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Clinical characteristics of autoimmune encephalitis with mental symptoms SU Hang ,LIU Fang ,HE Zhiyi. ( Depart-

ment of Neurology ,The First Affiliated Hospital of China Medical University ,Liaoning Province ,Shenyang 110000, China)
Abstract: Objective To analyze the characteristics of mental symptoms in patients with autoimmune encephalitis

with different antibody types. Methods

spectively studied. The mental symptoms of patients with autoimmune brain were analyzed. Subjects: Patients diagnosed

The clinical characteristics of patients with autoimmune encephalitis were retro-

with autoimmune encephalitis admitted to the Department of Neurology,the First Affiliated Hospital of China Medical Uni-
versity from September 2019 to December 2020. Results

clinical manifestations were convulsion, mental symptoms , consciousness disorder and memory decline. One tumor was found

There were 20 cases with positive antibody,and the most common

in NMDAR AE,which was teratoma of ovary. Conclusion The mental symptoms of patients with subtypes of autoimmune
encephalitis have no significant difference, that is, the type of autoimmune brain antibodies can not be determined by the pa-
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tients’ major mental symptoms.
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1. AMPAR -q-amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid receptor;2. GAD65 -glutamic acid decarboxylase 65 ;3. NMDAR -N-methyl-D-as-

partate receptor;4. LGI1 -Leucine Glioma Inactivated 1;5. GABABR -gamma-aminobutyric acid-B receptor;7. CASPR2 -contactin-associated protein-like

2;8. MRI -magnetic resonance imaging;9. DWI -diffusion weighted imaging; 10. ADC -apparent diffusion coefficient; 11. CBA -Cell-Based Assay;12.

GlyR1 -Glycine receptor 1
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