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[ Abstract] Objective To analyze the efficacy and safety of entecavir (ETV) treatment for up to 5
years in ETV-naive and nucleos ( t) ide analogues ( NAs) experienced patients with chronic hepatitis B.
Methods Total of 226 patients who received ETV 0.5 mg/d monotherapy for at least 3 months were
analyzed, retrospectively, 165 cases of whom were ETV-naive and 61 cases were NAs-experienced. Fifty-five
lamivudine ( LAM ) experienced patients were divided into consecutive treatment group, inconsecutive
treatment group, and complex experienced treatment group. The rates of HBV DNA undetectable, ALT
normalization, HBeAg seroconversion, resistance and safety were evaluated, respectively. Results The
median follow-up duration was 24.5 months (3-68 months). For ETV-naive chronic hepatitis B patients, the
cumulate rates of HBV DNA undetectable reached 61.2% , 78.9% , 86.2% , 90.3% , 97.4% , 93.3%
and 100% at 3 months, 6 months, 1 year, 2 years, 3 years, 4 years and 5 years, respectively. While the
ALT normalization rates reached 68. 5% , 78. 3% , 79. 7% , 85. 9% , 85. 4% , 94. 4% and 83% ,
respectively. The rate of HBeAg seroconversion reached 25% at 3 years. Wherase the cumulative rates of

HBV DNA undetectable reached 80.7% for NAs-experienced patients with chronic hepatitis B and declined
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gradually with therapy going on. In LAM-experienced patients, the rate of HBV DNA undetectable in

inconsecutive treatment group was significantly higher than those in the other two groups. At baseline, no

ETV-resistance was detected in 25 ETV-naive patients. Among 14 NAs-experienced patients, there were 9

cases with LAM-resistance, 1 case with ADV-resistance, 2 cases with ETV-resistance and 7 cases with LdT-

resistance. No serious adverse event was reported. Conclusions

Long-term ETV treatment of ETV-naive

was effective and safe. Adjustment of ETV monotherapy in NAs-naive patients with a partial virological

response at 1 year may be unnecessary. For patients with prior history of lamivudine-resistance, it’ s not

recommended to switch directly to ETV monotherapy.
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