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WFZeR SR OB (33C) @ C—type lectin like receptor 2 (CLEC-2) is a novel platelet
activating receptor. We are trying to elucidate the physiological role and signaling
mechanism of CLEC-2. CARD-9 is an adaptor protein that plays a role in signalling
downstream of another C—type lectin like receptor dectin—1. The platelet aggregation
induced by a CLEC-2 specific agonist rhodocytin was not altered in the absence of CARD-9,
suggesting that CARD-9 is not involved in the signaling mechanism downstream of CLEC-2

Although we have successfully generated CLEC-2 deficient mice, they were almost embryonic
lethal. Since some of CLEC-2 null fetus can survive around El15, we further performed
transplantation of liver cells of CLEC-2 null fetus to recipient mice that were irradiated
to kill the hematopoietic stem cells in the bone marrow, and made chimera mice that have
CLEC-2 deficient blood cells including platelets. Our CLEC-2 chimera mice successfully
produce CLEC-2 deficient blood and we can investigate the physiological role of CLEC-2
using these mice. We are going to isolate bone marrow megakaryocytes from the chimera
mice next and try to identify the role of CLEC-2 in megakaryopoiesis and platelet
production.
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