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Hepatitis B virus genotype distribution and drug resistance mutation site analysis

WANG Wei-Jie'?, ZHANG Xiao-Ben”, LIU Bao-Di’, LU Da-Lei"

(1. Kaifeng Institute of Medical Sciences, Kaifeng 475000, China;
2. Department of Clinical Laboratory, Kaifeng Hospital of Traditional Chinese Medicine, Kaifeng 475000, China)

ABSTRACT: Objective To investigate the distribution of hepatitis B virus (HBV) genotypes and drug resistance
mutation sites in Kaifeng area. Methods A total of 200 hepatitis B surface antigen (HBsAg) positive patients were selected
from Kaifeng area from January 2018 to December 2020. The genotype of the patients was detected by gene sequencing
technology, and the test results were statistically analyzed. Nucleoside analogues (NAs) resistance gene loci in serum HBV-
DNA of 200 untreated patients were analyzed. Results Among 200 HBsAg positive patients in Kaifeng area, 179 cases
were genotype C, accounting for 97.8%, 4 cases were genotype B, accounting for 2.2%, and no B+C or other types were
detected. Among the 200 patients, 26 were detected NAs gene drug resistance mutation sites, and the detection rate of drug
resistance mutation sites in patients with gene C was higher than that in patients with gene B. Conclusion Hepatitis B
surface antigen positive patients in Kaifeng area of HBV genotype mainly C type, B type is less, no other genotype was
detected. The detection rate of NAs resistance sites in genotype C was higher than that in genotype B. A total of 9 different
combinations of NAs drug-resistant mutation sites were detected, mainly unit point mutation.
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Table 1 Distribution of HBV genotypes in patients with positive HBsAg
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Table 2 Detection of NAs resistance mutation sites in patients with different genotypes
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Table 4 Analysis of different gene mutation patterns in patients with HBV genotype B and C
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