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Clinical Cohort and Experimental Workflow IgG autoantibodies fluctuate between flare and remission states and

with anti-IL-6R treatment (Tocilizumab)
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(Fig. 2, Table 1, and Fig. 3)
IgG Anti-Cytokine Antibodies (ACA) are common in iMCD patients

1) The Connective Tissue Disease (CTD) array consisted of 52
antigens associated with traditional CTDs. Antigens are separated by A
six subcategories of CTDs (Scleroderma, Myositis/Overlap
Syndromes, Systemic lupus erythematosus SLE)/Sjogren’s
Syndrome, Gl/Endocrine, DNA-Associated, and Inflammation/Stress).

» Anti-cytokine autoantibodies (ACAs)
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Healthy Controls iMCD indicate an autoantibody positive hit.
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