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Effects of interferon alpha-1b in treating chronic hepatitis B patients who have poor response to
nucleot(s)ide analogues

JIN Rui', GUO Xin-hui', XU Zhi-qiang’, JIAO Cheng-song’, HU Guo-xin® (1.Beijing Youdn Hospital,
Capital Medical University, Beijing 100069; 2.The 302 Military Hospital of China, Beijing 100039, China;
3.Tongji Medical College, Huazhong University of Science & Technology, Wuhan 430030, China, 4.Peking
University Shenzhen Hospital, Shenzhen 518035, China)

Abstract: Objective To investigate the efficacy and safety of an extended course (48-week) of sequential
interferon alpha-1b therapy for patients with HBeAg positive chronic hepatitis B (CHB) who have poor
response to nucleot(s)ide analogue. Methods There were 159 HBeAg positive CHB patients who had
completed a 12-24 months of nucleot(s)ide analogues (NAs) monotherapy course, and who had achieved a
virological response (HBV DNA <C 500 copies/ml) but without HBeAg seroconversion were enrolled. The
patients were randomly assigned to receive IFN-a 1b plus NAs (experimental group, n = 77) or continue NAs
monotherapy (control group, n = 82). Levels of biochemical, virological and serological were measured at
baseline and at 12-week intervals throughout the treatment course. Inter-group differences were statistically
evaluated by #-test or Chi-squared test. Results At treatment week 48, the experimental group showed
significantly higher rate of HBeAg clearance (21.74% vs 7.04%, ° = 7.738, P << 0.05) and seroconversion
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(20.29% vs 7.04%, ¥ = 6.709, P < 0.05). The experimental group also showed higher rate of HBsAg
seroconversion (7.25% vs 0, y° = 5.335, P << 0.05). The rates of HBV DNA relapse were 0 and 4.22%, but the
difference did not reach statistical significance (y° = 2.979, P > 0.05). The patients who had higher baseline
HBsAg (>2000 IU/ml) showed lower HBeAg seroconversion than the patients who had lower HBsAg (< 2000
IU/ml), but the differences did not reach statistical significance (y* = 2.833 and 0.147, both P > 0.05). Sequential

plus IFN-a 1b could add the rated of HBeAg seroconversion at any time, while it may had relationship between

the course of NAs and the rate of HBeAg seroconversion. Conclusions For patients with HBeAg-positive CHB

who had unsatisfactory response to NAs monotherapy, plus IFN-o 1b has higher rate of seroconversion.
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