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ABSTRACT: DNA damage is a permanent change which occur during replication of DNA nucleotide sequence and it can result in

genetic characteristics changes. The study of DNA damage and repair is one of the hot topics in the study of modem molecular biology.

Currently, DNA damage has become a ophthalmic diseases hot research in eye tissue cells apoptosis, genetically modified, cell activity.

In senile cataract, age-related macular degeneration and other eye disease etiology study confirmed that oxidative stress is the main

pathogenic factors. However, when the body is stimulated by harmful factors which cause the oxidative stress, the body, tissues and cells

will be injured, And the DNA damage of oxidative stress are the most sensitive. In this paper, DNA damage and its correlation with lens

epithelial cells and retinal pigment epithelial cells research progress are reviewed, In order to provide new method and thought for the

research and prevention of eye disease.
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