Epilepsy And Alzheimer’s Disease:
A Multicentre Clinical Study In Adults With Down Syndrome
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Background : Aging individuals with Down syndrome (DS) are at elevated risk for Alzheimer’s disease (AD) and epilepsy, with late-onset myoclonic
epilepsy in DS (LOMEDS) often developing in those with symptomatic AD. To better understand the progression of epilepsy in this population, its
temporal relationship with AD symptoms, and its prognostic implications, we examined a large, multicenter cohort of adults with DS.

Methods : We conducted a multicentre, observational, longitudinal study across seven international cohorts between 2012 and 2025. We included
adults with DS 218 years and 21 longitudinal clinical assessment. AD staging was determined by clinical consensus. Active epilepsy required an
epilepsy diagnosis plus ongoing antiseizure medication and/or >1 seizure within 5 years. We analysed active epilepsy prevalence, incidence and
cumulative incidence, its timing with respect to symptomatic AD and its impact on survival and cognitive trajectories as well as EEG abnormalities.
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