"How quickly will | feel better with this new drug?” — Rapidity of Treatment Response in Patients with Axial Spondyloarthritis Treated
with Bimekizumab: Analysis from Two Phase 3 Studies
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Patients across the full disease spectrum of axSpA treated with
bimekizumab achieved rapld treatment responses, with ea rly ASAS40: Assessment of SpondyloArthritis international Society 40% response; ASAS-PR: ASAS partial remission; ASDAS: Axial Spondyloarthritis Disease Activity Score; BASFI: Bath Ankylosing Spondylitis Functional Index; BKZ: bimekizumab; CfB: change from baseline; Cl: confidence interval; hs-CRP: high sensitivity C-reactive protein; IL: interleukin; LDA: low disease activity; MASES: Maastricht Ankylosing Spondylitis Enthesitis Score; MI: multiple imputation; MRI: magnetic resonance imaging; nr-axSpA: non-radiographic axial

Sepa ration frOm placebO as early as 1_2 WeekS after a single spondyloarthritis; NRI: non-responder imputation; OC: observed case; PBO: placebo; Q4W: every 4 weeks; r-axSpA: radiographic axial spondyloarthritis; SE: standard error.
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