
resented the two opposite groups, each talking to
his own audience rather than achieving any meet¬
ing of the minds. For these reasons this new publi¬
cation is a useful one and is well worth reading by
ophthalmologist, psychiatrist, and educator.

Albert M. Potts, MD
Chicago

ALCOHOL AND HYPOGLYCEMIC COMA

A few nondiabetic alcoholics, on ingestion of al-
cohol, become hypoglycemic and manifest

symptoms characteristic of hypoglycemia. First
recognized in 1941 by Brown and Harvey,1 "clinical
alcohol hypoglycemia" has since been reported by
a number of observers in over 100 cases. Freinkel
and his associates2 were unable to find any charac-
teristic pattern of disordered carbohydrate metabo-
lism in their exhaustively studied series. Nor were
deMoura et al3 able to discern a unifying principle
in their more recently investigated cases. In none
of the patients was there evidence of endocrine or
hepatic disease, or of excessive insulin secretion.

Despite increasing recognition, clinical alcohol
hypoglycemia still remains a relatively rare condi-
tion confined to a limited group of individuals mani-
festing an unusual reaction to alcohol. The majori-
ty of alcoholics do not evidence this response unless
they happen to be suffering from hypoadrenalinism,
hyperthyroidism, or hepatic glycogen depletion
caused by prolonged starvation.

While the vast majority of nondiabetic drinkers
need have no worry about hypoglycemia, the insulin-
dependent diabetic imbibers have much cause for
concern. If confused by alcohol, they may easilytake an overdose of insulin, or miss meals. Fur¬
thermore, it is likely that alcohol per se may di¬
rectly interfere with blood glucose regulatory
mechanisms when taken concurrently with insulin.
Arky and his associates (p 575) report on five
diabetic patients receiving insulin in whom irrever¬
sible neurologic damage developed as a result of
hypoglycemia after ingestion of alcohol. Two of the
patients died in profound coma within weeks of
admission; the survivors were left with permanent,
severe central nervous system damage and mental
impairment. While it could be argued that hypo¬
glycemia in these cases may have been due to an
overdose of insulin, a missed meal, or a glycogen-
depleted liver, and while there is no conclusive evi¬
dence that all of these patients have, in fact, taken
insulin, the very severity of the response and the
persistence of central nervous system changes
strongly suggested to the investigators that both
alcohol and insulin contributed to the disastrous
complications.

In support of this thesis, Arky and his co-work¬
ers compared results of standard insulin tolerance
tests in six nondiabetic healthy subjects after infu¬
sion of alcohol with those after infusion of saline,the subjects serving as their own controls. Alcohol
did not lower the blood glucose, but significantly

delayed restoration of normal levels. Interference
by alcohol with homeostatic mechanisms, which
normally counteract hypoglycemia, has also been
observed in previous in vitro studies as well as in
vivo studies on experimental animals. Clearly this
interference could account for the persistence of
hypoglycemia when alcohol and insulin are taken
concomitantly.

Whether interfering with glucose homeostasis or
with regulation of diabetic regimen, alcohol holds
for the insulin-dependent diabetic grave dangers
against which he must be forewarned repeatedly.

1. Brown, T.M., and Harvey, A.M.: Spontaneous Hypoglycemia in
"Smoke" Drinkers, JAMA 117:12-15 (July 5) 1941.

2. Freinkel, N., et al: Alcohol Hypoglycemia: 1. Carbohydrate Metabo-
lism of Patients With Clinical Alcohol Hypoglycemia and the Experimen-tal Reproduction of the Syndrome With Pure Ethanol, J Clin Invest 42:
1112-1133 (July) 1963:

3. deMoura, M.C.; Correia, J.P.; and Madeira, F.: Clinical Alcohol
Hypoglycemia, Ann Intern Med 66:893-904 (May) 1967.

