as it may
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