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(none were serious or SyStemIC)' two patlents with nr—axSpA and two with AS AS: ankylosing spondylitis; ASAS20/40: Assessment of SpondyloArthritis international Society 20/40 response; ASAS 5/6: ASAS 5/6 response; ASAS PR: ASAS partial remission; ASDAS-CRP: Ankylosing Spondylitis Disease Activity Score C-reactive protein; ASDAS-MI: ASDAS major improvement; ASQoL: Ankylosing Spondylitis Quality of Life; BASDAI: Bath Ankylosing Spondylitis Disease Activity Index; BASFI: Bath Ankylosing Spondylitis Functional Index; BASMI: Bath Ankylosing Spondylitis Metrology Index; BKZ: bimekizumab; CfB: change from baseline;
discontinued the stu dy due to Candida infections. CRP: C-reactive protein; EAIR: exposure adjusted incidence rate; HLA-B27: human leukocyte antigen B27; hs-CRP: high sensitivity-C-reactive protein; IR: inadequate responders; MASES: Maastricht Ankylosing Spondylitis Enthesitis Score; MI: multiple imputation; MRI: magnetic resonance imaging; n: number; nr-axSpA: non-radiographic axial spondyloarthritis; NRI: non-responder imputation; OC: observed case; PBO: placebo; pts: patients; Q4W: every four weeks; SE: standard error; SF-36 PCS: Short Form-36 Physical Component Summary; SIJ: Sacroiliac Joints;
SPARCC: Spondyloarthritis Research Consortium of Canada; TNFi: tumor necrosis factor inhibitor; ULN: upper limit of normal
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] People’s Republic of China; 8UCB Pharma, Morrisville, NC, USA; °UCB Pharma, Monheim am Rhein, Germany; 1°UCB Pharma, Brussels, Belgium; *UCB Pharma, Slough, UK; *?Department of Medicine, Division of Rheumatology, University of California San Francisco, San Francisco, CA, USA.
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