Bimekizumab Maintained Efficacy Responses Through 52 Weeks in Patients with Active

Psoriatic Arthritis: Results from Two Phase 3 Studies

Objective

To report the proportion of Week 16 responders maintaining their response at
Week 52 and patients who demonstrated no loss of response (i.e. maintained
their response at all visits) to Week 52, for joint and skin efficacy outcomes in
bimekizumab (BKZ)-treated patients with active psoriatic arthritis (PsA) who
were biologic disease-modifying antirheumatic drug (-DMARD)-naive or had
prior inadequate response or intolerance to tumour necrosis factor
inhibitors (TNFi-IR).

Background

BKZ, a monoclonal IgG1 antibody that selectively inhibits interleukin (IL)-17F
in addition to IL-17A, achieved significantly greater improvements in efficacy
outcomes at Week 16, that were sustained to Week 52, in patients with PsA
in two phase 3 studies.*™*

Given the chronic, long term nature of PsA, sustaining high levels of disease
control with treatment is important.

Methods

BE OPTIMAL (NCT03895203) and BE COMPLETE (NCT03896581) assessed
subcutaneous BKZ 160 mg every 4 weeks (Q4W) in patients with active PsA.

Maintenance of response is reported here, defined as the proportion of

Week 52 responders among Week 16 responders. Among Week 16 responders,

no loss of response is defined as patients who achieved a response at all
subsequent visits to Week 52.

Data reported for patients randomised to BKZ at baseline, using non-responder
imputation (NRI): >20/50/70% improvement from baseline in American

College of Rheumatology response criteria (ACR20/50/70) and >75/90/100%
improvement from baseline in Psoriasis Area and Severity Index (PASI75/90/100).

Number of visits after Week 16 varied by study and outcome (7 for ACR and
4 for PASI in BE OPTIMAL; 3 for ACR and PASI in BE COMPLETE; Figure 1);

data for no loss of response may appear higher for outcomes with fewer visits.

Results

Of the patients randomised to BKZ, 388/431 (90.0%) bDMARD-naive and
236/267 (88.4%) TNFi-IR patients completed Week 52.

At Week 16, ACR50 and ACR70 were achieved by 189 (43.9%) and 105
(24.4%) bDMARD-naive patients; 116 (43.4%) and 71 (26.6%) TNFi-IR patients.
A high proportion of Week 16 responders maintained their response at
Week 52 (Figure 2).

The proportions of Week 16 ACR50 and ACR70 responders that did not

lose response at any visit to Week 52 were 110 (58.2%) and 51 (48.6%)

bDMARD-naive patients, and 74 (63.8%) and 41 (57.7%) TNFi-IR patients,

respectively (Figure 2).

— Of the Week 16 ACR50 responders, 33 (17.5%), 13 (6.9%) and 33 (17.5%)
bDMARD-naive patients, and 23 (19.8%), 6 (5.2%) and 13 (11.2%) TNFi-IR
patients, lost response at 1 visit, 2 visits or >2 visits through to Week 52.

Of the 217 bDMARD-naive and 176 TNFi-IR patients with baseline psoriasis
affecting >3% body surface area, PASI90 and PASI100 were achieved at
Week 16 by 133 (61.3%) and 103 (47.5%) bDMARD-naive; 121 (68.8%) and
103 (58.5%) TNFi-IR patients. A high proportion of Week 16 responders
maintained their response at Week 52 (Figure 3).

The proportions of Week 16 PASI90 and PASI100 responders that never

lost response at any visit to Week 52 were 97 (72.9%) and 63 (61.2%)

bDMARD-naive patients, and 96 (79.3%) and 76 (73.8%) TNFi-IR patients,

respectively (Figure 3).

— Of the Week 16 PASI9O0 responders, 17 (12.8%), 11 (8.3%) and 8 (6.0%)
bDMARD-naive patients, and 15 (12.4%), 4 (3.3%) and 6 (5.0%) TNFi-IR
patients, lost response at 1 visit, 2 visits or >2 visits through to Week 52.

