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Abstract: Objective To investigate the distribution characteristics of hepatitis B virusgene types and the situation of drug re-
sistance gene in Chuxiong area and to benefit the rational clinical antiviral therapy and the prognostic evaluation. Methods The
DNA content, hepatitis B virus gene types and drug resistance associated sites in serum of hepatitis B patients were detected by the
technology of fluorescence quantitative PCR and the gene chip of reverse dot blot. Results Among 103 serum samples,detection of
DNA content in 85 samples was positive while DNA content of 18 samples was negative. 85 positive samples were typed for hepati-
tis B virus DNA, of which 63 samples were classified as type C(74. 1% ) ,21 samples were classified as type B(24. 7%) and 1 sample
was classified as mixed type B and C (1.2%). 57 samples had the wild-type gene loci(67%) and 28 samples had the mutant gene
locus(33%). Among these samples,17 cases of mutation were placed in rt180M,12 cases were placed in rt204V,6 cases were placed
in rt2041,3 cases were placed in rt2071,3 cases were placed in rt181V and 3 cases were placed in rt236T. Among 28 samples of drug
resistance gene mutation,5,22,24 and 11 samples were sensitive to lamivudine, telbivudine, adefovir and Entecavi, respectively. Con-
clusion The main hepatitis B virus genotype is type C in Chuxiong area. The most important mutant site is rt180M and the second
is rt204V. The most sensitive drugs are telbivudine and adefovir in clinical antiviral therapy and the second sensitive drug is Ente-
cavi While the most commonly resistant drug is lamivudine.
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