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Research progress on pharmacological effects of salidroside in treatment of
diabetic retinopathy

JIANG Jiapeng'-2, LI Chaopeng?
1. Nanjing Medical University, Nanjing 211166, China
2. Department of Ophthalmology, Huai'an First Hospital Affiliated to Nanjing Medical University, Huai'an 223001, China

Abstract: Retinopathy is the main microvascular complication of diabetes, which poses a serious threat to the daily life of patient.
Salidroside plays a role in preventing and treating diabetic retinopathy by lowering blood sugar levels, inhibiting retinal cell death,
reducing inflammatory damage, reducing oxidative stress damage, inhibiting VEGF expression, and reducing glutamate excitotoxicity.
This article summarizes the research progress on pharmacological effects of salidroside in diabetes retinopathy, and provides support
for the clinical application of salidroside.
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