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[ Abstract)
and genetic susceptibility of hepatocellular carcinoma( HCC) in Guangxi. Methods

Objective  Objective To investigate the relationship between genetic polymorphism of CYP3AS
One hundred and seventy-eight
cases were collected from 18 HCC area of the high HCC incidence in Guangxi as high-risk group,and another 178
cases from 18 families with non-tumor history as control group. The relevant data of two groups were obtained through
the epidemiological questionnaires. Concurrently, 10 ml fasting peripheral blood was collected. The genotype of
CYP3AS was analyzed by polymerase chain reaction-restriction fragment length polymorphism ( PCR-RFLP) . Results
The genotype ratio of GG was lower but of GA + AA was higher in the high-risk group in contrast with those in the
control group( P <0.05). There was statistical difference in the A allele ratio between high-risk group and control
group(P <0.05). Conclusion The gene polymorphism of CYP3AS is closely associated with genetic susceptibility of HCC
in Guangxi.
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