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[ Abstract] Alzheimer's disease (AD) is a kind of neurodegenerative disease that seriously
endangers human health. Although there are many hypotheses about the cause and progression

of AD, the mechanism of action is still poorly understood. In recent years, ferroptosis, as a unique
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mode of cell death, has attracted attention due to its iron-dependent lipid peroxidation characteristics, and is

widely present in the brain tissue of AD. More and more evidence show that ferroptosis is closely related to

the occurrence, development and prognosis of AD. This article reviewed the main mechanism of ferroptosis

mediating the occurrence of AD and the research progress in the treatment of AD, aiming to provide a solid

theoretical basis for the clinical research of AD and a new strategy of targeted therapy.

[Keywords] Alzheimer's disease; Ferroptosis; Iron dyshomeostasis; Lipid peroxidation; Cystine/
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Figure 1. Schematic diagram of ferroptosis mechanism
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Figure 2. Schematic diagram of the mechanism of ferroptosis in AD
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Table 1. Therapeutic strategies targeting ferroptosis in AD and their mechanisms
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