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Abstract: Objective Optimizing the anti-hepatitis B of virus Adefovir dipivoxil treatment strategies to improve the therapeutic
effect. Methods Patients (42) with HBeAg-negative chronic hepatitis B were divided into two groups according to HBV DNA: one
with high viral genes group (n=22) which took Lamivudine and Adefovir dipivoxil, the other with low viral genes group (#=20) which
took Adefovir dipivoxil monotherapy. HBV DNA, liver function test, and HBV serum marker (HBV-M) were detected periodically.
Results Serum HBV DNA of taking Lamivudine and Adefovir dipivoxil group declined fast. HBV DNA suppression rate was 72.7%
with treatment of 12 weeks, efficacy significantly higher than that in the monotherapy group ( ¥’=23.49, P<<0.001). There were no
significant difference between the two groups of HBV DNA suppression rate (95.45% vs 95%) and HBV DNA undetectable rate
(77.27% vs 80.90%) after 48 weeks treatment (P>0.05). There were no differences in ALT normalization rate between two groups
after the treatment of 12 and 48 weeks (P>0.05), they were 40%, 36.36%, 90%, and 86.36%. Two groups of patients did not occur
serious drug-related events. Conclusion By initial treatment in lower HBV DNA genes, HbeAg-negative chronic hepatitis B patients
with Adefovir dipivoxil monotherapy would get a good effect, but the combination of the Lamivudine and Adefovir dipivoxil was good
for patients with HBV DNA =6 log copies/mL to get a higher rate of viral and biochemical response.
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