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CLINICO-PATHOLOGICAL CONFERENCE

Medical C.P.C.
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The patient, a Chinese married
male shoe — maker, thirty —two years
of age, entered Chulalongkorn
Hospital for the first time on January
11, 1967, complaining of abdominal
discomfort for one month duration
and he died 14 days later. He was
apparently well until nine months be-
fore this admission, he noted yellow
discolouration of the eyes, swelling
of abdomen and lower extremities.
He consulted the doctor at Hongkong
and he was told that he had hepatitis.
After regimens for cne month he re-
sumed his work and this time he be-
came easily fatigue., His activity was
limited. At the beginning of December,
1966 he then noted again the edema

of his lower extremitics, dark cloudy

urine, poor appetite and lassitude.
His eye-lids were normal and he did
not notice fever. During the last year
of his life he mentioned melena, weight
lost and pallor. He denied V.D., smok-
ing and drinking. Past History was
remarkable only for dysenteric stools

since childhkood.
At the time of entry physical exa-

mination revealed the temperature to
be 37° C., pulse 90, respiration 18 and

blood pressure 110/70. The patient was
a thin man, pallor, pre—tibial edema
l+and the spider nevi on anterior
chest wall was noted. He appeared
chronically ill and weak. Examination
of the chest revealed decreased breath
sound on the right. The distended
abdomen showed slightly dilated vein
and the fluid thrill was positive. The
liver was palpated 3 FB below right
costal margin, firm and smooth surface
without deep tenderness. The kidneys
and spleen were not palpable. The'
apex beat was at 5th intercostal space
MCL. The heart sound was normal,
The superficial lymphnodes were not

palpable and the neurological examina~

tion was within normal limits.

The laboratory data were as
follows: Blood «count: red cells,
2.080,000; hemoglobin, 9 gm; white
cells 6,400; differential ccunt; seg-
mented neutrophiles, 71 %; basophiles
1 #%: lymphocytes 25 %; monocytes 3%.
Urinalysis: Sp. Gr. 1.014; albumin 4%,
numerous rbc and wbc; rbc casts &

whe casts + ve. Blood chemistry: albu-
min 3gm%; globulin 3.8 gm%; Urea—
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N-23 mg %; creatinine 2.02 mg %; VCOZ
combining power 24.2 mEq/L; CIZ 94.5

yd
mEq/L; sodium 145 mEq/L; Potassium
2 mEq/L; cholesterol 124 mg %; Osmo-

larity 291 milliosmole. Liver function
test: bilirubin total | mg% (direct 0.5);

v CCF 3+; thymol turbidity 22 units; zinc

sulfate turbidity 51.5 units; I, reaction

4+; alkaline phosphatase 3.5 units

(B.U.); SGOT 55 unit; SGPT 40 units:
BSP 129%. Roentgenogram:

fluid on the right chest. Liver en-

massive

largement can not be ruled out.
Since admission he was on fluid
regulation and his daily urine varied
from 600 ml to 1,200 ml. On the 4th
yielded

2,000 ml. of clear, straw— coloured

hospital day, thoracentesis

fluid. Gram stain showed gram posi-

tive diplococci, epithelial cell and

monnonuclear cell. Acid fast stain was

negative. On the following day his
body temperature rose to 39.4° C with

leukocytosis (13,600,709% reg-neut.) and
paraxin was given with benefit. Ra-
diological examination revealed slight
decrease in amount of right pleural

fluid. Atelectasis of the right base is
noted. Repeated urinalysis confirmed
the former. The urine culture was
positive for Esch. coli. Liver scanning
suggested slightly downward enlarge-
ment of liver. Marked increase uptake
of radiogold in the enlarged spleen
indicated impairment of the liver.

K.U.B. Showed no definite renal
shadows. . V.P. Showed delayed excre-
tion of both kidneys. The calyceal
system was not well demonstrated.
Second thoracenthesis was performed
on 8th hospital day resulting 450 ml.
of fluid, 1.002 in Sp.gr. and 150 mg.
protein. and the last radiological exa-
mination showed effusion in the right
side had been markedly decreased but
new accumulation was noted in the
left base. His second blood chemistry:
Urea—N 32; creatinine 2.24; COZ com-

ining power 25.2 mEq/L; Cl, 95; Na.
147.5; K. 2.8; osmolarity 290 millios-

mole. (L.E. cell was searched with
negative result). On the I1st hospital
day he developed diarrhea (7) So kaolin
at belladonna was added (patient was
still on paraxin) and it was useless.

on the next day his temperature
rose again to 40.6" C. One day before
death he became disorient and dyspnea
with respiraticn 36, The last blood
chemistry: Urea—N 71.9; creatinine 3.64;
COZ—- combining power 5.64; Clz 96.5

mEq/L; Na— 139 mEq/L; osmolarity
320 milliosmole; pH 6.95. Sero—san-
gineous fluid of 1,400 ml. was drawn
from right pleural cavity to relieve
chest discomfort. The stool was still
frequent (10). On the last day acidosis
was combated with 10% D/W et. Sod—
bicarb. In the nurse’s note, the patient
was unresponsive, slow respiration,
pulseless and expired after 1,000 ml.

of fluid was given.
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