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Polymerase Region Mutations and Hepatitis B Virus Genotypes in Chronic Hepatitis B Patients with Adefovir Resistant Strains. Wu Fei, Lii
Tiefeng, Guo Xiaofeng, ,Wu Jing. Institute of Liver Diseases,Hangzhou Sixth People's Hospital , Zhejiang 310000 , China

Abstract Objective To investigate genotypes characteristics, HBV polymerase gene mutation sites and types in Adefovir resistant
strains infected patients,and analyze the relationship between HBV genotypes and polymerase gene mutations. Methods Serum samples
were collected from 73 hepatitis B patients resistant to Adefovir. HBV P gene RT region was amplified by PCR. The PCR products were di-
rectly detected for the genotypes, polymerase region mutations sites and viral loads. Results The mutation forms were rtA181V/T
(39.8% ), rtN236T(31.5% ), rtA181V/T + rtN236T (20.5% ), others(8.2% ) in 73 patients harboring YMDD mutations. The most
frequent genotypes were B(35.6% )and C(64.4% ). The rtA181V site mutation in type B and C were 10.3% and 89.7% ;1tN236T site
mutation in type B and C were 78.3% and 21.7% ,rtA181V + rtN236T site mutation in type B and C were 26.7% and 73.3% . The virus
load of genotype B and genotype C were (6.38 +1.24)lg and (6.27 £1.10)lg copies/ml. Conclusion The main genotypes in Adefovir
resistant strains infected patients were B and C. Genotypes had no direct correlation with the viral load. Adefovir — resistance mutations and
genotypes have relevance. The mutation frequency of rtA181V/T in genotype C was higher than in genotype B, and rtIN236T in genotype B

was higher than in genotype C. Genotype C other than B was more likely to have double mutations because of genotypes C being easy to

cause severe liver diseases.
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