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AGENT-797 IS AN ALLOGENIC INKT CELL THERAPY WITH POTENTIAL TO KILL CANCER CELLS AND PROFOUNDLY MODULATE THE TUMOR MICROENVIRONMENT (TME)
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agenT-797 can directly kill tumor cells

agenT-797 rapidly recruits and activates T and NK cells

agenT-797 is allogenic, scalable, and cost-effective

+ COGD similar to antibodies

» Recognition of CD1d-presented antigens on tumor cells
« Binding to stress ligands on tumor cells 70

« Rapid increase of IFNG upon agent-797 infusion in patients
(Purbhoo et al,, SITC 2023)

« Recruits and activates T and NK cells via soluble factors
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» Promotes cross-priming of antigens to T cells
+ Enhances the anti-tumor immune response

« Proprietary manufacturing process

agenT-797 is well tolerated and has shown clinical benefit in
heavily pre-treated solid tumor patients

agenT-797 is a potent therapy that can enhance the efficacy of ICl and
CD3xTAA engagers, particularly promising in "cold" tumors with low
immune cell presence
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agenT-797 enhances ICI efficacy by boosting T-cell activity through
modulation of myeloid cells, overcoming the immune-suppressive TME

agenT-797 performs tumor cell killing at lower doses of CD3xTAA
engagers, while supporting activation and killing by endogenous T cells
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Figure 1. Figure 1. agenT-797 demonstrates responses and prolonged disease stabilization in
refractory/relapsed solid tumors. Responses and durable disease stabilization was observed in
a Phase 1 study of agenT-797, administered either as monotherapy or in combination with anti-
PD-1 therapy. The majority of patients, despite having refractory or relapsed cancer,
experienced disease stabilization for longer than typically expected. (NCT05108623)

agenT-797 is manufactured through a scalable process and demonstrates
a favorable safety profile in clinical settings, addressing common cell
therapy challenges

B Combination therapy

(+ Pembro or Nivo)

agenT-797 is allogenic, and administered without toxic lymphodepletion or
HLA-matching, increasing the reach to patients in need

agenT-797 and botensilimab/balstilimab combination treatment is
currently evaluated in patients with 2L+ gastroesophageal cancer (data
expected in 2025; investigator-initiated trial)

AGENT-797 POTENTLY ENHANCES IMMUNE CHECKPOINT INHIBITOR ACTIVITY

AGENT-797 IS THE PRIME PARTNER FOR T CELL ENGAGERS
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COMBINATION RATIONALE

Immune checkpoint inhibition provides with benefit in a minority of patients. Primary and

secondary resistance is associated with an immune suppressive TME, low immune cell

infiltration, and limited tumor cell recognition

« agenT-797 relieves immune suppression by targeting myeloid suppressor cells and priming T

cells, enhancing immune cell infiltration and potentiates ICI treatment

agenT-797 boosts immune activation in the TME, kills tumor cells through iTCR-CD1d and

stress ligands-receptor interactions, and recruits T and NK cells, enabling control of ICI-

resistant tumor

« agenT-797 combination therapy can allow for reduced ICI dosing to minimize immune-
related adverse events

agenT-797 differentiates immature DCs
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Figure 2. agenT-797 improves immune checkpoint treatment using in vitro models. Using a
super antigen (Staphylococcus aureus enterotoxin A; SEA) T cell activation co-culture assay,
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T CELL COMBINATION RATIONALE
ENGAGER . TAA-CD3 bispecific engagers show limited efficacy in solid tumors, partly due to low T-cell

infiltration and impaired T-cell function due to the presence of an immunosuppressive TME

« Compared to T cells, agenT-797 cells can have more profound impact by killing tumor and immune-
suppressive cells, while promoting DC maturation and cross-presentation

>ﬁ: engager « agenT-797 has better immune cell fithess compared to endogenous T cells, due to the cancer

progression and prior lines of treatment, compromising the efficacy of T cell engagers

* agenT-797 may increase the therapeutic window of CD3xTAA bispecific engagers, by improving
responses without increasing dose-limiting toxicity

« Compared to T cells, iNKT cells do not exhaust after repeated stimulation, potentially leading to
more durable responses
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agenT-797 secretes pro-inflammatory cytokines when engaged, while

lower levels of IFNG and TNFA suggest better safety profile Figure 3. agenT-797 is superior partner to CD3 bispecific

engagers. (A) agenT-797, in combination with various

cets coLacoLs cp4ot IFNG TNFA bispecific engagers, achieved higher target cell lysis than T
2 60 non-exhausted Tcells  agenT-797 (A) increased the production of IL-2 by T cells in PBMC and (B) decreased their 25000 40000 1500 1500 1500 Ce”[; acrloss ?OL?!’ tu;nort es (g) T cellsg or PBMst were co-
= ICls /'agenT-797 /IDCs  axpression of exhaustion markers LAG3 and TIM3, further potentiating the effect by an Fc- = p ypes.
= ICls /IDCs ) ! y o . 3 20000: 30000 cultured with MUC16+ OVCARS3 cells and a CD3xMUC16
3 40 agenT-797 /iDCs enhanced anti-CTLA-4 mAb and anti-PD-1 mAb (ICI). (C) Immature dendritic cells (iDC) were < 1000 1000 1000 engager +/- agenT-797. Activation (%CD25+/CD69+) and
5 ICls /agenT-797 generated and co-cultured with agenT-797. Increased expression of CD86, CD83, and HLA- 5 15000 20000 cytotoxicity were assessed via flow cytometry. Results were
2 agenT-797 DR suggest activation and Q\fferentlal!on into mature DCs. LPS treatment was used as 10000 500 500 500 normelized to baseline PBMCs/T cells without agenT-797. (C)
= - exhausted T cells positive control for maturation. (D) Using a repeated antigen-exposure assay, agenT-797 2 5000 10000 ;
T ol combined with an Fo-enhanced anti-CTLA-4 mAb and anti-PD-1 mAb and iDCs were able to @ Secretion of soluble factors by agenT-797 and T cells after
reverse T cell exhaustion and cytotoxic potential 0 0 0 0 0 cocufture with 3 CO3MUC16 engager.
- CD3xTAA + + o+ + ot R
0 12 18 24 30 36 42 48
n agenT-797 -+ -+ -t -t -t
Time (h) Toells + - +- + - to *

Eleni Chantzoura (eleni.chantzoura@minktherapeutics.com)
Nils-Petter Rudqvist (nils-petter.rudqvist@agenusbio.com)

Disclosure SK, RR, DC, and NPR are employees of and may hold stock/stock options in Agenus and/or MiNK; MP, EAS,
EC, and MvD, are employees of and may hold stock/ stock options in MiNK and/or Agenus; DW has nothing to disclose.

See poster #374 to learn how MiNK are using agent-797 as a platform for PRAME-TCR iNKT based cell therapy




