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INTRODUCTION RESULTS
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Endpoints:

1. TGl (%): TGI (%) =100 x (1-T/C); data represented as the median TGI of a number of
nistorical studies;

2. PD-L1/PD-L2 expression was examined by FACS using the murine tumor cell lines;

3. Immunophenotyping of EMT-6 tumors by FACS: tumors were collected on Day 24 (3 days
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A = an additive/synergistic effect in the MC38 model, suggesting potential strategies that may
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6. IHC/IF analysis was performed using the tumor samples (data not shown).



