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Background High base-line DNA-damage (pH2AX) in syngeneic models fostrox + anti-PD1 induces changes in the CT26 TME
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An increase In CD8 positive T—cells in the tumour i1s shown for mice treated with fostroxacitabine bralpamide as a single agent, also
Gl Sotalias it e A0 Lymphoma increased expression of PD-L1 and LAG-3. These data indicate that fostroxacitabine bralpamide treatment of tumour bearing mice
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CT26.WT syngeneic mouse model
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A significant level of DNA-damage measured as pH2AX was observed across flank region with CT26 tumor cells. Mice were randomly
Immuno-histochemistry (IHC) analysis of tumour marker expression 12 different syngeneic tumor models in untreated mice. Notably the HCC allocated to 8 study groups with a mean tumour volume of c
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