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Effect of Lamivudine therapy on P gene mutations in 53 patients with chronic hepatitis B
CHEN Ying-hua ,QIU Long-min ,CHEN Yu ,et al.
(Department of Infectious Diseases ,Af filiated Hospital of Zunyi Medical College ,Guizhou 563003 ,China)

Abstract ; Objective
to Lamivudine. Methods
function, HBV M, HBV DNA, HBV genetypes and YMDD variation were detected in prior treatment and the 3th,6th,12th,15th,
(1) Genetype B was 56. 6% (30/53) ,genetype C was 41. 51 % (22/53) ; (2) Detection
rate of genetype C was higher than genetype B in severe Chronic Hepatitis B and hepatic cirrhosis cases(P<C0. 05) ; (3) YMDD vari-

To investigate the association between genetypes of HBV and gene P mutation in patients with resistance

53 patients diagnosed as Chronic Hepatitis BC(CHB) were treated by 100mg Lamivudin everyday, Liver
18th,24th month of post-treatment. Results
ation was easier to find in genetype C than genetype B in patients treated by Lamivudin(P>0. 05); (4) The main mutable site of

genetype B was rtM2041(62. 5% ,5/8) ,and the mutation of genetype C was rtl.L180M/ M204V mainly(77. 8% ,7/9). Conclusion
(1) HBYV genetypes in Zunyi area are mainly composed by genetype B, C; (2) genetype C is easier to show YMDD variation after

treatment by Lamivudin.
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