Activated Platelets Render Functionally Deficient Natural Killer Cells in People Living with HIV SO/
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Figure 3. Platelet depletion prior to NK expansion alters the phenotype of NK cells. (a) NK sorting
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	Slide 1: Platelets form significantly more complexes with NK cells during HIV infection. Platelets enhance, and chronic PF-4 exposure reduces NK cytotoxicity in vitro. However, during an in vivo SIV infection model, platelets reduce NK effector functions 

