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ABSTRACT Objective: To study the relationship between intra-hepatic HBV-DNA level and the durance of applying LAM in
patients with chronic hepatitis B (CHB), and assess the valuation of lamivudine (LAM) in anti-virus therapy. Methods: Two-hundred and
fourteen HBeAg positive patients were treated with the LAM (100 mg/d) for 36 months. At the same time, serum HBV-DNA load was
detected by real time fluorescence quantitative PCR before every stage of treatment, and the specific primers were used to identify the
HBYV virus DNA conservative sitt YMDD resistance mutations and the changes in the virus strains. Results: (1) All of the 214 patients
were responded to LAM treatment, and the serum HBV-DNA load maintains at low levels after12-18 months treatment. (2)
Drug-resistance mutation strains were found in about 18 % of samples before NAs treatment, LAM accelerated the drug resistance
evolution in HBV virus.Afterl 8 months, the anti-drug virus was identified in all of 214 samples. Conclusions: LAM treatment has a good
therapeutic effect in 9-18 months. However, inhibitory effect on virus decreased gradually after more than 24 months because of the
resistant strain accumulation,, such as serological indicators meeting the stopping criteria, and we suggest replacing the clinical
prescription to prevent the evolution of drug resistant strains.
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Fig. 1 The relationship between intrahepatic HBV-DNA level and LAM
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Table 1 The relationship between patients of different level of HBV-DNA level and the durance of applying LAM

MO-M6 M6-M12 M12-M18 M18-M24 M24-M30 M30-M36
107 203 16 6 14 149
10-10° 8 177 185 166 45
10°-10° 3 21 23 34 20

P<0.05, x=12.932
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Table 2 The relationship between anti-drugHBYV strain and the durance of applying LAM

Treatment Time

HBV-DNA>10%opies/ml

YMDD Mutations

< 6 months
16-12 months
12-24 months
24-36 months

39(18.2 %)
115(53.7 %)
145(67.7 %)
214(100 %)

P<0.05, x*=8.655
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