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Background and Objective | PSUMMIT-Jr Study Design Endpoints and skin symptoms
i Target Population: Children aged =5 to <18 years diagnosed with active jPsA? for =3 e The primary efficacy endpoint was Juvenile Idiopathic Arthritis American College of Rheumatology o
ﬁr, ;J:;zlgg;r?oal:h(g ilg 2UFTI;3:§:C|OHH| months with inadequate response/intolerance to NSAIDs and/or nonbiologic DMARDs (JIA-ACR) 30 response at Week 24 UST Was We" tOIerated, Wlth the
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of interleukin (IL)-12/23, has e e o A o JIA-ACR 30/50/70 through Week 52 majority of AEs being mild to
demonstrated efficacy and safety in Ef - PK ef  FSV ° medlanhtlme t: JIAI;ACI? 30 thll'.oygfll L\J/Veek.l24'16‘ it Disease Activity Score 10 (GJADASAO) . o
Il e Mean change from baseline in clinical Juvenile Arthritis Disease Activity Score 10 (c -10),
adult psoriatic arthritis (PsA) l JADAS-10, JADAS-27, and JADAS-71 through Week 52 mOderate in Severlty and nOt related
Week-6 0 4 8 12 16 24 28 40 52 68 e Mean change from baseline in Psoriasis Area and Severity Index (PASI) score at Weeks 24 and 52
. e Safety endpoints were frequency and types of adverse events (AEs), serious AEs, and reasonably tO treatme nt
The phase 3, multicenter UST UST UsT UsT UsT UsT related AEs
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° ° ° ° %PsA was defined l?a.sed on the Va/?couver c/assiﬁcqtion griteriq: arthritis plus PsO or 22 ofthefo//owing: dagt){litis, nqi/pits, PsQfami/y history, or PsO-like rgsh. Active disease L PtS WhO diSCOI‘ltinued StUdy intel’vention fOl‘ any reason, inCIUding COVID'19; terminated StUdy
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J ’ e For JIA-ACR endpoints, after accounting for above rules, pts missing 23 components at a timepoint

efficacy and safety data from Methods were considered nonresponders at that timepoint Sig nifica nt unmet need

PSUMM |T—JI’; pharmacokinetic e For JADAS and PASI endpoints, after accounting for above rules, missing data at a timepoint were
: . . e Pts were not randomized - : :
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e Ustekinumab was administered by body weight (<60 kg, 0.75 mg/kg; 260 to <100 kg, e For participants who did not achieve response, time to response data were censored at occurrence of
presented separately 45 mg; >100 kg, 90 mg) at Weeks 0O, 4, and then every 12 weeks through Week 52 intercurrent event, Week 24, or time of study discontinuation, whichever occurred first

