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Abstract

Optic neuritis(ON)is an inflammatory demyelinating disease of the optic nerve, which is the main cause of vision loss

in young and middle-aged people. In recent years, myelin oligodendrocyte glycoprotein antibody-positive ON(MOG-

ON)has become a research hotspot in the field of neuro-ophthalmology, and reports at home and abroad are increasing.

In March 2021, the Neuro-ophthalmology Group of Ophthalmology Branch of Chinese Medical Association formulated

the Evidence-Based Guidelines for the Diagnosis and Treatment of Demyelinating Optic Neuritis in China(2021) , and

included MOG-ON as a new optic neuritis subtype in the diagnosis and treatment system of myelinating optic neuritis

providing a new reference for the majority of ophthalmologists. Therefore, clinicians need to fully understand the clinical

features and treatment progress of MOG antibody-related diseases and MOG-ON, and strive to improve the level of

diagnosis and treatment, so that such patients can get more benefits and benefit more patients with optic nerve diseases.
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