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Abstract: Objective To investigate the relationship between cyclinA2 promoter single nucleotide polymorphism (SNP) and the risk of
hepatocellular carcinoma.Methods From October 2012 to September 2017, 180 patients with primary hepatocellular carcinoma
diagnosed in the First People's Hospital of Jiujiang city were selected,at the same time, 180 healthy volunteers were selected as
control group.Polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) was used to detect the rs769236 locus
of cyclinA2 gene and compare the relationship between different genotypes and the risk of primary hepatocellular carcinoma.Results
The risk of rs769236 allele A (GA+AA) carriers with primary hepatocellular carcinoma was significantly higher than that of the
rs769236GG wild genotype (corrected OR=1.825, 95% Cl=1.133-2.940). Conclusion CyclinA2 gene rs769236 (G/A) site A mutation

may increase the risk of primary hepatocellular carcinoma.
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