Bimekizumab long-term efficacy in patients with moderate to severe plaque psoriasis after
switching from adalimumab, ustekinumab, or secukinumab: Results from up to 4 years of
total treatment from BE BRIGHT and BE RADIANT

Georgios Kokolakis,! George Han,??

David Pariser,* Antonio Costanzo,”
Richard G. Langley,® Rhys Warham,”®
Balint Szilagyi,® Bertram Knapp,® Mark Lebwoh!*°

Synopsis

* To achieve improvements in psoriasis management, patients and clinicians may
choose to switch biologics, particularly in cases of suboptimal response and due to

Summary

Before BKZ treatment:
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 Included patients from BE BRIGHT were initially randomized to ADA to Week 24 PASI 90 and DLQI 0/1 responses through 3 or 4 years of total treatment.

followed by BKZ every 4 weeks (Q4W) to Week 56 (BE SURE), or to UST to
Week 52 (BE VIVID), and then entered the BE BRIGHT open-label extension
(OLE; 4 years' total treatment) where they received BKZ Q4W or every 8 weeks
(Q8W; Figure 1).4-¢

e Included patients from BE RADIANT (3 years' total treatment) received SEC to
Week 48, followed by BKZ Q4W or Q8W during its OLE (Figure 1).”8

Data reported according to weeks since switch to BKZ up to 3 years (SEC/BKZ) and 4 years (ADA/BKZ and UST/BKZ) of total treatment. Upon entering the OLE, patients received either BKZ 320 mg Q4W or Q8W based on PASI 90 response at Week 56, 52, or 48
for patients initially randomized to ADA, UST, or SEC, respectively. Due to differences in scheduling between the trials, efficacy assessments were performed at different timepoints after switch from ADA, UST, and SEC to BKZ.
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— Following switch from SEC and after 96 weeks of BKZ, 71.7%, 39.8%, and
64.5% achieved PASI 90, PASI 100, and DLQI 0/1, respectively.

» Switching ADA, UST, and SEC PASI 90 responders to BKZ resulted in
maintained PASI 90, PASI 100, and DLQI 0/1 responses through 3 or 4 years of
total treatment (Figure 3).

Conclusions

Switching adalimumab, ustekinumab, or secukinumab PASI 90 non-responders

to bimekizumab led to rapid achievement and long-term maintenance of clinical
responses, through 3 or 4 years of total treatment. In adalimumab, ustekinumab, or
secukinumab PASI 90 responders, response rates were maintained in the long term
following switch to bimekizumab.

Data reported according to weeks since switch to BKZ up to 3 years (SEC/BKZ) and 4 years (ADA/BKZ and UST/BKZ) of total treatment. Upon entering the OLE, patients received either BKZ 320 mg Q4W or Q8W based on PASI 90 response at Week 56, 52, or 48

Data presented for patients who entered the OLE period by initial treatment group (ADA, UST, or SEC) and whether they achieved PASI 90 response at the time of switch, regardless of BKZ OLE dosing regimen following switch. for patients initially randomized to ADA, UST, or SEC, respectively. Due to differences in scheduling between the trials, assessments were performed at different timepoints after switch from ADA, UST, and SEC to BKZ.

ADA: adalimumab; BKZ: bimekizumab; BSA: body surface area; DLQI: Dermatology Life Quality Index; IGA: Investigator's Global Assessment; IL: interleukin; mNRI: modified non-responder imputation; N, : N observed; OC: observed case; OLE: open-label extension; PASI 90/100: >90%/100% improvement from baseline in Psoriasis Area and Severity Index; Q2W: every 2 weeks; Q4W: every 4 weeks; Q8W: every 8 weeks; Q12W: every 12 weeks; SD: standard deviation;
SEC: secukinumab; TNF: tumour necrosis factor; UST: ustekinumab.
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