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The informeation was taken from
the patient’s wife.

A 45 year cld male chinesc pa-
tient came to the hospital because of

shortness of breath and swelling of

both legs for | month.

-4 months prior to ‘admission he

began to have the expericnce of dy-
spunca on exertien and slight edima
of both legs. He went tc see a doctor
at private clinic and was treated
medically. After trcatment his
symptoms secemed to be improuved.
The edema subsided and he was able
to work awain,

I monih before admission, he again
(iCV‘JlOpL‘&j (lyZ; i:‘ nea an ({ C(} Ccina ()1’
both lt:g;S.

of druws, but there wes

Fle took the same kind
nw If?,i}}'-i,“\VC‘
ment. Daring this time, he had on

and off fever with ceugh.

I weck hefore admission, he was
noticed to have yellew slera by his
wife, and the other symtoms got
worse.

Past history. Ha was an alcoho-
lic end kad no significant past 1llness.

Physical examinaticn revealed a
chronically ill chinese paticnt in semi-
unconcious state, with tremor of both
hands aud mildly icteric scleras. The
liver was 3 PBbelow the right cos-
tal margin and tender. No other
mass was palpable In the abdomen,

The teniperature was 37.6°C, B.P.
120/80, P.R.92/min, R.R. 20/min.
There was pitting cdema of both
legs, medium coarse crepitation was
audibilccover the left Tung {icld and
rizht base, Airial librillation was
detectea without any 1aurmur. Exami-
vation of the nervous system revealed
siifl neck, Barbinski's sign-—ve,

Kering's sing—ve,
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Laboratory data.

Blood : Hb = 135 gm% whe =
7700, N 75%, L 25%

Urine : alb.
bile+ve, urobilinogen +
ve 1:4 rbe O—1/HD, whc
O-1/HD

Blood chemistry :
NPN 111 mgoé, Cr 3 mg%,
suger 98 mg%

Alk/ Glob = 2.9/1.8

Na 133.5 mEq/L
K 3.3 mEq/L
C02 19.4 mEq/L

— Ve, sugar —ve,

cholesterol 85 mg%
LET. TB 62 mgs I, 3+

2

D.B. 395 mg% AP 25
B.u
Znt 135 units SGO-T
1250 units
CCF 1+ SGP-T 725
units
TT 7.5 units

C.S.F. clear, colorless, rbe 42
(probably trauma )
pandy—ve, protein 18.74
mg%, glucose 54 mg%,
C1103.3 mEq/L

EK.G.: Auricular fibrillation

occasional wventricular

exira systole

flat T wave in L]——Z—-3,

AVL, AVF
inverted T in V]_é

Slﬂ&ll R iﬂ V2_3_4

On the day of admission he was

treated as a case cof heart failure

with pneumonia. Digitalis, diuretics
and antibiotics {pen G sod. and strep-
tomycin) were given. He gained his
conciousness on the next day without
any dyspnea. The temperature also
down to normal.

On the 4 th hospital day, left
thoracenthesis was performed because
the X—ray showed left massive plcu-
ral effusion. The fluid obtained was
straw color, 800 ml, negative for

acid fast bacilli and also for bacteria

by gram's stain. There was no other

significant change cf his symptoms

and signs. The patient found to

develop air hunger just before his

death on the 5 th hospital day.
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Final Anatomical Diagnoses
: Primary:
Arteriolosclerosis of the kidney

and periadrenal

Arteriolarnephrosclerosis, mode-

rate

Hypertrophy and dilatation of the
heart, 450 gms. (Lt. 20 mm.)

Organised myocardial infaction,

anterior wall of It, ventricle (2% 3 cm.).
Organising mural thrombus, It.

auricle.
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Infarction of spleen (1%3 cm.)

Chronic passive congestion of the

liver with central necrosis

Chronic passive congestion of lung,

spleen and pancreas.
Hydrothorax, Rt. 400 c.c.

Atelectasis of the Lung Rt.slight

Organizing bronchopneumonia, It.

lobes

Sero—sanguinous pleuritis, I,

200 c.c.
Icterus, slight
Pitting edema of lower extremiites,
slight.
Reference
Killip
TZ and Payne, M.A. HighSerum
Transaminase Activity in Heart.
Disease — Circulatory Failure and

Hepatic Necrosis

Circulation - 21: 646: 1966




	1None152
	1None153
	1None154
	1None155
	1None156
	1None157
	1None158
	1None159
	1None160
	1None161
	1None162
	1None163
	1None164
	1None165
	1None166

