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Objective Summary Figurel Mean MRI inflammation scores to Week 52 (OC) Figure 2 Mirror plots for baseline and CfB in MRI inflammation scores at Week 16 (OC)

Axial spondyloarthritis is characterised by MRI inflammatory lesions nr-axSpA (BE MOBILE 1)

of the sacroiliac joints (SIJ) and spine

To evaluate the impact of bimekizumab on MRI inflammatory lesions of the
sacroiliac joints and spine to Week 52 in two phase 3 studies.
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(FI ure 3) Randomized set. SPARCC SIJ and Berlin spine scores range from 0—-72 and 0-69, respectively, with lower scores indicating less inflammation; 2Includes only patients in the
g ] MRI sub-study; PAll patients in the overall study were pooled, regardless of treatment arm; <n=331; 9In patients with SPARCC SIJ assessments: nr-axSpA: BKZ: n=82, PBO: n=70;
r-axSpA: BKZ: n=90, PBO: n=48; ¢In patients with Berlin spine assessments: nr-axSpA: BKZ: n=/9; PBO: n=67/; r-axSpA: BKZ: n=89; PBO: n=48. Randomized set. Includes only patients in the MRI sub-studies. 3SPARCC SIJ <2, assessed in the subgroup of patients with SPARCC SIJ >2 at baseline; PBerlin spine <2, assessed in the subgroup of patients with Berlin spine >2 at baseline. Randomized set. Includes only patients in the MRI sub-studies. 3SPARCC SIJ assessed in the subgroup of patients with SPARCC SIJ >2 at baseline; PBerlin spine assessed in the subgroup of patients with Berlin spine >2 at baseline.
Co n C l u S I o n s ASDAS: Ankylosing Spondylitis Disease Activity Score; ASspiMRI-a: Ankylosing Spondylitis spine MRI—-activity; axSpA: axial spondyloarthritis; BASDAI: Bath Ankylosing Spondylitis Disease Activity Index; BKZ: bimekizumab; CfB: change from baseline; CV: coefficient of variation; HLA-B27: human leukocyte antigen-B27; hs-CRP: high-sensitivity C-reactive protein; IL: interleukin; MRI: magnetic resonance imaging; n/N: number of patients achieving the threshold/number of participants with a non-missing measurement for that timepoint; nr-axSpA: non-radiographic axial spondyloarthritis; OC: observed case; PBO: placebo; Q4W: every four weeks; r-axSpA: radiographic axial spondyloarthritis; SD: standard deviation; SIJ: sacroiliac joints;

SPARCC: Spondyloarthritis Research Consortium of Canada; TNFi: tumor necrosis factor inhibitor.

Across the full disease spectrum of axSpA, dual inhibition of IL-17A and IL-17F
with bimekizumab resulted in a reduction in MRI inflammatory lesions of the
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