VLOW Uveltis Rates Iin Patients with Axial Spondyloarthritis or Psoriatic Arthritis Treated with Bimekizumab:

Long-Term Results from Phase 2b/3 Trials

Objective

To assess the long-term incidence of uveitis in patients with axial spondyloarthritis (axSpA) or
psoriatic arthritis (PsA) treated with bimekizumab (BKZ).

Summary

Previous reports have indicated that the EAIR of uveitis was lower in patients with axSpA

Table 1

axSpA and PsA phase 2b/3 trials

Baseline demographics and characteristics in the pooled
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Figure 2 Incidence of uveitis (EAIR/100 PY [95% Cl]) in patients with axSpA stratified by history of uveitis
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uveitis in PsA has been estimated at around 5%. : - = n/N=18/130
Long-term data from 2,514 PY in axSpA, and 3,656 PY in PsA were analyzed BMI, kq/m2, mean (SD) 270 (5.5) . 20.4 (6.3)
e Interleukin (IL)-17 has been implicated in the pathogenesis of uveitis; however, previous data ’ L I ! — batients without hist ¢ itis (n=718) - e 0.6 (0.3, 1.1)
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respectively (Figure 1). Prior TNFi exposure, n (%) 108 (12.7) I 425 (30.2) —— Phase 2b/3 BKZ 160mg Q4W
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Insufficient uveitis events were reported to justify conducting Kaplan-Meiler analyses in
patients with PsA.

BE AGILE: NCT02963506; BE AGILE 2: NCT03355573; BE MOBILE 1: NCT03928704; BE MOBILE 2: NCT03928743; BE MOVING: NCT04436640; BE ACTIVE: NCT02969525;
BE ACTIVE 2: NCT03347110; BE OPTIMAL: NCT03895203; BE COMPLETE: NCT03896581; BE VITAL: NCT04009499.

Pooled axSpA safety set. [a] One patient had missing HLA-B27 status; [b] Five patients had missing HLA-B27 status.

Pooled PsA safety set. n/N is the number of patients who had at least one uveitis TEAE/total number of patients.

AS: ankylosing spondylitis; ASAS: Assessment of SpondyloArthritis international Society; axSpA: axial spondyloarthritis; bDMARD: biologic disease-modifying antirheumatic drug; BKZ: bimekizumab; BMI: body mass index; Cl: confidence interval; CRP: C-reactive protein; csDMARD: conventional synthetic disease-modifying antirheumatic drug; CV: coefficient of variation; EAIR: exposure-adjusted incidence rate; HLA: human leukocyte antigen; MedDRA: Medical Dictionary for Regulatory Activities; nr-axSpA: non-radiographic axSpA; NSAID: nonsteroidal anti-inflammatory drug; OLE: open-label
extension; PsA: psoriatic arthritis; PY: patient-year; Q4W: every 4 weeks; r-axSpA: radiographic axSpA; SD: standard deviation; SpA: spondyloarthritis; TNFi: tumor necrosis factor inhibitor; TNFi-IR: TNFi inadequate response.
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Conclusions

Previous reported data have demonstrated that the incidence of uveitis is lower in patients with
axSpA randomized to bimekizumab vs placebo after 16 weeks of treatment. Across 2,514 PY in
patients with axSpA and 3,656 PY in patients with PsA, the long-term data suggest that the incidence
of uveitis in patients treated with bimekizumab remains low. This suggests that bimekizumab may
confer protective effects for uveitis in patients with SpA.
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