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Abstract: Objective
wild strains. Methods

To establish the qualitative detection method of hepatitis B virus(HBV) genome 1896 site variants and

3 strips of specific primers(consisting of 2 pairs of primers) were designed. HBV DNA templates extracted

from the serum samples were amplified by PCR using 2 pairs of primers against variant strains and wild strains,and then we ob-

served PCR products by agar gel electrophoresis. Results

The experiments detected 40 samples, wild strains were detected in 11

samples, variant strains were detected in 8 samples. Variant and wild strains of mixed infection were detected in the remaining 21

samples. Conclusion This is a feasible method to detect HBV genome 1896 site variant and wild strains of qualitative methods.
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