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[ Abstract] Objective To study the correlation between hepatitis B e antigen( HBeAg)-negative and HBV gen-
otype, YMDD mutation induced by long-term use of lamivudine in patients with hepatitis B virus infection. Methods
1 200 patients with chronic hepatitis B were recruited in this study,of which 577 patients were HBeAg negative and
623 were HBeAg positive. Enzyme-linked immunoadsordent assay(ELISA), Tagman QPCR and linear probe hybrid-
ization were used to detect HBeAg, HBV-DNA and HBV genotypes respectively. And the relationships between them
There were 233 patients(40. 38% ) with HBV-DNA virus replication (HBV-DNA>>10°) in
all the 577 HBeAg-negetive patients. Further genotyping results showed that there were 163 (69. 96%), 57
(24.46%),11(4.72%) and 2(0.86%) cases in genotype A,B,C and D respectively. YMDD mutation test found that
there was 106 cases in 233 patients(45. 49 %) with YMDD mutation, composed by V mutation(68. 87%), I muta-
tions(22. 64%) ,and I /V symbiotic mutation(8.49%). In the 106 YMDD mutation cases there were 0(0.00%),72
(67.92%),27(25.47%) ,and 7(6. 60% ) cases for genotype A,B,C and D respectively. Conclusion

were analyzed. Results

Replication of
hepatitis B virus was somewhat exist in patients with HBeAg-negative. Continuous monitoring of HBV viruses copy
number, YMDD mutation and genotype is necessary for the treatment of these patients.
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