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but showed asthenospermia microscopically. In five hours
spermatolysis was complete, but in this case the prostatic fluid
had no effect on a normal seminal fluid.

Case 5.-H. O., aged 30; married eight years. Nothing rele-
vant in the history, and physical examination normal. Astheno-
spermia was present, and spermatolysis was complete in two
hours.

Study of these cases suggests that two abnormal sperma-
tozoon types were concerned. In the first type,, as exempli-
fied by Cases 3, 4, and 5, oligospermia and hypokinesia
were present. Can it be assumed that the factors causing
this also caused the spermatolysis ? In the second type, as
in Cases 1 and 2, the only abnormal feature was the
spermatolysis. In all cases it seems right to assume that
the spermatolysis was the cause of the sterility, since any
sperm undergoing lysis within four to six hours of ejacula-
tion is not likely to fertilize an ovum.

If spermatolysis occurs, then it seems reasonable to sug-
gest that there must be a spermatolysin. In Cases 1 and 2
-tho only abnormality was spermatolysis, yet prostatic fluid
from. them caused lysis in the seminal fluid of normal
controls. I have concluded that the prostatic secretion of
these men contained a " spermatolysin " substance. The
epididymis, vas deferens, seminal vesicle, and prostate
produce a secretion which nourishes the sperms. Changes
in the nature of the trophic products, the result of infec-
tion or from unknown causes, can give rise to abnor-
malities of the spermatozoa-e.g., asthenospermia-but I
believe that the actual lysin factor is an abnormal prostatic
substance.

Sumaury
Some cases of sterility in the male are due to agglutination

and dissolution of the spermatozoa within a short time of
ejaculation. This is spermatolysis.

Spermatolysis was thought to be the cause of sterility in five
of 75 cases investigated. In two of these five no abnormality of
the sperms apart from 'lysis was present.
The importance of examining seminal fluid at intervals is

stressed. Otherwise if only one examination is done, and that
too early, the phenomenon of spermatolysis might not be
recognized.

Spermatolysins may be associated with otherwise normal
spermatozoa or with abnormal sperm types. In the latter case
it may be that a lysin factor is produced in the epididymis, vas
deferens, or seminal vesicle, as well as in the prostate.

Medical Memorandum

A Case of Diabetic Coma Treated with 56,000
Units of Insulin

The following notes concern a case of diabetic coma treated
at the General Hospital, Jersey. Their interest lies in the dose
of insulin given and the conclusions they suggest concerning
the use of glucose in diabetic coma.

CASE HISTORY
The patient, a man aged 32, a known diabetic, had previously kept

well on a dose of 26 units of P-Z insulin and 16 units of soluble
insulin. On Nov. 1, 1948, he had a cold; the following day he
felt worse and omitted his insulin and took no food.
At 3 a.m. on Nov. 3 he was admitted to hospital in diabetic

coma. Dehydration, air hunger, and the smell of acetone were con-
spicuous. The urine was " brick red " to Benedict's test and laden
with acetone. The temperature was 98.6° F. (37° C.), pulse 102, and
respirations 24. Gastric aspiration resulted in about 4 pints (2.28
litres) of dark-brown fluid. 130 units of insulin were given, and
an intravenous drip of 5% glucose and 0.5% saline was set up. The
blood sugar (B.S.) on admission was 500 mg. per 100 ml. Between
7 a.m. and 4 p.m. 950 units of insulin were given. At 6 p.m. the B.S.
was 450 mg. per 100 ml. The pulse had risen to 130 and the patient's
condition was worse.

