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Objective

To report the median time to onset of Psoriasis Area and
Severity Index (PASI) responses in patients with moderate
to severe plaque psoriasis treated with bimekizumab
(BKZ) versus adalimumab (ADA), ustekinumab (UST) and
secukinumab (SEC).

Introduction

e Rapid onset of treatment response is an important goal
for patients with psoriasis and a treatment offering this is
preferred over a treatment offering other highly desirable
goals such as prolonged time to relapse.l?

e Fast-acting treatments that align with patients’ treatment
goals can help to improve patient-orientated psoriasis care.?

« BKZ, a humanised |lgGl monoclonal antibody that inhibits
both interleukin (IL)-17F and IL-17A, has previously
demonstrated earlier onset of >75%/>90%/100%
iImprovement from baseline in PASI (PASI 75/90/100)
responses in comparison with ADA, UST and SEC.4-°

e Absolute PASI scores can also be used to assess psoriasis;
specifically, PASI <2 represents a clinically relevant disease
endpoint to inform treat-to-target management strategies,
and more stringent thresholds are becoming an increasingly
achievable treatment goal.”~®

e Assessing absolute PASI scores, rather than relative
Improvements, offers benefits in clinical practice, as
absolute PASI outcomes are not influenced by baseline
severity and provide a direct measure of the patient’s
current disease severity.%1°

Methods

e Post hoc analyses were carried out using data from patients
receiving BKZ 320 mg every 4 weeks (Q4W) to Week 16 vs
comparators (dosed per label) in phase 3/3b studies:

BE SURE (BKZ Q4W vs ADA), BE VIVID (BKZ Q4W vs UST) and
BE RADIANT (BKZ Q4W vs SEC). 113

 Median times to PASI <1, PASI <2 and PASI <3 responses were
estimated using Kaplan-Meier analysis.

e Patients who discontinued prior to achieving PASI <1/<2/<3
response, and those who reached Week 16 without
PASI <1/<2/<3 response, were censored at the date of last
PAS| assessment.

Results

e Baseline characteristics for each study have been reported
previously and were similar across treatment arms.*-3

e In BE SURE, the median number of days to reach PASI <1 for
BKZ Q4W (N=319) was 57/, around 8 weeks less than it took
for ADA (115 days [N=159]; Figure 1A, Table 1).

— The median time taken to reach PASI <2 and PASI <3 was
also shorter for BKZ Q4W than ADA: 55 days vs 86 days
and 29 days vs 84 days, respectively (Table 1).

e In BE VIVID, the median number of days to reach PASI <1 for
BKZ Q4W (N=321) was 57/, around 8 weeks less than it took
for UST (114 days [N=163]; Figure 1B, Table 1).

— The median time taken to reach PASI <2 and PASI <3 was
also shorter for BKZ Q4W than UST: 56 days vs 87/ days
and 30 days vs 85 days, respectively (Table 1).

 |In BE RADIANT, the median number of days to reach PASI <1
for BKZ Q4W (N=373) was 58, around 4 weeks less than it
took for SEC (83 days [N=370]; Figure 1C, Table 1).

— The median time taken to reach PASI <2 and PASI <3
for BKZ Q4W was 56 days and 31 days, respectively,
compared with 57 days to reach both for SEC (Table 1).

Conclusions

BKZ demonstrated a consistently rapid onset

of clinically relevant absolute PASI responses

(PASI <1/PASI <2/PASI <3), and this was generally faster
than responses observed with ADA, UST and SEC.

These results demonstrate that BKZ is a fast-acting
treatment option for psoriasis, which aligns with
iImportant patient treatment goals.

