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The effect of antiviral therapy on liver histology in chronic hepatitis B patients
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[ Abstract |
amination of liver before and after therapy. Methods 29 CHB patients between August 2005 and October 2012 were received biopsy
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Objective To evaluate the efficacy of antiviral therapy in chronic hepatitis B (CHB) patients by histologically ex-

before and after antiviral treatment of 48 weeks,and the histological improvement was evaluated. Results Compared with pretreatment,
both inflammation grade and fibrosis stage were significantly improved in complete response group( P <0.01). Through compared with
pretreatment , only inflammation grade in part-response group were improved significantly( P <0.05) ,and fibrosis stage was no obvious
change( P >0.05) . There was no obvious change of inflammation grade and fibrosis stage in non-response group (P >0.05). Conclu-

sion CHB patients treated with interferon or nucleoside analogues (acid) achieved virological complete response and can greatly im-

prove the degree of liver inflammation and fibrosis.
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