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FrffaRE (HCC) UIBR140f1%xfR & LT, Ed o C BFAfiE (HCVAD), BRfF% (HBV) |
< —A—%HEEL, 2OHHEEICOLTHRE LA, HCVAD BHEEIEL103651(73.6%) ChH-7-. HBV |
surface HiJf (HBsAg) BYEFIZ230 (16.4%) TH-72. HCVAb Bt > 5, HBV surface #i
{& (HBsAb) 44.7%, HBV envelope ¥tk (HBeAb) 1446.8%, HBV core ik (HBcAb) Bt
75.0%THBV ~— —DFHBIEETH > /-, HBsAg BMEFIT1: HCVAD BRG] & tE~EEHIZ
%<, BT T, RRROBERIIRE (, REUBRHUEOMAL»% (BIRENATB Y, R
D & —F L7, HCVAb BHHID 5 & HBV ~—% —DEE T HCC ZHE O T HEE L B O
RIFHERICIZBA S R ZE RO b o 7243, HCVAD BRI D 5 5 HBcAb BBE{EHIIx HBcAb B&:Fl |
CHATRICEREIE» o2, HCV L HBV OBEERRE A TX <, ERRREFICI HCV B4
R & g L T T8 R e B REME SR S Tz,

Key words: hepatocellular carcinoma, hepatitis B virus, hepatitis C virus, co-infection, hepatectomy
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HA & 8B 2K #HE#E (hepatocellular car-
cinoma : BI'F, HCC &B&:2) D90% L kI C BIFF4
v 4 WA (hepatitis C virus : LL'F, HCV L8430) &
5wk BEFFL 7 4 VX (hepatitis B virus : KA,
HBV LBED) WD RETZEFZONTEDY, ¥
A NADRSGE L D BT EEPIRERIRERGY, Y
B OERBEE DB CREARES LT3,
ROBG Iz BT HCC REOEEY A v A3, Hilfl
i HCV 5k (HCV antibody : LAF, HCVAD & HB§
i), HBV surface /& (HBV surface antigen : B
T, HBsAg LBEED) 2 HIEL, ZOBEIC L DHEESR
nNZ208—BPTHS. Lorl, BEDOV A VRED
I LD, mESO HBsAg BT HBV R
BETERWI L7, HCV Hiikk4E T HBsAg &t
HCC B3z HBVDNA MAA Eh T BIER b A
SNBEZEVHLNER S TWSEY, 22 C45E, Uik
ER EXRICmER O HBV, HCV v A VA~ —% —
RREL, VA NVRAOEFBERIC DOV T Z DHEEMMT
2170, Hb¥ T2 OMKRFHELIIREIC D VL TRE
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7otz
WRE L UHZE

HCVADb 238 %E & 7z HCC YIERfE #1406 % 3t 5
& L7:, HCVAb X & 2 R $i & (Immcheck, F-
HCV Ab, Kokusai, Tokyo, Japan) % vy, HBV = —
#1—i3 HBV Axsym kit (Dinabott, Tokyo, Japan)
BRIz, 140U]ERAE B g7 HCV Ab B i E 611 12 103451
(73.6%) TH - 7z, FIH60MELL LD HCVAD Hidk(
L7z, —7F, HBsAg BEMERNZ, 2361(16.4%) T,
HCVAD %2> HBsAg BBiEEI 1 #1(0.7%), iz
HCVAD &t > HBsAg BEMERIZ15H (10.7%) T
#H -7z (Table 1), HCVAD [G¥f), HBsAg B4,
WH L bR co HBY surface Hitk (LLTF,
HBsADb L B&E0), HBV envelope $iJE (LLF, HBeAg
L WEED) , HBV envelope $ifE (LU, HBeAb X E&ED),
HBYV core #ifk (LI, HBcAb L B§E0) OHHE L1
§F L 7z (Table 2), HCVAD B8 7Ti, HBsAb 5t
44.7%, HBeAb B1446.8%, HBcAb B475.0% T
Fiz HBV = — A —BEThH o)z, $71-, HCVAD BB
HBcAb JUEBMEERFI33FT 5 F (15.2%) 3200654
RT70% %2 % HBcAb itdfliz " L7, £ I7T,
HCVAD B> HBV = — 4 — 3 RTRRMEERH %
C# (n=9), HCVAb B TH» D HBV v —F —DW»
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THUDEEDOL D% BCE# (n=49), HCVADb [&fE
T HBsAg B3 8E % BEE (n=22), HCVAD &%,

