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‘Exo Aapet apof yw ophieg kar oupPovAeutikeg dpaotnplomtes (Tyv tedevtaia 2etia) amo:

. Novartis, Amgen, Pfizer, Abbvie, Genesis, Aenorasis, GSK, UCB,

Pharmaserve-Lilly, SOBI, MSD, FARAN



Narti autA n TTOPpouUCiao

| Eival To Bimekizumab kAT S10@QOPETIKO ATTO TOUG UTTOAOITTOUG aVAOTOAEIG TG IL17;
- AniTA} avaoToAn IL17A kai F;
- "Exouv diakpitoug poloug ol A kal F otnv TTaBoguaoioloyia Twv ZTTA;

- HIL17F €ival onuavTik o€ OAEG TIG EKPAVOEIG TNG VOOOU;

| To Bimekizumab gival ao@aAES KAl ATTOTEAEOHUATIKO O€ oXéon ME TO SOC;
- MeAéreg eaong Il ( BE AGILE ) kai ( BE ACTIVE) o Ax kai WA

- MeAétn @dong Il (BE MOBILE — BE MOVING) o€ AZZTTA
MeAétn @aonc Il (BE OPTIMAL)- BE COMPLETE — BE VITAL) og WA



To «@daocpa» TNG ZITovOUAapOpiITIdag

Adapted from Proft F et al. Ther Adv
Musculoskelet Dis. 2018;10:129-139.



O1 aoBeveig pe SpA £€xouv TTOAAG ETTIKOAUTTTOMEVA KAIVIKA XOPOKTNPIOTIKA

O1 aoBeveic pe ACZTTA UTTOPET VO €XOUV KOIVA KAIVIKA XOPOKTNPIOTIKA, va eugavifouv
OIKOYEVI) KANPOVOMIKOTNTA Kal va £xouv BeTikéTnta HLA-B271

NookwnNE

ESw-puookeAETIKEG
ekdnAwoeig(EME)
oupTTrEpIAauBavouévng NG
payoe1diTidag, TNG Ywpiaong, NG
PAEYHOVWDOOUG VOOOU TOU
eviépou (IPNE) kal Twv vuxiwv
aoBéveial-218

lepoAayoviTida Kai
OTTOVOUAITIOO (PAEYUOVI PIag
1 Kal Twv dUO IEPOAAYOVIWV
apBpwoewyv Kal TNG
oTToVOUAIKAG 0TAANG)2

Meprpepikég apOpIkég
ekdNAwoeig TToU
TTEPIAQUBAVOUV TTEPIPEPIKNA
apBpiTida, evBeaiTida Kal
OakTUAITIOOL2

Garg N et al. Best Pract Res Clin Rheumatol. 2014;28(5):663-672.
Collantes E et al. Rheumatology. 2007;46(8):1309-1315.
Rosenbaum J et al. Clin Exp Rheum. 2002;20:5S143-S145.

de Winter JJ et al. Arthritis Res Ther. 2016;18:196

Chen H and Chou C. Curr Rheumatol Rev. 2008;4:111-14.

Van den Berg et al. Rheumatology. 2013; 52:1492-1499.
Williamson L et al. J Rheumatol. 2004;31:1469-70.

Payo&15iTida — wie Ywpiaon
axSpA34 PsA> - axSpA6 PsAl5

IONE

axSpAS PSA’ 0 axSpASt PSAL6

lepoAayoviTida

AakTUAITIOO

Mepipepiki apOpiTIda »
axSpA* PsA8-12¥ axSpA* PSAL
12-58% [l Up to 100% A m 16-48%
EvB@ecotrdafeia | “1‘ Ywplaoiki ovuyia

axSpA* PSAL314 \| ———  axSpA PsALS
L
7-80% | 35-5700 [l “ Up to 80%

O emimroAacp6g Twv EME Kal TwV TTEPIPEPIKWY apBpIKwV

EKONAWOEWV TTOIKIAAEI HETAEU TWV UTTOTUTTWY TNG VOO OU X1TA2

Moll J and Wright V. Semin Arthritis Rheum. 1973;3:55-78. 14. D’Agostino MA et al. Arthritis Rheum. 2003;48(2):523-533.
Torre Alonso J et al. Br J Rheumatol. 1991;30:245-50. 15. Kane D et al. Rheumatology (Oxford) 2003; 42(12): 1460-1468.
. Helliwell PS and Taylor WJ. Ann Rheum Dis. 2005;64(Suppl I1):ii3—i8. 16. Battistone MJ et al. Skeletal Radiol. 1999; 28(4):196-201.
. Gladman D. Ann Rheum Dis. 2006;65 Suppl 3, iii22-iii24. 17. Helliwell P et al. J Rheumatol. 2005; 32: 1745-1750.

Acosta Felquer ML and FitzGerald O. Clin Exp Rheumatol. 2015;33(Suppl  18. Sobolewski P et al. Reumatologia. 2017;55(3):131-135.
93):526-S30.
Kaeley GS et al. Semin Arthritis Rheum. 2018;48(1):35-43.

¥Based on symmetrical polyarthtis, asymmetrical mono-/oligo-arthritis, distal interphalangeal joint involvement,
arthritis mutilans and peripheral joints; fSacroiliitis on MRI

| Unmet Needs |



O pOAOG TWV KUTTAPOKIVWYV WG EEWKUTTAPIWY OTOXWYV oTnV TTado@uaoioloyia A3

Evioxuon Tng oTpatohoynong Twv Th17 8
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1. Rosine N, Miceli-Richard C. Front Immunol. 2021;11:553742. 2. McGonagle DG et al. Ann
Rheum Dis. 2019;78(9):1167-1178. 3. McGonagle D et al. Front Immunol. 2021;12:614255.
4. Tsukazaki H, Kaito T. Int J Mol Sci. 2020;21(17):6401. 5. Blanco P et al. Cytokine Growth

Example cell types are shown; not an exhaustive list. APC: antigen-presenting cell; CCL20: C-C motif chemokine ligand 20;
IL: interleukin; ILC: innate lymphoid cell; MAIT: mucosal-associated invariant T cell; Th17: T helper 17 cell; SpA:
spondyloarthritis; TNF: tumour necrosis factor; ydT: gamma delta T cell.

Factor Rev. 2008;19(1):41-52. 6. Cole S et al. Front Immunol. 2020;11:585134. 7. Glatt S et
al. Ann Rheum Dis. 2018;77:523-532. 8. Russell T et al. Cells. 2021;10(2):341.



H IL-17F £xe1 emKaAuTrTopevn BioAoyia pe Tnv IL-17A Kal oxnpaTtidel ETepO- Kal
opodipepn. Kal Ta dUo TTapdayovTal atrd KUTTAPA TNG ETTIKTNTNG KOl QUOIKAG
avoaoiag Kal divouv ofpa pEcw Tou idlou utrodoyEal—

-------------------------------------------------------------------------------------------

IL-17F-IL-17A ‘
ETEPODINEPES ~50% KoIVI] SOMIK opoAoyia peTagy IL-
”~~ 17F kai IL-17A Kal €MIKOAUTITOMEVEG

- IL-17A-IL-17A BioAoyikég AsiToupyiegl2
OMOJIPEPES

IL-17F-IL-17F
OMOJIPEPES

(pnopel €TMONG va ONUATOSOTE! PO

HECW TOU CUPTIAGKOU IL-17RC}

O1 IL-17F kai IL-17A ek@pdalovTtal o€
EPIOXES PAEYMOVAG® Kal ouvepydlovTal
¢ avegdpTNTa PE AAAEG KUTTAPOKIVEG VIO TH

4 '\f%;?%é Y %;5% ?3 3 5 ; 25%5%23 8@ 5%;3 85 |
" \ SiapecoAdpnon Tng Xpoviag Aeypovig 36

IL-17RA/RC
OUMTTAOKO UTTOO0XEQ

: O1 IL-17F kau IL-17A trapdyovTal atrd
', d1d@opa KUTTAPA TOOO TNG QUOIKNG Kal

T miKTNT vooiact
DAeyPOVWBEIC 00BEVEIEC ne e nTng avooiag

(pywpiaon, ywplacikn apbpiTida, aiovik orovdulapbpitida)d

--------------------------------------------------------------------------------------------

1. Yang XO et al. J Exp Med. 2008;1063-1075. 2. Hymowitz SG et al. EMBO. 2001;20, 5332-5341. 3. Glatt S et al. Ann
Rheum Dis. 2018;77:523-532. 4. Jin W and Dong C. Emerg Microbes Infect. 2013;2:e60. 5. van Baarsen LGM et al. Arthritis
Res Ther. 2014;16:426. 6. Maroof A et al. ESDR 2017. Poster P426. 7. Goepfert A et al. Immunity. 2020;52(3):499-512.e5.

IL-17R: Interleukin 17 receptor.



QappupakeuTik Oepatreia o WA/AZZTTA péow avaoToARg IL17

IL-17A inhibitor Dual IL-17A and IL-17F IL-17RA inhibitor
Secukinumab inhibitor Brodalumab*
Ixekizumab Bimekizumab

IL-17A IL-17A/F IL-17F IL-17E / 7c

IL-177RA  IL-17RC IL-17RA IL-17RB IL-17RA  IL-17RE

Figure | Summarized schematic of inhibition of the IL-17 cytokine family. *Not approved for psoriatic arthritis.

Notes: Reprinted by permission from Springer Nature Customer Service Centre GmbH: Springer Nature, BioDrugs, Reis ], Vender R, Torres T. Bimekizumab: the first dual
inhibitor of interleukin (IL)-17A and IL-17F for the treatment of psoriatic disease and ankylosing spondylitis, COPYRIGHT 2019.%

Abbreviations: IL, interleukin; IL-17RA, IL-17 receptor A; IL-17RB, IL-17 receptor B; IL-17RC, IL-17 receptor C; IL-17RE, IL-17 receptor E.

Drug Design, Development and Therapy 2021:15 1045—
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To bimekizumab avaoTéAAel Tnv IL-17F eninpooBera otnv IL-17A kai
oToyxeusl Ta Sipepn IL-17A/A, IL-17A/F ka1 IL-17F /F1.2
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H mmapaywyn TnG IL-17 oTn QUOIKN avoaoia YTTopEi

va gival aveEdptntn TnG €TTidpaong IL-2334
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ZuvdeopoQuUTa

ﬁ}_,.-' '».‘.. % A
{ ) IL-17A/AL » OOoTIKO (MUEAIKO)
N oidnua

H IL-17 ka1 o TNF cuvepyadovral
yla va evioxUoouV TNV QAEYHOVH?

1. Tsukazaki H, Kaito T. Int J Mol Sci. 2020;21(17):6401. 2. Glatt S et al. Ann Rheum Dis. 2018;77:523-532. 3. Cole S et al. Front Immunol.
e 2020;11:585134. 4. tukasik Z et al. Rheumatology (Oxford). 2021;60(Suppl 4):iv16-iv27. 5. Shah M et al. RMD Open. 2020;6(2):e001306. 6.
Adapted from Soldati E et al. PLoS One. 2021;16(5):0251788. 7. Adapted from Gottlieb A et al. PLoS One. 2015;10:e0134703. 8. Nicolaes
J et al. ACR Convergence 2021. Poster 0157. 9. Adapted from Poddubnyy D and Sieper J. Curr Rheumatol Rep. 2017;19(9):55.



