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Abstract

Chemotherapies induce extracellular ATP release by NSCLC CD39 Is expressed Iin tumor microenvironment in mouse models and molPH5201
Background: IPH5201 Mode of Action tumor cells significantly reduces adenosine levels in tumors in vivo
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CD39 expression was assessed in early and late-stage NSCLC biopsies. In vitro, chemotherapies were assessed for their ability / e e T — = 1000 = % GO (20mglkg) or isotype control. On day 16, tumors were
to induce ATP release by dying tumor cells and IPH5201 was evaluated for its ability to accumulate the released ATP. In vivo, orotone agonts PH5201 0 - 0 0 . harvested B. Quantification of adenosine was performed
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model engrafted in huCD39KI mice, molPH5201 improved the anti-tumor efficacy of gemcitabine and anti-PD-L1 combination. ATP: adenosine triphosphate; N Figure 4: ATP release from H1703 tumor cell line (SqNSCLC) post chemotherapy treatments A Gemcitabine Semcitabine
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Q 5- Q 5- Q Q immune cell (0-12) and large immune cell (0-12) scores. Tumor score (0-12) is not 2 5 (Ao ng/mL). Then, ATP (50 uM) was incubated for one 50 ug/mL of IPH5201 and treated with a dose range of docetaxel. The measure of eATP release was performed : : : : _ )
3 | ] ANES . ol = o = illustrated as poor CD39 staining was observed on tumor cells. D. Red arrows indicate ARLoTIsD etz omil reus hour. A&B. The measure of ATP was performed with 30h after docetaxel treatment. It was measured in the cell culture supernatant with a luminescent-based assay with IPH5201 and durvalumab in patlents with resectable, early Stage (” to ”lA) Non-Small Cell Lung
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