Results

e All18 pts enrolled in PSUMMIT-Jr and treated with UST completed the Week 52

study visit At Week 24, 88.9% of pts achieved JIA-ACR 30 response (primary At Week 24, mean decreases (improvement) from baseline in cJADAS- Mean PASI score consistently improved from baseline at Weeks 24 and 52
endpoint) and 83.3% and 61.1% achieved JIA-ACR 50 and 70, respectively 10, JADAS-10, JADAS-27, and JADAS-71 were 13.3, 14.9, 13.0, and 16.2,
Baseline Demographics and Prior and Current jPsA and PsO Medication respectively 0
Exposure « Although JIA-ACR 30/50/70 response rates decreased slightly from Week 24 to Week 52, the overall
trend shows maintenance of response over time « Similar decreases (improvement) were observed at Week 52
o
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Demographics @ 80 - A 8 U 8 -4 - T :
Age, yrs, median (IQR) 13.0 (11.0; 16.0) . 66.7 = o "é
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Week O 4 8 12 16 24 52 Week 04 8 12 16 24 52 ‘
<60 2% cJADAS-10 n 17 17 17 17 17 17 -4.0
JIA-ACR 30 n/N 12/18 12/18 16/18 15/18 16/18 14/18 JADAS-10 n 16 16 16 14 16 14 -8 -
>60 to 100 28% JIAAACR50 n/N  6/18 12/18 16/18 13/18 15/18 14/18 SADAS.27 1 i 6 6 o 6 o Week 24 Week 52
JIA-ACR 70 n/N 218 8/18 11/18 10/18 11/18 11/18 JADAS-T1 n 16 16 16 14 16 14
Disease Activity —@— JIA-ACR 30 —4— JIA-ACR 50 —— JIA-ACR 70 —@— CJADAS-10 —A— JADAS-10 — W JADAS-27 JADAS-T1 mUST (N=10)
cJADAS-10, median (IQR)® 18.7 (164, 214) arontlt assessmant of oversl welbeing, numbor of atie s, mbe o oS Wit Ited ange of motan, physice foncton by Chidhood Health Asseeament Questonnai, CAP) 953 Cls wre Componnt:physiian gabel g paronehld assessment of el bong, nmserof acke fants (besod on 10, 27 or 71jots for JADASIO 27 and-1 respectvoy), and CRP Higherscares mlcete induration o soalng over 118 bod dlong withthe area of he Ivalvement o PO esions. Higher scores ndoots more severe dsedon. S5% G wers calculen based o 2.ided Fsample ¢
calculated based on the Clopper-Pearson method. Cl=confidence intervals, CRP=C-reactive protein. greater disease activity. VAS=visual analogue scale. distribution.
JADAS-10, median (IQR)® 20.5 (13.9, 22.6)
/ﬁ\ JADAS-27, median (IQR)® 16.3 (11.8, 23.3) Rapid onset of JIA-ACR 30 response through Week 24 was observed Median JADAS-71 values decreased (improved) through Week 52 Summary of safety through end of study
JADAS-T1, median (IQR)® 20.9 (13.9, 26.6) (median time 4.3 [95% Cl 4.1, 8.1] weeks)
ot . . - . . . . . .
9\ ) « Among pts with oligoarthritis, median values decreased (improved) from high disease activity at Week O
+IH\ PGA of PsO (0-4) 2 [ o . . . s to minimal disease activity/inactive at Week 52; interpretation is limited by small sample size UST (N=18)
. « 67% of pts achieved JIA-ACR 30 response at the nominal Week 4 visit . 7 . ’ i ] ) =
% of BSA with PsO 13.2 (12.01) « Among pts with polyarthritis, median values decreased (improved) from high disease activity at Week O
to minimal disease activity at Week 52 Mean weeks of follow-up 55.6
PASI (0-72)° 4.3 (4.29) 100 -
jPsA/PsO Medication Use at Baseline £ g ! 0 307 Oligoarthritis Participants with 21, n (%) - The most common AEs
. . o o @ ’ § o B were upper respiratory
Nonbiologic DMARDs (MTX, SSZ, LEF) 61% % % |I : High disease activty (13 AE 18 (100%) tract infection (28%),
E Oral corticosteroids 17% 3 g ©0- _|J S I N jPsA (22%), nausea (17%),
E o ?—é, Moderate disease activity (>4 to <13) Serious AEa 1 60/ and Vomiting (17%)
Prednisone or equivalent dose* 6.3 (3.2) 28 40 - £ ity (1 toct (6%) « No deaths were
NSAI Ds 5 OO/ C_; E:) § ___________________________________________________________________________________ é_ __ Inactive disease (<1.4) o repo rted
° 5% AE leading to discontinuation of study intervention 0 « No pts had a malignancy,
O 90 - 3 g
Prior jPsA/PsO Medication Use 2 active tuberculosis,
. . © IJ' 0 Polyarthritis opportunistic infection,
Nonbiologic DMARDs 89% 0 - 8 Severe AFE? 1(6%) or injection-site reaction
— High disease activity (>17)
' ' ' ' ' ' ' “- « No new safety signals
NSAIDs 8% 0 4 8 12 16 20 24 2 o
; _ . S [T N AE reasonably related to study intervention® 4 (22%) were identified
Anti—TNFq 56% T|me from FII’St DOSG (WeekS) g 41 Moderate disease activity (>6 to <17)
= : : . 4.4
° ° ° ° %’ ~->~—— % Minimal disease activity (>2.7 to <6 Inf I n 0
BIOIOQICS (eXCIUdIng antl-TNFq) 6% Number of Pts Remaining 18 16 6 3 1 1 1 é’ ______________________________________________________ Inactive disease (<2.7) ( ) eCtIO 16 (896)
52
JAK inhibitors 6% Cumulative Number of Pts O 2 12 14 16 16 16 p 13 Serious infection?® 1 (6%)
Data are mean (SD) unless otherwise noted. °N=17. "N=16. °Evaluated among pts with 3% BSA involvement and PGA of PsO score =2 (mild to severe) at baseline, N=10. “N=3. BSA=body surface areaq, with JIA-ACR 30 ResPonse —&— UST
IQR=interquartile range, JAK=Janus kinase, LEF=lefluionomide, MTX=methotrexate, PGA=Physician Global Assessment, SSZ=sulfasalazine, TNF=tumor necrosis factor. “Tooth abscess (n=1; not related to studly intervention). "Upper respiratory tract infection (n=2); urinary tract infection, diarrhea, nausea, asthenia, pyrexia, oropharyngeal pain (all n=1) (some pts had >1 event).
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