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Mutation patterns in polymerase gene for chronic hepatitis B patients with nucleotide analogue therapy
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Abstract: Objective To investigate the mutation patterns in the polymerase gene for chronic hepatitis B patients with nucleo-
tide analogue therapy in Chongqing area. Methods Serum samples from 350 chronic hepatitis B patients with virologic break-
through during nucleotide analogue therapy were studied. Using the PCR-sequencing method, the resistant mutation patterns in the
polymerase gene of hepatitis B virusC(HBV) were analyzed. Results Resistant mutations were detected in 124 patients. The propor-
tion of HBV genotype C in the patients with resistant mutation was significantly higher than that in the patients without resistant
mutation( P<0. (J()l,X2 =25.385). 23 types of resistant mutations were detected,in which the ratio of rtM2041 mutation was the
highest(n=41,33.1%) ,and rt.L180M/rtM204V combined mutation came to be the next(n=25,20.1%). For all the patients with
genotype resistance,60. 5% patients showed lamivudine-resistant mutations, while 21. 8% and 16. 1% showed adefovir and telbivu-
dine-resistance respectively. Conclusion There are many types of mutation patterns in the polymerase gene for chronic hepatitis B

patients receiving nucleotide analogue therapy. The patients with HBV genotype C may be more susceptible to develop resistant mu-

tations.
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