| Treatment of non-small cell lung carcinoma (NSCLC) cells with Tumor Treating Fields (TTFields) and DNA-dependent protein kinase (PK) inhibitors
=8 Rotem Engelman, Daria Gerasimova, Talya Borkum, Shany Greenstein, Eyal Dor-On, Yiftah Barsheshet. Adi Haber, Moshe Giladi, Yoram Palti

2024 World Conference Novocure Ltd, Haifa, Israel
o Liig Caiicet , Haifa, Poster EP.03F.04
Introduction

" Double-stranded breaks (DSBs) are considered the most deleterious FIGURE 1. In A549 cells, TTFields synergistically enhanced the effect of nedisertib and CC-115 and led to a G1 arrest FIGURE 3. In A549 cells, concomitant application of TTFields
form of DNA damage and can be repaired in cells through three main with nedisertib elevated DNA damage and decreased BRCA2
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= Co-application experiments: TTFields were applied to the cells for 72 h in the FIGURE 2. In H1299 cells, TTFields enhanced the effect of nedisertib and CC115 mostly additively, and led to a G1 arrest A
absence or presence of various concentrations of the DNA-PK inhibitors nedisertib or Cell count Overall effect Apoptosis Cell cycle
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