Conditioning Chemotherapy for the Treatment of Autoimmune Disease
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Figure 1. FT522 is a next generation CAR-NK cell with edits targeted to increase persistence and prevent allo- - FT522 3e8 (n=6) -o- FT522 9e8 (n=6) -~ FT596 1.8¢9 (n=12) Days Post Infusion PSC lplat.form. Preclinical and translational data in R/R BCL demonstrate that .FT522 ~an persllst, function, and confer C“.mcal
rejection. lllustration of FT522 genetic edits consisting of CD38 knockout (KO) to avoid fratricide and enhance metabolic fitness; a NK bene_ﬂt WIthOU’F the need for CCT. Furthermore, the data supports the appllcatlon of FT522, without CCT, for B-cell mediated
cell-specific CAR targeting CD19; an alloimmune defense receptor (ADR) targeting 4-1BB; a high-affinity, non-cleavable CD16 (hnCD16) to autoimmune diseases.
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Figure 2. Comparison of Autologous, Conventional Allogenic, and iPSC strategies for CAR-T Cell Therapy. timepoints (n=2). (F) IgM levels in a patient with Waldenstrém macroglobulinemia, dropped at D29 post treatment, and maintained this reduction out to 3 months.

antibody treatments, and overcome the need for administration of conditioning chemotherapy to patients.
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