Summary

Median time to onset of PASI responses in three head-to-head phase 3/3b studies

BE SURE: BKZ vs ADA BE VIVID: BKZ vs UST

BE RADIANT: BKZ vs SEC

BKZ Q4W (N=319) ADA (N=159) PASI assessment BKZ Q4W (N=321) UST (N=163) PASI| assessment BKZ Q4W (N=373) SEC (N=370) PASI assessment
-------- >0 E—
o 957 days i s 957 days e s 55 days: e
PASI<1 ' @ ; ; | PASI<1 @ ' | - | | PASI<1 ' ' | | | |
S | | ‘@115 days s——————> @ 114 day's ms———)> @) 33 days |
—— 55 days ! E — )56 days ! E o — ) 56 days | E
PASI<2 | : : : PASI<2 @ | | : : : PASI<2 : | ! ' : :
—— . @ 86 days! s> @ 87 days messss—> @ 57 days ! |
> ® 29 days! E E @ 30 days: E E ) @ 31 days! E E
PASI <3 ! . : : : PASI <3 ' ! : : ! ! PASI <3 ' ! ! ! !
—— | ) 84 days s> @ 35 days ! s> @ 57 days ! |
| I | I : | : | : | : | h | I : : | : | : | : | h | I : : | : | : | : | h
0 2 4 6 8 10 12 14 16 18 20 0) 2 4 6 8 10 12 14 16 18 20 0) 2 4 6 8 10 12 14 16 18 20
Time to response (weeks) Time to response (weeks) Time to response (weeks)
Treatment with BKZ resulted in faster onset of clinically relevant PASI responses (PASI <1/<2/<3) than with
ADA, UST or SEC, demonstrating that BKZ treatment helps to achieve treatment goals that align with improved
patient-orientated psoriasis care.
Figurel Time to absolute PASI <1 response in three head-to-head phase 3/3b studies
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Randomised set (all study participants randomised to treatment). Time to PASI <1 response (in days) was calculated as min (date of first PASI <1 response, date of Week 16 visit) — date of baseline visit + 1. Patients who discontinued
study treatment prior to achieving PASI <1 response were censored at the date of the last observed PASI assessment on or prior to the date of study treatment discontinuation. Patients who reached the Week 16 visit without achieving
PASI <1 response were censored at the date of the last observed PASI assessment on or prior to the Week 16 visit. Comparator dosing was as follows: BE SURE patients received ADA 80 mg at baseline, then 40 mg Q2W from Week 1,
BE VIVID patients received UST 45 mg/90 mg at baseline (weight-dependent) and Week 4, then Q12W thereafter; BE RADIANT patients received SEC 300 mg weekly to Week 4, then Q4W thereafter.!t-13

Table 1 Median time to onset of PASI threshold responses in three head-to-head phase 3/3b studies
BE SURE BE VIVID BE RADIANT
Median time to BKZ Q4W (N=319) |  ADA (N=159) BKZ Q4W (N=321) |  UST (N=163) BKZ Q4W (N=373) |  SEC (N=370)
response (days) | | |
PASI <1 57 | 115 57 | 114 58 | 83
PASI <2 55 | 86 56 | 87 56 | 57
PASI <3 29 | 84 30 | 85 31 | 57

Randomised set (all study participants randomised to treatment). Time to PASI response (in days) was calculated as min(date of first PASI response, date of Week 16 visit) — date of baseline visit + 1. Patients who discontinued study
treatment prior to achieving PASI <1/<2/<3 response were censored at the date of the last observed PASI assessment on or prior to the date of study treatment discontinuation. Patients who reached the Week 16 visit without achieving
PASI <1/<2/<3 response were censored at the date of the last observed PASI assessment on or prior to the Week 16 visit. Comparator dosing was as follows: BE SURE patients received ADA 80 mg at baseline, then 40 mg Q2W from
Week 1; BE VIVID patients received UST 45 mg/90 mg at baseline (weight-dependent) and Week 4, then Q12W thereafter; BE RADIANT patients received SEC 300 mg weekly to Week 4, then Q4W thereafter.t-13

ADA: adalimumab; BKZ: bimekizumab; IL: interleukin; PASI: Psoriasis Area and Severity Index; PASI 75/90/100: >75%/>907%/100% improvement from baseline in PASI; Q2W: every 2 weeks; Q4W: every 4 weeks; Q12W: every 12 weeks; SEC: secukinumab; UST: ustekinumab.
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