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[ Abstract ]

Ferroptosis is a novel cell-regulated mode of death associated with a variety of neurodegenerative diseases, including AD.

Alzheimer’s disease (AD) is a neurodegenerative disease characterized by progressive cognitive decline.

Lipoxygenase (LOX) plays an important role in mediating lipid peroxidation, which is the core process of ferroptosis. In addition,
impairment of lipid mechanisms/pathways is associated with many neurodegenerative diseases, of which AD is one. More and
more studies have shown that LOX is closely related to AD, and the level of LOX increases in the brain of AD patients, which
has a certain influence on the metabolism of amyloid beta (A 3) and Tau proteins, synaptic integrity and cognitive function. This

article aims to analyze the key role of LOX in AD driven by ferroptosis, focusing on the metabolic process of LOX, the relationship

between LOX and AD, and the effect of LOX inhibitors on AD.
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