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Abstract: Objective To analyze the genotype distribution characteristics and drug resistance situation of
hepatitis B virus (HBV) in Gansu area,so as to provide a guidance basis for antiviral medication for the pa-
tients with hepatitis B. Methods A total of 131 patients with hepatitis B admitted to this hospital from Janu-
ary 2018 to August 2019 were selected. The distribution situation of HBV genotypes and drug-resistant muta-
tion sites was analyzed by the Sanger sequencing method. Results Among 131 patients with hepatitis B, the
genotype B,C and D were detected out,including 2 cases (1.53%) of type B,126 cases (96.18%) of type C
and 3 cases (2.29%) of type D. Fifty-one cases of nucleotide drug resistance were detected with a total drug
resistance rate of 38.93% ,including 1 case of type B,49 cases of type C and 1 case of type D. M204V/1 was
the most common drug-resistant mutation site,and the M204V/I+M204V combined mutation was more com-
mon in multi-stie mutation. The mutations at three sites,four sites and even five sites often occurred on this
basis. Adefovir dipivoxil-related A181V/T,N236T,and A181V/T + N236T single-agent mutations were the
most common,which had 15 cases (29.41%). There were 36 cases (70.59%) of multi-drug mutations, which
was dominated by lamivudine (LAM) and telbivudine (LDT) combined resistance,on this basis more Ente-
cavir (ETV) combined resistance occurred. Conclusion The genotype in the patients with hepatitis B in Gan-
su area is mainly the genotype C,the drug resistance situation is severe,and its mutation combination forms
are complex and diverse. Therefore,the HBV genotype and drug resistance mutation site should be detected in
time to evaluate the clinical efficacy of the patients with hepatitis B and guide the drug rational use in clinical
antiviral therapy.
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