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Abstract Autoimmune encephalitis (AE) is a group of antibody-mediated or antibody-associated autoimmune disor-

ders of the central nervous system, characterized by psychiatric symptoms, seizures, cognitive impairment, and other neuro-

logical manifestations. Although acute-phase symptoms can be severe, AE typically responds well to immunotherapy, and

early aggressive treatment is crucial for improving prognosis. This article reviews the current understanding of the diagnosis

and management of AE.
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receptor T-cell , CAR-T) J7 3% . % & PLJR 32 14 ( chimer-
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