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[ Abstract] After human immunodeficiency virus (HIV) getting into body, it mainly infect CD4" T
cells. At present, according to the difference of inducing factors and secreting factors, CD4" T cells could be
divided into T helper (Th) 1 cells, Th2 cells, Th17 cells and regulatory T (Treg) cells. In this paper, the latest
progress of the change of the subset of CD4" T cells in patients with HIV infection were summarized.
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