Conclusions

With bimekizumab treatment, high proportions of Week 16 responders
maintained robust efficacy responses at Week 52 or did not lose response at
any time point to Week 52 across joint and skin outcomes, demonstrating
durable improvement irrespective of prior TNFi use.
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Summary

Maintenance of response at Week 52 was assessed in
bimekizumab-treated patients who achieved a response at Week 16
of BE OPTIMAL (bDMARD-naive) and BE COMPLETE (TNFi-IR).

Most patients who responded to treatment with bimekizumab at
Week 16 maintained their response at Week 52 across joint and
skin outcomes®®

ACR50 PASI100¢

80.2-86.8% patients
maintained ACR50 at
Week 52

79.6—-84.5% patients
maintained PASI100¢ at
Week 52

A high proportion of patients who responded at Week 16
never lost response at any visit to Week 522

58.2-63.8% patients

maintained ACR50 or

greater at all visits to
Week 52

61.2-73.8% patients
maintained PASI100¢
at all visits to
Week 52

With bimekizumab treatment, most Week 16
responders maintained their response through
Week 52 across joint and skin outcomes.
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[a] Values shown here are NRI; [b] Data are reported for bimekizumab-randomised patients, ranges indicate proportions
in bDMARD-naive and TNFi-IR populations; [c] In patients with psoriasis affecting >3% body surface area at baseline.
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In BE OPTIMAL, patients were randomised 3:2:1 to BKZ 160 mg Q4W:PBO:reference arm (adalimumab 40 mg Q2W). In BE COMPLETE,
patients were randomised 2:1 to BKZ 160 mg Q4W:PBO. In both studies, patients on PBO switched to BKZ 160 mg Q4W at Week 16.

In BE OPTIMAL, the adalimumab 40 mg Q2W treatment arm served as an active reference; the BE OPTIMAL study was not powered for
statistical comparisons of adalimumab to BKZ or PBO. In both studies, ACR50 at Week 16 was the primary endpoint. Results reported
here are for patients receiving BKZ from baseline in both studies. [a] Patients who completed Week 16 of BE COMPLETE were eligible to
enrol in the open-label extension BE VITAL (NCT04009499).4

Figure 2

A) BE OPTIMAL (bDMARD-naive patients) (n=189)
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87/105 (82.9%) Week 16 ACR70 responders maintained ACR70 at Week 52

164/189 (86.8%) Week 16 ACR50 responders maintained ACR50 or better at Week 52
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Randomised set. BKZ-randomised patients who achieved ACR50 or ACR70 responses at Week 16.

ACR responses up to Week 52, in Week 16 ACR50 responders (NRI)

B) BE COMPLETE (TNFi-IR patients) (n=116)

59/71 (83.1%) Week 16 ACR70 responders maintained ACR70 at Week 52
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Figure 3

A) BE OPTIMAL (bDMARD-naive patients) (n=133)
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82/103 (79.6%) Week 16 PASI100 responders maintained PASI100 at Week 52

93/116 (80.2%) Week 16 ACR50 responders maintained ACR50 or better at Week 52
Patients

Patients

110/133 (82.7%) Week 16 PASI90 responders maintained PASI90 or better at Week 52
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PASI responses up to Week 52, in Week 16 PASI90 responders (NRI)

B) BE COMPLETE (TNFi-IR patients) (n=121)

87/103 (84.5%) Week 16 PASI100 responders maintained PASI100 at Week 52
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Randomised set. BKZ-randomised patients with psoriasis affecting >3% body surface area at baseline who achieved PASI90 or PASI100 responses at Week 16.

