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Prevalence of Anti-HCV in Patients with Liver Cirrhosis and
Hepatocellular Carcinoma

Ji Soo Lee - Do Young Kim * I Hwan Moon
Department of Internal Medicine, College of Medicing Ewha Womans University

To investigate the prevalence of antibody against hepatitis C virus(HCV), anti-HCV was
detected by enzyme immunoassay in 170 patients with liver cirrhosis, 77 patients with hepatocel-
lular carcinoma, and 100 healthy controls.

The results were as follows :

1) Prevalence of anti-HCV was 15.3% in liver cirrhosis and 9.1% in hepatocellular carcinoma
but no significant difference was found between two groups. Anti-HCV was not detected in
healthy control group. Prevalence of hepatitis B surface antigen(HBEsAg) was 3% in healthy
control, 529% in liver cirrhosis, and 72.7% in hepatocellular carcinoma.

2) Prevalence of anti HCV in HBsAg positive patients with liver cirrhosis was 22% and
300% in HBsAg negative patients. In HBs Ag negaive patients with liver cirrhosis, the prevalence
of anti-HCV was 409% in patients with antibodies to hepatitis B core antigen (anti-HBc)
only, 21.1% in patients with anti-HBc and antibody to hepatitis B surface antigen(anti-HBs),
and 350% in patients with no HBV markers.

3) Anti-HCV was not detected in HBsAg positive patients with hepatocellular carcinoma,
but the prevalence of anti-HCV was 33.3% in HBsAg negative patients. In HBsAg negative
patients with hepatoccllular carcinoma, the prevalence of anti-HCV was 12.5% in patients with
anti-HBc only, 45.5% in patients with anti-HBc and anti-HBs, and 500% in patients with
no HBV markers.

4) In studying the relation of anti-HBc and anti-HCV in HBsAg negative patients with
liver cirrhosis and hepatocellular carcinoma, prevalence of isolated anti-HCV, positive for both
anti-HBc and anti-HCV, negative for both anti-HBc¢ and anti-HCV showed no significant diffe-
rence between two groups. Prevalence of isolated anti-HBc showed significant difference between
two groups(p<0.01).
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According, it is suggested that the most important factor in the pathogenesis of liver cirrhosis

and hepatocellular carcinoma in Korea is HBV but in HBsAg pegative patients, HCV is sugges-

ted to play an important etiologic role. In endemic areas of HBV such as Korea, whether

HCV acts in the process of development of hepatocellular carcinoma from liver cirrhosis and

whether HCV superinfection modifies the natural course of chronic HBV infection need further

investigation.
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1. & =3, ZHEES, M= EXjolAM
anti-HCV2} HBsAgYME

Anti-HCVS] ¥4 && TAAFTAME 1704 &
2647} ko2 153% o], BN EGAAHE 77
o F 747t Moz 9.1% Pk HHEFAA
anti-HCVE] FA o] AAEFA Boh et
EAGHo g {98 Aol vt HAESH
DAEGANA Y anti-HCVE] FEES 2F Y
tzzd HE 954 EoH(p<0.005). HB-
sAgS AANET 1004 5 39(3.0%)N A ¥4
0|93 TAEFAME 9041(52.9%), A ET
AE 564 (72.7% )N %ol AT} (Table 1).

2. 2+AHZ D} 7EM| 2} BEXI0)| A HBY EX|X0]]
2 anti-HCVSe| NS

A HF A HBsAg $AS 904 5 290(2.2%)
O A anti-HCVZF A 0] 2™ HBsAg 34 ¢ 804
2 24¢](30.0% )N A ant-HCVZ} %A o] 9lch. HB-
sAg 74341 #2} % anti-HBc ¥ anti-HBs$] 43l
WE and-HCVEY YALS B9 anti-HBCT 44 <
294} % 99(40.9%)9 A, anti-HBc9} anti-HBs7}
T3 kA 384 F 84(21.1%)A, =E By}
ol# 2 EAA 249 206 79(85.0% )N A
anti-HCVZ} 964 o] 91 tH(Table 2).

