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[ Abstract] Objective To investigate the magnetic resonance imaging (MRI) characteristics in
the brain and spinal cord of Chinese patients with myelin oligodendrocyte glycoprotein antibodies associated
diseases (MOGAD). Methods Forty nine MOGAD patients with seropositive MOG-IgG and 58 AQP4-IgG
positive patients were enrolled in this study. The characteristics of brain and spinal cord MRI were
retrospectively analyzed. Results There was no significant difference in the proportion of abnormal brain
MRI of the two groups (69.4% vs 65.5%,P=0.177), while the proportion of abnormal spinal cord MRI of the
AQP4-IgG positive group was significantly higher than that in the MOG-IgG positive group(84.5% vs 36.7%,
P=0.001). The proportion of MOG-IgG positive patients with subcortical white matter lesions and large
lesions in the brain MRI was significantly higher than that in AQP4-IgG positive group(48.9% vs 13.8%,P=
0.003,46.9% vs 12.1%, P=0.000). The longitudinally extensive transverse myelitis in spinal cord MRI of
AQP4-IgG positive group was significantly higher than that in the MOG-IgG group(70.7% vs 24.5%, P=
0.002). In addition, the proportion of MOG-IgG positive child patients with large lesions in the brain was
significantly higher than that in AQP4-IgG positive child patients (76.9% vs 20.0%,P=0.047). Conclusion
Demyelinating MRI lesions caused by MOG-IgG are heterogeneous, and could lead to a wide range of
clinical phenotypes which is significantly different from those with AQP4-IgG.
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