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Research progress of ferroptosis on the pathogenesis of epilepsy "
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[ Abstract] Epilepsy is one of the most common chronic neurological diseases,andits pathogenesis is
complex and treatment is difficult,long-term epilepsy will lead to neuron damage and cell death,it is urgent to
find new targets for treatment. Ferroptosis is a form of regulatory cell death discovered in recent years,which
is characterized by the accumulation of reactive oxygen species caused by lipid peroxidation caused by intracel-
lular iron overload. Current studies have shown that ferroptosis plays an important role in the pathogenesis of
epilepsy.and inhibiting ferroptosis may be an effective way to treat epilepsy,especially refractory epilepsy. In
this review, we summarized the pathogenesis of ferroptosisand the influence of relevant regulatory mecha-
nisms on the pathogenesis of epilepsy,which provided a new direction for the targeted treatment of epilepsy.
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