AvaotoAn TnG IL-17A os ZnAl

— — ®Aeypovi Kai

ooTeoTTapaywyn og AZZTTA3
(. IL-17F/F2 ) PAYEVT :

T
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2
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ZuvdeopoQuUTa

H IL-17 ka1 o TNF cuvepyadovral
yla va evioxUoouV TNV QAEYHOVH?

*Reprinted from ACR Convergence held on 3@ — 9t November 2021. The American College of Rheumatology does not guarantee, warrant,
or endorse any commercial products or services. Reprinted by UCB. X
Example cell types are shown; not an exhaustive list. IL: interleukin; TNF: tumour necrosis factor.

1. Adams R et al. Front Immunol. 2020;11:1894. 2. Tsukazaki H, Kaito T. Int J Mol Sci. 2020;21(17):6401. 3. Cole S et al. Front Immunol.
2020;11:585134. 4. tukasik Z et al. Rheumatology (Oxford). 2021;60(Suppl 4):iv16-iv27.5. Glatt S et al. Ann Rheum Dis. 2018;77:523-532. 6. Shah M et
al. RMD Open. 2020;6(2):e001306. 7. Adapted from Soldati E et al. PLoS One. 2021;16(5):e0251788. 8. Adapted from Gottlieb A et al. PLoS One.
2015;10:e0134703. 9. Nicolaes J et al. ACR Convergence 2021. Poster 0157. 10. Adapted from Poddubnyy D and Sieper J. Curr Rheumatol Rep.
2017;19(9):55.



To Bimekizumab gival éva e€avBpwtTIOCHEVO HOVOKAWVIKO avTicwua IgG1 oxediaocpévo va
avaoTEAAEI EKAEKTIKA TNV IL-17F (ekT6G a1rd TV IL-174),

n omoia otoxevel Kai Ta 3 dipepn (IL-17A/A, IL-17A/F kau IL-17F/F)12

H petaBAnT Trepioxn Tou bimekizumab
EXEl OXEDINOTEI YIO VO OUVOEETAI
ETMIAEKTIKA KAl JE T OUO
IL-17A kou IL-17F12

Bimekizumab is a

Avagpepopeveg ouyyéveleg (KD) Tou bimekizumab kal Twv avaoToAéwv
IL-17A yia Tnv avBpwtrivn IL-17A kai IL-17F2

?;::;ity Secukinumab Ixekizumab Bimekizumab
IL-17A/A 129 1.8 3.2
IL-17A/F 2,400 1.8 26
IL-17F/F NB NB 23

NB: no binding. Binding affinities should not be seen as a direct comparison due to
different assays used to measure K,

e KD: Equ|||br|um diSSOCiation constant. 1. Glatt S et al. Br J Clin Pharmacol. 2017;83:991-1001

2. Adapted from Adams R et al. Front Immunol. 2020;11:1894.



To Bimekizumab givail éva e§avlpwITICNEVO HOVOKAWVIKS avTicwua IgG1 oxediaouévo va
avaoTEAAEI EKAEKTIKA TNV IL-17F (ekT166 a1ré TNV IL-17A),
n omroia otoxevel Kal Ta 3 dipepn (IL-17A/A, IL-17A/F kou IL-17F/F)12

A Bimekizumab B Ixekizumab ® Secukinumab

IL-17A/F IL-17A/A

Inhibition of inflammation

IL-17 inhibitor concentration (log ng/ml)

MeAETn depuaTikwyv IvopAacTwy TTou digyeipovTal pe dipepn IL-17A/A, A/F kai F/F (TrpokAivika dedopéva UCB).

Ta kOTTOpa ouv-dieyépBnkav pe TNF. Mapaywyn IL-6 TTou xpnoiyoTroleital yia Tn JETPNoN TNG GAEYUOVAG.
Adapted from Adams R et al. Front Immunol. 2020;11:1894.



H di1mtAR avaoTtoAn Tng IL-17F kai IL-17A pe To Bimekizumab puBuifer Tnv
TTAPAYWYH KUTTOPOKIVWYV KOl HEIWVEI T QAEYMOVA O€ HOVTEAD SpA L2

~ HavaotoAn g IL-17A ka1 Tng IL-17F pe to H 31TTAR €§oudeTépwon ePTTodilel TN HETAVACGTEUGT TWV
bimekizumab kataocTéAAel T petaypaen otnv WAL KUTTAPWYV TNG £TTIKTNTNG aAAd KOl TNG PUOIKNAG avooiagl?
Mpo-@Acypovwdng yovidiakn ék@paon* 6,000 - EtmiktnTn avooia (T Aep@o-kuTTapa)t2
. :
PsA +Anti-IL-17A +BKZ 2 14.000 4
CXCL1 14.88 4.9 9 2 iiggg
CXCL8 4.06 0 4.20 @ 8.000 -
C3 8.90 6 =2 6.000 4 *k
CXCL3 0.0 / © 4.000 -
CXCL6 0.8 6.88 08 g’ 2.000 -
0 -
CCL20 4.9 66 / Control Anti-IL-17A BKZ
IL-6 4 3 : . , .
CCL7 36 ; 56 ®uoikn avooia (oudeTepo@IAa)tt:2
. 600.000 -
CXCL10 55.04 0 40.76 3 500000
IL-15RA 8.56 3.9 3 £ '
LIE A c 400.000 A
E 300.000 -
(@]
H avaoToAn Tng IL-17F emimrAéov Tng IL-17A €xe1 wg = 200-000 7 —
OTTOTEAECMA TNV KATAOCTOAN TWV TTPO-PAEYHOVWOWYV YOoVIdiwv > 100.000 1
TWV UMEVOKUTTAPWY TTou gival au§nuéva otnv WA? = 0 -
Control Anti-IL-17A BKZ

*ﬁssay g%n]guc_}%c% ;Jsitng alntantibod v%itrélL—lszt.afﬁnit\)// rlnatched to Bt|)<'z'tTthe paget! prelants %Fnes(ttr?at hadI a fold |

change 2o 1or stimulation under conditions. Values were subject to conaitional rormattin ree colour scale: H . .

s valye —red, %"{)‘ilm”mp"%'“oe(fgree% medizn value—yellow) +I(:)'rbeat():lh target ge”et'acioasgg{ﬁu s ;Da}? Shown 1. Adapted from Glatt S et al. Ann Rheum Dis. 2018;77:523-532. 2. Adapted from
are mean + . **P<0.01; **P<0,001; ****P<0. VS. control. Fibroblasts were activated wi -ce inci ini i i i
SUpemmatant (1-10) to induce migration and treated with Spedific antibodies. Shaw S. Psoriasis Gene to Clinic 2017. London, United Kingdom. Oral Presentation.



H d1mrAR avaoToAn Tng IL-17F kai IL-17A pe To Bimekizumab puBuilel Tnv
O1a@POPOTTOIiNOCT & OOTEOKUTTAPO O€ in Vitro HOovTéEAa ASZTTA

1.5 - 1.5 -
c c
2 O
© ©
2 %
© S
o 1.0 A o 1.0 A
= <
£ £
= <
> >
c 0.5 ~ c 0.5 A
] @©
< <
o (&)
© o
o (@)
LL LL

0.0 ated 0.0 atod

Unstimulate Anti- Anti- Unstimulate Anti- Anti-
control voT IL-17A IL-17F BKz control Thi7 IL-17A IL-17F Bz
To bimekizumab avaoTéAAEl TOV OXNUATIONO OOTOU in-Vvitro pe Tn peooAdpBnon
T-Agp@okuTTdpwy, atrd 6,11 n avacToAl pévo Tng IL-17A R Tng IL-17F

Data shown are mean + SEM. **P<0.01; ***P<0.001. Adapted from Shah M et al. RMD Open. 2020;6(2):e001306.

Th17: T helper 17 cell; ydT: Gamma delta T cells.



H di1tTAR} avaoToAn TnG IL-17F o€ ocuvduaoud pe Tnv IL-17A KataoTEAAEI TRV TTAPAYWYNA
KUTTOPOKIVWYV KOl HEIWVEI TN Aeypovn o€ in vitro povréAa WA koi ASZTTAL-3

IL-17F—IL-17A

ETEPODINEPEC

IL-17A-IL-17A
OMOJIPEPES

IL-17F-IL-17F
: OMOJIPEPES
= (MTTOPEI ETTIONG VO ONuOTOdOTEI PO
HETW TOU GUUTTAOKOU IL-17RC’:

N

L ; ‘ ™ i ‘ - " ot \\: , ‘. e . vy V' \\{ v, ,(« e 'S ’ ::
SRR B I I

IL-17RA/RC
OUMTTAOKO UTTOO0XEQ

DAeypovwdeig aoBéveieg
(pywpiaon, ywplacikn apbpiTida, aiovik orovdulapbpitida)d

\J
------------------------------------------------------------------------------------------

*There are no head to head data comparing the clinical efficacy of BKZ vs IL-17A
inhibitors in PsA or axSpA. IL: interleukin; IL-17R: Interleukin 17 receptor.

In vitro povréAa* WA kair AEZTTA Ssixvouyv OTI N avaoToAn TN
IL-17F emirAéov tng IL-17A éxel wg armroréAsoua:

Augnpévn KaTaoToAR TWV TTPO-QPAEYHOVWIWYV
yoviSiwv UJEVOKUTTApWYV auénuévn otnv WA?

Meiwpévn HETAOVACTEUOTN TWV KUTTAPWYV TNG

ETIKTNTNG KABWG KAl TNG PUCIKAG AVOOIAKNAG
atmravrnong!?

Meiwpévn dpaoTnpidTnTa TWV stem cells oto
TTEPIOOGTEO VIO TNV TTAPAYWYHR 00TOUS

1. Glatt S et al. Ann Rheum Dis. 2018;77:523-532. 2. Shaw. Psoriasis Gene to Clinic 2017. London,
United Kingdom. Oral Presentation. 3. Shah et al. RMD Open. 2020;6(2):e001306. 4. Yang XO et al.
J Exp Med. 2008;1063-1075. 5. Goepfert A et al. Immunity. 2020;52(3):499-512.e5.



MeA€teg Bimekizumab

Safety Pool Phase 2 Studies Phase 3 Studies

BE AGILE BE MOBILE 1
(Oct 2016) (Apr 2019; nr-axSpA)?

BE MOBILE 2

(Apr 2019; r-axSpA)b

\

BE MOVING (OLE)*
(Jun 2020; nr-, r-axSpA) b

BE AGILE 2 (OLE)
(Nov 2017)

<| |<|

BE OPTIMAL
BE ACTIVE : BE COMPLETE
PsA (Oct 2016) (AP zo:ag_'_;’g)? AL (Mar 2019; TNFi-IR)
o7,
5 ) X
J & BE ACTIVE 2 (OLE) BE VITAL (OLE)*
I\ (Nov 2017) (Aug 2019)

Actual study start dates provided. *Study ongoing. [a] Patients with nr-axSpA met ASAS classification criteria. Patients with radiographic sacroiliitis were excluded; [b] Patients
with r-axSpA met modified New York criteria and fulfilled ASAS classification criteria, therefore the terms FaxSpA and AS may be used interchangeably;? [c] BE OPTIMAL also
included an adalimumab treatment arm. Patients randomized to this arm are not included in the PsA safety pool. The PsA (and axSpA) safety pool only includes patients who

received =1 dose of BKZ 160 mg Q4W.

