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[Abstract] Mitophagy is a specific type of autophagy that selectively eliminates damaged mitochondria to maintain
mitochondrial activity and cellular homeostasis. In recent years, regulating mitophagy to preserve normal cellular functions has
gradually become an important preventive and therapeutic strategy for many diseases. Macrophages are key participants in the
formation of atherosclerosis (AS) plaques. Studies have shown that mitophagy may be involved in the development of AS by
regulating macrophage homeostasis and physiological functions. This review summarizes the mechanisms by which mitophagy
regulates macrophage lipid metabolism, inflammation, senescence, apoptosis and pyroptosis in AS, aiming to provide a new
theoretical basis for mitophagy-mediated regulation in AS.
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Fig.2 Role of macrophage mitophagy in atherosclerosis (AS)
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