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[ Abstract] Objective To study the clinical significance of HBV DNA P gene mutation and provide
basis for clinical diagnosis and treatment. Methods  Sixty-eight patients with chronic hepatitis B in
lamivudine monotherapy were detected and the information about the HBV DNA load, the level of ALT,
immue markers before the treatment and HBV DNA load, the level of ALT after YMDD mutation were
analyzed. Results The rates of HBV YMDD mutation was 61. 8% (.among 42 patients, there were 30
patients with YIDD mutation, 8 patients with YVDD mutation and 4 patients with mixed mutation). Before
lamivudine treatment, ALT level was lower in mutation type than wild type group (P <0.05). There were
significant difference between mutation type and wild type for HBeAg level before lamivudine treatment (P <
0.05), however, the difference of mutation type and wild type for HBV DNA level before lamivudine
treatment was not significant (P >0.05). HBV DNA level in YIDD mutation patients was significantly lower
that pre-therapy( P <0.05) , which was not significant in YVDD mutation patients ( P >0.05). There were
no difference in HBV DNA level between YIDD and YVDD mutation patients after therapy (P >0.05). The
difference of ALT level in YMDD mutation patients was not statistically significant before and after treatment
(P>0.05). Conclusions YMDD mutant should be detected routinely in patients with chronic hepatitis B
in lamivudine treatment. If YMDD mutation occurred, anti-virus drug should be aptimised.
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