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Epilepsy and Oxygen Free Radicals
Won Seop Kim, M.D.
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Epilepsy is a neurological disorder from many molecular and biochemical responses. In the under-
lying mechanism, free radicals play an important role in seizure initiation and seizure-induced brain
damage. Excessive production of oxygen free radicals and other radical species have been implicated
in the development of seizures under pathological conditions and linked to seizure-induced neuro-
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1. A=} Mgt M AFH(Seizure and oxidative cell death)
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3. {tstof 2§t DNA £M(Oxidative DNA damage)
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5. SOD(Superoxide dismutase)
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Neuronal Firing

Increased electron Endoplasmic reticulum Activation of
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Inactivation Formation Peroxidation

Oxidative Stress &
Neuronal Death

Fig. 1. A schematic three possible sources of production fol-
lowing seizure activity.
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Encephalopathy with Lactic

Leigh’s syndrome, Neuropathy-Ataxia
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