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Identification of hepatitis B Virus-DNA in human hepatocellular carcino-

ma with in situ hybridization using a degoxigenin-labelled probe
Wang Dong, Zhang Xinli, Shi Jingquan (Department of Pathology, Third Military Medical University, Chongqing,

630038)

Abstract In order to study the relationship of hepatitis B virus (HBV) with hepatocellular carcinoma

(HCC), HBV and HBsAg were detected in the sections of paraffin-embedded tissue specimens of 80 cases of

HCC with in situ hybridization and immunohistochemical assay. It was found that the positive rate of HBV

DNA was 79% (63/80) in the peri-carcinoma liver tissue and 60% (49/80) in the cancerous tissue. The

number of HEV DNA positive cells was significantly larger in the peri-carcinoma tissue than in the cancerous

tissue. HBV DNA might be of the replicative form in the peri-carcinoma tissue but of the integrated form in

t he cancerous tissue. These findings suggest that the pathogenesis of HCC is closely related to HBV infection

and HBV integration might play an important role in hepatocarcinogenesis.

Key words liver neoplasm; hybridization; DNA virus; hepatitis B antigen



