#R= C-19
HEREMHBIEHRRRBESE

VR 2 34 5 H 1 4 AHLE

HEAES : 13501

MEiER  ZABEHE(C)

THZEHARS - 2008 ~ 2010

FHEES 20591147

HRREL (FX) FROL/MEEHERZBACLEC—208 YAV FOREL

T DHEIRABEEDIRES

Identification of the second |igand of the novel platelet activation
receptor CLEC-2 and investigation of its physiological roles
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Novel platelet activation receptor CLEC-2 binds to podoplanin expressed on the
surface of several kinds of cancer cells, which results in platelet activation and
facilitates cancer metastasis. In the present study, we sought to identify an
internal ligand of CLEC-2 other than podoplanin. We found two cancer cell lines,
which express a CLEC-2 ligand other than podoplanin, although we were not able to
identify the protein. We also found that CLEC-2 forms homophilic association in a
manner depending on platelet activation, which stabilizes thrombus formation.
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