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We have previously described that 1) integration of hepatitis B virus (HBV) DNA
into host chromosomes of hepatocytes occurs at a high frequency during the course
of the viral carrier state, 2) hepatocytes containing the integrated viral DNA
undergo multiclonal growth, and 3) all hepatocellular carcinomas (HCCs) develop
clonally and some HCCs are of multiclonal origins even in a same liver. These
findings indicate that HBV related HCC may be established through several steps of
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genetic alterations after the initial integration event of the viral DNA. To in-
vestigate the critical mode of HBV DNA integration for the transforming process of
hepatocyte, we analyzed a HCC case for the structure of the integrants in both
hepatocytes and hepatoma cell using molecular cloning technique. Characteristic fea-
tures of the integrant found in the hepatoma cell were 1) the cohesive end  region
of HBV DNA along with flanking cellular DNA showed inverted repeat structure, and
2) the integration sites in host DNA was within human highly
alpha satellite DNA.

repetitive sequence,

Results described were discussed from a viewpoint of a possible role of HBV in
hepatocarcinogenesis.

Key words: hepatitis B virus (HBV) carrier, hepatocellular carcinoma, HBV DNA
integration.
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