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[ Abstract] Objective To evaluate the efficacy of telbivudine on patients with chronic hepatitis B
(CHB) and to explore the influencing factors. Methods Total of 75 HBeAg-positive CHB patients with
HBeAg-positive were treated with telbivudine 600 mg per time, once a day for 96 weeks. After telbivudine
treatment for 24 weeks, patients with undetectable HBV DNA were distributed as group A (n = 36), while
patients with detectable HBV DNA were distributed as group B (n = 39). According to the baseline ALT
levels, patients were divided into two groups (2-5 x ULN group, n = 36; > 5 x ULN group, n = 39).
According to the baseline HBV DNA level, all patients were divided into a low DNA load group (10° copies/
ml < HBV DNA < 10’ copies/ml, n = 32) and a high DNA load group (HBV DNA = 10" copies/ml, n = 43)
. For 24, 48 and 96 weeks of patients with the recovery rate of ALT, HBV and DNA below the lower limit
of detection rate and HBeAg seroconversion rates were calculated and compared in the above two groups.
Results The rates of ALT normalization, HBV DNA undetectable and HBeAg/anti-HBeAg seroconversion
were 97.2% vs 66.7%, 100% vs 33.3%, 52.8% vs 12.1% (P < 0.05), in group A and group B after telbivudine
treatment for 48 weeks, respectively, and which were 94.4% vs 66.7%, 97.2% vs 48.7%, 55.6% vs 12.1% (P <
0.05). In group A and group B after the treatment for 96 weeks, respectively. In the group of 2 - 5 x ULN and
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> 5 x ULN which were 77.8% vs 82.1%, 58.3% vs 84.6% and 19.4% vs 43.4% after telbivudine treatment
for 96 weeks, respectively. The rates of ALT normalization, HBV DNA undetectable and HBeAg/anti-HBeAg
seroconversion were 75% vs 81.4%, 87.5% vs 60.5%, 53.1% vs 16.3% in low and high DNA load group

at baseline after telbivudine treatment for 96 weeks, respectively. Conclusions

Telbivudine could rapidly

inhibit HBV replication and improve the ALT normalization and HBeAg/anti-HBeAg seroconversion. HBV

DNA decline after telbivudine treatment for 24 weeks was a good predict value for the efficacy of telbivudine

treatment for 48 weeks and 96 weeks.
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