HBsAg l&ERERI% N # (n=15) & LTHBET,
RIAEER, MEREEEOERII DO TR 2To 72,
ATHRRE L LT, M7 A7 3 vE, BEYLE Y
&, GOT f#, GPTfl, A > Fy7 =¥/ ) —>15%
=R (BT, ICGR &BEED), IMv/IMRECZEIEL 72,

UIBARA B S IR ORI EE U TT o e,

H b ¥ T, FEEIFHEB I Knodell 590 his-
tological activity index (PAF, HAI LHB&ED) ok b,

Table 1 Prevalence of HCVAb and HBsAg in HCC

patients
HCVADb

Positive Negative Total

Positive 1(0.7) 22(15.7) 23(16.4)
HBsAg .

Negative 102(72.9) 15(10.7) 117(83.6)

Total 103(73.6) 37(26.4) 140(100)
( ¥2%

Table 2 HBV marker positivity rate

HCVADb and

HCVAD- HBsAg-
positive positive ig:ﬁge
HBsAb 44.7134/76) 5.9(1/17)2 | 35.7(5/14)
HBeAg (0/52) | 20.0(3/15)® 0(0/8)
HBeAb 46.8122/47) | 92.3(12/13)® 0(0/8)
HBcAb 71.7(33/46) 1 100.0{11/11) | 42.9(3/7)
)

HBcAb(X200)  15.2(5/33) 63.6(7/11)

a: vs HCVAb-vpositive cases; p<0.01

33.3(1/3

35(837)

grading, staging #1T-7:., #HFEEE R T X TTFY
HrEERE TR L . L7 & Kaplan-Meier
B TEH L, B, MEHih@ERER T Anova iR
E, A7 I EEIT Fisher OE 8%, £FHEIT log-
rank 7 A MZTITV, Zh T p<0.05TEEZHD
EHIELT

B &

B[R BT HME, VYR, BOE Tra—u
FE, #rzt, #IEEmuIEREs, FERFTEABORRE
Table 3 1oL 7. BH#OERIE C#, BCE, N B
He# L TERICEFRMES - 2, #MizBlicid BB
T, CELHEL T Hrll EOFF YIRS < #RE h
Tz, WHIOMBEELFRE TRIMET V7 2 E
X CHEH B RS, N BRIC I U TR <, GPT fix BC#
TNECHELTEL, ICGRIZBETCHE, BC#
EH L TREFT, M/IMRENE BETCHE BCHEL
HELUTRIFT, NBICHEERL TR TH- 2
(Table 4).

HRFEERIRA I B v T, EEMEE, ML,
PPN & 72 3RS, EERRIc dE %
Moiepot:, BEERII BT, CH, BCH#, N
L THEICKAE {, HAL I & 2 FEMEHE A% 1
grading, staging £ b2 BE & BC#, N L BC#
O TEEZ#®»H 7z (Table 5),

HORIFEIEIEYIR 2 & NS EERRSE R B W ERIT 1,
JEMEFEER LM Uiz, BEITROERREF
#i379.3%, 73.6%, CHEE8HIIx71.4%, 23.8%, BC
FE44511263.9%, 21.5%, N E£13611392.3%, 75.5%
=, N2 B, BC R L CEFREFHGIT

Table 3 Clinical characteristics

C Group

(n=9)
Male/Female 6/3
Age 618"
Transfusion
(Yes/No) 2/6
Alocohol abuse
(Yes/No) 3/4
Surgical procedures 8/1°
(Hr0 or S/Hrl or 2)
Number of
absolute noncurative 1
operation cases
Number of 0

operative death cases

a: vs B Group, p<0.01
b:vs B Group, p<0.05

[ _BC Group

B Group N Group
(n=49) (n=22) (n=15)
44/5 16/6 14/1
6370 53+11 61+92
11/35 1/15 4/11
26/20 9/7 8/7
33/16 9/13 8/7
3 4 2

2 1 0
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Table 4 Preoperative serological data

C Group
(n=9)
Albumin(g/dl) 3.5+0.3
Bilirubin (mg/dl) 0.9+0.3
GOTQU/!) 65130
GPT U/ 81+33
ICGR (%) 17.6+7.4

Platelet ( X 10°/ml) 10.3+5.4

a: vs C Group, p<0.05
b: vs BC Group, p<0.05

BC Group B Group N Group
(n=49) (n=22) (n=15)
3.710.4 3.840.3 3.94+0.42
0.7£0.4 0.8+£0.5 0.7+0.2
73143 69+ 80 46+15
79+45 60+52 491+20°
15.6+8.4 10.4+5.5%> | 14.7+8.4
13.3+7.2 18.0+7.5% | 17.0+£7.9*

