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Abstract:

N-methyl-D-aspartate receptor encephalitis comorbid with myelin oligodendrocyte glycoprotein antibody-associated disor-

This article reports the clinical features and prognosis of a patient with severe recurrent anti-

ders (MOGAD) who was treated with efgartigimod. Neuroimmune overlap syndrome has complex clinical manifestations,

and the novel FcRn antagonist efgartigimod may be effective in patients who do not respond well to first-line treatment.
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