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Synopsis Results In the pooled bimekizumab group, patients with lower absolute PASI (£2) more

» IL-17A and IL-17F are pro-inflammatory cytokines that share ~50% structural At the individual patient level, rapid improvements were observed in absolute frequently achieved DLQI of 0 or 1 versus those with higher absolute PASI at
homology and overlapping biological function.'-3 Both IL-17A and IL-17F are PASI over time for those receiving bimekizumab. By Week 12, in the three Week 12 (Figure 5A); similar results were observed at Week 12 in patients with
expressed at sites of inflammation*® and independently co-operate with other highest bimekizumab dose groups almost all patients had an absolute lower BSA versus higher BSA involvement (Figure 5B)
cytokines to mediate inflammation* (Figure 1) PASI <2 with the majority of patients at or near zero (Figure 3); PASI

» Dual neutralization of IL-17A and IL-17F in disease-relevant human cellular systems improvements were correlated with reductions in DLQI, with the majority of A) Absolute PASI in bimekizumab-treated patients
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resulted in lower expression of inflammation-linked genes and pro-inflammatory patients achieving a DLQI of 0 or 1 (no impact of psoriasis on disease-specific
cytokines as well as greater suppression of immune cell migration when compared HRQol ) at Week 12 (Figure 3)
with IL-17A blockade alone?® o " >15
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* Bimekizumab, a monoclonal 1IgG1 antibody, potently and selectively neutralizes the o . o "
biological function of both IL-17A and IL-17F456.7 o - ..
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Figure 1. Dual neutralization of IL-17A and IL-17F in immune-mediated inflammatory diseases IH ! T Io Il boo L, . . '@ . affected by psoriasis in bimekizumab-treated patients
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BE ABLE 1: summary of key results o O O ° § T BRI R
» In this Phase 2b, double-blind, placebo-controlled study (NCT02905006), patients with O S iy A Wodens o) " I . | = 40
moderate-to-severe plaque psoriasis were randomized (1:1:1:1:1:1) to receive 51 o o o oo ':‘ | [ERE S FofrTTer of - 3
bimekizumab 64 mg, 160 mg, 160 mg with 320 mg loading dose, 320 mg, 480 mg, or 70779 7878 8. PRI, i |
. . . PASI=2 O O O - o[ [®/ e[ [8 1= 4 = I -
placebo every 4 weeks for 12 weeks; the primary objective was to evaluate the dose f[ f[ Ll m Ig . 2
response of bimekizumab?’ o ) T o £ >3-55
. o i i i Baseline Week 4 Week 8 Week 12 8 n=14
* There was a significant dose response for Psoriasis Area Severity Index (PASI)90 -
(P<0.0001) at Week 12. The primary endpoint, PASI90 at Week 12, was achieved by PAS| @ Placebo @ BKZ64 mg;, @ BKZ 160 @ BKZ 160 mg; @ BKZ 320 @ BKZ 480 2 ]
D . . . . . D (n = 42) @ (n = 39) @ mg; (n=43) [© (320mgLD:;:n=40) [ mg;(n=43) [ mg; (n=43) s
significantly more patients receiving each bimekizumab dose compared with placebo 5
(Figure 2A)’ £ o1 _ <3
: : . : : Figure 3. Absolute PASI and DLQI over time (patient-level data); x missing data imputed as last <« B
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Up 10 60.0% of b'meklzumab treated patients achieved complete skin clearance observation carried forward; box plots are first quartile, median and third quartile. Whiskers extend to +1.5 @ 28
(PASI100) at Week 12 (Figure 25)7 times the interquartile range. Where the whisker value exceeded the data range, the maximum or |
 The safety profile of bimekizumab was consistent with previous studies*® with no minimum value was used, as appropriate
unexpected satety findings All or nearly all patients with baseline DLQI 24 achieved MCID in DLQI at Week <
12 in the top three bimekizumab dose groups; 3x MCID and 4x MCID were also n=108
A) PASI90 response B) PASI100 response achieved by a substantially greater percentage of bimekizumab patients with
100 - 100 baseline DLQI 212 and 216, respectively, compared with placebo (Figure 4A). 0 20 20 50 a0 100

MCID in DLQI was achieved rapidly and differentiated from placebo after first
dose across all bimekizumab groups (Figure 4B)
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Figure 5A. DLQI of 0 or 1 by absolute PASI at Week 12; Figure 5B. DLQI of O or 1 by BSA affected by
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0 60 - ; psoriasis at Week 12; combined bimekizumab dose group, full analysis set (observed values); *percentages
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> 46,20+ 48,89+ calculated based on total numbers of evaluable patients at Week 12
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0% 0% < 60 * Dual neutralization of IL-17A and IL-17F with bimekizumab in patients with
0 - - . . . .
0 2 4 6 g 10 12 < 100 97.1 moderate-to-severe plaque psoriasis was associated with rapid onset of
eeks Weeks 2 40 clinically meaningful efficacy, with no unexpected safety findings
m oo g oRZoime g Sreloimg g BRZ100mg (320 mgLD atbaselne), g BRASOMG g BEZAS0mS: = * Bimekizumab treatment also resulted in rapid improvements in
= 0 disease-specific quality of life measures in the majority of patients,
Figure 2A. PASI90 response over time’; Figure 2B. PASI100 response over time’, full analysis set (non- which correlated with clinical response
responder imputation); **p<0.001, ***p<0.0001 versus placebo (Fisher’s exact test); note: no patients receiving ) | | | | |  These data support achievement of high levels of skin clearance (absolute
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