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Summary

No new safety signals were identified during the
Q study. Most TEAEs were mild in severity and
did not necessitate discontinuation of study
intervention. No treatment-emergent opportunistic
infections, active tuberculosis, or malignancies
were reported.
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CDAI analyses demonstrated a clinically

Q meaningful effect of ustekinumab in inducing and
maintaining clinical response and remission, with
remission rates increasing from Week 16 to
Week 24 during subcutaneous maintenance
therapy. Overall, Ustekinumab was well-tolerated
and clinically effective in Indian patients with
moderate to severe CD.

*Presenting author

Background

42 Ustekinumab (STELARA®), a human IgG1k monoclonal antibody that targets the p40 subunit of IL-12/ [L-23 cytokines' is approved globally in multiple countries including United
s States, EU and India for the treatment of moderate to severe Crohn's disease (CD).>®

Clinical studies demonstrated the efficacy and favourable safety profile of ustekinumab, with high response rates and sustained remission during maintenance therapy.*’
Despite extensive global evidence, real-world data on the safety and effectiveness of ustekinumab in the Indian patient population remains limited.

Conclusion

@ This health authority mandated Phase |V study aimed to evaluate the safety and clinical efficacy of UST in adult Indian patients with moderate to severe CD. Ustekinumab demonstrated a favourable safety

Q profile and clinical efficacy in patients with
moderate to severe CD, supporting its use as an
effective therapeutic option for Indian patients.

Objective

Primary Objective: Secondary Objective: Exploratory Objective:

To evaluate the safety of ustekinumab in To evaluate the efficacy of ustekinumab in To evaluate the effect of ustekinumab on
patients with moderate to severe CD over moderate to severe CD patients, as assessed by biomarkers of inflammation (C-Reactive protein
38 weeks. CD activity index (CDAI). [CRP] and fecal calprotectin [FCP]).

Methods

Study design: Phase 4, open-label, multicentre study (Figure 1)
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Results
Patient disposition Inflammatory Biomarkers
e A total of 96 patients were screened for the study (All Patients Set). Of these, 80 patients (83.3%) were enrolled and received e After a single dose of ustekinumab induction therapy, mean CRP and FCP levels decreased from baseline to Week 8 and this effect
study treatment (Safety Analysis Set), while 16 patients (16.7%) were screen failures based on inclusion and exclusion criteria. Of was maintained at Week 24.

the enrolled patients, 74 (92.5%) completed study participation, and 6 (7.5%) discontinued the study. ] ]
Figure 4: Mean levels of (a) CRP and (b) FCP at baseline, Week 8 and Week 24

Table 1: Baseline Demographic and Disease Characteristics (Safety Analysis Set)

