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Figure 3. MiNK-215 iNKT cells increase cytotoxic capacity of partially-exhausted T cells in vitro. (A)

FAP* CAFs represent an attractive therapeutic target for solid tumors such as | | Experimental schematic of cytotoxicity rescue experiment using antigen-exposed NYESO-1-specific T cells against NYESO-1- | Figure 6. FAP-CAR-IL-15 INKT therapy enhances immune cell infiltration and T cell activation in the tumor Correspondence
NSCLC. This approach is further enhanced by Combining FAP—targeting with the expressing A549 NSCLC tumors. (B) Cytotoxicity as measured by Incucyte® assay of NYESO-1-specific T cells across multiple | microenvironment. (A) IFN-y levels in serum 6 days post immune cell injection in indicated treatment groups. (B) Number of FAP-
' rounds of antigenic exposure (AE). Cytotoxic capacity decreases with subsequent rounds of antigen exposure. (C) Co-culture of | CAR-IL-15 iNKT detected in lungs by flow cytometry. (C) Quantification of T cell infiltration in lungs by flow cytometry. (D & E) Measure Shannon Boi — shannon.boi@minktherapeutics.com Presented at The American Society of Gene and ANNUAL

Intrinsic anti-tumor cap abilities of INKT cells. antigen-exposed T cells +/- supernatant (SN) from activated MiNK-215. (D) Area under curve (AUC) at 24hrs from panel C. of INKT (left) and T cell proliferation (right) by Ki67 expression across organs. Marc van Dijk - marc.vandijk@minktherapeutics.com Cell Therapy (ASGCT), May 16-20, 2023
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