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Research Status of the Mechanism of TCM in the Treatment of Diabetic Retinopathy

HU Jinhao, SUN Guiyan, SHEN Xinhui, ZHOU Cheng, ZHANG Hui, YANG Yufeng, SHI Yan
( Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China )

Abstract: The pathogenesis of diabetic retinopathy ( DR ) is related to intestinal flora, oxidative

stress, inflammatory response, apoptosis, pyroptosis, autophagy and other mechanisms. Traditional Chinese
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medicine has certain characteristics and advantages in the clinical prevention and treatment of DR. This

article through to in recent years, it is necessary to develop both at home and abroad and the mechanism of

action of traditional Chinese medicine treatment of DR related in this paper, and study found that Chinese

medicine can adjust the intestinal flora, and inhibit inflammation, improve oxidative stress, inhibit apoptosis

and inhibition of cell death, inhibition of cell autophagy aspects play a role for the treatment of DR. Based on

the cellular level and the mechanism of action as the foothold, from traditional Chinese medicine monomer,

single Chinese medicine and its extract or medicine, Chinese medicine compound of three dimensions of the

above several aspects related research progress on the mechanism of action of traditional Chinese medicine

treatment of DR, It is recognized that a variety of traditional Chinese medicine monomers, single drugs,

drug pairs and compounds can play a role in the prevention and treatment of DR Through multiple pathways

and mechanisms from the cellular level and the intestinal flora, inflammatory response, oxidative stress and

other mechanisms. It also shows that traditional Chinese medicine can provide new effective strategies for the

treatment of DR. It is necessary to develop for the future of the Chinese medicine of the relevant scientific

research for the prevention and treatment of DR method and scientific basis.

Keywords: TCM; diabetic retinopathy ; cell ; mechanism; research progress
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FEHEL, NMEE DR Kl IncRNA MEG3 ik, Ui,
AR bz R AT
222 Pt

20 MO FR P PEFE T MR A PT B SR B R - 41 SR YT
DR Jf- 4 2 L& e n S ZE AL, 38 0 9 R B2 1
2123 151 455 CASP1 . CASP3 . CASP9 45 Caspase &5
1 23015 M BCL2 A, 1 SR 55 AH DG A 11 A 4100 1) 400 199
PN R A ) A i AR P PR T, DA T A B SE 2% DR
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