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Exploration of the regulatory mechanism of ferroptosis in coronary
atherosclerotic heart disease based on the '"latent pathogen theory' and

Chinese medicine intervention

LIU Yue, ZHANG Shumeng, LU Yuwen, LIU Yingzhi, CHEN Lingli, LI Jie*

Hunan University of Chinese Medicine, Changsha, Hunan 410208, China

[Abstract] Coronary atherosclerotic heart disease, also known as coronary heart disease (CHD), is a major global health
concern due to its high incidence and mortality rates. Ferroptosis, a novel form of cell death characterized by iron—dependent lipid
peroxidation, differs from traditional cell death modes in terms of its morphological and biochemical characteristics. Mechanisms
such as iron overload and the accumulation of lipid peroxides, which correspond to the concept of "latent pathogen" in Chinese
medicine, are considered important factors that promote ferroptosis, further exacerbating the pathological progression of
atherosclerosis. This article, from the perspective of the "latent pathogen theory", explores the regulatory role of ferroptosis in the
pathogenesis of CHD and analyzes the intervention effects of Chinese medicine and herbal formulas on the ferroptosis process, so
as to provide new theoretical insights and practical evidence for the prevention and treatment of CHD using Chinese medicine.
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