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[Abstract] In recent years, there have been increasing reports of anti-N-methyl-D-aspartate receptor (NMDAR) encephalitis
and myelin oligodendrocyte glycoprotein-antibody disease (MOG-Ab disease) appearing simultaneously or sequentially in the
same patient. Some scholars have collectively referred to this kind of disease as the overlapping syndrome of MOG-AD disease and
anti-NMDAR encephalitis (MNOS). The clinical manifestations, treatment and prognosis of these syndromes are different from
simple anti-NMDAR encephalitis or MOG-AD disease. However, due to lack of understanding, clinicians tend to diagnose these
syndromes as simple anti-NMDAR encephalitis or MOG-Ab disease, resulting in delayed the disease and affected prognosis. In
order to strengthen the understanding of MNOS, this paper reviews MNOS from etiological hypothesis, characteristics of affected
population, clinical manifestations, imaging manifestations, antibody characteristics in disease progression and treatment, so as to
provide reference for the diagnosis and treatment in the future.
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