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Clinical retrospective analysis of 12 patients with different types of autoimmune encephalitis
Liu Meilingzi Wang Zhenqi Guo Yongming FengLi  Wang Zhenqi
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Center 157000;
Abstract: Objective To retrospectively analyze the clinical characteristics, diagnostic methods, and treatment effects of 12
patients with different types of autoimmune encephalitis, providing reference for clinical diagnosis and treatment. Method:
Clinical data of 12 patients with different types of autoimmune encephalitis were collected for retrospective analysis, including
clinical manifestations, auxiliary examinations, treatment history, and prognosis. The clinical characteristics and diagnosis and
treatment strategies of different antibody subtypes were explored. The clinical manifestations of the 12 patients were diverse,
mainly including abnormal mental behavior, epileptic seizures, cognitive impairment, etc. Diagnosis can be confirmed through
cerebrospinal fluid, serum autoantibody testing, and imaging examinations. After comprehensive treatment such as
immunotherapy, some patients have a better prognosis. Conclusion: The clinical manifestations of autoimmune encephalitis are
complex, and early identification, accurate diagnosis, and timely treatment are crucial for improving patient prognosis.
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