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Role of Imbalance of "Gut-Host Immunity" in Diabetic Macroangiopathy: An Exploration

Based on Theory of "Superabundance of Yangming"
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[Abstract] Diabetic macroangiopathy is one of the main complications of diabetes characterized by
persistent atherosclerosis (AS) within the macrovascular bed. The endothelial injury in the macrovascular region
induced by glucose and lipid metabolism disorders acts as the initiating factor of AS secondary to diabetes, and
its interaction with immune inflammation, the known common pathological basis of diabetes and AS, is a vital
link in the progression of diabetic macroangiopathy. Changes in human dietary patterns have significantly

elevated the incidence of diabetes associated with energy homeostasis and its complications. As revealed by
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recent studies, the composition and function of intestinal microbiota and related derived molecules change with
the progression of diabetes into AS, and the imbalance of "gut-host immunity" may be a critical route for
inducing macrovascular complications. A unique theoretical and clinical system has been formed in research of
traditional Chinese medicine (TCM) against diabetes and its complications. The distribution and function of
"Yangming" are similar to those of intestinal microecology. Diabetes results from Yangming exuberance. Diabetic
macroangiopathy is secondary to diabetes, implying that it is also related to Yangming, namely intestinal
microecology. The dysfunction of Yangming and dryness Qi exuberance may trigger the proliferation of host
immune cells and the release of a large number of inflammatory mediators to diffuse the vessel, thus blocking
blood circulation. The interaction of the newly generated static blood with the stagnant glycolipid turbidity in
the vessel will eventually result in plaque attached to the wall. Therefore, with the theory that "surplus of
Yangming leads to vessel impediment" in Huangdi's Internal Classic {7 P £) as the entry point, this paper
has microscopically and macroscopically analyzed the influence of the interaction between intestinal
microecology and immune inflammation on glucose and lipid metabolism, which helps to reveal the scientific

connotation of TCM in regulating "gut-host immunity" to alleviate diabetic macroangiopathy and guide the

clinical formulation.
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Fig. 1 Regulation mechanism of atherosclerosis in diabetes
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Fig. 2 Analysis on pathogenesis of diabetic macroangiopathy mediated by "gut-host immunization" imbalance based on theory of
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