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Abstract: Objective To investigate the effect of hepatitis B virus(HBV) drug resistant variants on surface antigen mutations
for further biological function research in the chronic hepatitis B patients who received nucleos(t)ide analogues therapy. Methods
653 plasma samples were selected from chronic hepatitis B patients who received nucleos(t)ide analogues therapy, HBV genomic
DNA was extracted to carry out PCR-sequencing of reverse transcriptase domain/surface antigen gene overlapping region containing
the drug resistance mutation sites, We analyzed the corresponding surface antigen mutations based on the reference sequences from
the NCBI database. Results The mutations of rtV173L,rtA181T,rtA181V,rtT184G,rtS2021,rtM204V and rtM2041 can result in
mutations of sE164D, s172W % , sL173F, sL176V, sV194F, sI195M, sW196L. and sW196L/S respectively. The mutations of
rtLL180M and rtS202G can not cause the surface antigen mutations. Conclusion HBYV drug resistant variants can lead to surface an-
tigen mutations in multiple sites.
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