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(Tumor cells attachment) (Killing assay) B) A375 melanoma. C) OVCAR3 ovarian carcinoma. TILs were able to kill up to 90% of tumor cells over 24 hours. US: Figure 3. Tumor killing activity of TlLs alone (blue), was improved when cells were
— — uterine sarcoma. NSCLC: non-small cell lung cancer. CRC: colorectal carcinoma. OC: ovarian carcinoma. RCC: renal comb!ngd with anti-PD1 (dark green), anti-TIM3 (purple), or with a mix of IC inhibitors
. containing TIM3, Lag3, PD1, NKG2A, TIGIT, CTLA4 (orange).
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carcinoma, OVCAR-3) in presence of IC inhibitors, for 24 hours. Tumor killing potential was Figure 4. Combined IC inhibitors (TIM3, Lag3, PD1, NKG2A Effector : Target Ratio S Q.\Q’ Q‘.Oq’ 0
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f:alculated a.ccord|.ng to co.ntrols without effector cells. Those .re.stjlts were cor.wflrmed when TILs were TIGIT, CTLA4) increase 25% TILs killing potency when assay Figure 5. A) TlLs were able to kill 40% of autologous patient-derived ovarian tumor cells in 24h. B) About 75% from patient-derived TILs express the
Incubated with patient-derived autologous tumor cells using Vivia's 3D TME-Aligned modesl. is performed using a small E-T ratio 1:1 (n=20/22). IC TIM3. C) Anti-TIM3 enhanced tumor cell killing by autologous TILs in 3D TME-Aligned Model (n=1).
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* Cells obtained from different donors demonstrated different killing potency against tumor cells.
* When incubated with IC inhibitors, a significant improve of anti-tumor potency was observed.

* Those assays could also help to better understand the mechanisms of immune response to tumors, identify new tumor antigens, and development of new IO strategies. References: [1]Jin et al. J Immunother 2012;35:283-292.
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	Slide 1: Figure 4. Combined IC inhibitors (TIM3, Lag3, PD1, NKG2A, TIGIT, CTLA4) increase 25% TILs killing potency when assay is performed using a small E-T ratio 1:1 (n=20/22).

