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[ Abstract] During the progress of atherosclerotic lesions, the formation of the vulnerable plaque is a
critical step. Macrophage apoptosis can promote the progress of plaque, and is closely related to vulnerable
plaque formation. Since atherosclerotic vascular disease is a major complication of diabetes mellitus, the fac-
tors associated with macrophage apoptosis, such as dyslipidemia, insulin resistance and adipokines etc,
which are related to diabetes mellitus are summarized, and the signaling pathways that mediate macrophage

apoptosis in the atherosclerotic lesions are also discussed. Deep understanding of the mechanism is important
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for the prevention and treatment of atherosclerosis in patients with diabetes mellitus.
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