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CLINICO-PATHOLOGIC CONFERENCE
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(Abdominal pain — Vomiting — Coma — Hyperglycemia )

FILN. 075482/13 A 22 year old man
resented himself to the hospital at 9.00
p.nnoon August. 9, 1970 with a complaint
of lower abdominal pain of 4 days
duration. He also vomited several times
on the dav of admission. On examination
the patient was slightly dehvdrated with
good conscious. T=37.2" C, P =96/min.,
R =24/min., BP =150/80 mHg. His lungs
were clear. There was tenderness in the
right lower abdomen without rebound
tenderness, and  the bowel sound was
Rectal  examination  revealed
tenderness on the right side of the rectal
wall. The above physical findings were
conlirnted by a surgeon, and the patient
was admitted for possible surgery. In the
following morning he had no abdominal
pain, and the abdominal examination
weas uunremarkable. However, the body
terap. was 37.4° C. In the same afternoon

present.

he becamme restless, disorienteted and
aggressive with exhibitionistic behaviour.
The maximum body temp. was 38" C, Ten

mgs. valium was given twice.

On the third hospital day a neuro-
phychiatric consultation was sought, when
examined, the patient appeared dehydrated,
he could move all four extremities with
painful stimuli, DTRs were-t throughout.
Babinski-no response bilaterally. Rt. pupil

'3 mm, Lt. pupil 3 mm, reacted well to

light. There was no stiff neck. Ear drums
were normal. There was crepitation in
the left lower lung. The eye movements
were poor bilaterally. Another consultant
saw the patient an hour later found fine
crepitation in both anterior and posterior
bases of the lungs, dehydration and
hyperpnea. The urine volume from 7.00
am. to 12.00 am. was 250 ml. Urinc
sugar 4+, Blood sugar 300 mg'%. Plasma
acetone was strongly positive BUN 70 mg %
Serum creatinine 5.3 mg S serum 0SmMo-
latity 400 mOsm. Blood pH 6.98.

80 units of regular insulin was given
intravenously and 60 units hypodermically
2 hours later. Blood culture were
drawn, intravenous fluid and antibiotics
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were given including 500 mg Soluparaxin 6
hourly and 2 million units of penicillin
6 hourly. The patient was then transferred
to the medical ward.

Additional history obtained included
polydipsia without polyphagia of unspe-
cified duration. The patient had been
drinking heavily for at least 3 years. No
familial history of diabetes was known.

On examination T 38° C, P 120/min,
R 36/min, BP 130/80 mmHg. The patient
was unconscious but restless, hyperpneic
and appeared toxic, Crepitation was
detected bilaterally in lower lung fields
with diminished breath sound. The heart
sound was regular, The abdomen was
slight tender, no. guarding and nc abnormal
mass. The liver was just palpable and
the gurgling sound was disminished.

Hb 12.5 gm%, Whe 13,500. 83%N,
1% B, 16%

EKG and chest x-rays were taken.

Additional regular insulin was given
according to urine sugar and acetone.
There was no improvement in his con-
sciousness despite a blood sugar of 322
mg% and 1% plasma acetone. in the
evening. Intake 5840 ml. output 1,500 ml.

On the fourth hospital day morning
FBS was 28 mg %, intravenous glucose was
given bringing the blood sugar to 270 mg?%
without improvement of his consciousness.
Intake 3,120 ml., output 450 ml.

Hb 10.4 gm %, Het 32 %. Whe 76000,
879% N, 10%1L, 3% M. Urinalysis neutral
pH, albumin 1+, sugar 2 *, rbc-numerous.
whbe-negative, Ketone negative stool-black,
positive for occult blocd, negative for
parasite. Serum Na 131, K 3.8 Cl 97, Co,
12, Blood pH 7.38 while CSFF pH was
7.87 with CSF osmolality of 368 mOsm.
(traumatic tap) Blood platelet 100,000,
Bleeding time 2% min. Coagulation time
15 min.

- On the fifth hospital day the patient
remained uncoscious. In the afternoon he
became more restless with frothy saliva
and bilatcral crepitation in the lungs.
Digitalis and diuretic was given. Several
black stools were noted throughout the
day, and old blood was found in the
gastric aspirated. Apparently the patient
had respiratory difficulty, became cyanosed;
end required tracheosiomy with frequent
suctions before death.
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Final Anatomical Diagnosis

Primary

Depletion of Islets of Langerhans,
advanced ;

Chronic and acute interstitial pancrea-
titis;

Vacuolar nephropathy ;

Fatty metamorphosis of the liver;

Acute pulmonary congestion and
edema, severe;
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