ACR20/50/70: >20/50/70% improvement from baseline in American College of Rheumatology response criteria; bDMARD: biologic disease-modifying antirheumatic drug; BKZ: bimekizumab; IL: interleukin; NRI: non-responder imputation; OLE: open-label extension; PASI75/90/100: >75/90/100% improvement from baseline in Psoriasis Area and Severity Index; PBO: placebo; PsA: psoriatic arthritis; Q2W: every 2 weeks; Q4W: every 4 weeks; TNFi-IR: prior inadequate response or intolerance to tumour necrosis factor inhibitors.

107/121 (88.4%) Week 16 PASI90 responders maintained PASI90 or better at Week 52

Affiliations: ‘Royal National Hospital of Rheumatic Diseases, Bath, UK; 2Department of Life Sciences, Centre for Therapeutic Innovation, University of Bath, Bath, UK; *The First Department of Internal Medicine, University of Occupational and Environmental Health, Japan, Kitakyushu, Fukuoka, Japan; “Institute and Comprehensive Center for Inflammation Medicine, University of Lubeck, Libeck, Germany; *UCB Pharma, Slough, UK; ®UCB Pharma, Colombes, France; "UCB Pharma, Smyrna, Georgia, USA

*Division of Rheumatology, Salt Lake City Veterans Affairs Health and University of Utah Health, Salt Lake City, Utah, USA

References: 'Mclnnes IB. Lancet 2023;401:25-37; 2Merola JF. Lancet 2023;401:38-48; *Ritchlin CT. Ann Rheum Dis 2023;82:1404-14; “Coates LC. RMD Open 2024;10:e003855. Author Contributions: Substantial contributions to study conception/design, or acquisition/analysis/interpretation of data: WT, YT, DT, BI, VT, HE, RB, JAW; Drafting of the publication, or reviewing it critically for important intellectual content: WT, YT, DT, BI, VT, HE, RB, JAW; Final approval of the publication: WT, YT, DT, BI, VT,

To receive a copy of this poster,
scan the QR code or visit:
https://ucbposters com/
?PosterID=EULAR2024_POS0961

HE, RB, JAW; Publication coordination: HE. Author Disclosures: WT: Research grants, consulting fees, speaking fees and/or honoraria from AbbVie, Amgen Inc., BMS, Celgene, Eli Lilly, GSK, Janssen, MSD, Novartis, Ono Pharma, Pfizer, and UCB Pharma; YT: Speaking fees and/or honoraria from AbbVie, AstraZeneca, BMS, Boehringer Ingelheim, Chugai, Eisai, Eli Lilly, Gilead, GSK, Pfizer, Taiho, and Taisho; Received grants from Chugai, Eisai, Mitsubishi-Tanabe, and Taisho; DT: Investigator and/or consultant/advisor

for AbbVie, Almirall, Amgen, BMS, Boehringer Ingelheim, Celltrion, Eli Lilly, Galderma, Janssen-Cilag, Kyowa Kirin, LEO Pharma, L'Oreal, New Bridge, Novartis, Pfizer, Regeneron, Samsung, Sanofi, Target-RWE, UCB Pharma, and Vichy; Received grants from AbbVie, LEO Pharma, and Novartis; Bl: Employee of UCB Pharma; shareholder of AbbVie, GSK, and UCB Pharma; VT, HE, RB: Employee and shareholder of UCB Pharma; JAW: Consultant for/grant support from AbbVie, Amgen, Eli Lilly, Janssen, Merck,

Poster ID: POS0961

Novartis, Pfizer, and UCB Pharma. Acknowledgements: We would like to thank the patients and their caregivers in addition to all the investigators and their teams who contributed to these studies. The authors acknowledge Nadine Goldammer, PhD, UCB Pharma, Monheim, Germany, for her work as clinical program delivery lead for the bimekizumab PsA program, David Morgan, PhD, Costello Medical, Manchester, UK for medical writing and editorial assistance and the Costello Medical Creative team for
design support. These studies were funded by UCB Pharma. All costs associated with development of this presentation were funded by UCB Pharma.

Vienna, Austria

Link expiration: 29 June 2024



https://ucbposters.com/?PosterID=
EULAR2023_POS1537


	Button 1: 


