ASH Annual Meeting

SENTI-202, a Selective, Off-the-Shelf, Preclinical CAR-NK Cell Therapy with CD33 and/or FLT3 Activating CAR, Healthy Cell . N;‘,;iﬁ:f;“:g;@

Protection from Endomucin (EMCN) Inhibitory CAR and Calibrated Release IL-15 for Hematologic Malignancies Including AML

Brian S. Garrison, PhD?', Han Deng, PhD?!, Gozde Yucel, PhD?!, Nicholas W. Frankel, PhD?!, Russell Gordley, PhD?!, Michelle Hung, PhD?, Derrick Lee!, Marcus Gainer!, Assen Roguev?!, Wesley
SENTI B I D Gorman?, Nelia Leemans, MS?, Alice Lam?, Yongshuai Li, MS!, Wilson Wong, PhD?, Kanya Rajangam, MD, PhD?, Philip Lee, PhD?!, Timothy Lu, MD, PhD* cD33
engineering smarter megicines 1 Senti Biosciences, Inc. South San Francisco, CA; 2 Department of Biomedical Engineering, Boston University, Boston, MA EMCN

OR-NOT gate

SENTI-202 is an Allogeneic Logic-Gated Preclinical CAR-NK Cell Therapy Engineered to SENTI-202 Possesses Significant Preclinical Anti-Tumor Activity

Address Unmet Needs in Hematopoietic Malighancies, Including AML

SENTI-202 Demonstrates In Vitro and In Vivo Anti-Tumor Activity

Background: Patients with CD33+ and/or FLT3+ malignancies, which encompass most myeloid malignancies such as acute myeloid leukemia (AML), have a
grim prognosis and a high unmet need. There are no approved cell therapies for patients with AML due to paucity of targets and an immunosuppressive bone
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