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B, et al. M utations in the p53 tumor su-

Studies of p53 Gene Mutation in the Xenografts of
Human Hepatocellular Carcinoma in Nude Mice

Yang Shanmin, Zhou Hong, Chen Ruichuan, €t al
(Cancer Research Center, Xiamen University, Xiamen, 361005)

Objective To investigate whether p53 gene mutation presented in the xenografts
(HHCs, HHCi15) of nude mice set up in Tong’ an Area Xiamen with high mortality of HHC.
Methods Total DNA extracted from two xenografts were analysed by molecular biological
methods, such as PCR amplification of a fragement of p53 extron 7,dot blot filter hybridiza—
tion with digoxigenin-dabeled DNA probe, restriction fragments length polymorphisms and
DNA sequencing. Results The mutation at 250 coden(C —A) in pS3 was determined in
DNA of HHC4 xenograft and at 249 coden(G - T) in DNA of HHCis. Conclusions Tt is
reasonable that p33 gene mutation is responsible for the carcinogenesis of HHC and may be a
result of the high pollution of AFBi.

Key words human hepatocellul ar carcinoma nude mice xenograft p33 muta—
tion

( :1997- 07- 07 :1997- 12— 22)



