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Abstract Fifty two cases of hepatocellular carcinoma (HCC) from high aflatoxin B1 (AFB1) con-
taminated area in Guangxi were studied by polymerase chain reaction and restrictive fragment
length polymorphism (PCR-RFLP) analysis to examine the exon 7 of P53 gene in HCC. Mutation
points were mostly clustered at codon 249 to form a mutational hot-spot. The frequency was 36/52
(69.2%). It seems that there has no relation to hepatitis B virus infection. The result indicates that
AFBI1 is the most important agent for the specific mutation at hot-spot in the P53 gene of human

hepatocellular carcinoma.
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