NK cell responses during acute HIV-1 infection are associated with slow disease progression in subtype A
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BACKGROUND RESULTS :1. Expansion of adaptive NK cells early in AHI correlates with set- 4. Adaptive NK cells contribute to optimal CD8* T-cell activation and virus-

point viral load. specific responses.
Acute HIV-1 infection A. NK cells correlate negatively with HIV-1 viral load. B. Expansion of adaptive NK cells at the early stage of infection. A. Lower CD8" T-cell activation in a subset of patients B. Activated CD8* T cells are HIV-specific.
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2. Higher levels of inflammation induced by subtype A contribute to adaptive
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