BE AGILE: NCT02963506; BE AGILE 2: NCT03355573; BE MOBILE 1: NCT03928704; BE MOBILE 2: NCT03928743; BE MOVING: NCT04436640; BE ACTIVE: NCT02969525; BE
ACTIVE 2: NCT03347110; BE OPTIMAL: NCT03895203; BE COMPLETE: NCT03896581; BE VITAL: NCT04009499.

Abbreviations: AS: ankylosing spondylitis; ASAS: Assessment of SpondyloArthritis international Society; axSpA: axial spondyloarthritis; bDMARD: biologic DMARD; BKZ:
bimekizumab; nr-axSpA: non-radiographic axSpA; PsA: psoriatic arthritis; pt: patient; PY: patient-year; Q4W: every 4 weeks; r-axSpA: radiographic axSpA; SARS-CoV-2: severe

Total Patients in Pools

N=848
patients with axSpA
(2034.4 PY)

N=1,407
patients with PsA
(2590.8 PY)

acute respiratory syndrome coronavirus 2; TEAE: treatment-emergent adverse event; TNFIR: tumour necrosis factor inhibitor inadequate response; Wk: week.



2xedlaouog peAstTwy BE AGILE and BE AGILE 2 (OLE)

BE AGILE: _ BE AGILE 2:
Phase 2b, randomised, double-blind, OLE study
placebo-controlled, dose-ranging study
Screening Doublg-blmd Dose-blind period OLE SFU
period
Placeb Bimekizumab 160 mg Q4W
—> (r? :go)o Bimekizumab 320 mg QAW 1§ All patients received
d BKZ 160 mg in BE AGILE 2
Bimekizumab Bimekizumab 160 mg Q4W Dose Continuation
16 mg Q4w (n=61) EiBjimekizumab 320 mg Q4W IR\ ESTIRNT:)
(n=130)
Bimekizumab Bimekizumab 160 mg Q4w Bimekizumab 160 mg Q4W
il g 64 mg Quw (n=61) |[EIHERZUMaDIs20mglQaulE (n=254)*
Bimekizumab Dose Reduction
160 mg Q4W Bimekizumab 160 mg Q4W 320 mg—160 mg
) (n=124)
Bimekizumab
320 mg Q4W Bimekizumab 320 mg Q4W
(n=61)
254 (84%) of patients »
C ~ ~ enrolled in BE AGILE 2 FAS ~ ~ ~ OO
Week ‘ >\ U/ | | | T \J | | | — \JJ | — \J | |
<28 days Baseline 12 48 96 156 204 252 272
Primary endpoint: 4 4 4 4 SFuU visit
ASAS40 response 4 Efficacy and safety analysis

At Week 12, patients receiving placebo, bimekizumab 16 mg Q4W or bimekizumab 64 mg Q4W were re-randomised (1:1) to bimekizumab 160 mg Q4W or bimekizumab
320 mg Q4W. *Data reported for FAS; Safety set: n=255. ASAS40: at least 40% improvement in the Assessment of Spondyloarthritis International Society response
criteria; axSpA: axial spondyloarthritis; BKZ: bimekizumab; FAS: full analysis set; OLE: open-label extension; Q4W: once every four weeks; SFU: safety follow-up.

Adapted from van der Heijde D et al. Ann Rheum Dis. 2020;79:595-604;
Adapted from Baraliakos X et al. ACR Convergence 2020. Poster 1364;
Adapted from van der Heijde D et al. EULAR 2021. POS0226.



Kpithpia 'Evragng kai ATTOKAEIGHOU

Inclusion

=18 years of age
Prior treatment with one

8. - (% TS TNF inhibitor was
Inadequate "B(f!‘ o= ST JIJ'J &<\ permitted (if discontinued
due to inadequate

[

response,tintolerance

L Documented - Symptom BASDAI and :
or contraindication(s) radiographic Fulfilling mNY du¥ati2n >3 Age at onset spinal pain? response, intolerance or
o iteri B loss of access
to NSAIDs sacroiliitis* criteria for AS months <45 years scores >4 )
Exclusion Active AS, determined by:
Other exclusion criteria:
+ Total ankylosis of the spine  History of chronic or recurrent infections

» Concurrent or history of malignancy during the Serious/life-threatening infection within 6 months

Patients with

_ _ , past 5 years of baseline
active/symptomatic Crohn’s _ _ _ N -
disease or ulcerative colitis (UC) « Diagnosis of other inflammatory conditions * Presence of significant, uncontrolled
_ _ , (e.g. rheumatoid arthritis) neuropsychiatric disorder
Previous history of Crohn’s . _ _ _ » L _ o » -
disease or UC was not an « Active infection or infection requiring antibiotics  + Active suicidal ideation, or positive suicide

exclusion criterion within 2 weeks of baseline behaviour within the past 6 months

*X-rays were centrally read by two readers and a third in case of discrepancy; finadequate response to NSAIDs was defined as a lack of response for 24 van der Heijde D et al. Ann Rheum Dis. 2020;79:595-604.
weeks of continuous NSAID therapy or the lack of response to 22 NSAIDs at the maximum tolerated dose for 24 weeks, intolerance to 21 NSAID or

contraindication(s) to NSAIDs; *spinal pain score is BASDAI Q2. AS: ankylosing spondylitis; axSpA: axial spondyloarthritis; BASDAI: Bath Ankylosing

Spondylitis Disease Activity Index; mNY: modified New York; NSAID: nonsteroidal anti-inflammatory drug; TNF: tumour necrosis factor; UC: ulcerative colitis.



KuUpio TeAIKO onueio: ASAS40 tnv EBoopdda 12 (NRI, FAS)

100 -
g 80 -
4
()]
2 60 -
(@)
(% *kk Kk
¥
o 40
Q
(0))]
&
< 20
0
Placebno B 0 0 B 04 0 B ol0 0 B 0 0
Week 12 °10 0 0 o0 O
Difference vs ; 16.2 29.3 33.4 32.6

placebo (%)
To TTPWTEVOV TEAIKO ONUEIO ATTOTEAECHATIKOTNTAG ETTITEUXONKE, ME ONUAVTIKA TTEPICOOTEPOUG

aoBeveig rou TrETUXaV ASAS40 TnV ERSopdda 12 oe 6Aeg TIG opAdeg TTou EAaBav Bepatreia pe BKZ
0& OUYKPIOT ME TO EIKOVIKO (PAPMOKO

*p<0.05, **p<0.01, ***p<0.001 versus placebo. ASAS40: at least 40% improvement in the Assessment of Spondyloarthritis International Adapted from van der Heijde D et al. Ann Rheum Dis. 2020;79:595-604.

Society response criteria; axSpA: axial spondyloarthritis; BKZ: bimekizumab; FAS: full analysis set; NRI: non-responder imputation.



2xedlaopog peAstwyv BE ACTIVE and BE ACTIVE 2 (OLE)

BE ACTIVE study design 206 patients with psoriatic arthritis entered BE ACTIVE, a 48-week randomised phase 2b dose-ranging study with a 2-year open-label extension

Randomisation Re-randomisation Week 48 Week 152 ——
Week 0 Week 12 p—p Objective:

(1:1:1:1:9) EEER ; To evaluate the long-term effect

8KZ 16 mg O4W 4 3332" EYSEOPEEIIBI sEtuie 1) of bimekizumab treatment, up to
e @ - 2 2 3 years, on the key symptoms of

RIS : HICURHY < ) @ Dose-biind - L PsA and the resulting impact

S = g Patients received bimekizumab 160 mg Q4W on patient function and HRQoL,
PR :

N =206 n=184 from Week 48-152 n=161 assessed using PRO measures

% 41 KEVTPA (OUMPTTEPIAOUPAVOUEVWY PEUPATOAOYIKWYV IATPEIWY, VOOOKOMEIWY KAl aKAdNUATKWY KEVTPWYV)
otnv Toexia, Tn Neppavia, Tnv Ouyyapia, Tnv MNoAwvia, Tn Pwaoia kai 1i¢ HIMA.

>18 years of age Active PsA, determined by: _ _

Prior treatment with one

- E% Q TNF inhibitor was
CS dose <10mg and 5= W permitted (if discontinued

stable dose of due to inadequate
cDMARDSs or NSAIDs Swollen or Fulfilling Symptom Psotiasis or  Absence of RE  'esponse, intolerance or

until week 16 tender joints = 3 CASPAR duration 26 history of and CCP Ab loss of access)
criteria for PsA months

Ritchlin CT et al. Lancet 2020; 395: 427-40
Mease P et al. Rheumatology 2023;62:617-628



KUpio teAik6 onueio: ACR50 tnv ERS. 12 (NRI, FAS) & Tnv E0. 16-48 (DBS)

1005 ACR50 dose response

90 — Correlation statistic 4-6
p value 0-0314
80 —
70 —
=
o 60—
2
o
& 50— p=0-0004
S p=0-0012
2 a0
=
30— p=0-032 p=0-051
20 —
10 —
0 T T T T 1
Placebo 16 mg 160 mg 160 mg 320 mg
(n=42) bimekizumab bimekizumab bimekizumab bimekizumab
(n=41) (n=41) (loading dose) (n=41)

To TTPWTEVOV TEAIKO ONUEIO ATTOTEAECHATIKOTNTAG ETTITEUXONKE, ME ONUAVTIKA TTEPICOOTEPOUG

aoBeveig rou TTéETuXav ACR50 tnVv EBSopdda 12 o& 6Aeg TIG oadeg TTou EAaBav Bepatreia pe BKZ
O€& OUYKPIOT HME TO EIKOVIKO PAPHAKO - EKTOG TNG opadag 320mg

Ritchlin CT et al. Lancet 2020; 395: 427-40
Mease P et al. Rheumatology 2023;62:617-628



MeA€teg Bimekizumab

Safety Pool Phase 2 Studies Phase 3 Studies

BE AGILE BE MOBILE 1
(Oct 2016) (Apr 2019; nr-axSpA)?

BE MOBILE 2

(Apr 2019; r-axSpA)b

\

BE MOVING (OLE)*
(Jun 2020; nr-, r-axSpA) b

BE AGILE 2 (OLE)
(Nov 2017)

<| |<|

BE OPTIMAL
BE ACTIVE : BE COMPLETE
PsA (Oct 2016) (AP zo:ag_'_;’g)? AL (Mar 2019; TNFi-IR)
o7,
5 ) X
J & BE ACTIVE 2 (OLE) BE VITAL (OLE)*
I\ (Nov 2017) (Aug 2019)

Actual study start dates provided. *Study ongoing. [a] Patients with nr-axSpA met ASAS classification criteria. Patients with radiographic sacroiliitis were excluded; [b] Patients
with r-axSpA met modified New York criteria and fulfilled ASAS classification criteria, therefore the terms FaxSpA and AS may be used interchangeably;? [c] BE OPTIMAL also
included an adalimumab treatment arm. Patients randomized to this arm are not included in the PsA safety pool. The PsA (and axSpA) safety pool only includes patients who

received =1 dose of BKZ 160 mg Q4W.

BE AGILE: NCT02963506; BE AGILE 2: NCT03355573; BE MOBILE 1: NCT03928704; BE MOBILE 2: NCT03928743; BE MOVING: NCT04436640; BE ACTIVE: NCT02969525; BE
ACTIVE 2: NCT03347110; BE OPTIMAL: NCT03895203; BE COMPLETE: NCT03896581; BE VITAL: NCT04009499.

