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(Abstract] Atherosclerosis (AS) is a complex vascular disease characterized by lipid deposition and the accumulation of
inflammatory cells within the arterial wall, often leading to adverse cardiovascular and cerebrovascular events. In recent years,
vascular smooth muscle cell (VSMC) phenotypic switching, particularly the transition from the contractile to the synthetic phenotype,
has been recognized as a key mechanism in AS progression. Contractile VSMCs primarily maintain vascular tone and structural
stability, whereas synthetic VSMCs exhibit enhanced secretory, proliferative, and migratory capacities, thereby promoting pathological
vascular remodeling. In TCM theory, the functional characteristics of contractile VSMCs can be analogized to "yang", while the
biosynthetic activity of synthetic VSMCs corresponds to "yin", The dynamic transformation between these phenotypes corresponds, to

a certain extent, with the TCM pathogenetic theory of "yang deficiency and yin excess". Based on this, the study integrates the
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TCM theory with modern cellular and molecular mechanisms to investigate the role of VSMC phenotypic switching in the AS

pathogenesis. Additionally, it systematically reviews TCM therapeutic principles and methods, and the mechanisms and molecular

targets of various single herbal compounds and formulas in regulating VSMC phenotypic switching and inhibiting abnormal

proliferation and migration. This study aims to provide new insights for both the clinical management and fundamental research of

AS while offering a unique perspective on the role of VSMCs in AS from the standpoint of TCM.

(Keywords] atherosclerosis; vascular smooth muscle cells; cell proliferation; cell migration; phenotypic switching; yang

deficiency and yin excess; chest bi—impediment and cardiac pain
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