Robust Icotrokinra Systemic and Skin Pharmacodynamic Effects Versus
Deucravacitinib in Patients With Moderate-to-Severe Plaque Psoriasis:

Results From Phase 3, ICONIC-ADVANCE 1 Study
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Key Takeaways

ICO demonstrated substantial PD effects, with levels
of IL-23 pathway biomarkers for systemic and skin
inflammation normalized towards healthy levels
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— ICO normalized skin inflammation towards
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PBO-=placebo, W=week. (elafin), SERPINB4=serpin family B member 4, also known as squamous cell carcinoma antigen 2, W=week.
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