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[ Abstract] Atherosclerosis ( AS) is a lipid driven, inflammatory chronic disease. Macrophage polarization is an important participant

and potential therapeutic target in the formation and progression of atherosclerosis. Mhem/M ( Hb) is a subpopulation of macrophages

associated with hemorrhage. This paper introduces the characteristics of Mhem/M ( Hb) and its origin and development in atherosclerotic

plaques, explores their roles in atherosclerotic plaques,and the corresponding potential molecular mechanism and signal pathway,so as to find

new strategies and targets for anti-atherosclerotic therapy.
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