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Analysis of the correction between HBV genotypes and clinic features in Chongqing”
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Abstract: Objective To analyze the group differences of HBV genotypes and the correction between dif-
ferent genotypes and clinical characteristics of patients with hepatitis B virus infection in Chongqing, and to
provide theoretical basis for diagnosis,treatment and prevention of HBV infection in Chongqing area. Methods

Totally 768 HBV-infected patients (HBsAg-positive) from 8 regions of Chongqing were selected, and the
serum samples and clinical data were collected. HBV S gene sequences were achieved by PCR and direct se-
quencing. The HBV genotypes were analyzed by the NCBI online software and MEGAG6. 0,and the S gene mu-
tation sites were analyzed by the bioinformation softwares. Then further study were conducted on the relation-
ship between of genotypes and clinical feature or the S gene mutations. Results Among the HBV-infecting pa-
tients in Chongqing,there were no statistically significant difference between genotype B and C with gender,
age.,the load of HBV DNA and clinical medication (P>>0. 05). ALT abnormal rate (>>40 U/L) and HBeAg-
positive rate with genotype C were significantly higher than those of genotype B (P<C0. 05). The proportion of
genotype C in liver cirrhosis/ hepatocellular carcinoma group were significantly higher than asymptomatic car-
rier group and chronic hepatitis B group and the proportions of genotype B in asymptomatic carrier group and
chronic hepatitis B group were significantly higher than liver cirrhosis/ hepatocellular carcinoma group (P<C
0.05). There were a large number of mutations in different cell epitopes of HBV S gene in both genotype B
and C. The multi-mutation rate in genotype C were higher than genotype B,and the differences were statisti-
cally significant(P<C0. 05). Conclusion HBYV genotype B is the dominant genotype in Chongqing residents;

however, genotype C shows more virulent and higher multi-mutation rate than genotype B, which make pa-
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tients susceptive to liver cirrhosis and hepatocellular carcinoma.
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