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Association between transforming growth factor-f1 gene polymorphism and risk of
chronic hepaitis B virus infection progressing to hepatocellular carcinoma
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Abstract: Objective  To investigate the relationship between the polymorphism of transforming growth factor-1 ( TGF-81)
gene and risk of chronic hepatitis B virus(HBV) infection progressing to hepatocellular carcinoma( HCC). Methods 120 patients
with chronic HBV infection(case group) and 100 age-and sex-matched healthy individuals (healthy control group) were randomly
enrolled to this study. The polymerase chain reaction-restriction fragment length polymorphism technique was adopted to detect the
single nucleotide polymorphism of TGF-81 gene(T29C) , and made the comparative analysis combined with TGF-1 mRNA level.
Results The risk of HCC occurrence in the patients carrying genotype CC was decreased than that in the patients carrying geno-
type TT (OR=0.317,95%CI=0.110—0.913,P=0. 033;0R=284,95%CI=0. 093—0. 866, P=0. 027) , the risk of HCC in pa-
tients carrying allele C was significantly decreased compared with that in the patients carrying allele T(OR=0. 570,95% CI=
0.341—0.953,P=0.032;0R=0. 548,95%CI=0.320—0. 936, P=0. 028). In the HCC group. the patients carrying genotype CC
had the lower lever of TGF-81 mRNA. Conclusion TGF-31 gene polymorphism(T29C) may be related to the risk of chronic HBV
infection progressing to HCC.
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