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ABSTRACT: Cerebral infraction is a life-threatening disease associated with significant morbidity and mortality in cerebrovascular
diseases. Oxidative stress, inflammation, calcium overload and apoptosis play key roles in the second injury of cerebral infarction. How-
ever, increased interest in stroke over the past decade has improved our knowledge of the underlying mechanisms of the brain injury in
cerebral infarction. Melatonin (N-acetyl-5-methoxytryptamine), an indoleamine that is endogenously produced in the pineal gland, has
the characteristic of antioxidant, anti-inflammatory, anti-apoptotic effects and reducing the overload of calcium in cells that can protect
against damage following cerebral ischemic. Increasing evidence has showed that melatonin treatment improves the clinical outcome of
cerebral infraction and it also attracts more and more researchers 'attention in recent years. This review will further discuss the physiologi-
cal functions of melatonin and provide evidence regarding the advantages of melatonin treatment for cerebral infarction.
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