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Abstract: Anti-N-methyl-D-aspartate receptor (NMDAR) encephalitis is an autoimmune inflammatory disease of
the central nervous system, and little is known about its immune mechanism at present. There is a lack of disease-related
biomarkers in cerebrospinal fluid except anti-NMDAR antibody, which leads to delayed diagnosis and treatment in some
patients. Therefore, there has been an increasing number of studies on related cytokines in recent years to assess whether
they can be used as new biomarkers for evaluating disease conditions and assisting diagnosis and treatment. Current
studies have shown that some cytokines may be associated with the progression of anti-NMDAR encephalitis, and this
article reviews the research advances in such cytokines associated with anti-NMDAR encephalitis.
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