
Objective
Evaluate maintenance of response rates among patients with moderate 
to severe plaque psoriasis receiving BKZ who had an initial response 
(IGA 0/1, BSA ≤1%, PASI 100) at Week 16 of the three phase 3 feeder 
studies and received continuous Q4W or Q8W BKZ maintenance 
dosing over two years.

Introduction
•	 Bimekizumab (BKZ) is a monoclonal IgG1 antibody that selectively 

binds to and inhibits both interleukin (IL)-17A and IL-17F.1

•	 In phase 3 clinical trials, BKZ led to substantial clinical 
improvements in patients with moderate to severe plaque psoriasis, 
with no unexpected safety findings.2–5

•	 Given that psoriasis is a chronic disease, it is important to 
understand long-term treatment efficacy.

Methods
•	 Patients who completed one of three phase 3 studies  

(BE VIVID: NCT03370133; BE SURE: NCT03412747; BE READY: 
NCT03410992) could enroll in the BE BRIGHT (NCT03598790) two-
year open-label extension (OLE).1–3 These analyses include patients 
randomized to BKZ 320 mg every 4 weeks (Q4W) who responded 
at Week 16 of the feeder study, received BKZ 320 mg Q4W or every 
8 weeks (Q8W) maintenance dosing from Week 16, and enrolled in 
BE BRIGHT (Figure 1).

•	 We report maintenance of Investigator’s Global Assessment (IGA) 
0/1, psoriasis body surface area (BSA) ≤1%, and 100% improvement 
in the Psoriasis Area and Severity Index (PASI 100, complete skin 
clearance) through two years of treatment (OLE Week 48) among 
Week 16 responders who received continuous BKZ maintenance 
dosing in the OLE (Q4W/Q4W/Q4W or Q4W/Q8W/Q8W).

•	 Missing data were imputed using modified non-responder 
imputation (mNRI), non-responder imputation (NRI), and observed 
case (OC). 

	– mNRI: Multiple imputation was used for missing data, 
except for patients with missing data following treatment 
discontinuation due to lack of efficacy where they were 
considered non-responders.

•	 Safety over two years was evaluated for all patients who received ≥1 
dose of BKZ in the phase 3 feeder studies or the OLE.

	– Treatment-emergent adverse events (TEAEs) were coded using 
MedDRA v19.0. Exposure-adjusted incidence rates (EAIRs) are 
the incidence of new cases per 100 patient-years (PY).

Results
•	 Patient demographics and baseline characteristics for Week 16 

responders are reported in Table 1.

•	 989 patients were initially randomized to BKZ 320 mg Q4W; at 
Week 16, 87.5% achieved IGA 0/1, 74.9% achieved BSA ≤1%, and 
62.7% achieved PASI 100 (NRI).

•	 Among Week 16 IGA 0/1, BSA ≤1%, and PASI 100 responders, 
respectively, response rates were maintained to OLE Week 48 with 
both Q4W and Q8W maintenance dosing regimens (Figure 2).

•	 The most common TEAEs (incidence >5%) were nasopharyngitis, 
oral candidiasis, and upper respiratory tract infection. No new 
safety signals were identified in the phase 3 feeder studies or the BE 
BRIGHT OLE (Table 2).
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Conclusions
Among Week 16 responders, response rates were maintained through 
to two years of BKZ treatment.

IGA 0/1, BSA ≤1%, and PASI 100 response rates were maintained with 
BKZ with both Q4W and Q8W maintenance dosing regimens.

Among all BKZ-treated patients over two years, the most frequent 
adverse events were nasopharyngitis, oral candidiasis, and upper 
respiratory tract infection, consistent with results through one year.2–4

Bruce Strober,1,2 Akihiko Asahina,3 Ulrich Mrowietz,4 Mark Lebwohl,5  
Peter Foley,6 Richard G. Langley,7 Jonathan Barker,8 Christopher Cioffi,9 
Nancy Cross,10 Maggie Wang,10 Carle Paul11

Bimekizumab response maintenance through two years of treatment in patients with 
moderate to severe plaque psoriasis who responded after 16 weeks: Interim results from 
the BE BRIGHT open-label extension trial

Previously presented at AAD FiRST 2021

Figure 1 �BE BRIGHT study design: Included patients

BKZ: bimekizumab; BSA: body surface area; CI: confidence interval; DLQI: Dermatology Life Quality Index; EAIR: exposure-adjusted incidence rate; IGA 0/1: score of 0 (clear) or 1 (almost clear) with ≥2-category improvement relative to baseline in Investigator’s Global Assessment; IL: interleukin; mNRI: modified 
non-responder imputation; NRI: non-responder imputation; OC: observed case; OLE: open-label extension; PASI 90: ≥90% improvement from baseline in Psoriasis Area and Severity Index; PASI 100: 100% improvement from baseline in Psoriasis Area and Severity Index; PY: patient-years; Q4W: every 4 weeks; 
Q8W: every 8 weeks; SD: standard deviation; TEAE: treatment-emergent adverse event; TNF: tumor necrosis factor.
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Table 1 Baseline demographics and disease characteristics Table 2 Two-year pooled safety

