Off-the-Shelf Dual-CAR T-Cell Therapy: Targeting B and T Cells in Autoimmune Disease Without Preconditioning
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iPSC-derived T cells overcome the challenges associated with FT839 eliminates B cells and selectively eliminates activated immune cells while potentially reducing the need for conditioning therapy in PBMC co-cultures COMPLETE Trial: Designed to enable accelerated development across multiple
autologous CAR T-cell therapies and allow for broad patient access indications, including RA, from dose escalation and expansion to Phase 2 cohorts
Autologous CAR T-cell therapies involve prolonged pre- and post-apheresis timelines, with limited access to treatment centers, CD19 CD38 +*CD19CART +FT1839 (" Sword & Shied™ otentally Eiminates oo for Coniioning Therapy | This Phase 1/2 dose-escalation and dose-expansion basket trial is evaluating the safety, PK, anti-B-cell activity, and clinical
drug product inconsistency, high cost, and limited production capacity. (A) Day 0 Expression Expression (B) Day 3 B-cell Comprehensive elimination of Sword: ADR eliminates 4-1BB+ alloreactive T cells activity of FT839 in participants with moderate-to-severe autoimmune diseases, including RA (NCT07800871).
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Targeting B-cell lineage (CD19) and activated immune cells (CD38) for a FT839 selectively eliminates activated T cells Pairing with clinically approved biologics extends disease cell targeting capabilities
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« Current CAR-T approaches: Primarily B-cell targeting via CD19 and/or B-cell maturation antigen (BCMA)  Activated (CD38+) T-cell subsets (CD4+ and CD8+) were selectively (A) hnCD16 enables FT839 binding of the Fc region of mAbs, leading to FT839 activity independent of CD19/CD38 expression. m;‘;ﬂualejr Celrl/i P'i po:armafmkit'?etics?dF;A = ”tie“mato‘d arthritis; SLE = systemic lupus erythematosus; SRR = signal redirection receptor; TCR = T-cell receptor;
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» Complex autoimmune disease: Multiple activated immune cells beyond B cells, including activated T and NK cells eliminated by FT839+. (B) As a CD19 and CD38 null transformed immune cell line, JEKO-1 cells do not express the primary targets of FT839. Through hnCD16,
* CD38: Selectively expressed on activated immune cells, including proliferating and double-negative T cells implicated in disease; absent on inactive cells * Inactive (CD38-) T cells were observed at levels similar to those in FT839 is uniquely capable of targeting this CD19XC/CD38KC cell line in the presence of the mAb rituximab, with synergistic effect. Presented at Congress of Clinical Rheumatology - West 2026. September 17-20, Huntington Beach, CA. Sponsored by Fate Therapeutics, Inc.
* CD19 and CD38 targeting: Potential elimination of pathogenic immune cells, including B cells and activated T cells the negative controls. Similar results are seen in the presence of a TCE via interaction with the CD3FR on the FT839 cell surface (data not shown). Disclosures: Presenting Author, Andrew BitMansour; Lead Investigator, Martin Hosking: employees and stockholders of Fate Therapeutics, Inc.

* Potential advantage: Preservation of the inactive immune cell repertoire
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