Targeted epigenomic control of MYC as a strategy to treat EGFR inhibitor-resistant NSCLC
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Figure 1. Structure and Mechanism of Action of ECs

Figure 4: (A) H1975 cells engineered to have EGFR C797S mutation via CRISPR/Cas9 knock-in (H1975-C797S) are
resistant to osimertinib treatment compared to parental H1975 cells. (B) MYC protein expression in H1975-C797S cells are  These results support development of NSCLC MYC-EC in EGFR-mutant NSCLC as a combination

mlnlmally impacted by osimertinib treatment while the same treatment hlghly reduces MYC protein level In parental H1975 therapy with Osimertinib’ and as a monotherapy IN osimertinib-resistant NSCLC
cells. (C) NSCLC MYC-EC treatment reduces MYC mRNA levels and cell viability in H1975-C797S cells to a similar degree

as in parental H1975 cells.
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