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WFFER R OEEE (330) : Osteopontin (OPN) which produced in atherosclerotic lesions is
cleaved by activated thrombin. We clarified that prevalence of trOPN around intra-plaque
vessels which is characterized CD34, recognized as one of the stem cell markers, positive
luminal structures. Furthermore, we confirmed that after the mechanical damage of an
unstable atherosclerotic plaque increased plasma levels of trOPN. In vitro study,
GST-fused recombinant trOPN induced various inflammatory cytokines stronger than
fOPN, from mouse resident peritoneal macrophages in a dose dependent manner. These
findings suggested that trOPN has a potential not only to be a novel biomarker that
reflects the atherothrombotic status in ischemic stroke, but also to be a therapeutic target
to suppress the inflammation.
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