POS0215
Long-Term Safety and Efficacy of Bimekizumab in Patients with Active Ankylosing Spondylitis: Atul Deodhar, Victoria Navatro-Compén.

Denis Poddubnyy,® Lianne S. Gensler,* Sofia Ramiro,®

5-Year Results from a Phase 2b Study and its Open-Label Extension T Torlie” el ezt Ortege

Carmen Fleurinck,® Thomas Vaux,® Ute Massow,©
Désirée van der Heijde,> Xenofon Baraliakos™

ObJeCtWe Summary Figurel  ASAS40 and ASDAS LDA responses to Week 256 Figure 3  BASFI and total spinal pain scores to Week 256 (M)

To report the long-term safety and efficacy of bimekizumab (BKZ) in patients with

active ankylosing spondylitis (AS) up to 5 years of treatment in the phase 2b study In patients with active AS, treatment with bimekizumab over A) ASAS40 (NRI. OC) A) BASFI
BE AGILE and its open-label extension (OLE). 5 years was well tolerated and resulted in maintenance of ASAS40 ’
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o As previously reported,’? the dose-ranging BE AGILE study (NCT02963506) consisted of 49.7% 49.3% 41.6% Week NRI Week
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! i [e] No deaths resulted from adjudicated SIB; [f] Includes the preferred terms Crohn's disease, colitis ulcerative, and colitis; [g] In the safety Week Week
- - . . . . t, fi tients had IBD TEAEs in BE AGILE (Week 0-48); [h] P t lculated using total ber of patients in safety set as th
* Asimilar trend was also observed for SF-36 PCS (basellne. 323' Week 48: 441' Week 256: ZZHO%J\;ZTO‘I?FNS:Z?)Z): [il Inctudsel:the preferredetZrms iritis, ir\dorgsglirti‘sgrig E:eait; ['f]sUnvgeit(\)saw;:;notz scjalfgtay‘teonpisc‘';fswanteeryesg(te \:ihise BE AGILE FAS (all randomised patients who received >1 dose of BKZ and had a valid measurement of the ASAS components at baseline; N=303) for Weeks 0-12; DBS (patients who started the dose-blind period BE AGILE FAS (all randomised patients who received >1 dose of BKZ and had a valid measurement of the ASAS components at baseline; N=303) for Weeks 0-12; DBS (patients who started the dose-blind period
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. AS: ankylosing spondylitis; ASAS: Assessment of SpondyloArthritis international Society; ASAS40: ASAS 40% response; ASDAS: Axial Spondyloarthritis Disease Activity Score; ASDAS LDA: ASDAS low disease activity (<2.1); ASQoL: Ankylosing Spondylitis Quality of Life; BASDAI: Bath Ankylosing Spondylitis Disease Activity Index; BASFI: Bath Ankylosing Spondylitis Function Index; BKZ: bimekizumab; BL: baseline; CfB: change from baseline; DBS: dose-blind set; EAIR: exposure-adjusted incidence rate; FAS: full analysis set; IBD: inflammatory bowel disease;
Co n Clu s I o n S 1gG1: immunoglobulin G1; IL: interleukin; MI: multiple imputation; NRI: non-responder imputation; OC: observed case; OLE: open-label extension; PY: patient-years; Q4W: every 4 weeks; SE: standard error; SF-36 PCS: Short Form 36 physical component summary; SIB: suicidal ideation and behavior; TEAE: treatment-emergent adverse event.
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