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[Abstract] Diabetic nephropathy (DN) is one of the serious microvascular complications of diabetes
mellitus (DM) , and is the main cause of end-stage renal disease (ESRD) worldwide. Although lowering blood
glucose and, lowering blood pressure and blocking the renin-angiotensin-aldosterone system (RAAS) can reduce

blood glucose, blood pressure and urinary protein to a certain extent, it is still difficult to prevent the progression
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of DN sometimes. The curative effect of traditional Chinese medicine on DN has been confirmed, but its
mechanism is has not been fully clarified. Autophagy is a highly conserved lysosomal degradation pathway in
mammals that removes protein aggregates and damaged organelles to maintain cell homeostasis. Podocyte, also
known as glomerular epithelial cells, is an important component in maintaining the homeostasis of glomerular
filtration barrier, and podocyte injury is considered to be a central link in the occurrence and development of DN.
As a highly differentiated cell, podocyte maintains a high level of autophagy to maintain its homeostasis under
physiological conditions. In DN state, mammalian target of rapamycin (mTOR) , AMP-activated protein kinase
(AMPK), silent information regulator 1(SIRT1) and other nutritional signaling pathways as well as intracellular
stress response signaling pathways such as oxidative stress, endoplasmic reticulum stress , and hypoxia stress,
etc., affect podocyte autophagy of podocytes, and ultimately leading to podocyte injury and the progression of
DN. In recent years, regulation of podocyte autophagy has become one of the hot spots in DN research, and has
also received extensive attention in the field of Chinese medicine. A review and summary of the domestic and
international literature in this field reveals that Chinese medicine can affect podocyte autophagy in multiple
pathways and targets. Nevertheless, those studiesbut mainly focuses on two nutrient-sensing signaling pathways,
mTOR and AMPK, and there lacks more comprehensive and in-depth mechanism studies. In addition, the current
research mainly concentrates focuses on the field of Chinese medicine monomers and Chinese medicine
compounds, and rarely studies multi-component Chinese medicinelacking research on Chinese medicine
component drugs and single drugs, and the research still lacks there is a lack of hierarchy. The regulatory
mechanism of Chinese medicine on podocyte autophagy of podocytes in DN state in Chinese medicine still needs
to be further studied in depth and systematically.
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Table 1 Regulation of autophagy in podocytes under condition of diabetes mellitus/high glucose by Chinese medicine monomer and extract
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Table 2 Regulation of autophagy in podocytes under diabetes mellitus/high glucose condition by Chinese patent medicine/Chinese herbal
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