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Analysis of clinical features and prognosis of MOGAD "
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[ Abstract ] Objective To explore the clinical characteristics of anti-myelin oligodendrocyte glycopro-
tein-IgG antibody associated diseases (MOGAD). Methods The clinical data of 11 episodes in eight patients
diagnosed with MOGAD were retrospectively analyzed,and their clinical features were summarized. Results
There were five females and three males,all aged seven to 50 years,and four cases under 18 years old. Serum
MOG-1gG was positive in all patients. There were one case with bilateral optic neuritis combined with acute
disseminated encephalomyelitis manifestations ( ADEM), three cases with encephalitis including two cases
combined with anti-N-methyl-D-aspartate receptor (NMDAR) positive encephalitis,and other four cases with
myelitis. Cranial magnetic resonance imaging (MRI) showed multifocal, patchy T2 hyperintensity,involving
the temporal lobe,frontal lobe,occipital lobe, parietal lobe, thalamus and caudate nucleus. MRI of spinal cord
showed T2 hyperintensity in the long or short segment of the spinal cord,involving the cervical and thoracic
spinal cord,and central gray matter of the spinal cord in axial view. All the eight patients in 11 episodes were
treated with glucocorticoid in the acute stage,including one case combined with intravenous immune globulin
(IVIg). The rate of good prognosis was 72. 7% and two patients relapsed. Conclusion The phenotypes of
MOGAD are diverse,the clinical manifestations are complex,and the imaging specificity is not high. Most pa-
tients have a good prognosis with hormones and a few will relapse.
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