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INTRODUCTION CPX-006 AND CPX-016 BIND TO DISTINCT EPITOPES ON CD73 CPX-006 REVERSES SUPPRESSIVE EFFECTS OF AMP ACROSS A BROAD RANGE OF CD73 EXPRESSION
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(MFI) of PE signal is reported. (B) MDA-MB-231 parental cells or CD73 CRISPR knockout cells were incubated with the indicated antibodies or APCP, a small molecule inhibitor of CD73 enzymatic activity, prior to addition of 250 uM AMP. Phosphate PBMC. (B) T cell proliferation for a representative donor. (C) T cell proliferation for 13 donors treated with 500nM CPX-006 or CPX-016 or 890nM isotype control. (D) IFN-gamma production (reported as raw AlphaLISA values) for a representative 7. Blay et al. Cancer Research. 57, 2602-2605, 1997.

levels were measured in the cell culture supernatant using the Sensolyte Malachite Green phosphate assay kit. donor. (E) IFN-gamma production for 6 donors treated as described in panel (C). Figure 5 CD73 expression was analyzed by immunohistochemical staining of tissues from renal cell cancer (n=62), NSCLC (n=68), melanoma (n=68), and breast cancer (n=94). Six representative tissues are shown from each histology.



