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Objective Figurel BE COMPLETE and Table 1  Baseline patient demographics and disease characteristics
To assess the long-term efficacy and safety BE VITAL StUdy design

oo PBO E BKZ 160 mg Q4W
of bimekizumab treatment up to 52 weeks n=133 ; n=263
in patients with active psoriatic arthritis and BE COMPLETE BE VITAL OLE* : o T Y
prior inadequate response or intolerance to Double-blind ge. years, mean (D) 129 ' 1124
tumour necrosis factor-a inhibitors. Screening beriod Open-label period Male, n (%) 60 45.0) ! 130 (48.7)
BMI, kg/m2, mean (SD) 29.0 (5.4) . 30.1(6.5)
BaCkg rou nd Time since first diagnosis of PsA,? years, mean (SD) 9.2(8.1) | 9.6(9.9)
e Bimekizumab (BKZ) is a humanized /— Placgbzo TJC (of 68 joints), mean (SD) 19.3(14.2) I 18.4 (13.5)
. q n= .. 1
monoclonal |gGl anUbody that Se[ect|ve|_y SJC (of 66 joints), mean (SD) 10.3(8.2) ' 9.7 (7.5)
inhibits interleukin (IL)-17F in addition N=400 (A o hs-CRP >6 mg/L, n (%) 59 (44.4) | 118 (44.2)
to IL-17A. 21 patients ~ __ Bimekizumab ___ . ] . ] . . :
57 e ot . B, entered " 160 mg Q4W g:‘s'le's‘:zx'ﬁhmpes::fssg) involving >3% BSA, n (%) / 88 (66.2) / 8.5 (6.6) : 176 (65.9) /10.1(9.1)
. as shown supetrior efficacy to ‘ 1
16 weeks versus placebo (PBO) and / HAQ-DI score, mean (SD) 1.04 (0.69) i 0.97 (0.59)
tolerability in patients with active psoriatic ?28?53235 SF-36 PCS score, mean (SD) 35.9 (10.2) ! 36.4(9.0)
arthritis (PsA) in two phase 3 studies, n=267 Dactylitis (LDI >0),5% n (%) / LDI score,* mean (SD) 14 (10.5) / 66.4 (127.6) : 34 (12.7)/ 72.7 (114.4)
BE OPTIMAL (naive to biologic disease- _ Enthesitis (LEI >0) % n (%) / LEl score, mean (SD) 36 (27.1)/ 2.9 (1.6) : 106 (39.7)/ 2.6 (1.5)
modifying antirheumatic drugs [bDMARDs]) Baseline Week 16 Week 52 -
) . [ TR [ YT @ -cceerrenestenitianiiteiiieiiiinitienttannes @ Nail psoriasis (MNAPSI >0).¢ n (%) / '
and BE COMPLETE (prior inadequate 14-35 days Primary endpoint mNAPSI score,” mean (SD) 83(62.4)/4.5(2.8) | 159 (59.6) / 4.3 (2.8)
response or intolerance to tumour necrosis ACR50
q o.q 0 12 *BE VITAL includes patients from the BE OPTIMAL and BE COMPLETE studies; results Randomized set. 2Data missing for 1 PBO patient; 1 BKZ patient; ®Patients with psoriasis involving >3% BSA at baseline; “The presence of dactylitis was defined by a score greater
faCtor—Cl |nh|b|tors [TN F' - | R]) ‘ are only presented for patients from BE COMPLETE. BKZ-treated patients were than 0 on the Leeds Dactylitis Index (higher scores indicate a greater number of affected sites); “Data missing for 1 PBO patient; ¢In patients with dactylitis at baseline; ‘The
i - eligible to receive rescue therapy from Week 16 at the discretion of the investigator, presence of enthesitis was defined by a score greater than 0 on the Leeds Enthesitis Index (range 0 to 6, with higher scores indicating a greater number of affected sites); %In
e The ef‘ﬁ Cacy and tolera b|l|ty of BKZ to while continuing to receive BKZ. patients with enthesitis at baseline; "In patients with nail psoriasis at baseline.

