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Role of intestinal microbiota in metabolic inflammation based on the

theory of ''the spleen acting as the guard of the body"

HUANG Jiawang, YU Yunfeng, LI Liu, LIU Xiu, YU Rong*
School of Chinese Medicine, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China

(Abstract] Metabolic inflammation, a chronic low—grade inflammatory state, may disrupt internal homeostasis and energy
metabolism balance, thereby triggering metabolic disorders. The gut microbiota plays a critical role in regulating host energy
metabolism and immune responses, and modulation of the gut microbiota can effectively mitigate the progression of metabolic
inflammation. According to Chinese medicine (CM) theory, the spleen is regarded as the foundation of acquired constitution, from
which the theory of "the spleen acting as the guard of the body" is derived. This theory profoundly reflects the spleen’s dual
functions: regulating energy metabolism through the transformation and transportation of water, food, and fluids, and defending
against external pathogens by participating in immune regulation. This theory exhibits a significant correlation with the regulatory
mechanisms of gut microbiota in modern medicine. Spleen qi deficiency leads to an impaired defensive function of the spleen,
disrupting metabolic regulation and immune balance in the body. This results in the abnormal release of inflammatory factors and
ultimately triggers metabolic inflammation. This inflammatory process is slow and persistent, and its long—term progression may

contribute to the development of various metabolic diseases, such as diabetes mellitus. In treating metabolic inflammation, CM
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emphasizes the principle of addressing both the root cause and symptoms, focusing on strengthening the spleen and tonifying qi to
strengthen the body, while transforming turbidity and resolving phlegm to alleviate symptoms. If the spleen’s guarding function
remains compromised over an extended period, pathological products such as phlegm turbidity and blood stasis can accumulate,
necessitating treatment strategies that nourish yin and remove toxins. Further in—depth exploration of the interaction mechanisms

between the theory of "the spleen acting as the guard of the body" and the gut microbiota in the development and progression of

metabolic inflammation will provide important theoretical guidance and practical insights from CM for clinical treatment.

(Keywords]) metabolic inflammation; the spleen acting as the guard of the body; intestinal microbiota; metabolic disor-

ders; immune regulation
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