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A case-control study on the relationship between polymorphisms of STAT3 and
XRCC4 gene and the risk of hepatocellular carcinoma”
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Abstract: Objective To investigate the association of genetic polymorphisms of STAT3 and XRCC4 with susceptibility to hep-
atocellular carcinoma (HCC) in Chinese population. Methods In this case-control study,a total of 200 HCC patients infected with
hepatitis B virus (HBV) and 207 age-and gender-matched non-HCC controls infected with HBV were recruited. Genetic polymor-
phisms of STAT3 rs2293152 and XRCC4 rs1805377 were genotyped using polymerase chain reaction combined with restriction
fragment length polymorphism method (PCR-RFLP). Logistic regression model was used to analyze the relationship between dif-
ferent genotypes and their susceptibility to HCC. Results (1) The frequencies of CC,CG and GG genotype on STAT3 rs2293152
were 17% (34/200),49.5% (99/200) and 33.5% (67/200) respectively in the HCC group,and 18. 4% (38/207),56.5% (117/
207) and 25.1% (52/207) respectively in non-HCC group.and there was no statistical significance (P>>0. 05). Compared with CC
genotype,rs2293152 GG genotype carriers showed no significant different in the susceptibility to HCC (OR=1. 440,95 % CI=0.
800—2.592,P=0.224). (2) The frequencies of AA,GA and GG genotypes on XRCC4 rs1805377 were 61% (122/200),30% (60/
200) and 9% (18/200) respectively in the HCC group,while 59. 9% (124/207),31.9% (66/207) and 8. 2% (17/207) respectively
in non-HCC group,and there was no statistical significance (P>>0. 05). Compared with AA genotype,rs1805377 GG genotype carriers
showed no significant different in the susceptibility to HCC (OR=1.076,95%CI=0. 530—2. 185, P=0. 839). Conclusion The polymor-
phisms of STAT 3 rs2293152 and XRCC4 rs1805377 were not closely associated with susceptibility to HCC in Chinese population.
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