52 weeks has also been demonstrated in

BE OPTIMAL Figure 2 ACR, PASI and MDA response rates over time to Week 52 (NRI and OC)

e Patients with PsA and TNFi-IR typically
exhibit reduced treatment responses
cor.‘npar(.edlwith biologic-naive patiehts,“'5 A) B) Q)
manage the long-term clinical needs of
these patients is important. Double-blind

Methods ooy "

o BE COMPLETE (NCT03896581) Nominal p<0.001

0 . BKZ vs PBO
included a 16-week double-blind, at Week 16 T o 78.4 [OC]

PBO-controlled period.? 757 : o veeeA 714 [OC] 727

68.2 INRI] p<0.001 Nominal p<0.001
N N BKZ vs PBO BKZ vs PBO
= A 60.2 [NRI] at Week 16 O 59.710C] at Week 16

: 0 51.7 [NRI)
e Pevereer «++*AA 486 [0OC]
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o Patients were randomized 2:1 to
subcutaneous BKZ 160 mg or PBO every
4 weeks (Q4W).

e Patients who completed Week 16 were
eligible for entry into an open-label
extension, BE VITAL (NCT04009499; 254
Figure 1). Upon entry, PBO-randomized
patients switched to receive
BKZ (PBO/BKZ).

e BE VITAL included patients from BE 12 16 20 24 28 32 36 40 44 48 52 0 4 8 12 16 20 24 28 32 36 40 44 48 52 0 4 8 12 16 20 24 28 32 36 40 44 48 52
OPTIMAL and BE COMPLETE; data here are . Weeks . Weeks . Weeks
Only rep patients Ereenm et &t peseliie PBO 133 125 112 PBO 133 125 111 PBO 133 125 111
(Week 0) of BE COMPLETE, up to 1 year. BKZ 267 263 232 BKZ 267 263 231 BKZ 267 263 233

» Efficacy data reported are observed D) E) F)

