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Abstract: Objective To learn the HBV genotype distribution of hepatitis B patients in Shenzhen region and analyze the rela-
tionship among HBV genotypes resistant, HBV DNA load, and HBeAg. Methods 156 patients with chronic hepatitis B (CHB)
were enrolled. The genotype and resistance mutations were detected using the methods of reverse linear hybridization, HBV DNA
load was detected by quantitative PCR,and HBV virus markers were detected by enzyme-linked immunosorbent assay (ELISA).
Results 90 cases were detected genotype B in 156 patients with CHB,accounting for 57. 69%. 58 cases were detected the C geno-
type,accounting for 37. 17%. 8 cases were detected B + C mixed genotype,accounting for 5. 13%. 37 cases were detected resistant
mutations,accounting for 23.7 %. 30 cases were lamivudine resistance, mainly rtL.18OM -+ rtM204V and rtM2041 mutations, ac-
counting for 80% (24/30). C genotype accounted for 63. 3% of lamivudine mutant strains (19/30),and 5 cases of drug-resistant
strains of adefovir resistance sites are rtN2367T. Two cases were multiple drug-resistant. Between HBV genotype B and C in patients
with HBV DNA load and HbeAg positive results, there was no statistically significant difference. Conclusion HBV genotypes in
Shenzhen area are mainly hepatitis B and C. C genotype is easy to produce drug resistance,and we should select the appropriate
treatment plan according to the results of genotyping and drug resistance mutations in patients with chronic hepatitis B.
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