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Effect and influence factors of interferon a—2b combined with adefovir dipivoxil on chronic hepatitis B with posi-
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[Abstract] Objective To analyze the clinical effect and related factors of domestic interferon a-2b  (IFNa-2b) and
adefovir dipivoxil(ADV) in treatment for patients with chronic hepatitis B whose HBeAg is positive. Methods Ninety—two
patients with chronic hepatitis B divided into observation group (n=46) and control group (n=46) according to different
treatment methods. The observation group was taken orally ADV 10 mg,once a day, while the control group was treated
with [FNa-2b five million units via subcutaneous or intramuscular injection,every other day. The course of treatment was
48 weeks. The alanine aminotransferase (ALT) and total bilirubin (TBIL) normalization rates, hepatitis B virus—DNA
(HBV-DNA) and hepatitis B e antigen(HBeAg) negative rates, HBeAg conversion rate of serology indexes and incidence
rate of adverse reactions were compared after treatment for 48 weeks in the two groups, the related factors were analyzed at
meanwhile. Results After treatment for 48 weeks, the ALT and TBIL normalization rates and HBV-DNA negative rate of
the observation group were significantly higher than those in the control group (x*=17.94,10.74,17.18,P<0.05). The
HBeAg negative conversion rate and HBeAg conversion rate of serology indexes between two groups were not statistically
different (x*=0.48, 0.02, P>0.05). Multivariate logistic regression analysis showed that ADV and higher baseline levels of
aspartate amino transferase (AST) were independent forecasting factor of HBV-DNA negative rates(OR=412.52, 1.01,
P<0.05) and ADV was independent forecasting factor of disappearance of HBeAg (OR=4.66, P<<0.05). No case of ad-
verse reactions was found in observation group. Conclusions The clinical effect and safety of ADV in treatment of patients
DOI ; 10.13558/j.cnki.issn1672-3686.2016.04.010 with chronic hepatitis B is superior to those of domestic
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rates. ADV is independent forecasting factor of disappearance of HBeAg.
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