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HIV-1 subtype diversity and its challenges for AIDS prevention and treatment SU Qi-jian, TAN Yi. Center for
AIDS Research, Ruikang Hospital Affiliated to Guangxi University of Chinese Medicine, Nanning 530011, China

[ Abstract |

Variability is a hallmark of the human immunodeficiency virus type 1 (HIV-1) , which can be di-

vided into 9 subtypes and 78 circulating recombinant forms( CRFs). HIV-1 subtypes are not evenly distributed around

the world, and the diversity of HIV-1 subtypes may exert an influence on transmission routes, infectivity, virulence,

disease progression, drug susceptibility, drug resistance and vaccine development and brings great challenges for

AIDS prevention and treatment. The research progress of various HIV-1 subtypes is reviewed in this paper.
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