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INTEGRATION OF HEPATITIS B VIRUS DNA IN
HEPATOCELLULAR CARCINOMA

Lu Ling Peng Wenweli He Shuchu Xije Yanbo

( Department of Infectious Diseases, Third Affiliated Hospital )

To investigate the hepatitis B virus (HBV) DNA status in the liver when hepatoce-
Hular carcinoma (HCC) has developed, 30 paired tumorous and nontumorous liver tissue
from 24 hepatitis B surface antigen (HBsAg)-seropositive and ¢ HBsAg-negative patients
with HCC were studied by Southern blot analysis which involved the using of *:P labe-
iled HBVDNA--S subgenomic fragment as the probe and fast electrophoretic transfer of
DNA onto Zetaprobe menbrane in place of capillary blot onto nitrocellulose menbrane.
Twenty one (21/30="70%) integrants had been discovered, including 20 (20/74 =83.3%)
HBsAg positive and { (1/6=16.7%) HBsAg negative, among them 18 (g0%) had inte-
grated HBVDNA in tumorous, 16 (53%) in nontumorous and 13 (43%) in both tissue.
The hybridization patterns of integrated HBVDNA were all different not only in different
integrants but also in different parts of liver tissue of any integrant suggesting the rand-
omness of viral integration and the rearrangement of integrated and/or flanking sequences.
Since the subgenomic probe had the fragment of 1,4~2,8 kb in HBV genome, the result
specifically represented the status of S-gene and its downstream enhancer. Possibly, the
carcinogenesis of HCC lies on the integration of HBV enhancers and ensuing activation
of cellular oncogenes as well as the rearrangement of abnormal sequences and actively
persistent hepatocellular necrosis.
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