ZHAEF) A HBsAg FAQ 569 RF and-
HCV7} &4019l.e.m HBsAg 2491 219 & 74
(88.83% )9 A anti-HCV7} %Ado]9lt). HBsAg &

Table 1. Prevalence of anti-HCV and HBsAg in patie-
nts with liver cirrhosis and hepatocellular
carcinoma

Anti-HCV ~ HBsAg

positive  positive
0(0%) 3( 3.0%)
26(15.8%) 90(52.9%)
7(9.1%) 56(72.7%)

Controls(n=100)
Liver cirrhosis(n=170)

Hepatocellular ca.(n=77)

49l B4} F ant-HBcT Y4 89 F 14(12.5%)
oA, anti-HBc®} anti-HBs7} 2F 4449 1149 &
54 (45.5% )04, B E Brlolg] & BEX A7 S4¢1
2o 2 19(50.0%)A] ant-HCVZ} ST
(Table 3).

HBsAg F4¢l AW Z 829} AT Brte)
ant-HCVE] FAHE&L 27 22% ) 0% 2 frol
2pol7} §IA T HBsAg 41 B HF I A %Y
EAE HBV ZA|A ] G wet vro] 42t
anti-HCV ¥A&$ BHY, anti-HBcT ¥4 3%,

Table 2. Prevalence of anti-HCV in relation to HBV

markers in patients with liver cirrhosis

Anti-HVC  And-HCV All

positive  negative
No of patents 26 144 170
M ! F ratio 1.1 2301 2301
Age(yn)* 57(83-88) 51(25-83) 54(25-88)
HBsAg-positive ™ 2( 2.2) 88(97.8) 90
HBsAgnegative™  24(30.0)  56(70.0) 80 -
Anti-HBc 9(40.9) 18(59.1) 22
positive only™
Ant-HBc 8(21.1) 30%(38.9) 38
& anti-HBs+
positive

No HBV markerst 7(85.0) 13(65.00) 20

*Show as mean(range)
*Shown as number( %)

Table 3. Prevalence of Anti-HCV in relation to HBV
markers in patients with hepatocellular car-
cinoma

Anti-HVC  Ant-HCV All

positive  negative
No of patients 7 70 77
M : F ratio 7:0 81:1 51:1
Age(yn)* 66(56-80) 56(33-81) 61(33-81)
HBsAg-positive™ 0(0) 56(100) 56
HBsAg-negative ™ 7(83.3)  14(66.7) 21
Anti-HBc 112.5)  7(87.5) 8
positive only™
Anti-HBc 5(45.5)  6(54.5) 11
& and-HBs-+
positive
No HBV markers®  1(50) 1(50) 2

*Show as mean(range)
*Shown as number(%)



Table 4. Relation of anti-HBc and anti-HCV in HBsAg negative patients with liver cirrhosis and hepatoceiluiar

carcinoma

Ant-HVC Anti-HCV Anti-HVC Anti-HCV

positive negative positive negative

anti-HB¢ ant-HBc anti-HBc Anti-HBc

negative positive positive negative
HBsAg negative liver cirthosis (n=80) 15(18.7%)  13(16.2%) 9(11.2%) 18(16.2%)
HBsAg negative hepatocellular 6(28.6%) 7(33.8%) 10 4.7%) 1( 47%)

carcinoma(n=21)
p<0.01 NS NS

anti-HBc®} and-HBs7} ¥4 A4, RE B ufo)
Ha BXA7E 249 B 4o @E  and-
HCVE 8 && 274 %F A9 4 40.9%,21.1%,
35.0% ol ow ZHAES BARANHE 12.5%, 455
%, 500%2 ¥ & EF F3 FolE HolA
& 9kth(Table 2, 3).

