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Summa ry Figurel (A) Mean change from baseline and (B) proportion of patients achieving MCID in RAPID3 to Week 192 (MI, mNRI, OC)
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Bimekizumab treatment was associated with sustained, clinically RAPIDZ O 20
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Conclusions burden as measured by RAPID3 to 3.7 years. 5 6 12
End-of-trial results from BE OPTIMAL showed that a h|gh proportion of Randomized set. Disease activity state categorized as high (>12), moderate (>6-<12), low (>3—<6), or remission (<3).!
bDMARD-naive patients with active PsA treated with bimekizumab achieved
RAPl D3 lQW disease activity or remission as éa rly as Week 16, and th|s was bDMARD: biologic disease-modifying antirheumatic drug; BKZ: bimekizumab; CfB: change from baseline; Cl: confidence interval; HDA: high disease activity; IL: interleukin; LDA: low disease activity; MCID: minimal clinically important difference; MI: multiple imputation; mNRI: modified non-responder imputation; MoDA: moderate disease activity; OC: observed case; PBO: placebo; PsA: psoriatic arthritis; Q4W: every 4 weeks; RAPID3: Routine Assessment of Patient Index Data 3; REM: remission; SD: standard deviation; SE: standard error. B @)
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