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Abstract
Intravenous administration of morphine has clinical advantages in patients with acute
coronary syndrome and heartfailure. The cellular mechanisms of morphine have been
mvestigated extensively in recent years. Morphine preconditioning demonstrated in animal
models provided the first step in our understanding of morphine-related cardioprotection.
Further studies revealed that morphine 1s involved in some signaling pathways:
(1)morphine preconditioning via a glibenclamide-sensitive pathway; (2)morphine
preconditioning via glibenclamide-insensitive pathways including transient triggering of
free radicals formation, activation of mitochondrial ATP-sensitive potassium channels
(mitochondrial KATP channels)and activation of neutral endopeptidase 24.11.