case or have imputed missing data using PASI90? PASI100? MDA

non-responder imputation (binary) or
multiple imputation (continuous). Double-blind
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Open-label Double-blind } Open-label Double-blind Open-label
e The number of treatment—emergent 100 - period E treatment period 100 - period i treatment period 100 - period i treatment period
adverse events (TEAEs) to Week 52 are b0 Nominal p<0.001 5
reported for patients who received >1 dose at Week 16 b 890100 BKZ vs PBO :
. . . . . eOeernaetienO 84.0 [OC] at Week 16 :
of BKZ, including patients who switched ! Ot 244 INR ' '
from PBO to BKZ at Week 16. 75+ 744 INRI 75+ 5 AL alod 757 :
! O 65.9 [NRI] BE;?,;O;);O
—_ 69.5 [OC —_ Leeett” * —_
ReSUltS 8 688[[NR|]] 8 : 60.2 [NRII 8 at Week 16
. . pr 3. : pr e . ."‘_..O .......... O 54.3[0C]
o 388/400 (97.0%) patients completed £ 501 | £ 50 S 50 | O o Al
. o, F=} ' F= = 2 N @ Y Lhs :
Week 16; 377 <594.3/0) entered BE VITAL s 5 & 5 & 144.9 (0C] DAt A 393 (0C)
and 347 (86.8%) completed Week 52. ; ; 144.2 [NRI] 331 NRI
« Baseline characteristics were comparable 25 : 25 : 25 :
between groups (Table 1). : : :
e Improvements in joint and skin responses 7.6 [OC] 5 51[0C] 5
with BKZ treatment at Week 16 0 . 6.8INRIl o = 4.5[NRI] o T 6.0 INRI]
were sustained to Week 52 (Figure 2 0 4 8 12 16 20 24 28 32 36 40 44 48 52 0 4 8 12 16 20 24 28 32 36 40 44 48 52 0 4 8 12 16 20 24 28 32 36 40 44 48 52
and Table 2) n Weeks n Weeks n Weeks
 Patients who switched to BKZ at PBO 88 79 73 PBO 88 79 73 PBO 133 125 112
Week 16 demonstrated improvements in BKZ 176 174 156 BKZ 176 174 156 BKZ 267 263 232
1 i Randomized set. For binary variables, p values were calculated using a logistic regression model with treatment, prior TNFi exposure, and region as stratification factors. Nominal p values are not powered or adjusted for multiplicity and should not be used to assess
efﬁcacy responses to Week 52 (Flgure 2 statisticallzsigniﬁcange.lN v)a,l\LlAesI are NRI/VO(lZ'l at ‘\IIVVeek 0 a#d oC :t I\l\/eek 16Ianld Week 5I2. 2ln pat\er\:\;ls with psoriasis?nvolvin; ;3% BuSrA at bageli;we. A I I i " roos P ’ ’
and Table 2).
o, H g .
» To Week 52, 243/388 (62.6%) patients Table 2  Additional efficacy Table 3  Safety to Week 16 and Week 52
had >1 TEAE whilst receiving BKZ endpoints at Week 16
(eXpOSUre'adeSted incident rate [EAIR] p Weeks 0-16° ' Weeks 16-52 | Weeks 0-52
126.0 per 100 patient-years; Table 3). and Week 52 (NRI) (Double-blind period) '(Open-label period): (Overall study period)
« The most frequent TEAEs were coronavirus , PBO | Bkz160mgaaw | PR BKzieomgaaw | EEEICO
infection, oral candidiasis, nasopharyngitis . BKZ 160 mg! n (%) [EAIR] n=132 ! n=267 | n=121 | n=267 ! n=388
X ) ; NRI, n/N (%), PBO Qaw (PYAR:42.5) .  (PYAR:87.1) | . . (PYAR:259.5) . ;
and urinary tract infection (Table 3). unless (Weeks _y oo ! BKZ160 mg Q4W | . (PYAR:80.3) ! . (PYAR:339.8)
. eeKs ! ' ' ' '
L . : otherwise 0-16) ! n=267 Any TEAE 44 (33.3) i 108 (40.4) 1 681(56.2) [127.7] 1 175(65.5) [125.4] | 243 (62.6) [126.0]
i 16-52) |
- Al ianc{[/da |rc1]|fect|ons were rrtnld or specified n=133 n=133) ! Severe TEAEs 0 : 5(1.9) : 3(2.5¢ : 14 (5.2)¢ : 17 (4.4)
Mmoderate and none were systemic. : Study discontinuation due to TEAEs 0 : 2(07) L 6(50)[76] | 10(37)[39] | 16(4.1) 48]
e Two cases of oral candidiasis led to Week 16 | Week52 ' Week16 ' Week 52 Drug-related TEAEs 4 (3.0) : 35(13.1) : 21 (17.4) : 66 (247 87 (22.4)
study discontinuation. ; ; ; Serious TEAEs 0 : 5(1.9) . 8(6.6)102] i 15(5.6)16.01 : 23(59)[7.0]
. PASI75 9/88 . 71/88 i 145/176 1 148/176 ; ; cd : : s
« There was one death, considered unrelated response’ 102) | (807) ' (824) . (841) Deaths 0 0 108 0 1(0.3)
. . : ' : ' : ' : Most frequent TEAEs® . . 1 1
to study treatment by the investigator " i i i o ; ; ; ;
A S S ———— - Enthesitis 8/36 + 21/36  52/106 : 60/106 Coronavirus infection 6 (4.5) : 5(1.9) » 7(5.8)[89] 1 21(79)[84] . 28(7.2)18.5]
- NS ! ! ! ' ' ' '
o tp) Y resolution (22) | (583 | 491 | (56.6) Oral candidiasis 0 L 76 . 76890 | 1764068 | 2462 (73]
CElRllEle EREntl, Dactylitis 6/14 | 12/14 | 24/34 | 29/34 Nasopharyngitis 108 1 1037 1 4330 | 19017 | 23(59) (70
COI’IClUSiOI’IS resolution* 429 . (87 | (706) | (853) Urinary tract infection 3(2.3) | 5 (1.9) L4334 L 1979771 1 23(59) (7.0
Nail psoriasis 12/83 : 51/83 : 73/159 : 107/159 Serious infections 0 : 2(0.7) i 3(2.5) [3.8] i 4 (1.5) [1.6] i 7 (1.8) [2.1]
In patients with PsA and prior TNFi-IR, resolution® (145) | (614 | (459 | (673 Opportunistic infections 0 : 0 P 1(0.8)[L3 0 \ 1(0.3)[0.3)
bimekizumab treatment demonstrated HAQ-DI CfB, -007 i -035 I -038 | -0.39 Neutropenia 0 : 4 (1.5) : 0 . 50910 | 5135
sustained improvements acrossjoints and MI, mean (SE) (0.04) . (0.05) | (0.03) . (0.03) Hypersensitivity 1(0.8) . 7(2.6) . 4 (3.3) [5.1] . 15 (5.6) [6.0] . 19 (4.9) [5.8]
skin from Week 16 to Week 52. Patients Week 16 E Week 40* E Week 16 E Week 40* Injection site reactions 0 1 3(1.1) 1 0 1 6 (2.2) [2.4] 1 6 (1.5) [1.8]
who switched to bimekizumab at Week 16 Adjudicated MACE 0 : 0 P 2017 [R5 0 . 2(0.5[0.6]
also displayed meaningful improvements SF-36 PCS 5 5 5 Malignancies excuding 0 : 0 L1083 | 2(07)[08F | 3(0.8)[0.9P
: : CfB, MI, 14(07) @ 73(09) ! 73(0.5) ! 8.4(0.6) ' ' ' '
in efficacy resPonses at: Week 5_2' The mean (SE) ' ' ' Non-melanoma skin cancer 1(0.8)! i 0 i 0 i 0 i 0
Safet_.y prOf’le Lt ConSIStent W’th : : : Safety set. No cases of active tuberculosis, definite or probable adjudicated IBD or uveitis were reported. ?EAIRs not available for double-blind period; *Includes patients who
preVlouS report$_1_3 Randomized set. Previously reported data through Week 16 included for reference.? switched from PBO to BKZ and only includes TEAEs occurring whilst receiving BKZ; °EAIRs not available; ‘Sudden death in 54-year old patient with a history of hypertension,
*Data not collected at Week 52 for SF-36 PCS. ?In patients with psoriasis involving aortic regurgitation, electrocardiogram changes of coronary artery disease; no further information available; no autopsy was performed; cMost frequent adverse events are those
>3% BSA at baseline; PPatients with enthesitis at baseline (LEI >0); cPatients with occurring in 5% of patients in any study arm; "1 oesophageal candidiasis; 93 neutropenia; 1 neutrophil count decreased; "4 neutropenia; 1 neutrophil count decreased; '1 sudden
dactylitis at baseline (LDI >0); 9Patients with nail psoriasis at baseline (NnNAPSI >0). death; 1 cerebral haemorrhage; i1 prostate cancer; ¥1 endometrial cancer stage |; 1 gastric cancer recurrent; '1 basal cell carcinoma.

