
Objective
To assess the impact of bimekizumab vs placebo on joint 
and pain-specific outcomes in patients with psoriatic 
arthritis and psoriasis affecting ≥3% body surface area, 
using pooled data from the phase 3 BE OPTIMAL and  
BE COMPLETE trials.

Background
• Psoriatic arthritis (PsA) is a complex inflammatory  

disease that manifests across multiple domains, 
including skin and joints, occurring in up to 30% of 
patients with psoriasis.1,2 

• The joint inflammation and pain experienced by 
patients with PsA significantly contributes to their 
disease burden.3

• Bimekizumab (BKZ), a monoclonal IgG1 antibody that 
selectively inhibits interleukin (IL)-17F in addition to  
IL-17A, has demonstrated efficacy and tolerability to  
16 weeks in patients with PsA.4,5

Methods
• BE OPTIMAL (NCT03895203) and BE COMPLETE 

(NCT03896581) assessed the efficacy and safety of 
treatment with subcutaneous BKZ 160 mg every 4 
weeks in patients with PsA who were biologic  
disease-modifying antirheumatic drug (bDMARD)-naïve 
or who had inadequate response or intolerance to 
TNF-α inhibitors (TNFi-IR), respectively.4,5

• Each study included a 16-week double-blind, placebo 
(PBO)-controlled phase (Figure 1). BE OPTIMAL 
included an adalimumab reference arm; data are not 
shown here.

• Here, data from BE OPTIMAL and BE COMPLETE 
were pooled for patients receiving BKZ or PBO who 
had psoriasis affecting ≥3% body surface area (BSA) 
at baseline.

• Joint outcomes were assessed by ≥20/50/70% 
improvements in American College of Rheumatology 
response criteria (ACR20/50/70) and change from 
baseline (CfB) in tender/swollen joint counts (TJC/SJC) 
to Week 16.

• Pain outcomes were assessed to Week 16 using CfB 
and clinically relevant improvements of ≥30% (much 
improved), ≥50% (very much improved) and ≥70% 
from baseline in Patient’s Assessment of Arthritis Pain 
(PtAAP30/50/70) visual analogue scale (VAS).6,7

• Missing data were imputed using non-responder 
imputation (NRI) for dichotomous outcomes or multiple 
imputation (MI) for continuous outcomes.

Results
• 621/1,112 (55.8%) patients had baseline psoriasis  

≥3% BSA (357 bDMARD-naïve [217 BKZ; 140 PBO];  
264 TNFi-IR [176 BKZ; 88 PBO]). Baseline characteristics 
for this subgroup are reported in Table 1.

• At Week 16, greater proportions of BKZ-treated patients 
vs PBO achieved ACR20 (69.7% vs 18.4%), ACR50 (47.6% 
vs 6.1%) and ACR70 (30.8% vs 2.2%; Figure 2).

• A greater mean (standard error [SE]) CfB at Week 16 was 
observed for patients receiving BKZ vs patients receiving 
PBO in TJC (−11.3 [0.6] vs −2.2 [0.7]), SJC (−7.5 [0.4] vs 
−2.1 [0.5]) and PtAAP (−27.8 [1.5] vs −6.1 [1.5]) (Figure 3).

• A higher proportion of BKZ vs PBO-treated patients 
were PtAAP30 (64.1% vs 21.9%), PtAAP50 (53.7% vs 
13.6%) and PtAAP70 (38.7% vs 7.0%) responders at  
Week 16 (Figure 4).

• Results were similar across trials.

Conclusions
Bimekizumab treatment demonstrated improvement 
across joint and pain outcomes in patients with  
PsA and baseline psoriasis, as compared with PBO at  
Week 16. Results were consistent in patients who were 
bDMARD-naïve or TNFi-IR, suggesting that bimekizumab 
treatment improved joint and pain outcomes irrespective 
of prior bDMARD use.
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Summary

ACR: American College of Rheumatology; ACR20/50/70: ≥20/50/70% improvement in ACR criteria; bDMARD: biologic disease modifying antirheumatic drug; BKZ: bimekizumab; BMI: body mass index; BSA: body surface area; CfB: change from baseline; HAQ-DI: Health Assessment Questionnaire-Disability Index; hs-CRP: high-sensitivity C-reactive protein; IL: interleukin; MI: multiple imputation;  
MTX: methotrexate; NRI: non-responder imputation; PASI: Psoriasis Area and Severity Index; PBO: placebo; PsA: psoriatic arthritis; PSO: psoriasis; PtAAP: Patient’s Assessment of Arthritis Pain; PtAAP30/50/70: 30/50/70% improvement in PtAAP score from baseline; Q2W: every 2 weeks; Q4W: every 4 weeks; SD: standard deviation; SE: standard error; SJC: swollen joint count; TJC: tender joint count;  
TNFi-IR: tumour necrosis factor-α inhibitor inadequate response or intolerance; VAS: Visual Analogue Scale.
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Bimekizumab impact on joint and pain outcomes in patients with active 
psoriatic arthritis and psoriasis: Pooled 16-week results from the BE OPTIMAL 
and BE COMPLETE phase 3 randomised, placebo-controlled studies

Figure 2 Proportion of patients with baseline psoriasis (≥3% BSA) achieving ACR20/50/70 to Week 16 (NRI)

Joints

Numerically higher proportions of bimekizumab-treated patients achieved clinically relevant 
joint and pain outcomes at Week 16, irrespective of prior bDMARD use.

Results show that bimekizumab treatment led to improvements in joint and pain 
outcomes compared with placebo in patients with PsA and baseline psoriasis. Similar 
magnitude of response was observed in bDMARD-naïve and TNFi-IR patients.
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55.8% (621/1,112) of patients had baseline 
psoriasis a�ecting ≥3% body surface area.

The e�cacy of bimekizumab treatment vs 
placebo on joint and pain-specific outcomes 
was evaluated in a pooled analysis of the 
Phase 3 BE OPTIMAL (bDMARD-naïve) and 
BE COMPLETE (TNFi-IR) studies.
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Figure 3 Change from baseline in TJC, SJC and PtAAP in patients with baseline psoriasis (≥3% BSA) at Week 16 (MI) 

Figure 4 Proportion of patients with baseline psoriasis (≥3% BSA) achieving PtAAP30/50/70 to Week 16 (NRI)
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Figure 1 BE OPTIMAL and BE COMPLETE 
study designs
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Table 1 Baseline characteristics in patients with 
baseline psoriasis (≥3% BSA)
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