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Efficacy of PD-1/PD-L1 pathway disruptors in syngeneic models
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In-vitro modulation of PD-L1 and IRF expression after IFNy exposure Number of gene mutations and sensitivity to ICls

Immune-checkpoints: efficacy but still a lot of challenges
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= 4T1, B16-F10, LLC1 and Renca models were characterized efficacy monitoring and biomarker identifications,

as non-responder,

= A20, C38, CT26, EMT6, MBT-2 showed sensitivity
to PD-1/PD-L1 inhibitors,

» Efficacy study on HEPA1-6 OT model is on-going.

= |n contrast, IRF1 and IRF9 mRNA are less expressed at baseline in responders as compared
to non-responders,

After IFNy stimulation, a highest increase in IRF1, IRF9 and PD-L1 expression was observed
in non-responders compared to responders population.

Mice were SC injected with murine tumor cells at DO.

Mice were randomized based on tumor volume (50-100 mm3) and treated
IP with mAb against PD-1 (clone RMP1-14) at 10 mg/kg/inj (TWx2).

» New humanized mouse models are under development
to circumvent limitations of syngeneic models.
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