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Nitric oxide and retinal ischemia-reperfusion injury
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Abstract

activated by many kinds of mediators of inflammation and cytokines and therefore produce generous NO under the retinal

Nitric oxide (NO) plays an important role in retinal ischemia-reperfusion injury. Nitric oxide synthase is

ischemia-reperfusion condition. NO is a free radical with widely biologic activities. In the earlier period of retinal ischemia-
reperfusion injury,a little of NO contents can decline the injury degree of retina by ischemic and hypoxia down. However,at the
advanced stage of retinal ischemia-reperfusion injury, a great amount of NO damage retina via multiple physiological and
pathological approaches. To identify the injury mechanism of NO to retina and control its excessive production is very critical for
preventing and treating ischemia-reperfusion injury of retina. The research advance in effects of NO on ischemia-reperfusion injury

of retina is reviewed.
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