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Abstract: Podocytes, also known as glomerular epithelial cells, form the final component of the glomerular
filtration barrier. Podocyte injury is a significant contributing factor to the development of proteinuria,
particularly in idiopathic membranous nephropathy (IMN), and if left untreated, it can progress to end-stage
renal disease if the injury continues to worsen. The mechanisms underlying podocyte destruction in IMN
include apoptosis, autophagy disorder, oxidative stress, inflammation and abnormalities in the podocyte actin
cytoskeleton. Currently, Western medical treatments for IMN in our country mainly consist of Renin-
angiotensin system inhibitors, corticosteroid monotherapy, cyclophosphamide, Calcineurin inhibitors and

Rituximab, etc. However, these treatments are associated with high costs and serious side effects. Traditional

YFSHHER: 2023-10-17

BEEWME: IV 245 8= IR S (ZHY 2020-039)
F—1E#E: E-mail: 522974420@qq.com

*BIE{EH: E-mail: 2103197736@qq.com


https://doi.org/10.13488/j.smhx.20230816
https://doi.org/10.13488/j.smhx.20230816

- 466 - (AT EE) 2024444753 11

o
S
&

Chinese medicine (TCM) is characterized by its multi-component and multi-target approach. It offers various

methods to alleviate symptoms, prevent complications and slow down disease progression. This work reviews

the mechanisms of podocyte injury in IMN and summarizes the treatment of IMN using Chinese medicine and

acupuncture. Its aim is to provide valuable insights into the mechanism of action of TCM against idiopathic

membranous nephropathy and contribute to the research and development of targeted drugs.
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