A Novel Dual-Antigen Targeting Approach Enables Off-the-Shelf CAR NK Cells to Effectively Recognize and
Eliminate the Heterogeneous Population Associated with AML

Zachary Davis, PhD, Frank Cichocki, PhD, Martin Felices, PhD, Hongbo Wang, Peter Hinderlie, Mark Juckett, MD, Joseph Maakaron, MD, Gregory |. Berk, MD, Bryan Hancock,

PhD, John Goulding, PhD, Ryan Bjordahl, PhD, Bahram Valamehr, PhD and Jeffrey S. Miller, MD

Masonic Cancer Center, University of Minnesota, Minneapolis, MN; GT BioPharma, Brisbane, CA; Fate Therapeutics Inc., San Diego, CA

Abstract FT536: Off-the-Shelf Multi-Antigen-Targeting NK Cell Immunotherapy Acute Myelogenous Leukemia cell lines have FT536 in combination with a CD33 TriKE (GTB-3650)
surface expressed MICB and CD33 enhances tumor killing of AML

3MICA/B CAR: Novel Chimeric antigen receptor targeting the membrane proximal
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treatment and expanded patient reach potency of cell products the killing of the target cell (B). therapeutic approach to increase efficacy in AML.