Table 5 Histopathological features

oI
Number of tumors 8/1
(Solitary/Multiple)
Tumor size(cm) 3.7+2.4°
Histological grade
Well 2
Moderate 5
Poorly 1
Necrosis* 1
Histological vp or im 6/3
(Positive/Negative)
I(_Ifizts(;l?\géf IEiIlega]tive) 2/7
Noncancerous

liver tissue

[$2]

grading score
staging score

a: B Group, p<0.01
b: B Group, p<0.05
c

: B Group, p<0.01

BC Group B Group N Group

(n=49) (n=22) (n=15)

37/12 17/5 11/4
4.0x£3.1° 6.8+4.7 4.4+3.2°

13 4 3
30 12 12

4 1 0

2 5| 0
29/20 9/13 6/9
24/25 12/10 7/8

9.242.40 7.0£2.5 | 6.5%2.8
3.540.9° 2.6+1.3 2.4+1.5¢

I due to preoperative transcatheter arterial embolization

HiFchHo, BE, CH, BCHOMIZER b7
(Fig. 1), T EiRERBEIBTH 2571 g (B
BE1261, CEE7 I, BC #4261, N BN BT D
EfkDOFERTH o7, BCED > & HBcAb BHH &
BEFITREC 1, 3FEEEREEREMRETL .
HBcADb B (2984) ©1363.7%, 17.2%, HBcAb
B (136) ©1281.8%, 54.5%TH Y, HBcAb B
HHTERCARRTH -7 (Fig. 2). %B, BEREII
HRET, BREBRCER ST,
x E

SHEOKREFT BT, YIEREIO HCVAD BRIz
73.6%, HBsAg BBtE3£1315.7% TH D, HB12EIRFEME
BB R E®RE D, HCVAb B M %76.4%,
HBsAg B1%:316.8% & 12 12RO R T, HCVAD

B HCC 3% < % i Tz, [FEfc, HBV v —
B0 HE & LT iz HCVAD B % 5 H17661 o
HBsAD Bt % 3461 (44.7%) i, HBeAb 4741
th22f (46.8%) 12, HBcAD I 1 464 $3361]
(71.7%) =R 7z, %72, HCVAb B2 T» > HBsAg
BEMRER T & HBsAb Bt %35.7%, HBcAb Btk %
57.1%#8®, #h£Fh HBV ~—» — OFHEE L
BETH-7, HBsAb iZ HBV BREREE RN S
ik, REREOE =Y —THD, HBeAb i HBV
BRBEOVANABOBZHEDOE=Y - LTZERTH
RAwshTws'?, HBcAb i3 HBV OBIERYE, 5 5
WIREBRRBR O~ —H - LT ICEE T, HBV
BRI L OEWD 5 Wi —EESTH 5 2 L oS
ENTWEY, fERL D MBFEHIZHIC LD HCV,
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Fig. 1 Disease-free survival rate

]—|_ N Group (n=13)

B Group (n=17)

Disease-free survival rate (%)

Months

C Group (n=8)
* BC Group (n=44)

HCVAb(-), HBVMarker (-) vs HCVAb(+), HBVMarker (+) : p<0.01
HCVAD(-), HBYMarker (-) vs HCVAb(-), HBsAg(+) : p<0.05

Fig. 2 Comparison of disease-free survival rate
between HBcAb positive—and HBcAb negative
—HCVAb positive HCC cases

z

Disease-free survival rate (%)
e _

HBcAbi-) (n= 13)
b -
p<0.05
0 HBcAb(+) (n=29)
o 12 " % ” 7;7

HBV v —# — 2R HET 2 2 L 3HRES L TY
2 fRilT, Liang & '3 FEYFIFELEWT
My, FRAEN 2> & HBVDNA, HCVRNA %2#H L,
HBsAg 2 fEHI ¢  HBVDNA i324.2% 3 o,
HBsAg i MEH < HBVDNA B # 0 5 +53.8%
12 HCVRNA ST LIz L HE L T 5, SEIOMET
T, HBVAD B HBcAD #4655 1t & B33 v 5 41
(15.2%) H3200f5M IR CT0% 2B 2 2 Hitkifiz 7 L7
%3, Adachi 5%, HBsAg Bt > HBcAb #3200
FRTIORLUAT ThH - T b ic HBV BRI fE
ET2LRRHL TV, 2512, SE HCVAD #il
FBOShIZE 2 e HCV A7 v £ 4 11, B8
ISR TEVRESES L BREIZIZEA LY
<, HCV 3 1 ORIz X b, RiGEERIC BV T

