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Clinical characteristics and outcome of patients with autoimmune encephalitis HUANG Liang-jiang, ZHU Ji-ling,
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Abstract Objective: To analyze the clinical characteristics and related prognostic factors in children and adults with
autoimmune encephalitis (AE). Methods: The clinical data and disease characteristics of 40 patients diagnosed as having
AE upon admission and during follow-up were reported, and prognostic factors were investigated by logistic regression analy-
sis. Results; Forty patients (19 men and 21 women) with AE were collected with age ranging from 2 to 68 years old. Age of
peak onset was between 16 and 30 years old. Average duration till the diagnosis was 24 days. Five cases (12.5% ) were also
found to have cancer. The main symptoms were mental and behavioral abnormalities (55% ), seizure attack (65% ), head-
ache (35% ), cognitive decline (32.5% ), and confusion (27.5% ). Ten cases received high-dose glucocorticoid therapy
and 16 cases were treated with corticosteroid therapy combined with intravenous immunoglobulin or immunosuppressive
drugs. The antibody titer in the serum and cerebrospinal fluid (CSF) was associated with severity of the disease. Twenty-six
patients (65% ) recovered well upon discharge, and 30 (75% ) had good outcome at the end of follow-up. CSF abnormali-
ties, intensive care unit admission and antibody titer in CSF were the independent risk factors for worse short-term outcome.
At the same time, Age of more than 60 years old, cognitive decline and trachea intubation were associated with worse long-
term prognosis. Conclusion: AE of various types presents with complex clinical manifestations. The antibody titer in the ser-
um and CSF is associated with severity of the disease at onset. The antibody titer in CSF is an important factor for short-term
other than long-term prognosis.
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