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ABSTRACT Objective: To increase the awareness on neuromyelitis optica spectrum disorders (NMOSD) initiated with acute
brainstem syndrome (ABS) by presenting clinical manifestations and magnetic resonance imaging (MRI) findings on this disease.
Methods: The characteristics of seventeen patients with ABS as initial presentation were retrospectively analyzed, including the
cerebrospinal fluid (CSF), serum aquaporin-4 immunoglobulin G antibodies (AQP4-IgG) and neuroimaging. Results: A total of three
male and fourteen female patients were included, with a median age of 33.5 years (range, 31~63 years). The initial evaluation in 88.2% was
gastroenterologic. Vomiting lasted a median of 8 weeks (range, 7 days-47 weeks). Most patients had a slightly higher number of white
blood cells in CSF, and pleocytosis >50% 10° leukocytes was seen in 2 cases. The mean of protein concentrations in CSF was 0.32 g/L
(range, 0.15~1.17 g/L). Only 11.8% were positive for oligoclonal bands in CSF, but a higher percentage (76.5%, 13/17) of patients was
seropositive for AQP4-IgG. In examination of MRI, the 64.7% of ABS patients had medulla-predominant involvements in the sagittal
view and dorsal-predominant involvements in the axial view. None of the spinal cord lesions were detected when the initial episode of
ABS. Conclusion: ABS should be considered as an inaugural form of NMOSD, especially in young and middle-aged female patients.
Laboratory CSF criteria, positive serum AQP4-IgG and MRI features are used to support an early and accurate diagnosis of NMOSD.
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Fig.1 MRI of a 43y female patient with NMOSD. A. High signal on T,WI at the left left tegmental portion of pons (white arrow).

B. A well-defined lesion with high-intensity signal on FLAIR. C. Progression to NMO after 45 months follow-up.

Patchy areas of high-intensity signals on FLAIR in periventricular and thalamic regions.
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2 BEF%,35 % ,NMOSD, A. #ifi T,WI RFEERB X T, B5S(B8); BARA LW HRENSES, B TEHRE);
C. BEif 24 B, 4 & H LETM, FiBESARIIAK, AT R B SR K T, S (F ).
Fig.2 MRI of a 35y female patient with NMOSD. A. Patchy high-intensity signal in the pons (white arrow) on axial T,WL

B. High signal on sagittal FLAIR at the back of pons (white arrow). C. Progression to LETM after 24 months follow-up.

Strip-shaped high signals on T,WI in swollen cervical cord (arrow head).
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