Characterization of molecular targets of therapy in NSCLC utilizing a liquid blopsy
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Figure 2. Biomarker Assay Development

A. H1650 (EGFR exon 19 deletion), H1975 (EGFR L858R) and A549 (wt EGFR) cell line cells stained using the Epic protein assay with an EGFRm specific antibody
demonstrate specificity and sensitivity for this assay. This EGFRm antibody is specific for both L858R and Exon 19 deletion mutations.

B. H2228 (EML4-ALK, ALK over-expression) and A549 (ALK negative) cell line cells stained using the Epic protein assay demonstrate specificity and sensitivity for ALK protein
expression. Following IF, individual H2228 cells were relocated and assayed via FISH. ALK rearrangement was determined by visualizing deletion of 5’ALK (red arrow). Intact
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ALK is seen as an adjacent red/green or yellow signal ( arrows). Clinical feasibility was determined in a NSCLC patient with ALK IF and ALK FISH. This patient had CTCs | | = homozygous EGFR Exon 19 deletion, was
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expression D. LC-2/ad (RET rearranged) cell line cell stained using the Epic CTC assay (inset) followed by RET break apart FISH. A single 3’ RET probe (green) was visualized indicating a the homozygous Exon 19 deletion.
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