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[Abstract] Objective
fovir dipivoxil with HBV genotypes in chronic hepatitis BCCHB). Methods

To explore the relationship between the antiviral therapy efficacy of lamifuding and ade-
125 cases of CHB patients were selected
and treated lamivudine (lamivudine group,n=160) and adefovir dipivoxil (adefovir dipivoxil group,n=65). The virus
response rates, serological response rates and biochemical response rates of two groups were observed respectively af-
ter 3,6,12 months treatment. The drug resistance rates and mutation sites of drug resistance gene were detected after
12 months treatment. Results In lamivudine group, patients infected genotype B HBV had higher virus response rate
and serological response rate than patients infected genotype C HBV after 6 and 12 months treatment (P<C0. 05),
while the biochemical response rates had no significant difference between two genotypes (P>>0. 05). In adefovir dip-
ivoxil group,there were no significant difference of virus response rates,serological response rates and biochemical re-
sponse rates between patients infected genotype B and genotype C HBV (P>>0. 05) during treatment. After 12
months treatment, the drug resistance rate of lamivudine group was higher than adefovir dipivoxil group (P<0. 05).
The main mutation sites of drug resistance gene of lamivudine group and adefovir dipivoxil group were rt108M and
rt236T respectively. Conclusion Lamivudine has better antiviral efficacy for genotype B HBV than genotype C
HBV, while the antiviral efficacy of adefovir dipivoxil is independent with HBV genotypes. The drug resistance of
HBYV should be paid attention to during treatment,and the assessment of efficacy should also be strengthened.
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