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Research progress on the mechanism of platelet in virus defense”
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Abstract: Platelets have the material basis of coagulation and anti infection,and perform the functions of
hemostasis,anti-inflammatory and immune regulation. Platelets are small pieces of bone marrow megakaryo-
cytes, which play an important role in maintaining vascular integrity and regulating hemostasis. In addition to

the function of coagulation and hemostasis, platelets play an important role in fighting against virus as well.
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Platelets respond to pathogens or inflammation through pattern recognition receptors such as Toll like recep-
tors, C-type lectin receptor 2 and NOD like receptors and so on. Their internal particles release a variety of anti
infective molecules such as inflammatory mediators, chemokines and cytokines, regulate immune signaling
pathways,induce the secretion of cellular molecules,and directly or indirectly participate in virus defense. The
invasion of virus leads to platelet activation. The activated platelets directly phagocytize the virus, which can
lead to the formation of platelet and leukocyte aggregates and inhibit pathogens by releasing reactive oxygen
species. In addition,activated platelets have antigen presenting function. By raising and cooperating with im-
mune cells,the anti infection ability of the body can be further strengthened, the phagocytosis of leukocytes

and the immune response in the process of virus infection mediated by the release of reactive oxygen species

can also be enhanced, which plays an important role in cell and humoral immunity.
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