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Abstract To review the mechanism of ferroptosis in sepsis-related encephalopathy (SAE). and summarize
the application of existing ferroptosis related drugs,and to prospect the clinical translational application of targeted
ferroptosis,in order to provide a new theoretical basis and strategy for the prevention and treatment of SAE. SAE,
a cognitive impairment and acute CNS dysfunction due to systemic infection,is a serious and common complication
of sepsis, with inflammation caused by hypoxia, blood-brain barrier disruption, neurotransmitter imbalance, glial
cell activation,and axonal and neuronal loss. Ferroptosis occurs as a result of intracellular iron overload, which
leads to abnormalities in iron-dependent lipid metabolism, disruption of redox homeostasis, and accumulation of
peroxides, ultimately inducing cell death. To study ferroptosis in the pathogenesis of SAE and conclude that inhibi-

ting ferroptosis can prevent SAE by reducing blood-brain barrier disruption, neurological abnormalities and cogni-

tive impairment.
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