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Abstract Objective To assess the therapeutic effectiveness of monotherapy of adefovir dipivoxil (ADV) and lamivudine (LAM) ,
or ADV administered in combination with LAM, in order to find the effective and secure therapy for decompensated cirrhosis patients fol-
lowing chronic hepatitis B. Methods Totally 64 decompensated cirrhosis patients following chronic hepatitis B were divided into 2 groups
by using a prospective randomized grouping method. In group A, patients received the therapy of adefovir dipivoxil (10mg/d) combined
with lamivudine (100mg/d) ; and in group B, a monotherapy of adefovir dipivoxil (10mg/d) was used. The period of treatment was 48
weeks. Levels of serum ALT, HBeAg and HBV — DNA were detected in week 12,24 ,36 and 48 respectively. The liver function was eval-
uated with Child scores on these time points. Data were analyzed by a blinded independent investigator. Results After 48 weeks treat-
ment, HBV DNA negative conversion rate of the two groups were 87. 1% and 78. 8% . The virtual rate were 96.8% and 87.9% ; HBeAg
negative conversion rate were 83.9% ,and 57.6% . HBeAg/anti — HBe seroconversion rates of the two groups were 41.9% and 24.2% .
Normalization of serum ALT levels were observed in 96. 8% patients of group A and 97.0% of group B. Conclusion The combination
therapy of adefovir dipivoxil (ADV) and lamivudine (LAM) could reduce the occurrence of drug resistance, and increase the anti — viral
effect. It is a secure management for chronic hepatitis B virus infection.
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