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[Abstract] Objective To investigate HIV-1 subtypes circulating in Qinzhou South District and understand the features of ge-
netic variation of the virus. Methods Blood samples were collected from 100 HIV-1 antiretroviral treatment( ART)-patients from
Qinzhou South District of Qingzhou city. Viral RNA and proviral DNA was extracted and amplified. The gag and pol gene frag-
ments of HIV-1 were amplified by polymerase chain reaction (PCR) and were sequenced, then phylogenetic tree was constructed
and genetic distance was calculated for each genetic region. Results Gag or pol gene sequences were successfully amplified from
blood samples. 4 samples had different subtyping results in the two genetic region. There were 76. 34% of CRFO1_AE(71/93),
9.68% of CRFO7_BC(9/93),12.90% of CRF08 BC(12/93) and 1. 07 % of subtype G(1/93). The genetic distance of the gag gene
for CRF08_BC was 0. 05940. 005, higher than CRF07_BC (0. 0534-0. 005, P<C0. 01) and CRF01_AE (0. 049+0. 004, P<C0.01).
But in the pol gene, the distance for CRFO1_AE was 0. 04440, 003, higher than CRF07_BC (0. 035+0. 004, P<C0. 01) and CRF08
_BC (0.03340.003,P<0. 01). Conclusion

AE is the most predominant strain. The levels of genetic variation are different in the two genetic regions.

There are at least three subtypes circulating in Qinzhou South District, and CRF01
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