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Abstract The structure and main functions of DR and RPE cells were summarized from BRB and RPE
cells, it was pointed out that the repair of RPE in the outer barrier of BRB is playing the vital role in the incidence
and development of DR. This paper summarizes the role of RPE cells in DR and the mechanism of oxidative stress
damage, and expounds the effect of Chinese medicine, including herbal monomer, and its effective extracts, herbal
compounds and Chinese patent drug, on DR from the perspective of RPE cell oxidative stress injury, so as to
provide the reference for clinical treatment of DR.
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