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[ Abstract] Objective To evaluate the clinical effect and safety of tenofovir( TDF) and entecavir( ETV) on
the treatment of hepatitis B E antigen-positive chronic hepatitis B(CHB) with high viral load. Methods Eighty pa-
tients with hepatitis B E antigen-positive CHB and high viral load were collected in our hospital and were randomly di-
vided into two groups. TDF group was treated with tenofovir, 300 mg po qd; the ETV group was treated with ente-
cavir, 0.5 mg po qd. HBV-DNA negative conversion rate, HBeAg negative conversion rate and ALT levels were ob-
served 4,12, 24 and 48 weeks after the treatment. Results The HBV-DNA negative conversion rates in the TDF
group(62.5% , 77.5% , 95.0% , 100% ) were significantly higher than those in the ETV group(25.0% , 55.0% ,
72.5% , 95.0% ) 4 , 12, 24 and 48 weeks after the treatment( P <0.05). There were no significant differences in
HBeAg negative conversion rates between the two groups 4 and 12 weeks after the treatment (P >0.05), however,
HBeAg negative conversion rates of the TDF group were significantly higher than those of the ETV group 24 and 48
weeks after the treatment( P <0.05). There was no significant difference in the ALT normalization rate between the
two groups(P >0.05). Conclusion TDF is more effective than ETV in the treatment of high viral load HBeAg posi-
tive CHB
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