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Abstract: Oxidative stress is a pathological state of metabolic imbalance that the generation of oxygen free radicals in
body exceeds the elimination. Endogenous and exogenous factors including aging, overweight, ultraviolet light, radia-
tion, smoking, drugs and environment pollution can cause the oxidative stress. Oxidative stress is one of a series of
common pathological processes in a range of diseases, and it has no exception in ophthalmic disease. Under normal
circumstances, a dynamic balance between oxidants and antioxidants in eye exists. Therefore, the research on antioxi-
dant activity of the eye has significant value in diagnosis and prevention of ophthalmic disease. In this paper, we carried
out a comprehensive overview about the antioxidant mechanism of antioxidant vitamin C in eye.
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