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Spleen and Stomach in TCM Based on Gut Microbiota
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Abstract ; In TCM , the pathogenesis of diabetic kidney disease( DKD) is the depletion of Yin and fluid with excessive dry Heat. The key
lies in the deficiency in root and excess in treetop,to be more specific, it refers to the deficiency of Liver,Spleen and Kidney, as well as
induced Qi stagnation,blood stasis, Phlegm , Turbidity and Toxin, Damp — Heat and so on. Gut microbiota can maintain the integrity of
the intestinal epithelial barrier, prevent pathogen colonization and regulate immune function. The Phlegm, stagnation, Heat, stasis and
Turbidity block in collaterals, caused by Evil factor stagnation transformed into Heat believed in Spleen and Stomach theory of TCM , are
similar to the pathological mechanism in modern medicine such as gut microbiota, inflammation , oxidative stress, lipid metabolic disor-
ders and hemodynamic abnormalities. From this prospect, probiotics and fecal microbiota transplantation can be used to treat DKD effec-
tively with low risk. In addition, Chinese medicine monomer, Chinese patent medicine and Chinese medicine compound can regulate the
metabolism of gut microbiota and small molecular substances, playing a beneficial role in the body’s metabolism ,immunity , inflammatory
response , and intestinal function,thus delaying the development of DKD.

Key words : diabetic kidney disease ; gut microbiota ; Spleen and Stomach theory in TCM ; microbial metabolites ; traditional Chinese med-

icine
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