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Studies of the correlation between the incidence of YMDD mutation in patients with
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Abstract : Objective
Methods

titis B (CHB) patients before taking lamivudine treatment and after taking lamivudine treatment for 12 months. Results

To investigate the correlation between the level of HBV DNA replication and HBV YMDD mutation.
Using real-time PCR nucleic acid detection technology to detect the serum HBV DNA levels of 150 cases of chronic hepa-

The YM-

DD mutation occurrence rate before treatment patients in pctlents with low serum HBV DNA load was lower,and the YMDD muta-

tion occurrence rate of the pre-treatment patients with high serum HBV DNA viral load was higher(P<C0. 05). Conclusion The

YMDD mutation of HBV could be positively related to pre-treatment HBV DNA levels,and the detection of the pre-treatment ser-

um HBV DNA quantitative levels could be used as one of the early indicators of YMDD mutations.
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