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Thrombin induces a temporal biphasic vascular response through the differential
phosphorylation of endothelial nitric oxide synthase via protease—activated
receptor—1 and protein kinase C
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Pretreatment with cilnidipine attenuates hypoxia/reoxygenation injury in HL-1
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cardiomyocytes through enhanced NO production and action potential shortening
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Thrombin induces a temporal biphasic vascular response through the differential

phosphorylation of endothelial nitric oxide synthase via protease-activated

receptor-1 and protein kinase G
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