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(Abstract] Atherosclerosis (AS) is a vascular pathological condition characterized by chronic inflammatory responses.
Cuproptosis, a form of cell death induced by excessive intracellular copper ion accumulation, is closely associated with the onset
and progression of AS. It participates in AS development by promoting lipid deposition, inflammatory infiltration, abnormal
proliferation of smooth muscle cells, and oxidative stress reactions. Based on the theory of "blood vessel stagnation and

accumulation," our team proposes that the pathogenesis of AS involves deficiency of Yuan—primordial qi, leading to blood stasis;
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prolonged stagnation transforming into toxins, causing pathological changes; and the conglomeration of stasis and toxins, resulting in

the formation of accumulations. Guided by this theory and integrating the mechanistic role of cuproptosis in AS, a therapeutic

approach is advocated for treating AS, which involves tonifying deficiency and eliminating stasis, activating blood circulation to

remove toxins, and softening hardness and resolving accumulations. This study takes "blood vessel stagnation and accumulation" as

the entry point, elucidates the TCM connotations of cuproptosis mechanisms in AS under the guidance of the "deficiency, stasis, and

toxin" theory, and explores TCM diagnostic and therapeutic strategies. The aim is to provide theoretical foundations and

differentiated treatment strategies for TCM interventions in AS.

(Keywords] atherosclerosis; blood vessel stagnation and accumulation; cuproptosis mechanism; pathogenesis of "deficien-

cy, stasis and toxin"; tonifying deficiency and eliminating blood stasis; activating blood circulation to remove toxins; softening

hardness and resolving accumulations
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