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e R DOMEE (F30) : A disease-specific autoantibody, termed anti-CADM-140 antibody,
1s found in patients with amyopathic dermatomyositis accompanied with lethal acute
interstitial pneumonia. We identified that the target autoantigen recognized by
anti-CADM-140 antibody was IFIH1/MDAS5, a viral RNA receptor in cytoplasm. The
patients with anti-CADM-140 antibody revealed higher level of serum ferritin as well as
IL-6, IL-10, IL-18 and M-CSF than antibody-negative dermatomyositis patients,
suggesting the macrophage activating state. The intensive immunosuppressive therapy
(high-dose glucocorticoids, cyclosporine and intravenous cyclophosphamide pulse)
appeared to improve a life prognosis of antibody-positive patients when compared with the
conventional step-up therapy.
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