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Role of C-type lectin-like receptor 2 in thrombosis
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[Abstract] C-type lectin-like receptor 2 (CLEC-2) is a member of the cell surface receptor C-type lectin superfamily. CLEC-2
expressed in platelet surface is a platelet activatory receptor based on the immune receptor tyrosine activation motif, which can
participate in platelet activation and aggregation by binding to its ligand. This physiological process can prevent excessive blood
loss in the body, but is also the pathological basis of many thromboembolic diseases. CLEC-2 and its ligands are involved in the
pathophysiological processes such as atherosclerosis, inflammation thrombotic state, maintenance of vascular integrity, and cancer-

related thrombosis. The important role of CLEC-2 in the thrombosis process has been reviewed in present paper from the four

aspects mentioned above.
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Fig.2 Major pathways of CLEC-2 mediating thrombosis
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