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Abstract : Objective  To establish a PCR product sequencing assay for amplifying the reverse transcriptase region of hepatitis B
virus(HBV) to investigate whether the resistant mutants exist or not and it's genotypes in the patient. Methods Three primers for
nested PCR were designed for amplifying RT region of HBV. Four HBV recombinant plasmids containing B,C genotypes, lamivudi-
ne-resistant varian and entecavir resistant varian full-length HBV genomes plasmid were used respectively for determining the accu-
rate of this assay. Four sera samples which has known concentration of virus from 1>X10* —1X10* copys/mlL were used for deter-
mining the sensitivity of this assay. Four sera samples from chronic hepatitis B patients which were analyzed by this assay were used
for the application of this assay. Results The successful establishment a PCR product sequencing assay for amplifying the reverse
transcriptase region of HBV. The results of amplifying RT region sequencing were generally consistent with that of finished four
HBV recombinant plasmids containing B, C genotypes, lamivudine-resistant varian and entecavir resistant varian full-length HBV
genomes plasmid sequence. The sensitivity of the assay for samples were 1 X 10* —1 X 10% copys/mlL, respectively. Conclusion A
assay with well accurate, sensitivity and application for amplifying RT region of HBV is established.

PCR product sequencing
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