In view of the inefficacy of the above method of treatment it was
decided to change to that advocated by Professor Micks. As will
be apparent, the inadequate treatment hitherto had permitted a
marked state of insulin resistance to occur. At 7 p.m. the glucose
drip was replaced with saline. A dose of 500 units of insulin was
given and thrice repeated. The B.S. fell to 280 mg. 10,000 units
were given at 1.30 a.m.: B.S. 270 mg. At 2.30 a.m. the B.S. had
risen to 280 mg. and the patient had collapsed, the pulse being
barely perceptible. At the suggestion of the laboratory technician
the drip wis investigated and was found to have been replenished in
error with 5% glucose about an hour previously. The error was
remedied and the patient improved:
At 3.15 a.m. 20,000 units of insulin, occupying 250 ml., were

injected into several muscle masses, and 400 units into the drip
tubing. At 4 a.m. the B.S. was still 280 mg. A second dose of
20,000 units was given and, since soluble insulin was running short,
400 units of PZ.I. This proved to be the final dose. In 26 hours
56,080 units of insulin had been given.

Hitherto the urine (tested hourly) had been continuously " red"
to Benedict's test and " acetone + + +." Now at last it began to
become concentrated, and sugar and acetone to diminish. It did not
become free from sugar and acetone till 22 hours after the last dose
of insulin. The B.S. at 8.30 a.m., four hours after the last dose, was
65 mg., the pulse rate 160; the latter thereafter fell steadily and 24
hours later it was 90. No sudden change in the patient reflected
the fall in blood sugar. Following the 8.30 a.m. B.S. result,
glucose in amounts varying from 5 to 15 g. in 25% solution was
administered hourly by drip tubing.
At 5 a.m. on Nov. 5, 25 hours after the last dose of insulin, a

hypoglycaemic convulsion occurred without warning. It responded
instantaneously to intravenous glucose. Shortly after this the drip
was changed to glucose. By evening on the same day the patient was
restored to consciousness sufficiently to take additional glucose by
mouth. By about 11 p.m., some 65 hours after admission and 43
after the last dose of insulin, he was perfectly compos mentis. The
drip was discontinued next day, and the patient was nursed flat for
three days as a precaution against sudden circulatory failure. He
progressed steadily and was discharged on Nov. 25, feeling perfectly
fit, on a morning dose of 40 units of P.Z. and 60 units of soluble
insulin.

COMMENT
It is to be supposed that the patient's descent into coma

was initiated by the cold he had on Nov. 1. No trace of this
or evidence of any other infection was apparent on admission.
I had expected the conversion of the B.S. from high to low
values to be indicated by marked clinical change. A sharp
rise in the pulse rate coincided with the event, but this was
the only prominent point. The pulse rate and the urinary sugar
and acetone gradually diminished, and the patient's general
condition slowly improved. Even the hypoglycaemic con-
vulsion, arriving late and without warning and immediately
controlled, did not seem to interrupt this steady progress.

B.S. recordings during this period may be of interest. These
were: 5 hours after the last dose of insulin, 65 mg. per 100 ml.;
7 hours after last dose, 56 mg.; 8 hours, 50 mg. (here the drip
was changed to glucose); 10 hours, 62 mg.; 12 hours, 30 mg.;
14 hours, 50 mg.; 16 hours, 24 mg. (no clinical reflection of this
low value); 27 hours, 70 mg. (convulsion two hours before
this); 29 hours, 60 mg.; 32 hours, 45 mg.; 34 hours, 168 mg.
The lack of response to treatment when glucose was used, the

collapse that occurred when it was added in error to the saline
drip, and the recuperation that followed the correction of the
error, strongly suggest that glucose is not an innocuous sub-
stance in diabetic coma and that its use as a precaution against
hypoglycaemia may gravely jeopardize the patient's chances of
survival. This was emphasized by Root (1945) and Micks
(1948).

Gastric aspiration on admission produced brown fluid con-
taining altered blood. A second aspiration twelve hours later
yielded about 1 oz. (28 ml.) of blackish fluid, presumably also
blood further altered. This, I believe, is a usual occurrence in
diabetic coma. I should be interested to know the cause and
origin of this blood. I understand that a surgeon operating on
a case of chronic pyloric stenosis may occasionally observe
blood oozing from the gastric mucous membrane.

I wish to thank Dr. Graeme Bentlif, senior physician to the General
Hospital, for permission to publish these notes.

J. G. H. SHEPPARD, M.B., B.S.
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