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Abstract; This study reported a 50-year-old female patientgwho was diagnosed with anti-Igl.ON
family member 5 (anti-IglLONS) antibody-related encephalopathy, presented with cognitive and sleep
disorders, autonomic dysfunction and seizures, positivé serum IgLONS antibody but negative cerebro-
spinal fluid IgLONS antibody, negative human leukégyte antigen (HLA) by genetic testing, and was
diagnosed as anti-IgLONS antibody-related encephalopathy. After hospital admission, the patient was
given intravenous methylprednisolone combined with immunoglobulin immunotherapy, donepezil for
improvement of cognition, sodium valproate andyoxcarbazepine for prevention and treatment of epilep-
tic seizures, and finally her symptoms improved-significantly.
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