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K1 BELR
At 69.8+9.2
MR (B/%) 66/36
BMI 23.6+4.4
fEss % (HZE/%38) 54/48
W CREEi/BIR+ 0V F A) 87/15
JEEEE (cm) 39+3.0
Stage (I/0/I1/IV) 26/36/35/5
ALT (U/L) 56.8+41.7
T-Bil (mg/dl) 14%22
Alb (grdl) 3.6%0.7
HbAlc (%) 57+1.2
PT (%) 91.4+18.0
Plt (x10"/ul) 12.8+85
Child Pugh (A/B/C) 78/18/5
AFP (ng/ml) 35347+ 302174
PIVKA-II (mAU/ml) 17690+ 126636
% (RFA/Ope/TACE/Other) 17/26/40/19
Besm (H) 17.9+11.5
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Fead R X 22 95% 13 FE X [H] p1H

AERE 70 R 1
70 %Lk 2.141 0.73312~6.25037 0.164

PR 1
B 1.279 0.46167~3.54196 0.636

9w 4 VA EGgA Y 1
R L 0.676 0.21988~2.07645 0.494

BMI 25 i 1
25 LIk 1.372 0.46829~4.02113 0.564

JEgAr—y 1, 1 1
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B, C 1.283 0.77669~2.11855 0.331

WBIEE RFA 72 3T 1
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40mAU/ml DLk 4.915 1.02308~23.6126 0.047
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BLTwiWY, SuoBE T PIVKA- T A L7227
BHETF L o 2Bl & LTI, 1998 4ELIRE D PIVKA- 1T
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. (NX-PVKA-R) 2 lwabZtTcy—7 7)) v#5%
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Clinical Analysis about Etiology and Prognostic Factors of Hepatocellular Carcinoma

Hiroki Saito, Akihiro Nakamoto, Yasumi Katayama, Kazuyoshi Suzuki,

Kagemasa Kagawa, Toshikuni Suda, Akihiro, Yumi Kusano, Ikuhiro Kobori,

Koji Toyoda, Itsuo Terauchi, Kazutomo Suzuki, Masaya Tamano

Department of Gastroenterology, Dokkyo Medical University Koshigaya Hospital, Saitama, Japan

Purpose : The purpose of this study was to investigate
the causes of initial hepatocellular carcinoma and the fac-
tors determining prognosis, and to compare the findings
with those of our year 2000 report.

Method : Subjects comprised 102 patients with initial he-
patocellular carcinoma. Causes were divided into four cate-
gories : hepatitis B virus (HBV) : hepatitis C virus
(HCV) : non-B, non-C hepatitis (NBNC) ; and alcohol.
Survival rates were obtained using the Kaplan-Meier meth-
od and prognostic factors were investigated using Cox’s
proportional hazards model. The results were compared
with the findings of the year 2000 report.

Results : The cause was HBV in 12.8 % of cases, HCV in
60.7 %, NBNC in 15.7 %, and alcohol in 10.8 %. Frequency of

HCV was decreased and frequencies of NBNC and alcohol
showed increasing tendencies. The survival rate of treated
patients was 87.5% at 1 year, 78.0% at 2 years, and 71.5%
at 3 years. Improved prognosis was confirmed with diagno-
sis in recent years and treatment advances. Two factors
were independently associated with poor prognosis : tumor
stage III or IV ; and PIVKA-II level >40 mAU/ml.

Conclusion : HCV decreased and NBNC and alcohol in-
creased as causes of hepatocellular carcinoma. Factors inde-
pendently associated with life prognosis were tumor stage
and PIVKA-II level.

Key Words : hepatocellular carcinoma, etiology, prognostic
factor, PIVKA-II