ROBERT ADAMS (1791-1875)
MORGAGNI-ADAMS-STOKES SYNDROME

Robert Adams, best remembered for his contri-
butions in internal medicine, was a member of

the surgical group of the great Irish school of medi-
cine in the 19th century. Dublin was his native city,
where he received his general education and in
1810 entered Trinity College.1 Combining an ap-
prenticeship in medicine with a liberal schooling, he
studied first under William Hartigan, leading sur-
geon of Dublin, and later with George Stewart,
Surgeon-General to the English army in Ireland.
The BA degree was received in 1814, after which
he visited surgical clinics on the Continent. Adams
continued his primary interest in surgery, becom-
ing a licentiate of the Irish College of Surgeons in
1815, and a member of the Royal College of Sur-
geons in Ireland in 1828. He received the MA in
1832 and the MD in 1842 from Dublin University;
his hospital affiliations included the Jervis-street
Hospital and later the Richmond Hospital, where
he served on the surgical staff.

Adams wrote on tumors, fractures and disloca¬
tions, hernia, and diseases of the bones and joints,
and contributed major sections to Todd's Cyclo¬
paedia of Anatomy and Physiology. In medicine he
discussed pneumonia, peptic ulcer, apoplexy, vas¬
cular disorders, and cutaneous diseases. Outstand¬
ing in popular appeal was his Treatise on Rheumatic
Gout (rheumatoid arthritis),2 from which he was a
sufferer; however, his most important scientific con¬
tributions were made in cardiology and the post¬
mortem examination of patients suffering from
various cardiac disorders. He associated cerebral
symptoms and slowing of the pulse with cardiac
disease, as Morgagni before him had done, a phenom¬
enon confirmed two decades later by William Stokes,
also a Dublin physician—hence the triple eponym,
the Morgagni-Adams-Stokes syndrome.

In a 100-page monograph in the Dublin Hos¬
pital Reports and Communications in Medicine and
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Surgery of 1827, Adams presented three important
clinical-pathological observations in a series of pa¬
tients suffering from heart disease. The first excerpt
contains significant pathological findings from pa¬
tients with seizures and a slow pulse, observed when
partial auriculoventricular heart block is approach¬
ing completion and less frequently in instances of
established complete heart block. The second ex¬

cerpt further discloses his expertness as a clinical
cardiologist. Being aware that cardiac incompe¬
tence from pericardial adhesions may lead to myo-
cardial hypertrophy, he postulated that pericardial
adhesions may stimulate muscular hypertrophy
from augmented nutrition through increased vascu-
larity. The third excerpt presents his findings on
sclerosis of the coronary vessels in patients with
angina pectoris. Adams, however, did not correlate
clinical symptoms that we now associate with coro¬

nary artery disease and myocardial infarction.3
An officer in the revenue, aged 68 years

.

. . was just
then recovering from the effects of an apoplectic attack,
which had suddenly seized him three days before. He was
well enough to be about his house, and even to go out. But
he was oppressed by stupor, having a constant disposition
to sleep, and still a very troublesome cough. What most
attracted my attention was, the irregularity of his breath¬
ing, and remarkable slowness of the pulse, which generally
ranged at the rate of 30 in a minute. Mr. Duggan in¬
formed me that he had been in almost continual attend¬
ance on this gentleman for the last seven years; and that
during that period he had seen him, he is quite certain,
in not less than twenty apoplectic attacks. Before each of
them he was observed, for a day or two, heavy and
lethargic, with loss of memory. He would then fall down
in a state of complete insensibility, and was on several
occasions hurt by the fall. When they attacked him, his
pulse would become even slower than usual; his breathing
loudly stertorous.

November 4th, 1819, he was suddenly seized with an
apoplectic attack, which in two hours carried him off, be¬
fore the arrival of his medical attendant.

. . .

apoplexy must be considered less a disease in itself
than symptomatic of one, the organic seat of which was in
the heart; although during life there was much analogy in
their symptoms, the examination of the bodies after death
disclosed . . . fat had so accumulated at the expense of the
muscular structure, that it was scarcely a line in depth.
The explanation of the fact how causes so different could
have produced effects nearly similar, will, I imagine, be
found in the reflection, that anything occasioning an undue
distention of the vessels of the brain, may be followed by
apoplexy. This over distention may arise from the impulse
a tergo being preternaturally strong, or on the contrary, it
may be the result of some obstruction in front, as that
arising from a contracted arterial opening, or some state
of the ventricle incapacitating it from emptying itself with
sufficient quickness to relieve the brain. Indeed, upon con¬
sidering the latter condition of things, where the heart is
slow in transmitting the blood it receives, we find, I imag¬
ine, even in this a means of accounting for the lethargy,
loss of memory, and vertigo.

