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To explore the mechanism of metabolic instability in the pathogenesis of

ulcerative colitis based on the Zhuo Du theory
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Abstract  Metabolic instability is common in patients with ulcerative colitis. Metabolic instability is not only
the driving force of ulcerative colitis, but also the inevitable result of ulcerative colitis. Therefore, it is important
to improve metabolic instability. Zhuo Du internalization is the key pathogenesis of ulcerative colitis, which runs
through the whole process of ulcerative colitis. The release of toxic metabolites, intestinal mucosal integrity, in-
flammatory infiltration and immune imbalance caused by metabolic instability are consistent with the pathogenesis
of Zhuo Du internalization. Turbidity and detoxification method is an important treatment for remolding the meta-
bolic homeostasis of ulcerative colitis, which can remove intestinal filth with the help of turbidity and detoxifica-
tion drugs, and then, the intestinal metabolic environment can be remade. Based on the metabolic instability, this
paper discusses the essence of turbid ulcerative colitis toxin, and provides some ideas for the research on the treat-
ment of ulcerative colitis with turbidity and detoxification method.
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