Abbreviations: AS: ankylosing spondylitis; ASAS: Assessment of SpondyloArthritis international Society; axSpA: axial spondyloarthritis; bDMARD: biologic DMARD; BKZ:
bimekizumab; nr-axSpA: non-radiographic axSpA; PsA: psoriatic arthritis; pt: patient; PY: patient-year; Q4W: every 4 weeks; r-axSpA: radiographic axSpA; SARS-CoV-2: severe

Total Patients in Pools

N=848
patients with axSpA
(2034.4 PY)

N=1,407
patients with PsA
(2590.8 PY)

acute respiratory syndrome coronavirus 2; TEAE: treatment-emergent adverse event; TNFIR: tumour necrosis factor inhibitor inadequate response; Wk: week.



>xe510010G peAeTv BE OPTIMAL ka1 BE COMPLETE i

+ 218 eTv e WA evnAikwv nou nAnpoi Ta kpitrpia CASPAR pe JIGPKEIa =6 PNVEC NPIV and TOV NPOCUMNTWHATIKO EAEYXO
TJC >3/68 kai SIC >3/66

>1 evepYEC YWPIAOIKEG AANOINOEIG Kal/f) TEKUNPIWHEVO I0TOPIKO WA

« Avenapkng avranokpion n ducavetia o 1 2 TNFi eite yia WA eite yia W (BE COMPLETE povo)

Baoika kpiTnpia
évragngl2

« Tpéxouoa n nponyoUpevn €kBeon og onoiadnnoTe BioAoyikn ouadia (BE OPTIMAL) fi onoiadnnoTe BioAoyikn ouadia ektog ano TNFi (BE
COMPLETE) yia Tn 6epaneia Tou WA Tou Y
+ Evepyoc, oupntwpaTikoc IONE katda Tnv £vapén r Tov NpoAnnTIKO AeyX0 (TO NponyoUHEVO I0TOPIKO OV ATAV KPITAPIO AMOKAEIGHOU)

BE COMPLETE (TNFi-IR patients)*

Baoika kpiTnpia
anokAgIopoUl-2

BE OPTIMAL (bDMARD-naive patients)3

Screening Double-blind Active treatment- OLE (BE VITAL)S' Screening Double-blind OLE (BE VITAL)S!
period blind period period

n=281 T —" | Mehém enéxcraong, BE | I Bimekizumab | Merém entiraong, BE |
—» | : — : |
Placebo 160 mg Q4W : VITAL (NCTO'4009499), ; 160 mg Q4W —377 | VITAL (NCT04009499), |
{ yia v agloAdynon g ! n= ! yiaTnv afoAoynon Tng i
"i avranokpiong aTn | ! avranokpiong ot Bepaneia |
! Bepaneia kai TG ! | kal TG pakponpdBeopng |
2:3:1 . . i UGKDOHPOGEUUWQ i 2:1 H Go'(pd)\€|qc;4,6 i
N=852 Bimekizumab 160 mg Q4W ! aopaleiag3® ! N=400 — G 1

Eniokewn SFU 20
€BOOPADdEC PETA TNV

; Eniokewn SFU 20 eBdopadeg
i TeAeuTaia ddon yia

META TNV TeAeuTaia doon yia
aoBeveic nou dev
£YYPAPOVTAl OTN HEAETN
ENEKTAONG2

Reference Arm
(Adalimumab 40 mg Q2W)*

aoBeveic nou dev
£YYPAQOVTAl OTN HEAETN
enékTaonc!

g
| n=133
i ﬁ

Week 14-35days  Baseline 16 24 52
MpwTtelov TEAIKO
onpeio:

Anodkpion kata ACR50

BKZ-treated patients were eligible to receive rescue therapy from Week 16 at the discretion of the investigator,
while continuing to receive BKZ.15 *The adalimumab 40 mg Q2W treatment arm served as an active reference.!
"Response to treatment to 140 weeks and safety to 212 weeks from BE VITAL entry visit.6 The BE OPTIMAL
study was not powered for statistical comparisons of adalimumab to bimekizumab or adalimumab to placebo.t

CASPAR: classification criteria for psoriatic arthritis.

Week 14-35days Baseline

e

16
MpwTtelov TEAIKO
onpeio:
Anokpion kata ACR50

1. MclInnes IB et al. Lancet. 2023;401(10370):25-37. 2. Merola JF et al. Lancet. 2023:401(10370):38-48.
3. Adapted from MclInnes IB et al. Lancet. 2 3;401§10370):Suppl. 4, Adapted from Merola JF et al. Lancet.
2023;401(10370):Suppl. 5. Coates LC et al. EULAR 2023. Presentation POS0231. 6. PA0012,

https://clinicaltrials.gov/ct2/show/NCT04009499. Accessed January 2024.


https://clinicaltrials.gov/ct2/show/NCT04009499

Avtanokpion kata ACR50 pe To BKZ atnv €B06. 52 (NRI)

100 Double-blind

Active treatment-blind

period period
80 p<0.001
BKZ vs placebo
ey at Week 16 54, 5%
-
. 60 53,000
i ——
2 ==
'ﬂJ ’_,. -
= ' 43,9% .
g oy
. |
by
T
20 10,0%
0 ; ; : i : ; ; : : : ; ; .
0 4 8 12 16 20 24 28 32 3 40 44 48 52

Weeks

—8—.-9.- PEO/BKZ 160 mg —@— BKZ 160 mg Q4w

Q4W (n=281)

(n=431)

100 A

80 A

60

40

20

Weeks

Double-blind Open-label
period treatment period
p<0.001
BKZ vs placebo
at Week 16
. 51,7%
43,4% N .
’ - 40,690
i - e = = = o = = [ ]
i e
! -
6,800 -
i Fa
E ~
20 24 28 32 3 40 44 48 52

~8—:-®:- PEO/BKZ 160 mg =—@— BKZ 160 mg Q4w

Q4W (n=133)

(n=267)

Non-responder imputation. Randomised set. Primary endpoint: ACR50 at Week 16. BE OPTIMAL: p

value for BKZ vs placebo was calculated using a logistic regression model with treatment, bone

erosion at baseline and region as stratification factors. BE COMPLETE:

p value calculated using a logistic regression model with treatment, prior TNFi exposure, and

region as stratification factors.23

Patients (%)

100

80 +

60 -

40

20 -

Active treatment-blind
period

Double-blind
period

45, 7%

50.0%

10,0%

4 8 12 16 20 24 28 32 36 40 44 48 52

Weeks

—a— Reference arm:

—e— PBO (n=281)
ADA 40 mg Q2W (n=140)

1. Adapted from Ritchlin CT et al. Ann Rheum Dis. 2023;82(11):1404-1414.

e 2. Adapted from Coates L et al. Arthritis Rheumatol. 2023;75(Suppl 9). Abstract 2230.

3. Adapted from Merola JF et al. Lancet. 2023;401(10370):38—48.



Alatnpnon Tewv anavrnoemv kata ACR50 ornv EBdouada 52 UHHD
acfevmv nou avranokpiOnkav Tnv ER3. 16 (NRI kai OC)

100 - Week 16 Responders (NRI)

(o] 80 .
J ~~
<2 S 60
ZC 43,9%
IE o % 40
o § E 20 A
w s
o9 0
L
BKZ 160 mg Q4W
n/N 189/431
100 -
w 80 -+
E o o 60
~ ]
5 2 D 43,4%
= IS
oz B
OF NI
W
(] 0
BKZ 160 mg Q4W
n/N 116/267

Non-responder imputation (Week 16 responders and maintenance to
Week 52); Observed case (maintenance to Week 52). Randomised set.

Week 16 Responders (%)

Week 16 Responders (%)

ACR50 Maintenance to Week 52 (NRI and OC)

100 OC: 91.1% (164/180)
s -——---——- -~ 3
80 NRI: 86.8%
60
40
20 -
0 T T T T T T T T 1
16 20 24 28 32 36 40 44 48 52
100
OC: 86.1% (93/108)
____________________ >
g4 090909000 SS s memm===== - - 9
NRI: 80.2%
60
40
20 -
0 T T T T T T T T 1
16 20 24 28 32 36 40 44 48 52

Weeks

—e— BKZ 160 mg Q4W [NRI]:
BE OPTIMAL, n=189; BE COMPLETE, n=116

-0O-- BKZ 160 mg Q4W [OCI:
BE OPTIMAL, n=189; BE COMPLETE, n=116

1. Adapted from Tillett WR et al. ACR 2023. Poster 1437.
2. Adapted from Tillett WR et al. ACR 2023. Poster 2252.



BE OPTIMAL: Avranokpion kata ACR50 +/— MTX tnv EBJ3. 52 (NRI)

B +MTx [ -mTX

100 - 100 -
80 ~ 80 -
9
S 601  [TIMHI%  [TIMH]% [TIMH]%  [TIMHI%
% [TIMH]% [TIMH]% 7 %
S 404 % 40 - /
(a8
20 - / 20 - /
[TIMH]%
[TIMH]%
T 7 7R N 7 7
n= 163 118 252 179 n= 163 118 252 179
PBO BKZ 160 mg Q4W PBO/BKZ BKZ 160 mg Q4W

160 mg Q4W
Z1nv BE OPTIMAL, o1 acO¢eveic nou dev eixav Adpel nponyoupevn Oepaneia pe bDMARD kai éAaBav Oepaneia
HE BKZ nétuyav oTaBepn KAIVIKI anoTEAEOHATIKOTNTA £wC TNV EBJopada 52,
avegaprTnTa anod Tnv cuyyxopnynon MTX

Randomised set. The study was not powered for statistical comparisons of + MTX and — MTX subgroups. Adapted from McInnes IB et al. EULAR 2023. Presentation POS1537.



Avtanokpion kata MDA pe o BKZ Tnv EBJ3. 52 (NRI)

BE OPTIMAL (bDMARD-naive patients)!

i00 1 Double-blind Active treatment-blind

period period
%1 peoo0l |
BKZ vs placebo
at Week 16 35,00
52,7%
_ —

Patients (%)

36 40 44 48 52

Weeks

—8—--9.- PBO/BKZ 160 mg —@— BKZ 160 mg Q4W
Q4W (n=281) (n=431)

Non-responder imputation. Randomised set. Primary endpoint: ACR50 at Week 16.

BE OPTIMAL: p value for BKZ vs placebo was calculated using a logistic regression model with treatment, bone erosion

at baseline and region as stratification factors.

BE COMPLETE:

100

a0

Double-blind
period

p<0.001
BKZ vs placebo
at Week 16

. Open-label
: treatment period

100

80

Weeks

—8—--®-- PBO/EKZ 160 mg —®— BKZ 160 mg Q4w

Q4W (n=133) (n=267)

p value calculated using a logistic regression model with treatment, prior TNFi exposure, and region as stratification

factors.23

Active treatment-blind

Double-blind
period period
;ﬂ%
28 32 36 40 44 48 52

Weeks

—&— Reference arm;

—8— PBO (n=281)
ADA 40 ma O2W (n=1401

1. Adapted from Ritchlin CT et al. Ann Rheum Dis. 2023;82(11):1404-1414.

2. Adapted from Coates L et al. Arthritis Rheumatol. 2023;75(Suppl 9). Abstract 2230.

3. Merola JF et al. Lancet. 2023;401(10370):38-48.
4. Ritchlin CT et al. ACR 2022. Presentation L02



PASI100 pe To BKZ Tnv EB3.k 52 (NRI)

BE OPTIMAL (bDMARD-naive patients)!2

100 Double-blind Active treatment-blind

period period
50 Nominal p<0.001
Bl(f ;l:rs pLaniEEn 65,00
-y at Wee o e e ——- -
E'"?, 60 i -4 —e
0 47,3% | L N 60,8%
L | -
; e
== i ’
& ’ ’
!
| i
20 .
| £
L
21 |,
0

04 8 12 16 20 24 28 32 3% 40 44 48 52

Weeks

—8—-.0.. PBO/BKZ 160 mg ~@— BKZ 160 mg Q4W
Q4W (n=140) (n=217)

100

80

ol 4

40 -

20

Double-blind Open-label
period treatment period
Nominal p<0.001
BKZ vs PEO
at Week 168 | 65,9%
58,506
i e ————— ]
| --" 60,20
; ;
H i
| y
! '
i ¥
i /
! F
' /
450 4
. s
4 8 12 16 20 24 28 32 36 40 44 48 52

Weeks

—8—--®:- PBO/BKZ 160 mg —@— BKZ 160 mg Q4W
Q4W (n=88) (n=176)

Non-responder imputation. Randomised set. Primary endpoint: ACR50 at Week 16.

