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Research Progress of Diabetic Macular Edema
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Abstract

Diabetic macular edema (DME) is a common ophthalmic disease, which is caused by retinal vascular lesions (diabetic retinopathy,
DR) due to diabetes, leading to edema in the central part of the retina. DME affects the central vision of patients, and may even cause
blindness in severe cases. Therefore, timely diagnosis and treatment of DME are very important. The pathogenesis of DME involves
multiple factors, including the breakdown of the blood-retinal barrier, inflammatory response, and neurodegenerative changes. The
treatment methods include pharmacotherapy, laser therapy, and surgery. The prognosis assessment of DME is also very important
for guiding treatment and understanding the disease progression. This paper reviews the research progress of DME, including its
pathogenesis, treatment methods, and prognosis assessment, aiming to provide reference for clinical practice and scientific research.
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