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Introduction
Chimeric antigen receptor (CAR)-T cells have limited efficacy in solid tumor settings, In
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FT825/0ON0O-8250 uniquely exhibits potent specificity towards HERZ2 expressed
by tumor cells and not by normal cells
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with FDR correction (E), one way ANOVA (G & B)

Allogeneic: Complete elimination of TCR expression at the molecular level

Multi-targeted: Multi-antigen targeting via hnCD16 potently mitigates tumor antigen
heterogeneity and antigen escape
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TME resistant: Resistance to TGFf led suppression
Fit: Enhanced effector cell fithess and persistence through IL7-RF and CD38KO
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Combination therapy:

~ HERZ2-expressing solid tumors _ ADCC enabled antibodies in solid tumors
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Trafficking: Enhanced solid tumor homing and trafficking through CXCR?2
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