ACR: American College of Rheumatology; ACR20/50/70: >20/50/70% improvement from baseline in ACR criteria; AE: adverse event; bDMARD: biologic disease-modifying antirheumatic drug; BKZ: bimekizumab; BMI: body mass index; BSA: body surface area; CfB: change from baseline; EAIR: exposure-adjusted incident rate per 100 patient-years;

HAQ-DI: Health Assessment Questionnaire-Disability Index; hs-CRP: high-sensitivity C-reactive protein; IBD: inflammatory bowel disease; IL: interleukin; LDI: Leeds Dactylitis Index; LEI: Leeds Enthesitis Index; MACE: major adverse cardiovascular event; MDA: minimal disease activity; MI: multiple imputation; mNAPSI: modified Nail Psoriasis Severity Index;
NRI: non-responder imputation; OC: observed case; OLE: open-label extension; PASI: Psoriasis Area and Severity Index; PBO: placebo; PsA: psoriatic arthritis; PsAID-12: Psoriatic Arthritis Impact of Disease-12; PYAR: patient years at risk; Q4W: every four weeks; SD: standard deviation; SE: standard error; SF-36 PCS: Short-Form 36-item Health Survey Physical
Component Summary; SJC: swollen joint count; TEAE: treatment-emergent adverse event; TIC: tender joint count; TNFi: tumour necrosis factor-a inhibitor; TNFi-IR: prior inadequate response or intolerance to tumour necrosis factor-a inhibitors.
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