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A Case of Chronic Hepatitis Type B Accompanied with Marked Ascites

Akira OKANO, Masahiko TOMIMATSU, Eri UCHIDA, Haruki TAKAHASHI,
Hitomi NATOMI and Haruki MORI
Department of Medicine II (Director: Prof. Haruki MORI)
Tokyo Women's Medical College Daini Hospital

The following case is a report of a 44-year-old man who had been diagnosed as having chronic
hepatitis type B in 1985.

In February 1991, he complained of abdominal fullness and marked ascites was noted at a nearby
hospital. On October 31, 1991, he was admitted to our hospital for further evaluation.

On admission, physical examination showed no jaundice, but massive ascites was seen on
abdominal ultrasonography. The ascitic fluid was transudate. In laboratory data, although hepatitis B
e antigen (HBeAg) and DNA-polymerase were positive, the serum transaminase (GOT and GPT) levels
were consistently under 100 IU/L. Histological findings showed severe hepatic damage, including
sub-massive necrosis with marked inflammatory changes. It seemed that these histological changes

were responsible for the development of ascites in this case.
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Hematology
WBC 4,200 /pl
RBC 417X10* /ul
Hb 11.5g/dl
Ht 35.9%

Plt 20.0X 104 /ul
Biochemistry

TP 6.6 g/dl
Alb 3.9¢g/dl
TTT 1.8 M-U
ZTT 9.1K-U
GOT 381U/L
GOT 441U/L
ALP 160 IU/L
»-GTP 96 1U/L
LAP 216 IU/L
T-bil 0.5 mg/dl
Ch-E 3.06 IU/ml
BUN 41.8 mg/dl
Cr 1.23 mg/dl
T-chol 70 mg/dl
T. cholic acid

11.8 nmol/L
NH,; 63 ug/dl

ICG 8.6%

24hrs C.C. 112 L/day
Coagulation system

PT 100 %

APTT 35.3 sec
Virus markers

HBsAg (+)

HBsAb )

HBeAg +

HBeAb (-

HBcAb(x200)  (+)
IgM HBcAb &)

DNA-P 765 cpm

IgM HA Ab &)

HDVAD )

HCVAbnd) =)
Ascitic fluid

yellowish clear

sp. gr. 1.011

Rivalta’s test (—)

protein 1,600 mg/dl

cytology class 1
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L
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