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Role of endothel ial proteinase-activated receptors in the ear |y phase
of the development of vascular lesions.
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WFZERCR-OMEEE (Z3L) : The present study elucidated the role of proteinase—activated
receptors (PARs) in the early phase of the development of atherosclerotic vascular lesions.
Thrombin increased endothelial permeability by two distinct pathways by activating PAR1;
one is mediated by Gal3, and independent of Ca*, but dependent of Rho kinase-mediated
MLC di-phosphorylation; other is mediated by Gag, and independent of MLC
di-phosphorylation, but dependent on Ca®.
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