BE OPTIMAL: p value for BKZ vs placebo was calculated using a logistic regression model with treatment,

bone erosion at baseline and region as stratification factors.

BE COMPLETE:

p value calculated using a logistic regression model with treatment, prior TNFi exposure, and region as

stratification factors.2:3

1. Adapted from Ritchlin CT et al. Ann Rheum Dis. 2023;82(11):1404-1414.
2. Ritchlin CT et al. Arthritis Rheumatol. 2022;74(Suppl 9). Abstract L02

Patients (%)

100

80

60

40

20

BE OPTIMAL (bDMARD-naive patients)!2

Active treatment-blind
period

Double-blind
period

20,6%

2,1%

4 8 1z 16 20 24 28 32 3 40 44 48 52

Weeks

—a— Reference arm;

—8— PBO (n=140)
ADA 40 mg Q2W (n=68)



Patients (%)

To BKZ emdsikvUel anoTeAsopaTikoTnTa otnv evOeciTiIOa(LEI=0)

BE OPTIMAL (bDMARD-naive patients)? BE COMPLETE (TNFi-IR patients)?

100 1 Double-blind Active treatment-blind 100 - Double-blind Open label
period period period extension
80 1 80 1 p=0.007 BKZ
62.9% vs PBO
50.3% 60.8% at Week 163

60
49.1%

40

20

Weeks Weeks
— —> == == PBO/BKZ 160 mg - BKZ 160 mg Q4W Reference arm — — = == PBO/BKZ 160 mg - BKZ 160 mg Q4W
Q4W (n=70) (n=143) (ADA 40 mg Q2W; Q4W (n=36) (n=106)
n=36)

Non-responder imputation. Randpmised Set, i_n patients W|th enthESitiS (LEI >0) at baseline. p value obtained from logisic regression with treatment, prior TNF alpha inhibitor exposure and region as factors. The BE OPTIMAL Study was not powered
for statistical comparisons of adalimumab to bimekizumab or adalimumab to placebo.*1. UCB PA0010 Week 52 Analysi
S

] U alysis Tables. 2022. Table 8.4.23.6, RS, NRI. 2. UCB
PA0011 Week 52 Analysis Tables. 2022. Table 8.4.24.6.1. 3. UCB PAO011 Week 16 Analysis Tables. 2022, Table 8.4.23.3, RS, NRI. 4. UCB PA0010 Clinical Study Protocol.
Amendement 2. 2021;113.



Patients (%)

To BKZ emdeikviel anoteAsopaTikoTnTa oTn dakTuAiTida(LDI=0)

BE OPTIMAL (bDMARD-naive patients)? BE COMPLETE (TNFi-IR patients)?

100 - Double-blind Active treatment-blind 100 - Double-blind Open label
period period 87.9% period extension 85 7%
P == = = =
80 - 85.3%
60 -
54.5%
40 p=0.010 BKZ
vs PBO
at Week 163
20
O T T T T T T T T T T T T 1 1
0 4 8 12 16 20 24 28 32 36 40 44 48 52 52
Weeks Weeks
—— — = = PBO/BKZ 160 Mg e BKZ 160 mg Q4W Reference arm —— —> = = PBO/BKZ 160 Mg e BKZ 160 mg Q4W
Q4W (n=33) (n=56) (ADA 40 mg Q2W; Q4W (n=14) (n=34)
n=11)

Non-responder imputation. Patients with dactylitis (LDI >0) at baseline. Randomised set. p value was calculated using a logistic regression model with treatment,
bone erosion at baseline, and region as stratification factors. The BE OPTIMAL study was not powered for statistical comparisons of adalimumab to bimekizumab or
adalimumab to placebo.4 1. UCB PA0010 Week 52 Analysis Tables. 2022. Table 8.4.25.6, RS, NRI. 2. UCB PA0011 Week 52 Analysis Tables. 2022. Table 8.4.24.6.3, RS,
NRI. 3. UCB PA0010 Week 52 Analysis Tables. 2022. Table 8.2.6.5, RS, NRI. 4. UCB PA0010 Clinical Study Protocol. Amendement 2. 2021;113.



BE OPTIMAL (bDMARD-Naive):
BeATiooesic o MDA kai DAPSA £wc¢ Tic EBdopadec 104/100

A) MDA responses over time to 2 years (NRI, OC)

Double- Active treatment- Open-label Double- Active treatment- Open-label
blind period blind period treatment period blind period blind period treatment period
- . 100
1
1
65.7 [OC
80 - i 64.8 [OC] 80 - =7 1oc]
3 146.5 [OC] 7 60.6 [OC] =
= g0 145.0INRIl o _ . <-- Oozz =:zz0 = g0 4
2 ' - ] 50.7 [NRII
5 52.4 [NRI] @ :
s 7 49.8 [NRI] B 409 |
201 14.0 [OC] 20 g E
0 L
o 1 13.2 [NRI] 5 ! ADA =+ BKZ
] T T T T T T T T T T T T 1 T T T T T T T T T T T T 1
o] 8 16 24 32 40 48 56 64 72 80 88 96 104 0] 8 16 24 32 40 48 56 64 72 80 838 96 104
Week Week
n(OC) BL Week 16 Week 52 Week 104 n (OC) BL Week 16 Week 52 Week 104
PBO/BKZ 281 265 253 231 ADA/BKZ 140 135 123 108
BKZ 430 417 379 349
B) DAPSA absolute values and CfB (MI, OC)
Double- Active treatment- Open-label Double- Active treatment- Open-label
blind period blind period treatment period blind period blind period treatment period
60 . . 60 ~ . .
— 5§ 1 1 —_ ADA —— BKZ
w 1 1 (VN ) 1
© 50 - ' i BL: 49.4 2
=l g 45 B e e e e TP BL452 .| @
o 40 o
@ @
el 2 35 El| »
3 g 30 2 g
2lg 2| &
csla 20 16.3 = =)
=l < 15 ! =1 c r
S 10 ! 14.8 = !
= 5 ! ! = !
0 T T 1 T T T T T T T T T T 1 0 T T T T T T T T T T T T 1
0] 8 16 24 32 40 48 56 64 72 80 88 96 104 0 8 16 24 32 40 48 56 64 72 80 88 96 104
Observed DAPSA absolute score (mean [SD]; ©C) Week Observed DAPSA absolute score (mean [SD]; OC)  Week
BL Week 16 Week 52 Week 104 BL Week 16 Week 104
PBO/BKZ 49.4 (30.3) 39.2(28.1) 15.8 (17.6) 14.5 (15.7) 3.1 7. ) ) 10.6 (10.5)
n=281 n=263 n=252 n=226 35 2 n=107
BKZ 45.2 (23.2) 195(17.6) 138 (14.8) 13.3(14.4)
n=430 n=413 n=376 n=349
—&— NRI =0=- OC == PBO/BKZ 160 mg Q4W (n=281) —®— BKZ 160 mg Q4W (n=431) ——8— ADA 40 mg Q2W/BKZ 160 mg Q4W (n=140)

Coates LC, et al. EULAR 2024. Poster POS0969.
Randomised set. BE OPTIMAL reference arm; study not powered for statistical comparison of ADA with BKZ or PBO. MDA response defined as achievement of >5 of the following 7 criteria:

TJC <1, SIC <1, PASI <1 or BSA <3%, PtAAP <15 mm, PGA-PsA <20 mm, HAQ-DI <0.5, and tender entheseal points <1. ADA: adalimumab; bDMARD: biologic disease-modifying antirheumatic drug; BKZ: bimekizumab; BL: baseline; BSA: body surface

area; CfB: change from baseline; DAPSA: Disease Activity in Psoriatic Arthritis; HAQ-DI: Health Assessment Questionnaire-Disability Index; MDA: Minimal Disease Activity; MI: multiple imputation; NRI: non-responder imputation; OC: observed case; PASI:
Psoriasis Area and Severity Index; PBO: placebo;

PGA-PsA: Patient’s Global Assessment of PsA; PtAAP: Patient’s Assessment of Arthritis Pain; Q2W: every 2 weeks; Q4W: every 4 weeks; SD: standard deviation; SE: standard error;
SJC: swollen joint count; TIC: tender joint count.



BE COMPLETE (TNFi-IR):

BeATiooesic o MDA kai DAPSA £wc¢ Tic EBdopadec 104/100

A) MDA responses over time to 2 years (NRI, OC)

Double- Open-label
blind period treatment period
100 ~ '
|
80 - | |
60.2 [OC
= i 53.4 [OC] 56.6 ['Q(:}
e 145.0 [OC] 464 INRIl o ‘
B 1438 INRIl. _Dauu g-==""" "'O----o-.*.zo
c 1 - - -
7] = -
= 40 - :
T I L. — 46.6 [NRI]
* L LB 393100 44.9 [NRI]
20 - s :
! 6.4 [OC] 33.1 [NRI]
6.0 [NRI]
0 o | i | ] ] | | | ] ] | | 1
0 8 16 24 32 40 48 56 64 72 80 88 96 104
Week
n(OC) BL Week 16 Week 52 Week 100
PBO/BKZ 133 125 112 103
BKZ 267 260 232 212

== PBO/BKZ 160 mg Q4W (n=133)

Coates LC, et al. EULAR 2024. Poster POS0969.

B) DAPSA absolute values and CfB (MI, OC)

Double-
blind period

Open-label
treatment period
BL: 53.3
BL:52.2
CfB: CfB:
-33.8 =i
-359%18.4 —39'5

15 J 1216
10 - !

Improvement
Mean DAPSA score (SE)

(%3]
1

0 T

17.4

i T T T
0 8 16 24 32 40
Observed DAPSA absclute score (mean [SDI; OC)
BL Week 16
PBO/BKZ 53.3(33.4) 491 (43.0)
n=133 n=125
BKZ 52.2(29.8) 210(19.1)
n=267 n=260

=8— BKZ 160 mg Q4W (n=267)

1 I 1 I 1 I 1 |
48 56 64 72 80 88 96 104
Week

Week 52 Week 100
16.1(15.2) 11.5 (10.0)
n=106 n=101
16.1(16.9) 141 (13.0)
n=225 n=204

Randomised set. MDA response defined as achievement of >5 of the following 7 criteria: TIJC <1, SIC <1, PASI <1 or BSA <3%, PtAAP <15 mm, PGA-PsA <20 mm, HAQ-DI <0.5, and tender
entheseal points <1. BKZ: bimekizumab; BL: baseline; BSA: body surface area; CfB: change from baseline; DAPSA: Disease Activity in Psoriatic Arthritis; HAQ-DI: Health Assessment
Questionnaire-Disability Index; MDA: Minimal Disease Activity; MI: multiple imputation; NRI: non-responder imputation; OC: observed case; PASI: Psoriasis Area and Severity Index;

PBO: placebo; PGA-PsA: Patient’s Global Assessment of PsA; PtAAP: Patient’s Assessment of Arthritis Pain; Q4W: every 4 weeks; SD: standard deviation; SE: standard error;

SJC: swollen joint count; TIC: tender joint count; TNFi-IR: prior inadequate response or intolerance to tumour necrosis factor inhibitors.

