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T HCV BZEN 35Kk 8.5%.9.5%.17. 4% 1 19. 5%, B s HCV BRI R ERE &Y
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1) ¥*=57.51, P<C0. 001

# 2 HCC# HBV DNA ¥y 5 HBV M ¥ IrEM X E

HBV DNA &

HBV Il % #4735 n
n %
HBsAg(+) 109 91 83.5
HBsAg(—),$i—HBc(+) 8 5 62.5
HBsAg(—),$i—HBc(—) 11 3 27.3
& it 128 99 77.3
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#£ 3 HCC MEEMEIFRAN HCV . HBV BERE
HBsA HBV DNA HCV #1/5 HCV RNA it
a8 B % eA/% HE _RHVA/A B35 n %
n % n D
CPH 47 45 95.7 4 8.5
14 9.2V
CAH 105 95 90.5 10 9.5
LC 46 41 89.1 8 17. 4
33 19. 0"
HCC 128 117 91.4 25 19.5
& it 326 295 90. 5 47 14. 4
1) ¥*=6.19,P<0.05
2.3 HCV 0 HBV B&&{i1E 5 HCV RNA X HCV Blutr T %t . A~

HCC #:3# HCV,HBV E &% & i
£ 4 FimR,E Ll HBsAg 1 (8{)HBV DNA
PN HBV B dr &, P HCV 1 (8D

B8 4E R 48y HCV,HBV BB BRI 5
R s s . PR A BB R 3, BRI AT
WA E TR 24,

%4 HCC 2% HCV,HBV BB B LR (n=128)

e HBY kg b g _HCVEHE HOVRNARM: HOE A
n % n % n %
m#EHRFE HBsAg(+) 109 14 12.8 10 9.2 16 14.7
" HBsAg(—),$i HBc(+) 8 1 125 1 125 2 25.0
HBsAg(—),#i HBe(—) 11 6  54.5 7 63.6 7 63.6
BMIE%E HBV DNA(+) 99 13 13.1 8 8.1 14 141
HBV DNA(—) 29 8 27.6 10 34.5 1l  37.9
R &ME HBsAg f1/5 HBV DNA(+) 117 16 13.7 11 9.4 18 15. 4
HBsAg .HBV DNA #(~) 1 5  45.5 7 63.6 7 63. 6
#5 RERLFHAHCV,HBV EBBLHHR
$L HCV (K )DHCV RNA %
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HBsAg 1 (&)HBV DNA(+) 3 6. 4" 3 2.9 7 15. 22 18 14.1%
HBsAg.HBV DNA ¥ (—) 1 2.1 7 6.7 1 2.2 7 5.5
& it 4 8.5 10 9.5 8 17.4 25 19.5

DCPH 5 CAH &3 5 RtERF R AR MHERY 3. 0%(6/152); 2)LC 5 HCC SH MMM A B MR Y 14. 4%
(25/174); BB WAL, ¥ =10. 24, P<0. 005
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COMPARATIVE ANALYSIS OF HCV AND HBV INFECTIONS
IN HCC CASES AND IN OTHER PATIENTS
WITH CHRONIC LIVER DISEASES

Zhou Yuanping Peng Wenwei Yao Jilu Lu Ling

(Department of Infectious Diseases. Sun Yat-Sen University of Medical Sciences, Guangzhou, 510630)

The purpose of this paper was to evaluate the causative role of HCV infection and HBV
infection in the development of HCC and to find out the possible course of evolution from
HCV infection to HCC. 128 HCC cases proved histologically, 47 patients with chronic persis-
tent hepatitis (CPH), 105 patients with chronic active hepatitis (CAH) and 46 patients with
liver cirrhosis (LC) were detected for HCV RNA and HBV DNA in blood samples by nested
PCR. The serum markers of HBV and HCV were also assayed by using ELISA technique.
Among 128 patients with HCC, HCV RNA was detected in 18(14. 1% ), and HBV DNA was
detected in 99(77. 3%5). HCV infection was defined as HCV RNA and/or anti-HCV positive,
HBV infection was defined as HBV DNA and/or HBsAg positive. HBV infection was found
in about 90% of CPH., CAH, LC and HCC groups. While HCV infection was found in 8. 5%
of CPH group. 9. 5% of CAH group. 17.4% of LC group and 19. 5% of HCC group, sug-
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gesting an increase of HCV infection rate along with increase in severity of the liver diseases.
The HCV infection rate in the group with advanced stage of liver disease (LC and HCC) was
19. 0%, significantly higher than that in the group with only chronic hepatitis (CPH and
CAH) (9.2%, P<C0.05), indicating a gradual transition of pathologic changes from chronic
hepatitis, liver cirrhosis to HCC after HCV infection. On the other hand, cases with overlap-
ping HCV and HBV infections were higher in HCC(14.1%) and LC(15.2%), in comparison
with CPH(6. 4%) and CAH(2. 9%), suggesting superinfection of HCV on the background
of HBV infection would enhance the development from chronic hepatitis to liver cirrhosis and
ultimately HCC.

Subject headings liver neoplasms/microbiology; hepatitis, chronic active; liver cirrho-

sis; hepatitis C virus; hepatitis B virus
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