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. Samples from participants with non-Hodgkin lymphoma (NHL) dosed with NKX019 and PBMCs from NKX019 induced robust B-cell depletion followed by reconstitution of the B-cell compartment in participants with LD (Flu + Cy)
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erythematosus [SLE], idiopathic inflammatory myopathies [IIM], myasthenia gravis [MG], rheumatoid « Nonclinical in vitro and in vivo data demonstrated that NKX019 effectively depletes CD19+ cells derived from LD MO . * Dose option for Cy alone for patients
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« Collectively, these data provide compelling support for NKX019 as a novel therapeutic approach for the treatment

using flow cytometry and genomic analyses (10X Genomics 5’ Single Cell Gene Expression profiling paired of B-cell-mediated Al diseases
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* Invivo studies were pgrformed In NQD scid gamma (NSG) mice, nalve and mo;ulgteq W'Fh human CD19+ participants with B-cell-mediated Al diseases, including lupus nephritis and primary membranous nephropathy Cy alone at a total dose of 1 g/m2as 1 g/m?/day on day -3. - May be given in an outpatient setting
B-cell lymphoma cell lines treated with NKX019, to evaluate the activity and biodistribution of NKX019 in (NCT06557265, NTRUST-1) and SSc, 1IM, refractory RA, and ANCA-associated vasculitis (NCT06733935, NTRUST-2), B, billion; CAR, chimeric antigen receptor; Cy, cyclophosphamide; Flu, fludarabine; LD, = Only a 2-hour observation period
tissue samples by bioluminescence imaging (VIS Spectrum) and gPCR, respectively as well as investigator-sponsored trials for SLE (NCT06518668) and generalized MG lymphodepletion; NK, natural killer. post-administration

References Acknowledgements Presenter disclosure Contact

1. Mduller F, et al. N Engl | Med. 2024,390(8):687-700. 6. Lin H, et al. Front Immunol. 2021;12:744823. These studies were funded by Nkarta, Inc. Writing and editorial MT is an employee of, may own stock in, and received travel support Mira Tohme: mtohme@nkartatx.com
2. 0hno R, et al. Semin Arthritis Rheum. 2024,67:152479. 7. Keating SJ, et al. Transplant Cell Ther. 2022,;28(7):404.e1-e6. support were provided by Claire Strothman, PhD, of Red Nucleus and other services from Nkarta, Inc. Phung Gip: pgip@nkartatx.com

3. Schett G, et al. Immunity. 2024,57(12):2705-9. 8. Veomett N, et al. Poster presented at Transplantation & Cellular and funded by Nkarta, Inc.
4. Xie G, et al. EBioMedicine. 2020;59:102975. Therapy Annual Meeting; February 4-7, 2026.
5. Michaelson JS, et al. J Exp Med. 2024;221(5):e20240499. 9. Dickinson M, et al. HemaSphere. 2023;7(S3).e37234fb. 2025; Chicago, IL, USA

This poster was previously presented at the American College of

Please scan QR code for a copy of the poster.
Rheumatology (ACR) Convergence 2025 Annual Meeting; October 24-29, Q by P

Presented at the European Alliance of Associations for Rheumatology (EULAR) Annual Meeting; June 3-6, 2026; London, UK



	Slide 1