Y|



Baoika kpiTripia
évragngt

Baoika kpiTrpia
anokA&iopou!

>xe0IA0NOC MeEAETNC?

BE MOBILE 1 and BE MOBILE 2: MeAéTec gpaonc III
ToUu BKZ o€ ao0Beveic pe nr-axSpA and r-axSpA/AS

« 218 TV Pe nr-axSpA nou nAnpoi Ta kpIThpia Tagivounang ASAS (povo BE MOBILE 1) i AS nou nAnpoi kpirrpia Tagivopnong mNY (BE MOBILE 2 pévo)
 Evepyn vOOOC KaTA TOV NPOCUNTWHATIKO EAEYXO Kal TNV £vapén, nou npoaodiopileTal ano Ti¢ Babuoloyiec BASDAI kal ndvou aTrn onovOUAIKr) OThAn =4
* AVTIKEIMEVIKT (PAEYHOVN, Nou NpoodiopileTal anod vepyr) IEpOAAAIG O€ PayvnTikr Todoypagia kai/r auénuevn CRP (26,0 mg/L) (BE MOBILE 1 pévo)

 AnoTuyia avtanokpiong oc =2 dIapopeTIka MZAD 1) 10TOPIKO ducavegiag n avrévoeigng oe MZAD

« Anotuxia >1 TNFi, >2 eninA€ov TpononoinTEG BIOAOYIKNG anokpionc* r mPonyoulevn Xprnon onoloudnnoTe TpononoinTn anokpiong IL-17

 Evepydg, oupnTwpaTikdg IBD KaTd TOV NPOCUUNTWHATIKO EAEYXO Kal TNV €vapén
« OEgia npoabia payosidiTida evrog 6 €BOONAdWY anod TNV apxIKr €NioKEWN

« AkTIVOYPaQIKN 1€poAayoviTida nou nAnpoi Ta kpiripia mNY, onwg aglohoyndnke and dUo KevTpikoug avayvwaoTeg (BE MOBILE 1 povo)

Screening

Double-blind period

Maintenance period

BE MOBILE 1 (nr-axSpA)

n=128 Bimekizumab 160 mg Q4W
N=254 Ll
Ln=126 Placebo Bimekizumab 160 mg Q4W

BE MOBILE 2 (r-axSpA/AS)

— Bimekizumab 160 mg Q4W
N=332 =1
—— Placebo Bimekizumab 160 mg Q4W
Oy o —— Fo T o T ) 7o)
Week 14-35 days Baseline 16 24 52

Screening
period

Patients were eli

Primary endpoint: Interim
ASAS40 response  analysis

ible to receive non-biologic rescue therapy from Week 20 at

the discretion of%he investigator while continuing to receive BKZ. *Other than
TNFis; including investigational biologics received in prior clinical trials.t

MeAETN enékTaonc,
BE MOVING (NCT04436640),

yia TNV a&loAdynon Tng
MakponpdBeoUnG avTanokpiong oTn
Bepaneia kal TNG acPaieiag

v

Eniokewn napakoAouBbnonc aopaleiac

20 £BOONAdEC WETA TNV TeAeuTaia dOON
yla acBeveic nou Oev eyypagovTal o
UEAETN €NEKTAONC

\4

1. van der Heijde D et al. Ann Rheum Dis. 2023;82(4):515-526.
2. Adapted from Baraliakos X et al. Ann Rheum Dis. 2024;83(2):199-213.



100

80

60

AcBeveic (%)

1Double-blind period

MpwTEVOV TEAIKO ONHEIO: ZNHAVTIKA HEYAAUTEPEG anokpioeic ASAS40
emiTeUXOnkav pe To BKZ tTnv EBSopada 16 kai diatnpndnkav éwc Tnv EBdopada
52 o€ OAo 1O pacpa AEZnA

BE MOBILE 1 (nr-axSpA)

Maintenance period

p<0.001 60.9%
—
47-70/0 /
—————— '.—-———-—_____.
i 50.8%

28 32 36 40 44 48 52
Weeks

—e—--@-- PBO/BKZ 160 mg  —@=— BKZ 160 mg
Q4W (n=126) Q4W (n=128)

BE MOBILE 2 (r-axSpA/AS)

1Double-blind period

Maintenance period

-
-
-
-
-

28 32 36 40 44 48 52
Weeks

—e—-+@-- PBO/BKZ 160 mg  —@— BKZ 160 mg
Q4W (n=111) Q4W (n=221)

Non-responder imputation. Randomised set. p values calculated by logistic regression with treatment,

region, MRI/CRP classification (BE MOBILE 1) and prior TNFi exposure (BE MOBILE 2 only) as factors.

Adapted from Baraliakos X et al. Ann Rheum Dis. 2024;83(2):199-213.

Delta values manually calculated as the difference between the corresponding Week 16

values reported.



Patients (%)

100 ~

80 -

60 -

40 -

20 A

O1 anokpioeig ASAS40 Tnv EBdopada 16 kai Tnv EBdopada 52 nrav UHUD
otafepec o acOeveic pe TNFi-Naive kail TNFi-IR o€ 0Ao 1o paocpa AEZnA
(opadonoinpeva dedopEva)

Double-blind period Maintenance period

[TIMH Y]%
—eo

[TIMH Y]%

0 4 8 12 16 20 24 28 32 36 40 44 48 52

TNFi-IR

100 Double-blind period Maintenance period

80 ~

55.3%

0 4 8 12 16 20 24 28 32 36 40 44 48 52

Weeks Weeks
—e— PBO (n=203) —@— BKZ 160 mg Q4w —e— PBO (n=34) —@— BKZ 160 mg Q4w
(n=302) (n=47)
» Adapted from Mag7re M et al. Arthritis
Non-responder imputation. Data are pOOIEd from BE MOBILE 1 and BE MOBILE 2. RheumatOI 2023: zsupp



EniTteuén ASAS40 £wc 2 €Tn (NRI, M1, OC)

A) Patients with nr-axSpA

B) Patients with r-axSpA

100 7 Doublefi Maintenance i Open-label 100 7 Double—: Maintenance : Open-label
blind | period i treatment period blind | period i treatment period
pericd E E period i i
: : 5 ' 68.8%
80 n 1 1 0, 80 1 1 ]
i 165.1% i i
: | 145/218 66.1% : 205298 67.0%
$ H ¢ JV SEEEF S 125/189 9 | o 'A*___-A..._*___I79/267
» ! A » !
q‘j : Y ..A ......... A-.. E :
2 : A A 2 !
o : , & 58.9% S ;
o H o 1
w 1 wn 1
¢ - 8
o i - 49.2% o
< #55% <
v i )
<< 1 <
w 1 w
< i <
T

OCe
0 8 16 24 32 40 48 56 64 72 80 88 96 104

Week
—-0-PBO/BKZ 160 mg Q4W, == Any BKZ 160 mg Q4Ws,

n=126

-8-BKZ 160 mg Q4W;,

n=128

n=254 n=111

-8-BKZ 160 mg Q4W,

n=221

Baraliakos X, et al. EULAR 2024. Poster POS0806.

n=332

0 8 16 24 32 40 48 56 64 72 80 88 96 104
Week

—-0-PBO/BKZ 160 mg Q4W; =& Any BKZ 160 mg Q4Ws;

C) Pooled —NRI o ML =x OC

100

Double—: Maintenance : Open-label
blind | period i treatment period
period E i
80 i i
E i 67.2% 66.7%
= ' : 347/516 e 304/456
% : oY « A . b
o ! - P W W ERTE W
2 60 - R e e
c |
Q ' i
= : i
o i
o i
< |
v 1
< |
17)] 1
< |
T

0e
0 8 16 24 32 40 48 56 64 72 80 88 96 104

Week
—-0- PBO/BKZ 160 mg Q4W; == Any BKZ 160 mg Q4W?,
n=237 n=586
-8~ BKZ 160 mg Q4W;
n=349

Randomised set; all patients treated with BKZ 160 mg Q4W from Week 16. Data reported using NRI and OC from Week 0-104, in addition to MI from Week 52-104. A dotted line is used to
indicate entry into the combined open-label treatment period (BE MOVING) following Week 52 of BE MOBILE 1 and BE MOBILE 2. @Includes patients originally randomised to placebo.
ASAS: Assessment of SpondyloArthritis international Society; ASAS40: ASAS 40% response; axSpA: axial spondyloarthritis; BKZ: bimekizumab; MI: multiple imputation;

nr-axSpA: non-radiographic axSpA; NRI: non-responder imputation; OC: observed case; PBO: placebo; Q4W: every 4 weeks; r-axSpA: radiographic axial spondyloarthritis.



Patients (%)

100

80

60

BE MOBILE 1 (nr-axSpA)!-3

Double-blind period

I1£p|nou TO 50% TWV a00eVWV HE EVOETITION KATA TV svapE,n ns'ruxs nAnpn
eniAuon TnG evOeciTIdAg ™mv EBSouada 16 pe BKZ, n onoia 31aTnPRONKE EwG TNV

)8

BSAN

EBOouada 52, o 0Ao To paocpa AEZnA

Maintenance period 100
80 -
p<0.001
(nominal)*
0,
[TIMH Y]% [TIMH Y]% 60 -

« PBO/BKZ 160 mg

BE MOBILE 2 (r-axSpA/AS)1-3

1Double-blind period

Maintenance period

p=0.006
(nominal)*
[TIMH Y1% 50.8%
B ST — —
--0
46.3%

Weeks

—@— BKZ 160 mg

Q4W (n=92) Q4W (n=94)

@ = @ n

.»Randomised setllaD*ata shown for patients who had entheS|t|s (defined as MASES>0) at baseline.13

Resolutlon deﬂned as MASES

should not be used as an indjcation of statistical significance.! Reference 2 reported data at Week 16 only.
reported data at Week 52 only.

p values without any multiplicity adjustment are indicated as nominal

values and
eference 3

Weeks

PBO/BKZ 160 mg  —@=— BKZ 160 mg
Q4W (n=67) Q4W (n=132)

1. Adapted from Ramiro S et al. Ann Rheum Dis. 2023;82(Suppl 1):358.
2. van der Heijde D et al. Ann Rheum Dis. 2023;82(4):515-526.
3. Baraliakos X et al. Ann Rheum Dis. 2024;83(2):199-213.



ASDAS kata tn diapkeia Tov HeAeTwv (MI)

A) Patiegimwith nr-axSpA (N=254) B) Patientgwith r-axSpA (N=332) C) Pooleg
100 100

100

80

80

60

60

40 - 40 4

Patients achieving ASDAS states (%)
Patients achieving ASDAS states (%)

Patients achieving ASDAS states (%)

20 ~ 20 +

Week 52 > Week 0 Week 52
2.1 35

Week 52

ID LDA HD VHD

Baraliakos X, et al. EULAR 2024. Poster POS0806.

