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[ Abstract] Autoimmune diseases of central nervous system are mainly caused by the direct
or indirect attack of autoimmune cells and inflammatory factors on the nervous system (including
neurons, glial cells and myelin sheath). The early differential diagnosis, monitoring of disease
progression, and evaluation of curative effect and prognosis of these diseases are largely dependent
on laboratory-assisted examination. At present, it is an urgent need to standardize laboratory
diagnosis to better guide the clinical diagnosis and treatment of autoimmune disease of the central
nervous system in China. To this end, Chinese Society of Neuroimmunology edits the "Expert
consensus on the detection of antibodies associated with autoimmune diseases of the central
nervous system 2022". This consensus summarized the principle, traditional detection methods,
how to select experimental examination items combined with clinical, and how to interpret the
results of laboratory examination for common central nervous system immune diseases (Take
demyelinating disease of central nervous system and autoimmune encephalitis for example).
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Table 1 Antibody detection index of inflammatory demyelinating disease of central nervous system
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Table 2 Anti-nerve cell antibodies associated with autoimmune encephalitis
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Table 3 Interpretation of antibody test results related to

autoimmune diseases of the central nervous system
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