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[Abstract] Ulcerative colitis (UC) is a chronic non-specific inflammatory bowel disease primarily affecting the colonic
mucosa and submucosa. Macrophages play a crucial role in regulating the intestinal microenvironment and inflammatory response
during UC progression. The "harmful hyperactivity and responding inhibition" theory, one of the core theories in Chinese medicine,
systematically elucidates the dynamic equilibrium of engendering and restraining relationships within the human body, the nature of
pathological imbalance, and its evolutionary patterns, providing key guiding principles for clinical pattern differentiation and
treatment. Spleen deficiency with impaired transportation leads to water—dampness retention and intermingling of the clear and
turbid phases. Prolonged retention causes depression transforming into heat and toxins, resulting in turbidity and toxin congesting
the intestinal fu-organ, eroding the adipose membrane and collaterals, and causing corruption of qi and blood, thereby forming new
pathogenic factors that damage the body. This pathogenesis closely corresponds to the pathological mechanisms observed in UC, in

which a shift in intestinal macrophage polarization from the M2 to the M1 phenotype triggers significant damage to the intestinal
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mucosal barrier, excessive production and release of inflammatory mediators, abnormal aggregation and infiltration of immune cells,

and disruption of the structural and functional integrity of the intestinal epithelium. Based on the "harmful hyperactivity and

responding inhibition" theory, the fundamental treatment principle of "strengthening the spleen and tonifying qi to enhance its

restraining function, and removing toxins and transforming turbidity to suppress hyperactive pathogenic factors" has been

established. This approach aims to rebalance M1/M2 macrophage polarization, restore the homeostasis of the intestinal

microenvironment, and alleviate intestinal inflammation and mucosal injury, thereby potentially offering a novel strategy for the

clinical prevention and treatment of UC.

(Keywords] ulcerative colitis; macrophage polarization; harmful hyperactivity and responding inhibition; spleen deficiency;

turbidity and toxin; dynamic equilibrium
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Fig.1 Role of macrophage polarization imbalance in

UC pathogenesis
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