Off-the-Shelf CAR-NK cell Therapy co-Targeting GPRC5D and CD38 for the
Treatment of Multiple Myeloma
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Multi-Antigen Targeting in Multiple Myeloma Results
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To create FT555, IPSC-derived INK cell clones were engineered to Day 23

uniformly express four anti-cancer modalities, including high-affinity
non-cleavable CD16 (hnCD16), IL15 receptor fusion (IL-15RF), anti-
GPRC5D CAR and deletion of CD38 expression
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FT555 cells demonstrate potent antigen-mediated cytokine responses
against multiple tumor target lines in vitro with responses further
enhanced with the addition of the anti-CD38 targeting monoclonal bay 51
antibody (mAb) daratumumab
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FT555 maintains antigen-specific cytotoxicity and ADCC potential over
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multiple rounds against MM.1S targets in an in vitro restimulation assay Day 65 Min =1 Ged
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Figure 5. Multi-dose capacity of FT555 as a monotherapy and in combination with daratumumab against a disseminated OPM-2 tumor model. Mice

Figure 4. Tumor growth inhibition and increased survival by FT555 as a monotherapy and in combination with daratumumab against a

FT555 multi-dosing (3X doses) further improved tumor clearance and disseminated MM.1S tumor model. Mice (n=8/group) were injected IV with 5x105 MM.1S target cells on Day 0. At Day 4, 1x107 iNK cells or (n=8/group) were injected IV with 5x10% OPM-2 target cells on Day 0. (A and B) At Day 10, one dose of 1x107 iNK cells or 1x10°® pCAR-T cells were injected IV.
: : , 1x108 pCAR-T cells were injected IV. Daratumumab was injected IV on Days 4, 11, and 18. (A) Representative images depicting MM.1S tumor (C and D) Two subsequent doses of 1x107 iNK cells were injected IV on Days 17 and 24 for a total of three doses. Daratumumab was injected IV on Days 10, 17,
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resulted in 86% complete tumor clearance when combined with burden in all mice through Day 65. Tumor burden was assessed by VIS imaging, conducted weekly. (B) Tumor growth curves depicted as median and 24 in both studies. (A and C) Representative 1VIS images depict OPM-2 tumor burden in all mice through Day 78. Tumor burden was assessed by IVIS

daratumumab in the OPM-2 tumor model total flux values through Day 65. (C) Kaplan-Meier survival curve analysis indicating the probability of survival over the course of the study. imaging, conducted weekly. (B and D) Tumor growth curves are depicted as median total flux values through Day 78.



