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Therapeutic strategy of catamenial epilepsy

Moon Hye-Jin, MD

Department of Neurology, Soonchunhyang University Bucheon Hospital, Bucheon 14584, Korea

Seizure clustering is a common occurrence in many types of epilepsy. Women with epilepsy have consistently associated seizure clus-
tering with the menstrual cycle, so much so that there is a name for the phenomenon of women who experience exacerbation during
this time: catamenial epilepsy. To date, there are no specific drug treatments for catamenial epilepsy however, non-hormonal and
hormonal therapies have been proposed. The aim of this review is to describe various treatment approaches for catamenial epilepsy.
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1. Pathophysiology of catamenial epilepsy
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2. Prevalence of catamenial epilepsy
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3. Treatment of catamenial epilepsy
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