Emapalumab Treatment for Patients with Differing Presentations of Macrophage Activation Syndrome (MAS) Secondary to Still’s Disease:
Results from a Pooled Analysis of Two Prospective Trials
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2Emapalumab dose could be increased, or dosing interval could be shortened, at the investigator’s discretion. MAS, macrophage activation syndrome; VAS, visual analog scale. MAS, macrophage activation syndrome; SD, study day; VAS, visual analog scale. CXCL9, chemokine C-X-C ligand 9; GM, geometric mean; MAS, macrophage activation syndrome; sCD25, soluble CD25.
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