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Abstract: Podocyte is one of the important components of glomerular filtration barrier. Its injury can cause a variety of glo-
merular diseases. Repairing or improving podocyte injury is a potential target for the treatment of a variety of glomerular diseases
and has received extensive attention. The key pathological mechanisms are mainly related to oxidative stress, autophagy disorder,
inflammatory response , epithelial — mesenchymal transition , mitochondrial dysfunction,endoplasmic reticulum stress and abnormal
expression of podocyte marker proteins. Podocyte injury belongs to “kidney source” in TCM,which is the syndrome of deficiency
in root and excess in branch. Huangqi( Astragali Radix) can treat podocyte injury by tonifying kidney and replenishing Qi to
strengthen the healthy Qi and expelling toxin to eliminate the pathogenic factors. It can regulate autophagy ,improve mitochondrial
dysfunction and regulate the expressions of podocyte marker proteins to reinforce the healthy Qi. It can regulate anti — oxidative
stress , inhibit inflammatory response , inhibit epithelial — mesenchymal transition,and down — regulate endoplasmic reticulum stress
to eliminate the pathogenic factors. It plays a role in protecting podocytes in multiple pathways and multiple targets. This article
reviewed the research status of the mechanism of Huangqi( Astragali Radix) and its active ingredients in the intervention of podo-
cyle injury,aiming to provide a certain reference for the clinical application of Huangqi ( Astragali Radix) in the treatment of
podocyte injury and to prospect the future research direction.
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kinase , MAPK) ZZji& Wi~ 3= 2V %k p38 MAPK Fll ¢ — Jun Z R
Vit (¢ — Jun N — terminal kinase , JNK) {5 538 1% J& 8 4 R 4E
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