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The role of platelet in resisting bacterial infection and enhancing immunity

YI Guan-qun, XIE Shuang-feng ., MA Li-ping (Department of Hematology , Sun Yat-Sen Me-
morial Hospital , Sun Yat-Sen University , Guangzhou 510120, China)

[Abstract] Platelet has the basic function of hemostasis and maintaining vascular integrity, recent studies have
proved that it plays an important role in immune defense against bacterial infection. When bacterial infection occurs.,
platelet firstly migrate to the infection frontline to identify, bind, endocytose pathogens or release a variety of plate-
let microbicidal protein, which can directly kill bacteria, strengthen the innate immune function of neutrophil, mon-

ocyte and complement system, promote T lymphocyte and B lymphocyte to initiate adaptive immune responses

against bacteria.
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