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Analysis of drug-resistant mutation sites in patients

with different genotypes of chronic hepatitis B
Li Shuyue' Cheng Na' Wang Jiaxin® et al
(' Dept of Infectious Diseases The First Affiliated Hospital of Nanchang University
Nanchang  330006; *Dept of Infectious Diseases The First People
Hospital of Jingdezhen City Jingdezhen 333000)

Abstract Objective To analyze the cause of drug resistance of hepatitis B virus by studying mutation sites the of
HBV RT region under nucleoside (acid) analogues in Jiangxi Province. Methods Serum samples of 104 outpa—
tients receiving NAs antiviral therapy for more than one year were collected and fragments of possible drug—resistant
mutation sites in HBV RT region were amplified. The levels of HBV DNA and ALT with poor response and salvage
treatment for 1 month were collected to analyze the effect of salvage treatment. Nucleic acid and amino acid se—
quences were compared by BioEdit software package to analyze the main variant types in RT region of patients and
their distribution with different genotypes. DataMonkey online software was used to analyze the selection pressure
and positive selection sites of different genotypes. Results After salvage treatment HBV DNA and ALT levels de—
creased and HBV DNA levels decreased more significantly but there was no difference among different genotypes.

Of 104 patients 87 were associated with drug resistancE—~elated mutations 14 (13.46% ) were multi-site resist—
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ance mutations (3 or more sites) ; 7 of the remaining 17 patients did not detect the drug resistance mutation 10
were possible drug resistance mutation sites. M2041 + L180M site mutation rate in genotype C was higher than that
of genotype B and the difference was statistically significant. Analysis of selection pressure showed that there was

no difference in selection pressure between the two genotypes and neutral selection was the main choice. Ri207

and 11229 were positive selection sites in genotype B but not in genotype C. Conclusion  Genotypes B and C are

most common types in chronic hepatitis B patients in Jiangxi Province and the M2041 locus variation is dominant.

Positive selection sites are detected in Genotype B so the widespread use of nucleoside analogues promote the e—

mergence of new gene functions and may also be the cause of multiple new drug resistance sites.
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