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Hepatitis B virus and changes of tumor suppressor gene p53 in hepatocel-

lular carcinoma

Wang Dong, Zhang Xinlin, Shi Jingquan (Department of Pathology, Third Military Medical University, Chongqing,

630038)

Abstract The occurrence of the changes of tumor suppressor gene p53 appears to vary with geographic

locations. HBV DNA and p53 mutation were observed in 38 cases of hepatocellular carcinoma (HCC) resect-

ed in the Chongqing region (a region of high prevalence of HBVand moderate exposure to dietary aflatoxin)
with in situ hybridization using digoxigenin labeled probes, PCR and PCR-SSCP analysis. In addition, 12
cases out of the 38 were studied with Southern blot hybridization to undergo RFLP analysis. It was found
that 30 cases out of the 38 were positive for HBV DNA (79%). p53 mutation was found in 9 cases of HCC of
which 8 cases were positive for HBV DNA (88. 9%, P >0. 05). Loss of heterozygosity was demonsrtated
only in 2 cases out of 12 HCC cases (16. 7%) both of which were positive for HBV DNA (20%, P >>0. 05).
These findings indicate that there is a striking correlation between HBV infection and HCC in the Chonggqing

region. HBV infection may act synergistically with aflatoxin in the generation of p53 mutation and contributes

greatly to the development of HCC.
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