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[Abstract] Objective To study the HIV-1 diversity and how did it promot the rapid spread of
AIDS, in Guizhou province. Methods A total of 190 HIV-1 positive subjects were collected in
different years and regions from Guizhou province. The env and gag genes were amplified with nested
PCR and their sequences were determined. The subtypes were identified by the MEGA 4.0 software
and the relationships between subtypes and AIDS epidemic were analyzed. Results The number of
HIV/AIDS reported cases was increased from 66 in 1998 up to 8435 in 2009, a 16.38 time increase in
7 years. Subtypes B(9), B’ (4),C(2),CRF07_BC(75),CRF08_BC(17),CRF01_AE (64) were
identified in Guizhou province among the samples collected in various periods of time. The genetic
diversities in env gene of CRF07_BC and CRF08_BC increased along with the spreading of HIV
(from 0.035 £ 0.006 to 0.092 = 0.011). Subtype B’ (4/11) appeared the main subtype prevailed in
Guizhou in 1998 as well as CRF07_BC(26/41) in 2002 and CRFO1_AE(62/119) in 2007. The HIV/
AIDS epidemic in Guizhou province showed an rapidly upward trend, with the main risk factors of
HIV transmission as 2610 cases through injecting drug users (IDUs). and 176 cases due to sexually
transmitted infections (STIs) , from year 2001 to 2006. However, STIs began to increase rapidly,
after 2006, with 1713 cases of IDUs and 1833 cases of STIs. Data indicated that the change of
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composition of different HIV-1 subtypes was correlated with the mode of transmission in Guizhou
province (x*=41.253, P=0.000). Conclusion The types of HIV strains changed over time as well
the turnover of the main risk factors. Sexual transmission, including both hetero- and homo-sexual
became the main risk factors, suggesting the development of related prevention and control programs,

on HIV/AIDS should be considered accordingly in the future.
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