HBsAg €4¢ 7H3¥% 8x¢ XY 81
7+ and-HCV ¥A& 7 and-HBc ¥4 &S 9l d)
EY, ant-HCVYE A3 3¢ 18.7%, 28.6%, anti-
HBcS} anti-HCVZ BE 4 B 112%, 4.7%,
anti-HBc$} and-HCVZ} 25 &4¢ 4% 16.2% 9
47%82 RE F T 7roll F48 FolE Holx
egteh. 2@y ant-HBCRF ¥4 %9 HBsAg
=4 TAEY BERGA 33322 NAEHEF B
Aol 16.2% 2% Fo3HA =t (p<0.01, Table
4).
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ghell A wd 4E B ani-HCV FHES
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RAAR 38 2R, AAE AR T B0
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B 38 wiolde e 85 HAT
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ZEg®. olg EA R AR FAR &
5 4A4F NANBY UGExurg ggen @
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50 HudME 48%2 E%ch EA4, NANB
g9 YUYF L= Chiron oA EFEF HCV 9]
9o = oHE NANBu}o] & 271 EA Y, o] A o]
2] whg gga 23X o7t sg 5 97
Eolth dE2] Kubo$? ¥ Takeuchi§&
anti-tHCV 449 A2 ¥E FFELAHHS
(polymerase chain reaction, PCR)& ©]-§-3t 23
cDNA done(HCV- D& wHEo] et ATy
ChironAbel A &EF Heve) #lastged, 72



% 9 (structural region)©] F7IM G FEHL 72
%, ojnj=Ate] AL 74%, H] 729 Y (nonst-
ructural region) 4, 59 1IA 7L FFHL
80% W&, otulate] AEAL 70% el X
olE Rt WA FUdM= Ve A
g3y Beld HCvE gr1AES deoliEE
d77r $4 2o ez AZdn. AA, BE
g9 fHEol gL Ui E HBsAgol
£ 4olWA HBV DNAZ} A&=HE ¥4 B Y
A7} HBsAg 49 94 1EE A didd
FFHo] and-HCVE YAF&o] FdiFez fa
39E 7teAdel Atk
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AAOG A Fd Fof] A Ego] HAFe] Bu
ggon, Hpvd ZFE £3F0] gle 4F A
Z BN FAEY LA ol AT and-
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2% BY 7ty slo|3 2N TAESS YA
2 e Aoz 2AH3 vt 2 and-HCV A
A7} 7458 XA A Hevel ZHA| 2 wte] S g o
t2 53 gtk 28 2 olgf o] HAEY
Az} e ant-HCV FA &0 65~75% 2 =A
BIEQondn, B3] BuixE!Pe A HF 3
2ol B8] ZEAEY B} A anti-HCVE] 44 &0
$-23HA Eo} 71AHFAA A EG R F Y5
e #3d HCev7b B9 AR 2 A7
N A E TAEFANAY anti-HCV FHSE 9.1% 2
L7RMFe] 158%] W thh @gen FAS
Hog F93% ol fAATh A H HBV
7zl wdstes A gzt A TAE
o A A Y] and-HCV Y& 29%°0H L,
TAAE 151%22 ¥ i3 ¥ FAEE HYTh
B A7dAE ZFAEL L] anti-HCV $/3E&0] 9.1
%z W @gtom o] 100~18.6%F KT
el oE Ba0208g) YN aheR
A}l e 7rebgAlol HCVET HBVE $-7
vete] 7ZHAES FAd F= @AM HBVIL
BASA & TFAEG] d¥) HCovF 9 F
L83 AgL st A4En). a8y B AT A
HBsAg 24 ZHAEY A M9 anti-HCV ¥
Lo 333% 2 BlmA Zol £ £29] 31.9%9}
fASlg on o]EE AT HBsAge] 4% 3

A ZQ FAoll A HBsAge] FAI L EALE. T HCV7}
H 22% d48g & Aoz FRAY o FAE
HCv7} 23 A9l oncogenic virus?l A HAHEFE
zZ# % ¥ oncogenic mutationS
HEE dovleA 1 7de ¢€8d v glan,
HBVSF HCVY SEZYE == €224 1287
HCV Zgo] B2E o ZAERY BAo] 1
FeAE AAIEZ eI,
2-guhete} 3Fol BE 7 HiolE &

