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Abstract ; Objective
of HBsAg and HBsAb(double positivity). Methods

mutation of precore/core gene and S gene. Results

To analyze the characteristics of precore/core gene mutations in hepatitis B virus carriers with coexistence
Specimens collected from 18 cases with double positivity were detected for the
7 cases with precore/core gene mutations were demonstrated, who were with
more S gene mutations and higher mutation rate than those cases without precore/core mutation(P<C0. 05). 4 of the cases with pre-
core/core gene mutations were positive with nt1896 mutation in precore gene, of which 1 case was HBeAg-negative and 3 cases
HBeAg-positive. Conclusion Hepatitis B virus carriers with double positivity might be not only with more S gene mutations, but
also with more precore/core gene mutations. nt1896 mutation in hepatitis B virus carriers with double positivity could be more com-
mon in HBeAg-positive patients than HBeAg-negative patients, which might be associated with the complexity of HBV isolates.
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