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BACKGROUND: agenT-797 — Unmodified INKT Cell Therapy with Effector Polarization Determined by

Tissue/Immune Environment, not Genetic Modification
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CLINICAL DATA TO DATE: Tumor Clearance, Survival Benefit, and Lung Recovery — Across Two Distinct Diseases

Key Takeaways: Durable response and stabilization in a Phase 1 study of agenT-797 +/- anti-PD-1
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RESULTS: agenT-797 Elicits Th1 (IFN-y) Skewing in Cancer and Th2 (IL-4/IL-13) Reprogramming in ARDS
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Key Takeaways:

 AgenT-797 induced rapid cytokine responses, indicating iINKT activation. Fold-change from baseline shown for shared analytes: IFN-y (Th1) and
IL-4/IL-13 (Th2) in cancer (A; NCT05108623) and ARDS (B; NCT04582201) over time (hours) from multiple donor-derived agenT-797 batches.

* In cancer (A), IFN-y increased sharply post-infusion, whereas ARDS (B) showed marked IL-4 and IL-13 elevation. Data are means with SEM
(n=34 solid tumors; n=20 ARDS; IL-13 ARDS n=7). Log-scale x-axis highlights early dynamics; dotted lines mark weeks 1, 2, and 4.

* Intrinsic biological programming of unmodified iNKTs retained independent of manufacturing donor/batch. Cells from a single donor for
manufacturing the same batch of agenT-797 used to treat patients with both solid tumors and with ARDS shown as inserts.
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CONCLUSION: Intrinsic iINKT Plasticity Mediates Clinical Activity Through Context Dependent Responses

AgenT-797 drives divergent immune responses based on disease context, promoting pro-inflammatory Th1-skewed activation in cancer while
suppressing pathologic hyperinflammation in ARDS.

The same donor-derived, off-the-shelf iINKT-cell product shows adaptive immune modulation across distinct disease states, supporting
intrinsic environmental sensing and context-aware immune orchestration.

AgenT-797 was associated with tumor clearance, improved survival, pathogen clearance, and restoration of pulmonary function, highlighting
translational potential across oncology and critical iliness.

Immune activation occurred without evidence of uncontrolled cytokine release syndrome or pathologic hyperinflammation, supporting a
favorable therapeutic index.

Data support two ongoing, randomized Phase 2 trials in critical illness and r/r gastric cancer (Cytryn et al. AACR 2026)
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