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ABSTRACT: Diabetic retinopathy (DR) is one of the most common and severe microvascular complications of diabetes mellitus.

The characteristics of high incidence rate and high blinding rate affects the health and quality of life seriously. Long-term high sugar state

can cause retinal ischemia and oxygen Which is the main reason of Diabetic retinopathy. So control hyperglycemia and improve the

hypoxia is undoubtedly the prevention and control of diabetes microvascular lesions one of the effective ways. Hyperbaric oxygen

therapy is aprmiary or adjuvant therapeutic method for various acute or chronic diseases .There are substantial evidences showing its

safety and efficacy in many eye diseases such as retinal vein occlusion and hemorrhagic optic neuropathy, central serous retinopathy

choroid, etc. This paper hyperbaric oxygen in diabetic retinopathy were reviewed and discussed the application.In the present review, we

will focus on the concept of advances of hyperbaric oxygen therapy in diabetic retinopathy.
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