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A Case of Hepatocellular Carcinoma associated with Alcoholic Liver Fibrosis : Ohta, H.*!, Murazumi,
K.*!, Fujiki, T.*!, Murazumi, Y.*', Matsumoto, A.*!, Ohhira, M.*!, Fujimoto, Y.*! and Namiki, M.*! (*!
3rd Dept. of Internal Medicine, Asahikawa Med. Univ., Hokkaido)

A case of hepatocellular carcinoma (HCC) associated with alcoholic liver fibrosis is reported. A 67-
year-old man was admitted to our hospital for evaluation of a hepatic tumor detected by his local doctor.
Morphologic examination revealed multiple HCC masses. Underlying hepatic disease was diagnosed by
laparoscopy and liver biopsy as alcoholic liver fibrosis. Serum hepatitis B surface antigen, hepatitis B core
antibody, hepatitis C virus antibody (second generation), and hepatitis C virus RNA (by polymerase chain
reaction methods) were negative. Although some cases of HCC associated with alcoholic liver cirrhosis
have been reported, HCC with noncirrhotic alcoholic liver fibrosis seems to be very rare. This case report
considers the relationship between alcohol and HCC.
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Blood chemistry Peripheral blood

T.P. 7.2 g/dl WBC 5,420 /mm?

Alb 4.3 RBC 479 X 10*

TTT 2.5 MU Hb 16.3 g/dl

ZTT 4.8 KU Ht 49.0 %

T.Bil 1.0 mg/d! Plt 19.2>x10*/mm?3

D.Bil 0.4

T.Cho 263

T.G. 174 AFP 8.3 ng/ml

ChE 442 1U/1 PIVKA 11 0.76 AU/m!

ALP 257

GOT 103 HBsAg (—)

GPT 102 Ab (—)

LDH 409 HBcAb (—)

yGTP 165

LAP 64 HCVAD (C 3) (—)
(kcum() (—)

FBS 146 mg/dl HCV-RNA (—)

HbA 8.4 %

X1 (858 CTHREMRE (&%)
ATEFT EX (S8) ICEEE 35 mm, ZZENMEIX (S4) CEAE 22 mm O (a), HHEEZ X (S6) WCEAE 35 mm
DOIEFATR (b)) %237z,

EhrohEEOSMEERL I EE~ —5—TI3, BEEE CTRARR (M 1) : 352 CT 2325, S8,
AFP 7228 PIVKA 11i£ 0.76 AU/ & F&H-L S6, S412#% %1 enhance S 415 [E A0
Twiz, HBs HEPUE « HBe Hitk 4 X TR, %,

HCV 2B L T C 100-3 Hifk, 5 (L HCV #i BEZ8 MRIFFR : T 1 ,yujl < low intensity, T 2
&, HCV-RNA 4 X TCt. B34 C high intensity OFfL% S8, S6, S4 IZie

PEESBE RIREATR | A5ERT LXK (S 8) 12% 35 D, FREE L THFER .,

mm €Y A 7, H FX(S6) 2% 35 mm Ex 71— Fr#imEsZ (DSA) AR (K 2) - S6, S4
FEEEPANX (S 4) 128 22 mm K= 2 — O fiffR ’fé< WS R RR 258D, F 7z, M L %) £ 6 mm
w5, DY H 5, LLEOER X D %R L 2
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