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W R O EE (3530) : PAI-1 protected the coronary vessel walls of the myocardial infarct
area and stabilized the adhesion of vascular endothelial cells to the basement membrane
and inhibited a cardiac rupture by inhibiting bleeding and the inflammatory cells
infiltration to cardiac interstitium after MI, and it was found to inhibit cardiac
remodeling after MI.

An activation of plasminogen—plasmin system due to uPA activity which was suppressed by
PAI-1 activity was associated with the mechanism of coronary microvascular collapse and
cardiac rupture after myocardial infarction. It was suggested that an activation of MMPs
(MMP-9, MMP-2) degraded an extracellular matrix and developed cardiac rupture.
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