Randomised set. Patients treated with BKZ 160 mg Q4W; includes patients originally randomised to placebo. ASDAS LDA (<2.1) values shown next to bars are manually
calculated from the sum of the proportion of patients achieving ASDAS <1.3 and >1.3—-<2.1. ASDAS: Ankylosing Spondylitis Disease Activity Score; axSpA: axial spondyloarthritis;
BKZ: bimekizumab; HD: high disease; ID: inactive disease; LDA: low disease activity; MI: multiple imputation; nr-axSpA: non-radiographic axSpA; Q4W: every 4 weeks; r-axSpA:
radiographic axial spondyloarthritis; VHD: very high disease.



"Ypeon ge MRI (SPARCC <2; Berlin MRI Spine <2) ot1a 2 €Tn (0OC)

A) MRI SPARCC SIJ B) Berlin MRI spine
(nr-axSpA; n=52) (r-axSpA; n=31)

100+ . : . 100+

Double-1 Maintenance 1 Open-label Double-1 Maintenance 1 Open-label

— blind : period : treatment period — blind : period : treatment period
2 period ! : .?S period | !
£ 80+ 5 ' £ 80+ l I 71.0%
£ : <75 = o ®57/31 61.3%
g : 30/520 8 115/20 19/31
2604 ; 2 50 ' )
£ : = .
o ' o .
r @ :
“ 40- = 40- I
@) 2 |
) = |
< g |
&% 20 £ 20 |
&= o |
= m 9.1% :

0 _ _ 0 + 1/11 -

0 8 16 24 32 40 48 56 64 72 80 88 96104 0 8 16 24 32 40 48 56 64 72 80 88 96104
Week Week

— =@~ PBO/BKZ 160 mg Q4W; n=24 = =@~ PBO/BKZ 160 mg Q4W; n=11
-@- BKZ 160 mg Q4W; n=28 -@- BKZ 160 mg Q4W; n=20
—— Any BKZ 160 mg Q4W; n=522 —A— Any BKZ 160 mg Q4W; n=312

Baraliakos X, et al. EULAR 2024. Poster POS0806.

Only study participants enrolled in the sacroiliac joint and spine MRI sub-studies and with baseline MRI SIJ SPARCC (nr-axSpA) >2, or baseline Berlin MRI spine (r-axSpA) score >2, and with
recorded data at each of the timepoints shown, are included in this analysis. MRI remission is defined as having a SPARCC <2 or Berlin MRI spine score <2. 2Includes patients originally
randomised to placebo. axSpA: axial spondyloarthritis; BKZ: bimekizumab; MRI: magnetic resonance imaging; nr-axSpA: non-radiographic axSpA; OC: observed case; PBO: placebo;

Q4W: every 4 weeks; r-axSpA: radiographic axial spondyloarthritis; SIJ: sacroiliac joint; SPARCC: Spondyloarthritis Research Consortium of Canada.



mSASSS: AAAayn ano 1o baseline oTnv ¢Bdopada 104 (OC)

- O1 aoBeveic pe pa-AEZnA napoucgiacav eAaxioTn akTivoAoyikn €EEAIEN oTn ZZ oTa 2 £1n uno BKZ

¢ 107 Lo | *BKZ 160 mg Q4w (n=125) .
e PBO/BKZ 160 mg Q4W (n=65)

o g 7.6 (14.1)
\%/ QC) 15 7

o 2 %

Eluv 61 9

| 810 -

& L = o

JE S >
(] - u=

2|2 4 v 5 - .
2 c o
© 2 —ﬂ-‘.
g 2 | U O | o0

0 5 J°
Any BKZ 160 mg Q4W 0% 20% 40% 60% 80% 100%
(n=190) Cumulative probability

Includes patients in the X-ray sub-study with valid X-ray assessments at baseline and Week 104 (n=190). All patients received bimekizumab 160 mg Q4W from Week 16. mSASSS ranges from 0-72, with lower scores
indicating less structural damage. BKZ: bimekizumab; mSASSS: modified Stoke Ankylosing Spondylitis Spinal Score; OC: observed case; PBO: placebo; Q4W; every 4 weeks; SD: standard deviation.



NooooTo Non-Progressors Tnv eBoopada 104 (OC)

« H nAsiovoTnTa Twv acBevwv nou €AaBav Bepaneia pe bimekizumab ATav pn e€gAicoopevol,
OUMNEPINAPPBAVOPEVWY EKEIVWV PE undapxouaoa dopikn BAAPBN kaTta Tnv evapén
H pn €€€AMiEn opileTal wg H pn €€€AiEn opileTal wg
mSASSS CfB <0,5 mSASSS CfB <2

[TIMH] [TIMN]
% %
(162/19 (175/19
1)) 0)
| AoBeveic ywpic akTivoypagikr €EENIEN otV =2 O un gégAiooopuevor Tnv EROouada 104 nepieAapBavav
TO0 83,1% (69/83) TwVv acbevwv Mov giyav vndpyovoa
AcBeveic pe akTIvohoyikn €EENIEN oTnV 22 Sopikr BAARN (MSASSS >2) kata TNV &vapén

)
Includes patients in the X-ray sub-study with valid X-ray assessments at baseline and Week 104 (n=190). All patients received bimekizumab 160 mg Q4W from Week 16. mSASSS ranges from 0-72, with lower scores 5 M2
indicating less structural damage. CfB: change from baseline; mSASSS: modified Stoke Ankylosing Spondylitis Spinal Score; OC: observed case; Q4W; every 4 weeks. %



Nea Zuvdeopoputa Tnv Edopada 104 (OC)

* 'Eva |.||Kpo NOCOOTO AoBEVWYV €ixav vsa ouvéscrpocpum oTa 2 Xpovia espanslaq he BKZ, oupnepiAapBavopevou
oXedoOv Tou 1/5 Twv acBevwv Nou €ixav unapxovrta ouvOsoNOPUTA KATA TNV Evapén

N£a ouvOEOHOPUTA OE AOOEVEIC YWPIC
OUVOECHOPUTA KATA TNV Evapén

Kata tnv evapén, 133/190 aobeveic (70,0%)
Oev napouoialav ouvdeoUOPUTA

1.5%
(2/133)

N£a ouvOeoHOPUTA O AOOEVEIC ye
OUVOECOHOPUTA KATA TNV Evapén

Kata tnv evapén, 57/190 aobeveic (30,0%)
napouvagiaday ocuvOsoUOPUTA

78.9%
m AcBeveic xwpig véa (45/57)

OUVOECHOPUTA

. AcBeveic ue véa
ouUVOEONOPUTA

Includes patients in the X-ray sub-study with valid X-ray assessments at baseline and Week 104 (n=190). New syndesmophytes were defined as syndesmophytes declared present at Week 104 - ; .
but not at baseline at the same site. OC: observed case. %



MaBopuoioloyia TnG AxSpA: IL23-IL17 Axis

IL-17F AiyoTepo dpaoTikn aAAd o€ HEYAAUTEPEC OUYKEVTPWOEIC 0TV AXSpA o€
oxéon HE Tnv IL-17A

IL-6 (pg/mL)
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Ywpilaoikn ApBpiTida  AkTivoAoyiki ASZTTA (AX)
(Trapoucia ywpiaong)

50 -
40,2
40 A
33
30 -
20 A
10 A1
0,63 0,42
L] 1 0 L]
IL-17A IL-17F IL-17A IL-17F
(N=25) (N=24) (N=53) (N=42)

Emitreda* IL-17F oTtov 0p6 50-TrAdoIa

a1 TnG IL-17A og WA ka1 AZ?

1. Adapted from Maroof et al. ESDR 2017. Poster P426.
2. Adapted from Kolbinger et al. J Allergy Clin Immunol. 2017;139:923-932.



Transcript analysis shows early IL-17A expression after stimulation,
followed by a later IL-17F response




AvaoToAn TnG eEEAIEnNG vooou otnv AEZnA

EAQYXIOTN AKTIVOYPA®PIKN NP00d0G TNG onovAUAIKNG OTAANG KaTadeixOnke o€ 2 xpovia
Oepaneiag pe bimekizumab og aoBeveic pe r-axSpA

« 'Eva uynAO nooooTo acBevwv NTav Pn €EEANICOONEVOI, GUUNEPIAAUPBAVOUEVWV EKEIVWV HE
apxIkn BAapn tnc anovOuAikne oTNANG

« 'Eva YIKpO NOCOOTO aoBevwV aveNTUEE vea oUVOETUOPUTA O 2 Xpovia Bepaneiac e
bimekizumab, cupnepiAapBavouevou oxedov Tou 1/5 Twv acBevwv Pe unapyovta
ouvOEONOPUTA KATa TNV evapén

/




n (%) [EAIR/100 PY]

Emiokonnon ac@alAsiac éwg 2 €Tn (EBdopada 104)

Any BKZ 160 mg Q4W?

Year 1
(N=574; 552 PY)

Year 2
(N=518; 478 PY)

Any TEAE 451 (78.6) [196.4] 367 (70.8) [150.6]
Serious TEAEs 32 (5.6) [6.0] 28 (5.4) [6.0]
TEAEs leading to study discontinuation 21 (3.7) [3.9] 8 (1.5) [1.7]
Drug-related TEAEs® 226 (39.4) [57.3] 137 (26.4) [34.5]
Severe TEAES 23 (4.0) [4.3] 16 (3.1) [3.4]
Death 0 0

Most frequently reported TEAEs by preferred term©

SARS-CoV-2 (COVID-19) infection
Nasopharyngitis

35 (6.1) [6.5]
61 (10.6) [11.9]

108 (20.8) [25.2]
50 (9.7) [11.0]

Upper respiratory tract infection 47 (8.2) [9.0] 24 (4.6) [5.1]
Oral candidiasis ! 42 (7.3) [8.0] ! 25 (4.8) [5.4]
Key TEAEs of special monitoring : :
Serious infections ! 10 (1.7) [1.8] ! 6(1.2) [1.3]
Opportunistic infections ! 8 (1.4) [1.5] ! 4(0.8) [0.8]
Active tuberculosis ! 0 ! 0
Fungal infections ! 83 (14.5) [16.5] ! 53 (10.2) [11.8]
Candida infections ! 52 (9.1) [10.0] ! 31(6.0) [6.8]
Neutropenia® ! 4(0.7) [0.7] ! 4 (0.8) [0.8]
Hypersensitivity reactions® ! 64 (11.1) [12.4] ! 41(7.9) [9.1]
Adjudicated suicidal ideation and behaviour ! 2(0.3) [0.4] ! 0
Adjudicated MACE ! 0 ! 0
Hepatic events ! 54 (9.4) [10.4] ! 22 (4.2)[4.7]
Liver function analyses ! 39 (6.8) [7.4] ! 19 (3.7) [4.1]
Malignancies ! 2(0.3)[0.4] ! 2 (0.4) [0.4]
Adjudicated IBD (definite or probable)’ ! 5(0.9) [0.9] ! 4(0.8)[0.8]
With prior history ! 1(12.5) [13.7] ! 0
Without prior history ! 4(0.7)10.7] ! 4 (0.8)10.9]
Uveitiso" L 14(2.4)[2.6] ! 6(1.2) [1.3]
With prior history ! 10 (10.5) [11.4] ! 6 (6.6) [7.2]
Without prior history ! 4 (0.8) [0.9] ! 0
Injection site reactions' ! 22 (3.8) 14.1] ! 4 (0.8) [0.8]

Baraliakos X, et al. EULAR 2024. Poster POS0806.