BYANVABTEIHEMUEET 2 L3 LAY
WIZENHISGNTWEY, ZhsdiE iz HCVAb B
HEREHIR Vb © 3 nonB-nonC @ HCC & wh it 3 fE
Flic b e ) OFEE T HBV WBEL TWw 5 AlAEH %
TET2HDEFEZ N,

SRR 8 1 5 HBsAg BBt HCC & HCVAD
Bt HCC OERRESR, EREEOERIZ O VLTI
WS OMREINTWLEY, SEIOKETH, BT
2 CRE, BCRFLEEANTHEEF IS, ICGR IZRES
N5 BRI RIFC, REROBEERIAE L, #i
FXIUIRR L % BINE T iz, £72, HALIC
B 2 IEEHHTAER b RAEFEE £ % ¥ grading score,
BHLIEE OIRIETH 5 staging score & 12 BBl
BCEEEHANTREFTH Y, WROImME L I1TIFRERET
Hot, —7, CE L BCHOE TIX HCC 20D
BEOWRRNTHHEE, HAlscore oo h iz %
B F, BCHAH CBHMBAE L v HCC i #tEd
LHBEOETHMEES N TWE EWIERIZE M
i otz, Fong 52913, HBsAg BMEFFAERNI B
T, HCVAb BB TIEEMESIcExTHEIZ HBV-
DNA polymerase WETL T3 I L 2MELTE
D, HBV, HCV EHRBRLIIBWT Y, VA NVAET
VWO TWE—HDT7 A NVABMBTD T A L AR %
MET 27 A NVATFHEABRI > Tw200d Lk
TRUNED,

fEmAL MoK T, N#id BE, BCEW
ERTRETH o7, MO 3HCBELRED LI
7z. L L, BCEDHT, HBcAb OB THFEE %
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AT 5 & HBCAb BRI BIERERIC LN T, &
HChoto, EE, HBsAg tEs» > HBcAb BT
HCVAD Bt HCCIERIC BT, FEMRED 5 i3k
FEERET## DNA iz, 90% & & i HBV-X #E T
DMABRAALH L Z EPHEZINT 522, HBV-X
BLFLHRELEOBESE2RET 2HEbA 0N
52, SEIOKRET T, BHESRE LD 5 L d 5 HCV
B HCC Iz BT b HBV ORBREEBEED L < EHAE
HBV CREEL T AERN D Er o THEET I L
BEHs»E k-7, HBV-XBETFOHAA TN
HCV B HCC ERI T3, BRI BT 7 ke % 7
L, PEBRLITRTHA2AREEWREENT,
FEYANVZADRBED A H =2 X LESBBTHPTH
B3, Stk 4 VA BEE L 7: HCC O MaE I
HlzoTRBBEEIVANAY—H—2IFLDELT, U
4 )V X &, genotype %% A AN & DD L
VETHD EEbRT:,
X |
1) FAKEZ, BHEH, NEM—Ee | FEREEC
B3 2B E - Fl20HE —, I 38:317—
329, 1997
2) Okuda K: Hepatocellular carcinoma : recent
progress. Hepatology 15 . 948--963, 1992
3) Tanaka K, Hirohata T, Koga S et al: Hepati-
tis C and hepatitis B in the etiology of he-
patocellular carcinoma in the Japanese popula-
tion. Cancer Res 51 : 2842—2847, 1991
4) Shiratori Y, Shina S, Imamura M et al: Char-
acteristic difference of hepatocellular car-
cinoma between hepatitis B- and C-viral infec-
tion in Japan. Hepatology 22 © 1027—1033, 1995
5) Takenaka K, Yamamoto K, Taketomi A et al :
A comparison of the surgical results in patients
with hepatitis B versus hepatitis C-related he-
patocellular carcinoma. Hepatology 22 : 20—
24, 1995
6) Yamanaka N, Tanaka T, Tanaka W et al:
Correlation of hepatitis virus serologic status
with clinicopathologic features in patients un-
dergoing hepatectomy for hepatocellular car-
cinoma. Cancer 79 : 1509—1515, 1997
7) Yamamoto K, Horikita M, Tsuda F et al:
Naturally occurring escape mutant of hepatitis
B virus with various mutations in the S gene in
carriers seropositive for antibody to hepatitis B
surface antigen. J Virol 68 : 2671—2676, 1994
8) Urashima T, Saigo K, Kobayashi S et al:
Identification of hepatitis B virus integration in

