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Clinical effects of combined lamivudine with adefovir or single dose of entecavir for chronic

hepatitis B

YANG Jing

The Second Ward Hefei Hospital of Infectious Diseases Hefei 230002 China

[ Abstract JObjective: To compare the clinical effects of combined use of lamivudine with adefovir and single dose of entecavir for treatment of chronic hep—

atitis B. Methods: Ninety-eight patients with chronic hepatitis B( without medical history of nucleoside durgs) required antiviral therapy were randomly al—

located to observational group and control group( n =49 for each) . Observational group received oral administration with lamivudine( 100 mg) and adefovir

(10 mg) once a day and the control group were given single oral entecavir( 0. 5 mg) once a day for consecutive 72 weeks. Blood samples were obtained

before medication at 12 24 48 and 72 week respectively for comparison of the laboratory results. Results: All patients were completed follow-up for 72

weeks and the difference was significant regarding the gender ages ALT HBV-DNA and positive rate of HBeAg before and after medication. The two

groups had no statistical significance pertaining to recovery rate of ALT at 12 24 48 and 72 week ( P >0. 05) . Patients in the two groups with lower level

of HBV-DNA and HBeAg serum conversion rate were not significant at 12 24 and 48 week yet the observational group were different from the control

group at 72 week( P <0. 05) . Conclusion: Combined use of lamivudine with adefovir can be more effective for patients with chronic hepatitis B in inhibi—

ting viral replication and improving HBeAg serum conversion rate than single dose of entecavir.

[Key words] chronic hepatitis B; lamivudine; adefovir; combined medication; entecavir
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