Figure 2 �Maintenance of response through two years (pooled; mNRI, NRI, OC)

A) IGA 0/1 B) BSA ≤1% C) PASI 100

All patients in the Q4W/Q8W/Q8W arm achieved PASI 90 on entering the OLE. aBE VIVID: All BKZ-randomized patients continued Q4W treatment at 
Week 16;2 BE SURE: Patients allocated to BKZ treatment were randomized 1:1 at baseline to either continue Q4W or switch to Q8W at Week 16;4 BE 
READY: BKZ-randomized Week 16 PASI 90 responders were re-randomized 1:1:1 to BKZ Q4W, Q8W, or placebo (PASI 90 non-responders entered an 
escape arm);3 bBE SURE and BE READY had a Week 56 visit that was not included in the BE BRIGHT pooled analysis. aData are reported for all patients with a response at Week 16 who enrolled in BE BRIGHT; bIncludes patients with multiple prior biologic use.

The data cut-off for the ongoing BE BRIGHT trial was November 9, 2020. TEAEs were assigned to the dose most recently received prior to the date of 
onset of the TEAE. Patients who received both BKZ 320 mg Q4W and Q8W at different times in the trials are included in the population count of both 
treatment groups, but only once in each BKZ total group. aTEAEs occurring in >5% patients in the BKZ total group.

Week 16 respondersa

IGA 0/1 
responders 

(n=685)

BSA ≤1% 
responders  

(n=597)

PASI 100 
responders  

(n=503)

Age (years), mean ± SD 44.9 ± 13.4 44.9 ± 13.3 44.8 ± 13.2
Male, n (%) 488 (71.2) 420 (70.4) 352 (70.0)
Caucasian, n (%) 591 (86.3) 513 (85.9) 441 (87.7)
Weight (kg), mean ± SD 89.2 ± 20.8 88.4 ± 20.3 87.8 ± 19.3
Duration of psoriasis (years), 
mean ± SD

18.4 ± 12.4 18.3 ± 12.6 18.0 ± 12.3

PASI, mean ± SD 21.4 ± 7.6 21.1 ± 7.4 21.2 ± 7.2
BSA (%), mean ± SD 27.4 ± 15.6 26.7 ± 15.2 26.7 ± 14.9
IGA, n (%)

3: moderate 451 (65.8) 400 (67.0) 331 (65.8)
4: severe 233 (34.0) 196 (32.8) 171 (34.0)

DLQI total, mean ± SD 10.5 ± 6.3 10.7 ± 6.3 10.9 ± 6.4
Any prior systemic therapy, n (%) 547 (79.9) 486 (81.4) 415 (82.5)
Prior biologic therapy,b n (%) 275 (40.1) 245 (41.0) 210 (41.7)

anti-TNF 96 (14.0) 86 (14.4) 74 (14.7)
anti-IL-17 171 (25.0) 150 (25.1) 126 (25.0)
anti-IL-23 34 (5.0) 33 (5.5) 29 (5.8)
anti-IL-12/23 37 (5.4) 32 (5.4) 28 (5.6)

BKZ 320 mg Q4W 
(n=1456) 

EAIR/100 PY (95% CI)

BKZ 320 mg Q8W 
(n=930) 

EAIR/100 PY (95% CI)

BKZ Total 
(N=1495) 

EAIR/100 PY (95% CI)

Any TEAE 219.6 (207.3, 232.3) 141.4 (129.6,153.9) 192.7 (182.5, 203.3)

Serious TEAEs 6.2 (5.1, 7.4) 5.3 (3.8, 7.0) 5.9 (5.0, 6.9)

TEAEs leading to 
discontinuation

3.6 (2.8, 4.5) 2.7 (1.8, 4.1) 3.3 (2.7, 4.1)

Treatment-
related TEAEs

43.4 (39.8, 47.1) 28.9 (25.0, 33.2) 35.5 (32.8, 38.3)

Severe TEAEs 5.3 (4.3, 6.5) 4.8 (3.4, 6.5) 5.0 (4.2, 5.9)

TEAEs leading to 
death

0.3 (0.1, 0.7) 0.3 (0.1, 1.0) 0.3 (0.2, 0.6)

Most common TEAEsa

Nasopharyngitis 21.7 (19.4, 24.2) 17.2 (14.3, 20.4) 19.3 (17.5, 21.2)

Oral 
candidiasis

16.4 (14.5, 18.5) 9.6 (7.6, 12.0) 12.9 (11.5, 14.4)

Upper 
respiratory 
tract infection

9.1 (7.8, 10.7) 8.3 (6.5, 10.5) 8.4 (7.3, 9.6)

Among all BKZ-treated patients over two years,  
the most frequent adverse events were nasopharyngitis, 
oral candidiasis, and upper respiratory tract infection, 
consistent with results through one year.

aAmong Week 16 IGA 0/1 responders; bAmong Week 16 BSA ≤1% responders;  
cAmong Week 16 PASI 100 responders.

aThe BE READY and BE SURE feeder studies ran for 56 weeks, while BE VIVID ran for 52 weeks; to pool the data across all 3 studies, Week 56 data from the feeder studies were not included.
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