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Investigation on molecular mechanism for ischemic cardioprotective

effect of endogenous GLP-1 and its clinical significance
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WFFERR R OBEEE (330) : In a rabbit model of myocardial infarction with 30 min coronary
ischemia and 48 hours of reperfusion, we demonstrated that oral administration of
a—glucosidase inhibitors voglibose and miglitol reduced the myocardial infarct size through
production of plasma GLP-1, activation of PI3 kinase-Akt-NO pathway and opening of
mitochondrial KATP channels. In a clinical study, we demonstrated that plasma GLP- level
was significantly increased in patients with impaired cardiac function as compared with
those with preserved cardiac function, and that plasma GLP-1 level was inversely
correlated with left ventricular ejection fraction. These results suggest that endogenous
GLP-1 is a cardioprotective agent for ischemic heart disease and left ventricular

dysfunction.
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