B#, CHRIFFE Y A LA~ —h— &V &7 IR TIRRAER

)

10)

11)

12)

13)

14)

16)

17

18)

19)

20)

21)

22)

23

=

H#s 23 318 3%

hepatitis C virus-infected hepatocellular car-
cinoma tissues. J] Hepatol 25 : 771—778, 1996
AARHEMRSR | RSk RS, SF
HiRR, B4, 1992

Knodell R, Ishak K, Black W et al: Formula-
tion and application of a numerical scoring
system for assessing histological activity in
asymptomatic chronic active hepatitis. He-
patology 1 :431—435, 1981

Kaplan E, Meier P: Non parametric estima-
tion from in complete observations. ] Am Stat
Assoc 53 1 457—481, 1959

BREFIUER : B RIS 4 L X BT, SRS, U
FEHE. 74 VAR —BGE, PIUESE, B,
1994, p251—261

I —% HBcHE - HBc i k. H O T
695 : 2563—257, 1995

Colombo M, Kuo G, Choo Q et al: Prevalence
of antibodies to hepatitis C virus in Italian
patients with hepatocellular carcinoma. Lancet
2 1 1006—1008, 1989

Ruiz J, Sangro B, Cuende ] et al: Hepatitis B
and C viral infections in patients with he-
patocellular carcinoma. Hepatology 16 . 637—
641, 1992

Liang T, Jeffers L, Reddy K et al: Viral path-
ofenesis of hepatocellular carcinoma in the
united states. Hepatology 18 © 1326—1333, 1993
Adachi H, Kaneko S, Matsushita E et al:
Clearance of HBsAg in seven patients with
chronic hepatitis B. Hepatology 16 . 1334—
1337, 1992

BE &, KR BT AV AHEEEED
BR, HFEe 45 2482—2487, 1996

Kato N, Yokosuka O, Hosoda K et al:
Quantification of hepatitis C virus by competi-
tive reverse transcription-polymerase chain
reaction : increase of the virus in advanced liver
disease. Hepatology 18 : 16—20, 1993

Fong T, Bisceglie A, Waggoner ] et al: The
significance of antibody to hepatitis C virus in
patients with chronic hepatitis B. Hepatology
14 : 64—67, 1991

Staeheli P: Interferon-induced proteins and
the antiviral state. Adv Virus Res 38 . 147—
200, 1990

Koike K, Nakamura Y, Kobayashi M et al:
Hepatitis B virus DNA integration frequently
observed in the hepatocellular carcinoma DNA
of hepatitis C virus-infected patients. Int J
Oncol 8 : 781—784, 1996

Kim C: HBx gene of hepatitis B virus induces



19984 3 A 39(841)

liver cancer in transgenic mice. Nature 351 : 24) Sherlock S: Viruses and hepatocellular car-
317—320, 1990 cinoma. Gut 35 : 828—832, 1994

Clinicopathological Analysis in Resected Hepatocellular Carcinoma
Cases Based on Serum Hepatitis B and C Markers

Taichi Kanamaru, Yasushi Morita, Takashi Itoh and Masahiro Yamamoto
First Department of Surgery, Kobe University School of Medicine

In this study, we investigated the clinicopathological and prognostic features of hepatocellular
carcinoma (HCC) based on serum hepatitis B virus (HBV) and hepatitis C virus (HCV) markers in patients
who had undergone hepatic resection. Of 140 HCC patients 103 (73.6%) were HCVADb (HCV antibody)
positive and 23 (16.4%) were HBsAg (HBV surface antigen) positive. In HCV Ab-positive patients, the
positive rate of HBsAg (HBV surface antibody), HBeAb (HBV envelope antibody), and HBcAb (HBV
core antibody) were 44.7%, 46.8%, and 75.0%, respectively. In the HBsAg-positive patients, the mean age
was younger, the liver function was better, the mean tumor size was larger, and the resected volume of
liver was greater, than those in HCVAb-positive patients, as previously reported. There was no
clinicopathological difference between HBV marker-positive and -negative HCC patients with HCVAb.
But the disease-free survival rate in HBcAb-positive HCC patients with HCVAb was significantly lower
than that in HBcAb-nagative HCC patients with HCVAb. These results suggest that co-infection with
HCV and HBYV is often seen in patients with HCC and that the prognosis of HBV marker-positive HCC
patients with HCVAD differs from that of HCC patients with HCVAD alone.

Reprint requests: Taichi Kanamaru First Department of Surgery, Kobe University School of Medi-
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