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analysis. Following, the single cell suspension were stained with a 17 marker panel. The gating strategy is depicted
on the left. The animals were treated with isotype control, anti-mPD-1 (RMP1-14) or anti-hPD-1 (Pembrolizumab).
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Fig. 2: Splenocytes (500.000 cells/well) from the different groups were isolated and incubated with MC38- GrzB* CD8* T cells olge Weber,

Study design for the MC38-CEA tumor model in hPD-1 C57/BL6
and C57/BL6 wt mice

CEA cells (50.000 cells/well) for two days on mouse IFN-y ELISpot kit plates (R&D systems, EL485). After two

days of incubation at 37 °C the Elispot ELISA was developed following the manufacturer’s instructions. The
animals were treated with isotype control, anti-mPD-1 (RMP1-14) or anti-hPD-1 (Pembrolizumab).

Fig. 4: Eight days after treatment start, MC38-CEA tumors were harvested and processed for flow cytometry
analysis. The single cell suspension were stimulated with PMA/lonomycin/Golgistop for 4h and followed by

staining. The gating strategy is depicted on the left. The animals were treated with isotype control, anti-mPD-1

(RMP1-14) or anti-hPD-1 (Pembrolizumab).
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