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=Abstract=

Three Cases of Fulminant Hepatic Failure due to Congestive Heart Failure

Hweung-Kon Hwang, M.D., Hun-Kil Lim, M.D., Tae-Jun Chung, M.D., Bang-Hun Lee, M.D.
and Chung-Kyun Lee, M.D.

Department of Internal Medicine, College of Medicine, Hanyang University

Heart failure is a recognized, although uncommon, cause of massivé liver cell necrosis, the
clinical consequence of which are intermingled with those of cardiac insufficiency in most
case. But, hepatic coma is rarely caused by hepatic congestion only.

We report the three cases with heart failure resulted in massive liver cell necrosis and fu-
Iminant hepatic failure. The manifestations of fulminant hepatic failure were hepatic encep-
halopathy, jaundice, marked increase of prothrombin time and serum transaminase and there
were no evidences of viral hepatitis and toxic hepatitis as a cause of liver failure.
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Table 1. Biochemical Findings in Three Patients with Fulminant Hepatic Failure due to Circulatory
Failure, on the Day when Disorders of Consciousness were Maximal

Case Prothrombin time SGOT/SGPT Bilirubin(T/D) BUN/creatinine Blood glucose Blood ammonia
(¢4 of the control) (.U (mg/100 ml) (mg/100 ml)  (mg/100ml)  (ug/100 ml)
1 0 3155/2855 7.1/2.4 49.0/3.2 120
2 21 5950/1560 2.2/1.1 12.3/4.2 135
12 615/580 14.2/4.7 47.2/1.3 90 218
Table 2. Biochemical Changes in Fatient Case 2
o 7/13 7/20 7/22 7/26
Determination (HD#14) (HD #21) (HD % 23) (HD#27)
SGOT/SGPT(L.U.) 29/25 '5950/1560 778/448 59/27
Albumin/Globulin(g/100 ml) 3.4/3.6 2.5/2.4 3.1/1.6 2.0/2.6
Alkaline Phosphatase 135(¢1.U.) 4,4(B.U.) 5.3(B.U.) 5.9(B.U.)
Bilirubin(T/D, mg/100 ml) 0.7 2.2/1.1 2.2/0.9 1.1/0.5
Prothrombin time(%) — 21 76 94
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Fig. 1. Chest P-A of the Patient Case 1.

Fig. 2. Chest P-A and Echocardiographic Findings of the Patient Case 2.

Fig. 3. Chest P-A and Echocardiographic Findings of the Patient Case 3.=
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Fig. 4. Microscopic picture of the liver in patient case 3 shows sinusoidal dilatation, centrilobular necrosis
and fatty change(H-E stain: X100, X400).
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