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Research advances in nonconvulsive status epilepticus SUN Lei, LIN Weihong. (Epilepsy Center, Department of
Neurology , The First Hospital of Jilin University, Changchun 130012, China)

Abstract: Nonconvulsive status epilepticus (NCSE) is a state of persistent epileptic seizure characterized by distur-
bance of consciousness or major neurological deficits, without obvious limb convulsions. Due to a lack of obvious clinical
manifestations and the potential risk of neurological damage, current research focuses on rapid identification, accurate
classification, and optimization of treatment strategies. Since there is a lack of obvious motor symptoms in NCSE, it is dif-
ficult for clinicians to quickly identify the disease through traditional signs, which poses great challenges to diagnosis, and
underdiagnosis may lead to delayed treatment and poor prognosis. This article systematically reviews the epidemiological
characteristics, clinical manifestations, and key diagnostic points of NCSE and discusses existing treatment regimens and

prognosis, in order to provide a reference for clinical practice.
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