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Genetic Subtyping of HIV-1 Strains by Heteroduplex Mobility Assay Yu Hong, Su Ling, Shao Ji-jun, et
al . Institute of Virology, CAPM, Beijing 100052

Abstract DNA fragments of HIV-1 env gene were amplified by nested PCR from uncultured peripheral
blood mononuclear cells (PBMCs) obtained from 24 HIV-1 infected individuals. The PCR products were
separated by melting and annealing with denatured PCR product prepared from reference plasimd of
representative subtypes. Heteroduplex were then formed between the single-stranded DNA from the two
sources and were analysed on polyacrylamide gels. The results from heteroduplex mobility assay( HMA) were
compared with HIV-1 subtype results determined by DNA sequencing. With advantages of high speed, low
cost and high specificity, HMA is a reliable screening method for HIV-1 subtyping.
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