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Clinical Features of e Antigen Disappearance in Patients with Chronic Hepatitis B
ZHANG Yuan-yuan,XU Man
(Department of Gastroenterology,Sichuan Hospital of Integrated Traditional Chinese and Western Medicine,
Chengdu 610041,Sichuan,China)
Abstract: Objective To investigate the changes of HBV DNA and transaminase in patients with chronic hepatitis B after anti-viral treatment with
nucleoside analogue antiviral therapy. Methods A total of 109 patients with chronic hepatitis B from the outpatient department of Sichuan Provincial
Hospital of Integrated Traditional Chinese and Western Medicine from December 2014 to June 2017 were selected. The e antigen disappeared during
the antiviral treatment of nucleoside analogues. The e antigen was detected and analyzed before and after treatment. Changes in antibody system and
HBV DNA, ALT abnormalities, serum HBV DNA levels and HBeAg correlation analysis.Results There was a significant difference between the two
groups when HBV DNA was converted to primary two-positive, half a year after turning and one year before treatment (P<0.05), and there was a
significant difference between the two groups in the second half -year after turning to primary two -positive (P<0.05), there was no significant
difference between the two groups in the second a year after turning to primary two-positive (P>0.05).There was a significant difference in the
abnormal rate of ALT between before and after treatment (P<0.05). There was no significant difference in the abnormal rate of ALT at the time of
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conversion to primary two positive, half a year and one year after the treatment (P>0.05).There was a positive correlation between serum HBV DNA
level and HBeAg (r=0.879, P<0.001). Conclusion In the treatment of Dasanyang patients, the state of disappearance of e antigen is unstable, and
replication of viral DNA and abnormalities of transaminase may still occur.
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