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[ABSTRACT]

Endocannab moid System;

un overload which is still a continuing challenge i cardiovascular field

Cannabmoid Receptors M yocardial Infarction

Ischem ia-R eperfusion

M yocardial ischem ic-reperfusion injury is related to oxidative stress inflanm atory responses and caler

Recent findings n anmal model shows that

synthetic and endogenous cannab inoids can decrease oxidative stress attenuate inflanm atory responses and protect endothe-

lial function which play an mportant role in decreasing the mfarct sizg pranoting ventricular functional recovery and in-

creasing the survival rate

m la-reperfusion njury
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Here wewilloverview the relationship bew een endocannabinoid system and m yocardial ische-
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