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Research progress on pharmacological effects of ginsenoside Rg; in improving
diabetic retinopathy
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Abstract: Diabetes retinopathy is a common microvascular disease and neurodegenerative disease in diabetes, which can cause
irreversible damage to retinal cells and cause visual impairment in patients. At present, the clinical treatment of diabetes retinopathy is
still lack of a radical cure method, and lack of conventional treatment drugs. Ginsenoside Rg is an important active ingredient in
Ginseng Radix et Rhizoma, with various activities. Ginsenoside Rgi can improve diabetic retinopathy by reducing inflammation,
alleviating oxidative stress, inhibiting retinal cell apoptosis, suppressing angiogenesis, delaying retinal fibrosis, and preventing synaptic
degeneration. This article summarized the research progress of pharmacological effects of ginsenoside Rgi on diabetes retinopathy,
providing reference for clinical use of ginsenoside Rg.
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