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The gene mutation analysis of nucleoside analogues resistance in treatment of chronic hepatitis B
HE Lyufu',LEI Qiao* ,MEI Hongjian'
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Jiangyou,Jiangyou,Sichuan 621700 ,China)

Abstract:Objective To evaluate nucleoside analogues (NAs) resistant gene mutation in hepatitis B virus
(HBV) and its further clinical significance in treatment of chronic hepatitis B (CHB). Methods A total of 67
cases with mutated drug-resistant site at the reverse transcriptase (RT) region in HBV were retrospectively
reviewed,and study the relation between the mutation of RT in HBV with the drug-resistance of NAs.
Results The main mutated drug-resistant sites after using Adefovir Dipivoxil (ADV) only were N236T (13
cases) ,A181V (14 cases),A181T (7 cases) and A181S(1 cases). Those mutated sites after using LLamivudine
(LAM) only were M204V/I (11 cases),.L180M (7 cases), A181T (1 cases),.229M/V (3 cases),Q215H (1
cases) , V173L (1 cases),L.80I (2 cases),S213T (2 cases), V207M (2 cases). The main sites after sequential
therapy were diverse,the LAM-like sites were M204V+1L180M (14 cases) ,M204V/I+1L180M (1 cases) and
M2041 (5 cases). The ADV-like sites were A181T/V (9 cases) and N236T(6 cases). The Entecavir(ETV)-like
sites were S202G (7 cases), T184A/1 (3 cases). The minor sites after sequential therapy were V214A (1 ca-
ses), L80V/I (2 cases), A213T (3 cases),S85A (1 cases) and L229F/M/W (3 cases). There was no signifi-
cant difference in distribution of major drug-resistant mutation on genotype B and genotype C. (P>>0. 05).
Conclusion Sequential therapy of highly resistant and low gene barrier drugs is likely to lead to multidrug.
Sequential ETV therapy to LAM-resistant patients with CHB easily leads to ETV resistance. Genotype had no
effect on the distribution of major drug-resistant mutation.
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