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Abstract: Objective  To study the distribution of drug resistance mutations and genotypes in the patients with chronic hepatitis

B(CHB)in Taicang area. Methods

using nucleoside(acid) anti-viral drugs. The correlation between the drug resistance mutations with genotypes in CHB patients was

350 cases of CHB were selected and detect the drug resistance mutations and genotypes before
analyzed. Results Among 350 cases of CHB, the distribution of genotypes was genotype B in 172 cases,accounting for 49. 14%,
genotype C in 164 cases,accounting for 46. 85% ,genotype D in 9 cases,accounting for 2. 57 % ,mixed genotype of B and C in 5 ca-
ses,accounting for 1. 42 % ,no other genotypes were found. In this study, the drug resistance mutations were detected in 58 cases,in-
cluding 22 cases of genotype B,35 cases of genotype C and 1 case of genotype D,no drug resistance mutations were found in mixed
genotype B and C. The drug resistance mutations sites:lamivudine resistance-associated mutations in 36 cases(10.28%) ,and adefo-
vir resistance-associated mutations in 16 cases(4. 57 %) and entecavir associated resistance mutations in 6 cases(1. 71%). Conclusion
The genotype of CHB patients in Taicang area was dominated by genotype B and C, which accounting for more than 90% and the
proportion of these two kinds of genotype is similar. The proportion of drug resistance mutation occurrence in the patients with gen-
otype C is higher than that with genotype B. The lamivudine resistance-associated mutation has the highest proportion of drug re-
sistance occurrence. It is suggested that the CHB patients with undefined medication history and recurrence treatment should be per-
formed the drug resistance detection for selecting the targeted therapeutic schemes before accepting nucleoside(acid)drug therapy.
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