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Novel platelet activation receptor CLEC-2 binds to podoplanin expressed on the
surface of several kinds of cancer cells, which facilitates cancer metastasis. However,
its role in thrombosis and hemostasis has not been elucidated to date. We generated
CLEC-2-deficient mice and found that thrombus formation was inhibited in vivo and in
vitro. We also found that CLEC-2 forms homophilic association in a manner
depending on platelet activation, which stabilizes thrombus formation. Tail bleeding
was not significantly increased in CLEC-2-deficient platelets, suggesting that CLEC-2
may be a good target protein for anti-platelet drug, which inhibits pathological
thrombosis, but not physiological hemostasis.
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