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Neurodiagnostic Studies in the Diagnosis of Autoimmune Encephalitis in Children. Tang Wei, Yu Shigian, Huang Hongli,et al. Depart-
ment of Pediatrics, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective We collected children patients diagnosed as autoimmune encephalitis (AE) , and to carry out MRI and EEG.
We identified specific MRI and EEG changes of patients retrospectively, and try to provide clinical evidence for the rapid diagnosis of the
disease in the future. Methods This study was collected from 2009 to 2013 in our hospital patients with autoimmune encephalitis chil-
dren. Through screening guidelines, aggregate patient — related information, the patients were divided into definite group and suspected di-
agnosis group. While collecting head MRI and EEG results in patients with AE, we observed MRI lesions and abnormal EEG waveforms of
AE patients, and try to found the common places. Results The final study included 18 patients met the inclusion criteria, with 9 of defi-
nite patients, and 9 suspected patients. Among 18 enrolled patients, 17 patients were done at least once of head MRI. And the MRI re-
sults in 13 patients were abnormal. We found nine confirmed cases in 7 patients had lesions in the limbic system, and they were cumula-
tive bilateral but asymmetric. Five suspected patients had abnormal MRI development, and these lesions accumulated to extra cortical (in-
cluding temporal lobe, parietal, and occipital lobes) , and was also cumulative bilateral but asymmetric. Among 18 patients included in
the study, 16 patients underwent EEG. The main changes were nonspecific background waveform changing, conventional slow wave and
focal slow waves. And we found a spindle — like change in five patients. Conclusion The study found that the majority of patients with
AE were present head MRI and EEG abnormalities. Diagnosed pediatric patients with autoimmune encephalitis after receiving a head MRI

examination revealed lesions mainly in the limbic system, and the majority of patients presented EEG epileptiform discharges. A few pa-

tients found that EEG showed spindle — like change.
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