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Cohen: Visceral Angioneuroses.

phenomena, sometimes quite severe, the pmsmblht_-,r
of apoplexy as a terminal event i vasomotor ataxia
is also to be considered most seriously.

In the older woman there had been no notable
arteriosclerosis, and the family is long lived and not
apoplectic. In the younger woman (Case XXVIII)
there had been for several years distinct and 1n-
creasing arterial degeneration, with the peculiar an-
ginoid symptoms already described (see reference
on page 423).

Case XXVIIL—Her earlier medical history has been
placed on record elsewhere in illustration of the effect of
adrenal preparations in controlling asthma. In addition to
her paroxysms of dypsncea, she had polyuria, hyperidrosis,
gastric crises, suppression of urine, h2maturia, intermittent
albuminuria, and finally, I have no doubt, nephritis as well
as endarteritis. Autopsy was not permitted. This pa-
tient’s mother was a hemiplegic; had several retinal ham-
orrhages; was subject to venous engorgements of the
tongue ; and died in uremic coma. Her younger sister has
had hemianopsia and retinal hz2morrhages and was one of
the patients operated upon for abdominal crises simulating
appendicitis. Her elder sister, who exhibits Heberden's
nodes on two or three fingers, has paroxysms resembling
hay fever (angioneurotic cedema of the nasal passages),
which, however, do not occur at definite periods of the
year,

As to the death under discussion, there is no cer-
tainty that the lesion was hamorrhagic; it could
have been due to thrombosis. The question has
arisen in my mind as to whether the treatment with
adrenal substance—which had, however, been long
discontinued, the symptoms which suggested it hav-
ing disappeared—could have had any part in induc-
ing the arterial lesions which this patient manifested
for several years before her death. That vasomotor
ataxia, more especially the spastic type, itself plays
a great part in the development of arteriosclerosis
there can be little doubt. The constant disturbance
of the circulatory balance and the consequent nu-
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Cohen: Visceral Angioneuroses.

cardia ceased; glycosuria and pigmentation disappeared;
and the thyreoid, never very large, returned to normal size.
Another paternal cousin was subject to syncope, with cya-
nosis of the lips; now, to cyanosis without syncope. Dis-
tinguished clinicians examined her repeatedly and found
no cardiac disease or defect or other organic lesion. Two
paternal uncles, the father and the paternal grandmother
have leucoderma; a fourth paternal uncle is subject in
winter to blue hands, with deep fissuring of the finger tips.

The following case illustrates the connection of
scarlatiniform erythema with angioneurotic visceral
crises and the Graves's syndrome, as well as the
liability of good observers to make mistakes in diag-
nosis.

Case XXXVI—Erythema exudativum following acule
gout (7) in a subject of chronic Graves's disease, subject to

astrointestinal crises. Just before leaving Philadelphia for
this meeting I saw in consultation a woman, aged sixty years,
who, following an attack apparently of acute podagra, was
attacked with a scarlatiniform rash beginning on the face
and spreading over the entire body. With this occurred sup-
pression of urine, and on resumption of the secretion un-
der the influence of diuretics it was found to contain con-
siderable quantities of albumin, but no blood and no casts.
There was no sore throat and none of the characteristic
signs upon the mucous membrane which are common in
scarlatina. The patient was confident that as a child she
had not had scarlet fever. Of two former consultants
one, a dermatologist, had inclined to the diagnosis of scar-
let fever; the other, our foremost local authority upon the
eruptive fevers, had negatived this view.

‘laky desquamation occurred within three days—before
the rash had entirely disappeared, but while it was fading;
and in the course of two or three days more, desquamation
continuing, the skin remained but slightly congested here
and there. With no apparent reason, temperature suddenly
became elevated, a dusky uniform rash reappeared upon
the face, and in the course of twenty-four hours had spread
over the trunk and arms. Albumin, which had disap-
peared reappeared. A few purpuric spots had been no-
ticed upon the thighs prior to the eruption. These had dis-
appeared. When I saw the patient the recurrent rash was
of about thirty-six hours’ duration and had now spread to
the knees. During the height of the fever the patient had
had hallucinations of various kinds. The pulse had been
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