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Abstract: Objective To investigate the association between the single nucleotide polymorphisms (SNP) in-308 loci of tumor
necrosis factor-a (TNF-a) gene promoter region and chronic hepatitis B (CHB). Methods Genotypes of -308 loci of the
TNF-a promoter were examined by the polymerase chain reaction and restriction fragment length polymorphism (PCR-
RFLP) in 142 patients with chronic hepatitis B (CHB group) and 150 healthy controls (HC group). The indexes for evalua-
ting the curative effect were the ALT,AST.HBeAg, HBV-DNA and the viral load weight, HBV-LP and HBV-PreSl1,mean-
while, the correlations between related indexes and SNP in TNF-a 308 loci were explored as well. Results There was no sta-
tistical significance in frequency distribution difference of the genotypes and alleles of -308 loci between CHC and HC groups
(P>>0.05) ,the protective factors of TNF-a 308 allele A may be not associated with CHB (OR=1. 529,0R95%CI.0. 872~
2.684). There was no association between TNF-a gene promoter -308G/A polymorphism and the positive rates of AST,
ALT,HBV-LP and HBV-PreS1 (P>0.05), however, TNF-a-308G/A polymorphism associates with the positive rates of
HBeAg and HBV-DNA, and A-allele of 308 loci may increase the risk of HBeAg and HBV-DNA positive expression
(HBeAg:OR=3. 256.0R95% CI=1.105~9. 594; HBV-DNA:OR=2. 847, OR95% CI=1. 059 ~7. 655). Furthermore, A-
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allele compared with G-allele,statistically significant differences were observed in the certain HBV-DNA viral load range of

104~107 copies/ml (P<C0. 05). Conclusion

TNF-a gene promoter-308G/A polymorphism would not be associated with

CHB, but the TNF-a-308 gene G mutation of A-allele, which was associated with HBV-DNA viral load, may be the suscepti-

ble factors of HBV infection.

Keywords : tumor necrosis factor-a;-308 gene polymorphism;hepatitis B virus;susceptibility
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7 ARCHITECT i2000SR 4= A 3h 4> #r4X b #E47,
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AST(U/L) 65.8249.56  29.06%7.43 54449 0.000
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TNF-o ] ——m ] et e , _ nbVv-Presl
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