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[Abstract] Atherosclerosis (AS) is the primary pathological foundation for cardiovascular diseases such as coronary heart
disease and myocardial infarction. Mitochondrial damage, both morphological and functional, constitutes a key pathological
mechanism in the onset and progression of AS, and is also one of the key links in activating macrophage pyroptosis signaling
pathways and triggering immune—inflammatory responses. Based on the theory of "spleen failing to disperse essence," this paper
elucidates the pathological mechanism of atherosclerosis from both Chinese and Western medicine perspectives. It proposes that
mitochondrial dysfunction caused by various damages closely mirrors the failure to distribute nutrients and the internal
accumulation of turbid phlegm due to "spleen failing to disperse essence," while the immune-inflammatory responses driven by

macrophage pyroptosis parallel the pattern of intertwined phlegm and blood stasis. Therefore, grounded in the pathogenic theory of
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"spleen failing to disperse essence" in AS, and integrated with modern medical insights into mitochondrial damage and macrophage

pyroptosis, this paper elaborates the fundamental therapeutic principle of "assisting the spleen in dispersing essence." This aims to

endow the Chinese medicine theory of "spleen failing to disperse essence" with modern biological connotations and to provide new

directions for clinical prevention and treatment of AS.

(Keywords] atherosclerosis; spleen failing to disperse essence; mitochondrial damage; macrophage pyroptosis; assisting

the spleen in dispersing essence; Chinese medicine treatment
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