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Introduction Results

CD19-targeted chimeric antigen receptor (CD19 CAR) T cells represent a potential paradigm shift FT522 1s a CAR NK cell product candidate designed to eliminate multiple pathogenic cell ADR-armed NK cells uniquely proliferate and persist in an allogeneic system
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CAR T cells achieved drug-free remission with evidence of immunological reset. These results have CD19* CAR-mediated FTo00 Py Day 0 Day 6
led to the clinical investigation of a number of CD19 CAR-targeted cell therapies in AID. However, Malignant Cells cytotoxicity _ IL-15RE ) B ) < 2007 Co-culture for 6 days ADR-armed INK colls pofiferate ™ e
drivers of pathology can include additional immunological mediators including plasma cells and T CD19-CAR AII4-1BBt' : = RSt N ;grrgiigﬁﬁﬂfﬁiﬁgpﬁgtfga and
cells. Also, the use of Cy / Flu conditioning chemotherapy, which has been necessary for effective "Tote_chR\ Imr?]Lena: (':\éfl = 150- e ) AR o
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pIurlpotent stem cell (IPSC) line that expresses a CD19 CAR: an alloimmune defense receptor |\5|3[|)'38 / C’[:l?:z?l Multi-antigen targeting in combination ; A Figure 4. (A) ADR-armed iNK cells demonstrate superior persistence and expansion compared to ADR-null iNK cells in an in vitro preconditioning assay in which

: i _ I affin i . : i alignan ells with therapeutic mAbs CAR19 > donor PBMCs were pre-treated with or without Cy/Flu, recapitulating the patient cell therapy preconditioning paradigm, prior to co-culture. This superior
(ADR) targetmg 4-1BB; a_ _hlgh aﬁmlty’ non Cleayable CP16 (hnCD16) to maXImlze_ antlbOdY persistence and expansion is most acutely observed in the absence of Cy/Flu PBMC preconditioning.
dependent cellular cytotoxicity (ADCC); and an interleukin (IL)-15/|L-15 receptor fusion protein Figure 1. (A) lllustration of FT522 genetic edits consisting of CD38 knockout (KO) to avoid fratricide and enhance metabolic fitness; a NK cell-specific CAR targeting CD19; o _ _ o _

an alloimmune defense receptor (ADR) targeting 4-1BB; a high-affinity, non-cleavable CD16 (hnCD16) to maximize antibody-dependent cellular cytotoxicity (ADCC); and an FT522 eXh | bItS rapld and deep CD19+ B Ce” depIEthn and EI Iminates a”()rea_Ctlve

(IL_15RF) to enhance effector cell function. interleukin (IL)-15/IL-15 receptor fusion protein (IL-15RF) for enhanced function. Representative FACS plots examining engineering of (B) ADR and (C) CAR19 on iNK cells.

In preclinical studies, FT522 exhibited CD19-specific cytotoxicity toward CD19+ B cells through 4-1BB+ T cells, while maintaining functional persistence, against SLE donor PBMCs
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