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The demyelination of central nervous system with anti-MOG antibody and anti-NMDAR antibody in children:
a case report and literature review Liang Yan, Wang Jing . Yang Guang. Department of Pediatrics, First
Medical Center, PLA General Hospital , Beijing 100853
[Abstract] Objective To investigate the clinical and imaging characteristics of central nervous system
(CNS) demyelinating diseases with both anti-MOG and anti-NMDAR antibodies positive in children. Methods
The clinical and imaging features of a child with both anti-MOG antibody and anti-NMDAR antibody positive
were analyzed. The published papers were browsed by using “anti-MOG antibody”, “anti-NMDAR antibody”
and “demyelinating” as key words in Wanfang, CNKI and PubMed database from starting point to February
2019. Results The main clinical manifestation of the patient was acute disseminated encephalomyelitis
(ADEM). And her brain MRI showed multiple abnormal signals in bilateral cerebellar hemisphere, brainstem,
bilateral pontobrachium. bilateral thalamus, bilateral frontal-parietal lobe, cervical and thoracic spinal cord. A
total of 5 articles reported 12 cases with anti-MOG antibody and anti-NMDAR antibody positive, and nearly
half of them had emotional changes, aphasia, epilepsy or optic neuritis. Except for 3 children with no abnormal
cranial MRI, the other 9 children with T, or FLAIR showed multiple intracranial high signals, which could be
found in frontal lobe, temporal lobe, parietal lobe, basal ganglia and cerebellum. Conclusion Patients suspec-
ted for CNS demyelinating diseases should be tested autoimmune encephalitis-related antibodies and central
nervous system demyelinating disease-related antibodies with serum and cerebrospinal fluid in order to formu-
late the best treatment plan to reduce recurrence.
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