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Abstract:  Objective To investigate the clinical features of autoimmune encephalitis (AE) patients with negative psy-
chiatric symptoms, to improve the awareness of this disease, and to optimize its treatment. Methods A total of 40 patients
who were admitted to Department of Neurology, Renmin Hospital of Wuhan University, from January 2018 to December
2021 and were diagnosed with AE were enrolled, among whom 4 patients had no mental and behavioral disorders. The mani-
festations of mental and behavioral disorders included babbling, hallucination, irritability, aggressive behavior, and per-
sonality change. The 36 patients with mental and behavioral disorders were further divided into negative psychiatric symp-
tom group (N group with 9 patients) and non-negative psychiatric symptom group (P group with 27 patients). The two
groups were compared in terms of the indicators such as clinical manifestation, laboratory examination, radiological fea-
tures, treatment, and prognosis. Results Among the 40 patients, there were 32(80%) patients with anti-NMDAR enceph-
alitis, 4(10%) with anti-LGI1 encephalitis, 2(5%) with anti-GABABR encephalitis, 1(2.5%) with anti-CASPR2 encepha-
litis, and 1(2.5%) with anti-NMDAR encephalitis and positive anti-MOG antibody. As for the 40 patients with AE, com-
mon clinical manifestations included mental and behavioral disorders in 36 patients (90%) , seizure in 20 patients (50%) ,

dyskinesia in 4 patients (10%) , cognitive impairment in 7 patients (17.5%) , speech and language impairment in 6 pa-
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tients (15%) , and disturbance of consciousness in 8 patients (20%). All 40 patients received first-line immunotherapy,

among whom 23 (57.5%) received hormone shock therapy alone, 15(37.5%) received hormone shock therapy combined

with intravenous immunoglobulin (IVIG) , and 2(5%) received hormone shock therapy+IVIG+plasma exchange. The N

group had a significantly lower proportion of patients with prodromal headache (P<0.05). There were significant differences

in white blood cell count and neutrophil count between the N group and the P group (P<0.05). In the N group, all 9 patients

had good prognosis; in the P group, 22(81.5%) had good prognosis and 5 had poor prognosis. Conclusions AE can have

various complex psychiatric symptoms. Negative psychiatric symptom screening should be performed in the early stage of di-

agnosis and an individualized treatment regimen should be developed as early as possible to improve prognosis.

[Journal of International Neurology and Neurosurgery, 2022, 49(6): 1-6]
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