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[ Abstract |

the mechanisms of which involved the damage effect of free radical, calcium overload, the respiration

Ischemia — reperfusion injury (IRI) is a common pathophysiology process in clinical ,

burst of leukocytes, and so on. Then researches of prevention and therapy for IRI are focus on the above
mechanisms. There is a very applicable future for clinical applying in many results of researches, and e-
ven some are having been used to alleviate IRI. Melatonin (MEL) secreted by pineal gland is is a kind of
benzopyrrole hormone, which can regulate rhythm of creature and the functions of multiple systems of the
body. In recent years, many researchers have found MEL can counteract the multiple organs IRI through
its anti — oxygen effect and play a protective role in complicated molecular level.
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