Bimekizumab Demonstrated Similar Efficacy and Safety in Two Clinical Endotypes of Axial Spondyloarthritis: 1-Year Results

from Two Phase 3 Trials
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Objective

To evaluate the differences in efficacy and safety between two clinical

Summary

Previous cluster analyses have identified

Table 1 Patient demographics and baseline characteristics, stratified

by endotype
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safety in both endotypes across the full disease spectrum of axSpA ASAS40: Assessment of SpondyloArthritis international Society 40% response; ASDAS: Axial Spondyloarthritis Disease Activity Score; ASDAS-CII: ASDAS clinically important improvement; ASDAS LDA: ASDAS low disease activity; ASDAS-MI: ASDAS major improvement; ASQoL: Ankylosing Spondylitis Quality of Life; axSpA: axial spondyloarthritis; BASFI: Bath Ankylosing Spondylitis Functional Index; BKZ: bimekizumab; CART: Classification and Regression Tree; . . .
through Week 52 Cl: confidence interval; CfB: change from baseline; HLA: human leukocytic antigen; hs-CRP: high-sensitivity C-reactive protein; IL: interleukin; LS: least squares; MI: multiple imputation; MASES: Maastricht Ankylosing Spondylitis Enthesitis Score; nr-axSpA: non-radiographic axSpA; NRI: non-responder imputation; NSAID: non-steroidal anti-inflammatory drug; OC: observed case; OLE: open-label extension; PBO: placebo; PCS: physical component summary; TO recelve a COpy Of thlS @
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