   

No. 11.—Case of Active Enlargement of the Heart with¬
out any Valvular Disease.

Although we not unusually find the heart enlarged where
the pericardium is adherent to it this has never been, as
far as I know, referred to, as a cause of its inordinate
growth; yet when we reflect that in the natural state the
heart has no vascular connexion with the surrounding
organs, and is only supplied with two small arteries, we

can readily conceive what a new impulse its nutrition
must derive from the immense number of vessels which
from the adherent pericardium will pass directly into the
muscular substance of the heart. Under such circumstances
we may as fairly attribute enlargement of the heart to the
pericardium, as the unlimited growth of a tumor to the
organised cyst which contains it.

* * *

Case of Complete Ossification of the Coronary Arteries
of the Heart and of the Aortic Valves.

A gentleman, aetat. 68, of a pallid countenance, yet full
and corpulent, while exerting himself in arranging some
books on a high shelf in a library, suddenly felt severe pain
in his chest, extending down his right arm, accompanied by
a sensation of numbness: his sight became dim, he had
vertigo, but did not fall. From that moment his breathing
became oppressed, and in a little time he discovered that
his pulse, which was unaccountably weak in his left arm,
was altogether imperceptible in the right.

On the following day, the 18th of October, he had still
further grounds for alarm; the most careful examination
could not detect the least pulsation in any artery in the
body; nor was the movement of the heart sensible to
the hand laid over the breast; an obscure undulating mo¬
tion could alone be heard when the ear was for some
moments attentively applied to the side of the thorax.

Dissection.

The body was examined the following day. The heart
was large, flabby, and of a yellow color from fatty deposi¬
tion: all its cavities were distended with fluid blood; the
semilunar valves of the aorta were completely ossified;
but this bony or earthy deposition was not confined to the
aorta; it extended to the coronary arteries, which were so
completely converted into bone as to be quite solid, having
no perceptible cavity except at the distance of an inch
from their origin: beyond this these vessels were at in¬
tervals completely interrupted by small bony specks.

The syncope which occurs in angina pectoris (an irregu¬
lar form of which this case is to be considered) I am aware
has been ascribed to a temporary spasm of the organ.

.

. .

But while I would suggest that the total failure of the pulse
in this instance might have resulted from the defective
nutrition and paralysis of the heart, I am not at the
same time disinclined to admit that the state of the semi-
lunar valves of the aorta, in combination with the ossified
condition of the coronary vessels, might have greatly con¬
tributed to impede the circulation or rather suppress the
pulse; indeed it is evident that there must have been
something mechanical in the cause which thus impeded
the action of the heart.

Adams was a popular lecturer, well versed in the
medicine and surgery of the Continent, and a gre¬
garious person in professional society. He is de¬
scribed as being overtly honest and completely un¬
selfish in his clinical work. Together with Kirby
and Read he founded the Peter-street School of
Medicine; later he dissociated himself and founded
the Richmond (subsequently called the Carmichael)
School of Medicine and Surgery. The Royal Col¬
lege of Surgeons chose him as their president for
three terms and the Dublin Pathological Society
for one term. At the age of 70, Adams was appoint¬
ed surgeon to Queen Victoria and regius profes¬
sor of surgery in the University of Dublin.

1. Robert Adams, M.A., M.D., obituary, Lancet 1:145 (Jan 23) 1875.
2. Adams, R.: A Treatise on Rheumatic Gout, or Chronic Rheumatic

Arthritis of All the Joints, London: J. Churchill, 1857.
3. Adams, R.: Cases of Diseases of the Heart, Accompanied With Patho-

logical Observations, Dublin Hosp Rep 4:353-453, 1827.
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