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Ferroptosis: a new target for the prevention and treatment of abdominal aortic aneu-
rysm?
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[ ABSTRACT] Ferroptosis is an iron-dependent, non-apoptotic programmed cell death characterized by iron metabolism
disorder that leads to intracellular iron overload, which induces lipid peroxidation through fenton reaction and activates fer-
roptosis.  Ferroptosis is associated with many diseases, among which the relationship with abdominal aortic aneurysm has
come into attention in the last few years. Abdominal aortic aneurysm is a degenerative disease characterized by structural
destruction and irreversible dilation of the abdominal aortic wall.  Iis pathogenesis is related to oxidative stress, inflamma-
tion, loss of vascular smooth muscle cells and vascular calcification.  Ferroptosis may play a role in the development of ab-
dominal aortic aneurysm through the above pathways.  Therefore, this paper reviews the pathogenesis of ferroptosis and ab-
dominal aortic aneurysm, providing a new idea and target for the abdominal aortic aneurysm treatment.
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Figure 1. The molecular mechanism of ferroptosis
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Figure 2. Ferroptosis and abdominal aortic aneurysm
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