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[ Abstract]  Myasthenia gravis (MG) is a neuromuscular junction transmission disorder
mediated by autoantibodies against acetylcholine receptor, muscle-specific kinase and other
autoantigens located at the postsynaptic membrane of the neuromuscular junction. Autoantibody
detection has been the preferred auxiliary diagnostic indicator recommended by the MG treatment
and diagnostic guidelines. The methods of MG autoantibodies detection mainly include
radioimmunoprecipitation, enzyme-linked immunosorbent assay and cell-based assay. There are
objective differences in the specificity and sensitivity of each method, and it is necessary to select
different detection method in combination with the needs of clinical diagnosis. To this end, Chinese
Society of Neuroimmunology edits the "Expert consensus on laboratory diagnosis of myasthenia
gravis autoantibodies 2022". This guideline is generated based on previous diagnosis guideline, the
progress of antibody detection and the comparison result from the MG antibody examination
methodologies. And it provides guiding suggestions on methodological selection to further
standardize autoantibodies testing of MG.
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Table 1 Classification and recommended levels of

evidence in this consensus
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Figure 1 Schematic diagram of serum acetylcholine receptor antibody in myasthenia gravis
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interpreted by cell-based assay
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