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Comparison of the efficacy of PegdFNa—2b combined with
adefovir and PegdFNa=2b mono-therapy in patients with

precore and basal core promoter mutants
Wang Bo' Liu Yanyan' Li Jiabin'*
(' Dept of Infectious Diseases The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Infectious Disease The Affiliated Chaohu Hospital of Anhui Medical University Chaohu —238000)

Abstract Objective  'To investigate the efficacy of PegdFNa2b combined with adefovir and PegdFNa2b mono—
therapy in patients with precore ( PC) and basal core promoter mutants ( BCP) . Methods  Eighty-nine treatment—
naive patients with HBeAg-positive CHB were treated with PegdFNa2b mono-therapy or combined with adefovir for
48 weeks and followed up for 24 weeks. Serum HBsAg HBeAg HBV DNA and ALT levels were measured at
baseline ( week 0)  during the treatment period ( weeks 4 8 12 24 and 48) and during follow-up period( weeks
60 and 72) . Results  Of the 89 patients 16 ( 18%) patients showed wild-type virus 73 ( 82%) patients
showed the PC/BCP mutants. No significant difference was observed in age sex serum ALT level HBV DNA
HBeAg HBsAg genotype and mutation between mono-therapy group and combination therapy group in patients
with wild-type virus or mutants. At the end of treatment ( week 48) there was no significant difference in HBeAg
seroconversion rate or combined response ( HBeAg seroconversion + HBV DNA <2 000 TU/ml and ALT normaliza—
tion) between the combined therapy group and mono-therapy group in patients with mutants. At the end of follow-up
(week 72) the HBeAg seroconversion rate was no significant difference between the combined therapy group and
mono-therapy group in patients with mutants ( P =0. 519) . But the combined response rate was significant difference
between the two group (35% vs 12% P =0.028) in patients with mutants. Conclusion =~ HBeAg-positive CHB with
PC and/or BCP mutants have a high probability of combined response for PegdFNa2b plus adefovir therapy.
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