Safety set. Year 1: >0-52 weeks; Year 2: >52-104 weeks. MedDRA (Version 19.0). 2Includes patients who switched from placebo to BKZ (events after switch only); PPer study investigator assessment; “Most common
TEAESs in patients receiving BKZ are reported by preferred term; dIncludes the preferred term neutropenia; ¢Most instances were dermatitis and eczema; there were no anaphylactic reactions to BKZ; At baseline, 8/574
(1.4%) patients had a medical history of IBD. In Year 2 (>52 weeks), 7/518 (1.4%) patients had a medical history of IBD; 9At baseline, 95/574 (16.6%) patients had a medical history of uveitis. In Year 2 (>52 weeks),
91/518 (17.6%) patients had a medical history of uveitis; "Includes the preferred terms autoimmune uveitis, uveitis, iridocyclitis and iritis; 'Includes the high-level term injection site reactions. BKZ: bimekizumab;

EAIR: exposure-adjusted incidence rate; IBD: inflammatory bowel disease; MACE: major adverse cardiovascular event; PY: patient-years; Q4W: every 4 weeks; TEAE: treatment-emergent adverse event.



ZUYKEVTPWTIKA anoTeAEoUaTa ano HEAETEC daonc 2B/3: XaunAOTEpA NoCoOTA
payosi1diTidac os aoBeveic nou EAaBav Oepaneia pe BKZ og oUykpIon HE EIKOVIKO (pAPHAKO

‘OAo1 o1 aogBeveigl2 AoOeveic pe IoTopiko PayosidiTidagl—4

AoOevEic XwpiG 10TOPIKO payoeldiTidagz4

DBTP (Weeks 0-16) Pooled Ph2b/3 . DBTP (Weeks 0—-16) Pooled Ph2b/3 . DBTP (Weeks 0—-16) Pooled Ph2b/3
of Phase 3 N=848 | of Phase 3 N=130 i of Phase 3 N=718
2034.4 PY ] 323 PY i 1711 PY
160 - i 70.4 :
i (32.2, 133.7) i
—~ 140 - | N=45 i
— i T 1
@) 120 | i
() 7 | :
5 | |
o 100 - : :
¥ i i
Z e | |
= i i
= 60 1 | 6.2(0.2, 34.8) i
g 15.4 (7.7, 27.5) R 5
o 40 A N=237 : :
i 1.8 (0.2, 6.7 | 4.6 (2.5,7.7 i 340827
L .8 (0.2, 6. ! .6 (2.5, 7. i =
20 {1:8(0:2,6.7) 1.2 (0.8, 1.8) : (2.5 7.7) i 1.1(0.0,6.0) N=192 149603, 1.2)
N=349 N=g48 , N=130 i N=297 N=718
0 I B} | | m—— f - — -
Number of patients with
a TEAE 2 11 25 - 1 9 14 - 1 2 11 -
Patient exposure
vears (PY) 108.6 73.0 2034.4 - 16.0 14.0 323 - 92.0 59.0 1711 -
History of uveitis at
baseline (%) 14.9 19.0 15.3 - - - - - - - - -
B Bxz 160 mg Q4w |l PBO
1. Rudwaleit M et al. Ann Rheum Dis. 2023;82(Suppl 1):614.
Data were pooled for all patients treated with BKZ 160 mg Q4W throughout the ph2b/3 trials BE MOBILE 1 and 2 and BE AGILE.!2 For the BE AGILE 2 and BE 2. Rudwaleit M et al. EULAR 2023. Poster POS0668.
MOVING open-label extension studies, a cut-off date of 4th July 2022 was enforced for inclusion in the pooled ph2b/3 data.l2 Data were pooled separately for 3. UCB Data on File. (ISS Week 16 Tables. 2022. Table 5.1.9.9) — Data are
patients randomised to BKZ or PBO in the DBTP of BE MOBILE 1 and 2.12 Uveitis TEAEs were identified using the preferred terms “autoimmune uveitis”, available on request. 4. UCB Data on File. (ISS Week 52 Tables. 2022. Table

“iridocyclitis”, “iritis”, and “uveitis”, and were reported for all patients who received >1 BKZ dose.! 5.2.9.9) — Data are available on request.



NaBoduocioloyia tng AXSpA: Payoeiditida

IL-17F mailel kamowo poAo enunAéov tng IL-17A? / \
IL-17A IL-24
MeAEtn o€ {wiko povielo payoelditidag £detée otL n anouoia IL-17A - O . S T?;;Einneeaﬁe
Mrapaywyn IL-17F, GM-CSF, IL-22 Th17 ' |L17IE, ;321\(/;§:SF,

_

MeA€tn o€ evepyomotnpeva T Aepdokuttapo amno
aoBeveic pe ofeia payoetditida (vs PBO, AS pe LoTopLKkO
payoelsSitidoc) édeife: )

cD8* IL-17A cDs8* IL-17F

Frequency (%)

e A IL-17A, IL-17F and IL-22 oe MAIT-like cells™ kat T e aAu axgea T me TaAu axcea
(n=5) (n=5)
CD8+ T cells o€ oéeia payoelditidba vs control MAIT- ke 1L-17A MAIT ke 1L17F

Frequency (%)

5.00 4.00
* e

4.00

3.00
3.00

2.00
z2.00

1.00
1.00
0.00 0.00

HC AAU axSpA- HC AAU axSpA-
n=11) AAU (n=10) AAU

H dutAn avaotoAn IL-17A/F pnopel va €xeL O€on otn payostditida???

Adapted from Chong WP et al. Immunity. 2020;53(2):384—-397.
Adapted from Huang JC-C et al. Ocul Immunol Inflamm. 2021;29(3):558-565.



Movadikn cupnepiAnyn otnv AEZnA
NMepiAnwn XapakTnpioTikwv Mpoiovroc (SmPC)

v/ Z€ OUYKevTpwTIKaA dedopeva ano Tn BE MOBILE 1 (pa-A&2nA) kar Tn BE MOBILE 2 (AY), Thv
ERdGouada 16, To NnoocooTo TwV acBevwv nou avenTu&av eneioodio payosidiTidac nrav
xapnAotepo pe To BKZ (0,6% ) os cUyYkpIon HE TO EIKOVIKO papuako (4,6%).

v H ouxvornra sugaviong payosidiridag napepsive XaunAn e Jakpoxpovia Bepaneia pe
BKZ (1,2/100 £1r) a0Bsv@Vv OTIGC OUYKEVTPWTIKEG HEAETEC paornc 2/3)

BKZ is not approved for the treatment of uveitis

EMA. Bimekizumab (Bimzelx®) Summary of Product Characteristics. Available at: https://www.ema.europa.eu/en/documents/product-
information/bimzelx-epar-product-information _en.pdf. Accessed January 2024.
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BKZ - Zuptrepdopparta

. ) ) AITTAR e€eidikeuon yia IL-17A kai IL-17F2
/ Mpoodéveral o IL-17A/A, IL-17A/F & IL-17F/F

2.€ KAIVIKES OoKIMEC paonc Il Tou BKZ oge WA
Kal AG2TTA, ol aoBeveig TTETuxav ypriyopa ta

W
emmitreda Babidg KAIVIKAS avTatmokpiongioit

: : : = WA & ASSTTA 2 UVETTAG OTTOTEAEOMATIKOTNTA ETTITEUXONKE O€
Bimekizumab is @ : OAo 10 @acpa WA & AC2TTA 1600 og aoBeveig

a humanized monoclonal TToU O¢gv gixav AaBel BioAoyika 600 Kal o€
IgG1 antibody* aoBeveic ye TNFi-|R10.12

] To pakpOoTTPGBET O TTPOPIA ACPAAEIAS
X Tou BKZ v atguvo e

TTPONYOUNEVES MEAETECT!

1. Glatt et al. Br J Clin Pharmacol. 2017;83:991-1001. 2. Glatt et al. Ann Rheum Dis. 2018;77:523-32. 3. Adams et al. Frontiers Immunol. 2020;11:1894. . 10. Baraliakos X et al. Ann Rheum Dis. 2024;83(2):199—
213. 11. Proft F et al. Arthritis Rheumatol. 2023;75(Suppl 9). 12. Magrey M et al. Arthritis Rheumatol. 2023;75(Suppl 9). 17. Mease PJ et al. Arthritis Rheumatol. 2023;75(Suppl 9).

Estimated half-life: 22 days.! IgG, Immunoglobulin G.



TEAIKA ZUNTTEPACMATO

H IL-17A ka1 n IL-17F €ival Ikavéc va npokaAéoouv pAsypovr o W kal JovTeAa ZnA kal pnopouv
OUVEPYIKA vad EVIOXUOOUV TIC PAEyIOVWOIEIC anokpiocic napovoia TNF—

H ekppaon Tn¢ IL-17A kai TnG IL-17F puBpileTal ano d1apopeTIKEC KUTTAPOKIVEG Kal PMOPEi va
napaxOei aveédaprnra ano rnv IL-23°

To BKZ €xel oxediaoTei yia va avaoTeAAel eniAekTika Tnv IL-17F emnAgov Tng IL-17A, n onoia oToxeuel
kal Ta 3 dipepn (IL-17A/A, IL-17A/F ka1 IL-17F/F) kai Exer nponyoupevwes KaBIEPWOEI UNMEPOXIT] OE
aoBcsveic pe YW evavTi TNG OUCTEKIVOUUAUNNG , OEKOUKIVOUNAUNN kal adaAigoupapnnio-13

To BKZ cival n nio npoopatn Bepaneia nou exel eykpiBei anod Tov EMA og axSpA kai PsA, napexovtac
Hia vea enihoyn yia Toug aoBeveicl4

3;82:1184.

. 5. Rosine

N,

BKZ: bimekizumab; Miceli-Richard C. Front Immunol. 2021;11:553742. 6. McGonagle DG et al. Ann Rheum Dis. 2019;78(9):1167-1178. 7.
EMA: European Medicines McGonagle D et al. Front Immunol. 2021;12:614255. 8. Tsukazaki H, Kaito T. Int J Mol Sci. 2020;21(17):6401. 9. Cole S et al.
Agency; Front Immunol. 2020;11:585134. 10. Adams R et al. Front Immunol. 2020;11:1894. 11. Reich K et al. Lancet. 2021;397:487-498.
IL: interleukin; PSO: psoriasis; 12. Warren RB et al. N Engl J Med. 2021;385:130-141. 13. Reich K et al. N Engl J Med. 2021;385:142-152. 14. Bimzelx® EU
SpA: spondyloarthritis; SmPC. Available at: https://www.ema.europa.eu/en/medicines/human/EPAR/bimzelx#product-information-section. Accessed

TNF: tumour necrosis factor. August 2023.
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2023 ZuoTaosic EULAR yia Tn diaxeipion acfsvmv pe WA:

>uvoyn Twv emAoywv Bepaneiac bDMARD

Target bDMARD Treatment Options for PsA*

Adalimumab
Certolizumab pegol
TNF Etanercept
Infliximab
Golimumab
IL-12/23 Ustekinumab
Ixekizumab
IL-17A Secukinumab
IL-17A/F Bimekizumab
Guselkumab
[L-23-p13 Risankizumab
CTLA4 Abatacept

*bDMARDs currently authorised as of December 2023 for use in psoriatic arthritis.

<o,
1774

Bimekizumab is recognised as a
novel mode of action (IL-17A/Fi)
in bDMARDs

Adapted from Gossec L et al. Ann Rheum Dis. 2024. doi: 10.1136/ard-2024-225531.



