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Abstract: Abnormal degradation of extracellular matrix and progressive deposition in the mesangium and tubule interstitium is the
main pathological features of DKD renal interstitial fibrosis which is similar to the core pathogenesis of " ebb and flow of renal col-
lateral gatherings". As one of the important renal interstitial fibrosis pathways TGF-3/Smad is affected by both autophagy and the
ubiquitin—proteasome system. The unbalanced regulation of this pathway is consistent with the imbalance of " Xie Ju Zheng San"
( "ebb and flow of Zheng Qi and Evil factors") in the theory of " Ebb and Flow of Renal Collateral gatherings" . It has been proved
that and He Jie Ju San Method can inhibit the TGF-B/Smad pathway to alleviate DKD renal interstitial fibrosis and its mechanism
may be related to regulating the balance of autophagy and ubiquitin-protein degradation pathway in DKD disease. However it is
still necessary to strengthen experiments to verify whether the He Jie Ju San Method interferes with TGF-/Smad signaling path-
way is related to the inhibition of the ubiquitin-proteasome degradation pathway and to the activation of autophagy. Further study

the specific nodes of the He Jie Ju San Method that interferes with the autophagy-lysosomal degradation pathway and at the same
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time strengthen in vitro experiments to clarify whether its medicated serum plays a role by intervening in the above pathways and

which key proteins in the TGF{3/Smad pathway can be degraded can be increased by intervening in the above pathways. In the fu—

ture it is necessary to further study the specific nodes of autophagy and ubiquitin protein degradation pathways under the condition

of diabetic nephropathy by He Jie Ju San Method clarify the compatibility and dosage of the method with disaggregation method

and clarify the balance regulation of TGF-3 and effectively delay the renal interstitial fibrosis of diabetic nephropathy and further

develop the pathogenesis theory of " miniature mass of renal collateral gathering dissipating growing and decreasing" .

Key words: diabetic kidney disease; renal interstitial fibrosis; ebb and flow of renal collateral gatherings; autophagy; ubiquitin pro—

teasome system; He Jie Ju San Method
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