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Abstract : Objective

tis B virus (HBV) from patients with chronic hepatitis B. Methods

To investigate the mutation frequencies and types of reverse transcriptase(RT) gene in P region of hepati-

RT gene of HBV from 38 patients were amplified by

polymerase chain reaction (PCR) and then sequenced. Point mutations of rt80, rt84, rt85, rt169, rt173, rt180 rt181, rt184, rt194,

rt202,rt204,rt207, rt213, rt214, rt215, rt229, rt233, rt236, rt237, rt238, rt250 were analyzed. Results

HBV RT gene mutations

were mainly located on rt204,rt238,rt180, rt229. M2041,N/H238T,L180M, M204V were the major mutation types. Conclusion

Sequence analysis of HBV RT gene is contribute to selecting effective antiviral drugs for clinical treatment.
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