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[ Abstract ] Dementia with Lewy bodies (DLB) is the second most prevalent type of
dementia among neurodegenerative disorders. The latest guideline for diagnosis and treatment of
DLB in China has defined electroencephalography abnormalities as one of the supportive
biomarkers. Seizures and epileptiform discharges in patients with DLB are gradually attracting
attention and research, and there is increasing evidence of the correlation between DLB and
epilepsy. However, the identification and diagnosis of seizures in DLB patients are challenging. In
addition to clinical seizures, subclinical epileptiform activity is also an important part in DLB
research. The underlying pathological mechanism of DLB epileptic seizures is still unclear. The
current connection, potential pathological mechanisms, and possible future research directions
between epilepsy and DLB were summarized in this review. The current relationship between
epilepsy and DLB, potential pathological mechanisms and possible future research directions were
summarized in this review, reminding clinicians to pay attention to the epilepsy and subclinical
epilepsy activity in the diagnosis and treatment process, early identification, and timely intervention
of the DLB patients.
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