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ObjeCtive Summary Table2  Summary of efficacy outcomes (NRI, OC) Figurel  Study design (included patients)
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of BKZ treatment, with 89.1% achieving DLQI 0/1 at Year 1 (Figure 2D). _ , _ _ _ _ _ _ _ _
Data were pooled for all patients who were randomised to BKZ at the start of the study in BE SURE, BE READY, BE VIVID, and BE RADIANT, achieved a PASI 90, Week 16 responses are reported for all BKZ-randomised patients; response rates from Week 16 up to Year 3 (Week 144) are reported among patients who were randomised to BKZ at the start of the study in BE SURE, BE READY, BE VIVID, and BE RADIANT, achieved a PASI 90, PASI 100, or IGA 0/1 response, respectively, at
e These h|gh levels of response continued to be sustained up to Year 3 (Week 144, Figure 2" PASI 100, or IGA 0/1 response, respectively, at Week 16 and entered the relevant OLE (BKZ Total). Data are also presented for the subsets of these patients who Week 16 and entered the relevant OLE. Week 48 was the last common timepoint for PASI, IGA, and DLQI assessment across BE VIVID, BE READY, BE SURE, and BE RADIANT before OLE entry; therefore, data are only shown up to this point before the OLE. The BE SURE and BE READY feeder studies had a duration of 56 weeks,
received BKZ Q4W during the initial treatment periods, BKZ Q8W during the maintenance treatment periods and BKZ Q8W during the OLE periods (the approved while BE VIVID had a duration of 52 weeks and BE RADIANT had a duration of 48 weeks; to pool the data across all three studies, Week 52 and 56 data from the feeder studies were not included. Therefore, time points after Week 48 in this figure are from the BE BRIGHT and BE RADIANT OLEs. °DLQI assessment was performed
Table 2) dosing regimen for the majority of patients). The BE VIVID study design did not include a Q4W/Q8W/Q8W treatment arm, therefore patients from BE VIVID are not on a different schedule in BE VIVID compared to BE SURE, BE READY, and BE RADIANT; this figure only presents DLQI responses at visits common to BE SURE, BE READY, and BE RADIANT.
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o . SD: standard deviation.
 Study discontinuation in Week 16 PASI 90, PASI 100, and IGA 0/1 responders due to loss of
f'ﬁ y d d d . h . . d d OLEp l _8/1 102 O 7,7 Institutions: YInstitute and Comprehensive Center for Inflammation Medicine, University of Lubeck, Lubeck, Germany; 2University of California Los Angeles (UCLA), Los Angeles, California, USA; Department of Dermatology, Medical College of Wisconsin, Milwaukee, Wisconsin, USA; “Oregon Medical Research Center, Portland, Oregon, USA; *Toulouse University and CHU, Toulouse, France; ®Division of Dermatology and Venereology, Department of
€ Cacy and adverse events urlng the maintenance perlo an was low (n_ 4 [ . °] Medicine, Geneva University Hospitals, and Department of Pathology and Immunology, Faculty of Medicine, University of Geneva; "UCB Pharma, Morrisville, North Carolina, USA; 8UCB Pharma, Monheim, Germany; °UCB Pharma, Colombes, France; °lcahn School of Medicine at Mount Sinai, New York, New York, USA E E
o n
and n:77/1'102 [704’]' respectlvely). References: 'Adams R et al. Front Immunol 2020;11:1894;?Reich K et al. Lancet 2021;397:487-98, NCT03370133; *Gordon KB et al. Lancet 2021;397:475-86, NCT03410992; “Warren RB et al. N Engl J Med 2021;385:130-41, NCT03412747;°Reich K et al. N Engl J Med 2021;385:142-52, NCT03536884; ¢Strober B et al. Br J Dermatol 2023;188:749-597, NCT03598790; "Warren RB et al. J Invest Dermatol 2015;135:2632-40; ®Hongbo Y et al. J Invest Dermatol - "
2005;125:659-64; °Bimzelx® (bimekizumab) Summary of Product Characteristics. 2023. Available at: https://www.ema.europa.eu/en/documents/product-information/bimzelx-epar-product-information_en.pdf [Accessed September 2023]. Author Contributions: Substantial contributions to study conception/design, or acquisition/analysis/interpretation of data: DT, AA, KBG, AB, CP, WHB, MW, BS, BH, JL, ML; Drafting of the publication, or revising it ]
= critically for important intellectual content: DT, AA, KBG, AB, CP, WHB, MW, BS, BH, JL, ML; Final approval of the publication: DT, AA, KBG, AB, CP, WHB, MW, BS, BH, JL, ML. Author Disclosures: DT: Served as an investigator and/or consultant/advisor for AbbVie, Almirall, Amgen, Boehringer Ingelheim, Bristol Myers Squibb, Celltrion, Eli Lilly, Galapagos, Galderma, Janssen, Kyowa Kirin, LEO Pharma, Novartis, Pfizer, Regeneron, Samsung, Sandoz, Sanofi, .
Co nClus I ons Target-Solution and UCB Pharma; received grants from AbbVie, LEO Pharma, and Novartis. AA: Served as a research investigator and/or scientific advisor to AbbVie, Almirall, Arcutis, ASLAN, Boehringer Ingelheim, Bristol Myers Squibb, Dermavant, Dermira, Eli Lilly, EPI, Incyte, Janssen, LEO Pharma, Nimbus, Novartis, Ortho Dermatologics, Pfizer, Regeneron, Sun Pharma, Sanofi, and UCB Pharma. KBG: Received consulting fees from AbbVie, Almirall,
Amgen, Boehringer Ingelheim, Bristol Myers Squibb, Celgene, Dermira, Eli Lilly, Janssen, Novartis, Pfizer, Sun Pharma and UCB Pharma; research support from AbbVie, Bristol Myers Squibb, Celgene, Eli Lilly, Janssen, Novartis, and UCB Pharma. AB: Served as a speaker (received honoraria) for AbbVie, Bristol Myers Squibb, Eli Lilly, Pfizer, Regeneron and Sanofi; served as a scientific adviser (received honoraria) for AbbVie, Abcentra, Aclaris, Affibody, Aligos, E
pooled data from ﬁve trials found that among Week 16 responders hlgh Clinical responses Almirall, Alumis, Amgen, Anaptysbio, Apogee, Arcutis, Arena, Aslan, Athenex, Bluefin Biomedicine, Boehringer Ingelheim, Bristol Myers Squibb, Cara Therapeutics, CTl BioPharma, Dermavant, EcoR1, Eli Lilly, Escient, Evelo, Evommune, Forte, Galderma, Highlightll Pharma, Incyte, InnoventBio, Janssen, Landos, LEO Pharma, Merck, Monte Rosa therapeutics, Nektar, Novartis, Overtone Therapeutics, Pfizer, Rani, Rapt, Regeneron, Sanofi, Genzyme Spherix
. . ' . ! Global Insights, Sun Pharma, Takeda, TLL Pharmaceutical, TrialSpark, UCB Pharma, Union, Ventyx, Vibliome and Xencor; clinical study investigator (institution has received clinical study funds) for AbbVie, Acelyrin, Allakos, Almirall, Alumis, Amgen, Arcutis, Athenex, Boehringer Ingelheim, Bristol Myers Squibb, Concert, Dermavant, Eli Lilly, Evelo, Evommune, Galderma, Incyte, Janssen, LEO Pharma, Merck, Novartis, Pfizer, Regeneron, Sanofi, Sun Pharma, i :
To receive a copy of this poster,
were maintained through 3 years of BKZ 320 mg treatment. ngh levels of response were also UCB Pharma, and Ventyx. CP: Received consulting fees and/or grants from AbbVie, Almirall, Amgen, Boehringer Ingelheim, Celgene, GSK, Janssen, LEO Pharma, Eli Lilly, Novartis, Pierre Fabre, Pfizer, Sanofi-Regeneron, and UCB Pharma. WHB: Received honoraria as a speaker and/or advisor from AbbVie, Almirall, Bristol Myers Squibb, Eli Lilly, Janssen, LEO Pharma, Novartis, and UCB Pharma. MW, BS, BH, JL: Employees and shareholders of UCB Pharma. scan the QR code or visit:

A A A A A A ML: Employee of Mount Sinai and receives research funds from AbbVie, Amgen, Arcutis, Avotres, Boehringer Ingelheim, Cara therapeutics, Dermavant Sciences, Eli Lilly, Incyte, Inozyme, Janssen, Ortho Dermatologics, Sanofi-Regeneron and UCB Pharma; consultant for Almirall, AltruBio Inc., AnaptysBio, Arcutis Inc., AstraZeneca, Avotres Therapeutics, Brickell Biotech, Boehringer Ingelheim, Bristol Myers Squibb, Castle Biosciences, Celltrion, CorEvitas, UCBposters.com/EADV2023
malntaln_ed In th_ose WhO r.ecelved BKZ Q4W/Q8W/08W' the approved dOSIng reglmen for Dermavant Sciences, EPI, Evommune Inc., Facilitation of International Dermatology Education, Forte Biosciences, Foundation for Research and Education in Dermatology, Galderma, Genentech, Incyte, LEO Pharma, Meiji Seika Pharma, Mindera, Pfizer, Seanergy, Strata, Trevi and Verrica. Acknowledgements: These studies were funded by UCB Pharma. We thank the patients and their caregivers in addition to the investigators and their teams who Poster ID: P2540
most patients Wlth Sor'IaSIS_9 contributed to these studies. The authors acknowledge Joe Dixon, PhD, UCB Pharma, Slough, UK and Susanne Wiegratz, MSc, UCB Pharma, Monheim, Germany for publication coordination, Sana Yaar, PhD, Costello Medical, Manchester, UK for medical writing and editorial assistance and the Creative team at Costello Medical for graphic design assistance. All costs associated with development of this poster were funded by UCB Pharma. Link expiration: 28 October 2023

P p

Presented at the 32" European Academy of Dermatology and Venereology Congress | Berlin, Germany | 11-14 October 2023




