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Research progress of active ingredients of traditional Chinese medicine in the intervention of diabetic
nephropathy by regulating mTOR signaling pathway
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ABSTRACT Diabetic nephropathy (DN) has become one of the main causes of end-stage renal disease, and its pathogenesis is
still unclear. Currently, it is believed to be closely related to kidney injury mediated by various factors such as autophagy disorder
under the condition of high glucose, oxidative stress and inflammation. Mammalian target of rapamycin (mTOR) signaling pathway
is crucial for protein synthesis and autophagy regulation, which plays an important role in the occurrence and development of DN. In
recent years, the research on the prevention and treatment of DN with traditional Chinese medicine (TCM) has made important
progress. Plenty of evidence has shown that the active ingredients of TCM can enhance autophagy, improve oxidative stress and
inflammation, inhibit cell apoptosis and abnormal proliferation by regulating mTOR signaling pathway, so as to relieve pathological
changes in the kidney such as podocyte injury, glomerular basement membrane thickening, mesangial tissue abnormalities and renal
tubule dysfunction, thereby reducing proteinuria and improving renal function. All of the above are of great significance for delaying
the progression of DN. This article systematically summarizes the research progress of saponins, flavonoids, polyphenols, alkaloids,
terpenoids and other active ingredients of TCM intervening in DN through mTOR signaling pathway, in order to provide some
reference for further basic research and the development of new drugs.
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