& AFo M= HBVE HCVE FHZH o] T4
A% o Fo) om st L A E At T
Az Az Bruix%—”)-?::b‘HBsAg FAgoldd
1S BAA and-HCV FE&L 25%9 £
H3tg ot HBsAg ¥4 THAEY A A=
55.5% 014 FPoz et TAES EA
HCV 2874 9] 38 A2 AAE}9¥ L, Colombos
D% P EY B A anti-HBc 2 ant-HCVZE
5% G4 AS ARTAAE 19%, TAES
qAE 54% 2 HBVS HCVE $E7Ho & 72
S ztel ¢ L] FolAvm FASA
I B Ao AE HBsAg ¥4 HBHEF
Ao} ZEHEQD Ao A and-HCVE] FAE&2
F28 zol7l gk EF o] 5] HiudA
ant-HBcZF ¥4 8419 <k whol X HBsAg ¥
49 A9l vlR7IK 2 HBVE F2jo] deojui
Adgel Felxo] B AFAE HBsAg &4¢U
Ao A anti-HBcE 44 729 HBV 240l 3l
i gAeRE FA E W, and-HBcS} ant-
HCVZE 2% 44l AS 173HF 49 A
[}
i3

§

N

¢

Eot FA 7ol f-418 Aol 7t §lo] HBVS HCVE]

ZE 7+go] 7+e] ¢F 2L A7t By]=

=8 7 o &

18 et 28l and-HBcF 4% ALE HBsAg
22391 TEA XS Ao A HBsAg 24% HAWS
AR} F25HA Zol(p<o.0D). Skl AE
HBVZ} 7t & &4o] 2 #ATE & 5 AT
AgHoz HBVE $Evtele] TAES LA

F2 #ASY HBV/ BAFA Ev THES
AR HCvIF BT Rog ARHD. FF ¢
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AAE 19919 5958 1998 6¥7tA] st
Avjstm odojetR s FrEE Y g 443
Q9 17049 AEF BAe} 7749 BAESG
B34, 28)a B dRF 10048 v 2 HCver
HBVY] o|8g ¢ vh4 rd$e dd AAREA 9
AdA 9L I A8 ELUGEHYPLE
ant-HCVE £33l 3n WAIHAGHO R HBsAg,
anti-HBc, anti-HBs& £33 o Ze 234
2.

1) Anti-HCV ¥A4&2 AW FAA 153%, T
AEAoNA 9.1%2 ¥ T7H] {23 Zole /
Atk AN NRFL BF anti-HCVZ: £440|9 2
HBsAg ¥4&& AN tzToA 8.0%, 173
Zof A 52.9%, ZHAELNA 72.7% ] Rt}

2) HBsAg ¥4 A MFAA and-HCY ¢4
&2 22%, HBsAg &8¢ A$E 30.0% It
HBsAg 4 ¢ 4 ZF &4 F anti-HBcT <
AL 40.9%9A), anti-HBc® anti-HBs7} 25 &
qeol AS 21.1%94, RE B Hlo|2x EA AV}
L2244 A% 85.0% A ant-HCV $A4 &S HAY

3) HBsAg FAQ THAXE &R} 56 RFo A
ant-HCVE A&HA B%o™ HBsAg £4¢ 3
2.9} ant-HCV °ob‘3%‘. 83.3% o] A TF. HBsAg &
A¢l A9 and-HBcZ A9 B9 12.5% 9 4], and-
HBc¢} ant-HBs7} 2F ¥4 A 45.5%04,
B2E B Hlol & EXA7L 42 Z - 50.0% ol A
anti-HCV ¥4&& EA-

4. HBsAg S49 1AWE 38t AT &
Ao A anti-HBc A&7 ani-HCV 44 7He)
#AAE B9, and-HCVE S AR+ 18.7%, 28.
6%, anti-HBcS} ant-HCV/Y 25 ¥4 4
12.2%, 4.7% , and-HBc®+ anti-HCVZY 25
AL 167%Y 47%2 BF o T #4
Zol7t gldth. 8y ant-HBcZh FAA A
HBsAg S4¢ THAIXEYG $ApolA 833%2 ZH
Wzl 162%H} fodtA EdcH(p<o.0D).

ol}e] Az oA HEAFTH LA E
oko] 714 22§ 99 HBVOIH HBsAg S4¢1
AL HE HCVE £9F 982 & Aoz &

S

=73

o o o o I‘

€t 281 HBsAg ¥4 &°] & S-EvetalA
A7REFANA  TAMEel=z JPSHE A
HCV7F #3219 o939 HBVS} HCVY 55

el 7te o FAE 2FAT A dIAe
A&A A7/ A4 88 Aoz AL,
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