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Elucidation of the molecular mechanism underlying the vascular dysfunction
mediated by proteinase-activated receptor 1

Hirano, Mayumi

3,800,000
(PARL)
2
2 Rho-Rho 2
Xla PAR1 L
PAR1
1. Myosin di-phosphorylation and peripheral actin bundle formation as
initial events during endothelial barrier disruption. 2. The Rho-Rho kinase pathway plays an
important role in the eriBheraI localization of pBMLC and actin filament formation durin% the
initial phase of the thrombin-induced endothelial barrier disruption. 3. The coagulation factor Xla

induces Ca2+ signal via proteinase-activated receptor 1(PAR1) and L-type Ca2+channel in vascular
smooth muscle cells. 4. Specific and increased expression of thrombin receptor PARL in pulmonary
artery plays a key role in the pathogenesis of monocrotaline-induced pulmonary hypertension in rats.
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