(@) CRP
Baseline Characteristics Total
(N=80) C-reactive protein

° 14 —
Demographics 12.8
Age, yrs, mean (SD) 35.3 (14.4) 12 - 11.6
BMI, kg/m?, mean (SD) 19.27 (3.6)
O O § 10 -
IH\IH\ Gender, n (%) =
E 8- 73
Male 52 (65) &
O
Female 28 (35) § 6 -
=
Disease Characteristics 4 -
Disease duration, yrs, Median (IQR) 2.6 (1.3-74) 5
«.s CDAI score, mean (SD) 296.2 (562.5)
o
0
a Patients with CDAI >300, n (%) 39 (48.8) Baseline Week 8 Week 24
Prior CD therapy exposure, n (%) 66 (82.5)
Biologic naive, n (%) 62 (77.5)
(b) FCP
Conventional therapy failure/intolerance (Yes; n [%]) 76 (99)
] ] ] ] Fecal Calprotectin
Biologics failure/intolerance (Yes; n [%]) 18 (22.5) 800 -
CRP, mg/L 12.8 (30.5) .S
700
FCP, mg/kg 717.5 (1216)
BMI=Body mass index, CD=Crohn’s disease, CDAI=Crohn’s disease activity index, CRP=C-reactive protein, FCP= Fecal calprotectin, n=number of patients, %=percentage, SD=Standard Deviation, IQR=Interquartile range. > 600 - 533.5
=
> 5007 450.8
Clinical Efficacy Q& 400 -
LL
e Clinical Response: The clinical response rate increased from 33.3% at Week 8 to 69.2% at Week 16 and was maintained at g 300
Week 24, demonstrating a sustained treatment effect.
200
Figure 2: Number of patients achieving clinical response at Weeks 8, 16, and 24 following ustekinumab treatment
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§ 20 - Table 2: Summary of Adverse Events (Safety Analysis Set)
10 - AEs Patients, n (%)
0 Total patients 80
Week 8 Week 16 Week 24
Patients with =1 AE 29 (36.3)
Related TEAEs 2(2.5)
e Clinical Remission: Remission rates increased progressively from 12.8% at Week 8 to 38.5% at Week 16 and 50% at Week 24, .
indicating continued improvement over time. TEAEs leading to death 1(1.3)
Figure 3: Number of patients achieving clinical remission at Weeks 8, 16, and 24 following ustekinumab treatment Serious TEAEs 2 (=9
. . . Related serious TEAEs 2 (2.5)
Clinical remission
45 39 TEAEs leading to discontinuation of study intervention 1(1.3)
il (50%)
40 TE infections (Gastroenteritis [n=2], Gastric infection [n=1], and Liver abscess [n=1]) 4 (5.0)
o 35 - 30
£ (38.5%) Opportunistic infections O (0)
% 30
*é o5 Active tuberculosis 0 (0)
qé 20 - TE infusion or injection-site reactions 1(1.3)
O
QO
E 151 10 25%
3 (12.8%) Common AEs (25%)
10
Anaemia 16 (20.0)
5 —
. Pyrexia 6 (7.5)
Week 8 Week 16 Week 24

AE=Adverse events, n=number of patients, TE=Treatment-emergent, %=percentage.

PRESENTED AT: European Crohn’s and Colitis Organisation (ECCO), 2026; Stockholm, Sweden; February 18-21, 2026. REFERENCES: 1. D'Amico F, Peyrin-Biroulet L, Danese S. J Crohns Colitis. 2022 May 11;16(Supplement_2):ii30-ii41. 2. Johnson & Johnson. Content Lab U.S. FDA Approves STELARA® [Ustekinumab] https://www.jnj.com/media-center/press-releases/fda-approves-stelara-ustekinumab-for-treatment-of-adults-with-moderately-to-severely-active-crohns-disease

3. European Medicines Agency. Stelara®. 2018. URL: https://www.ema.europa.eu/en/medicines/human/EPAR/stelara. 4. Feagan BG, Sandborn WJ, Gasink C, et al., N Engl J Med. 2016 Nov 17;375(20):1946-1960. 5. Sandborn WJ, Rutgeerts P, Gasink C, et al., Aliment Pharmacol Ther. 2018 Jul;48(1):65-77. 6. Feagan BG, Sandborn WJ, Gasink C, et al., N Engl J Med. 2016 Nov 17;375(20):1946-1960. 7. Sandborn WJ, Rebuck R, Wang Y, et al., Clin Gastroenterol Hepatol. 2022
Mar;20(3):578-590. ACKNOWLEDGMENTS: Medical writing support was provided by Rajni Bala (SIRO Medical Writing Pvt. Ltd.) under the direction of the authors in accordance with Good Publication Practice guidelines (Ann Intern Med. 2022;175:1298-1304). Layout design and reformatting was provided by Amit Kavle from SIRO Medical Writing Pvt. Ltd. (funded by Johnson & Johnson). This presentation was sponsored by Johnson & Johnson. DISCLOSURES: RB: has
received grants/research support from the Asian Healthcare Foundation, the Indian Council of Medical Research (ICMR), and the Leona M and Harry B Helmsley Charitable Trust; and advisory board fees from Abbott, AstraZeneca, Cadila, Cipla, Dr Reddy Labs, Ferring Pharmaceuticals, Hetero Drugs, Janssen, La Renon, MSN Labs, Mankind Pharma, Micro Labs, Nestle, Pfizer, Sun Pharmaceuticals, Takeda Pharmaceuticals, Torrent, Waterley, and Zydus. AD, GC, NB, RM, RK, VM,
VA: has nothing to disclose. SP, NS, UK, MR: Employees of Johnson & Johnson and may hold stock/stock options in Johnson & Johnson.





