FEASIBILITY STUDY OF A CTEGFR PROTOTYPE ASSAY
ON THE FULLY AUTOMATED IDYLLA™ PLATFORM
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Figure 1: ctEGFR work flow
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To predict the response to EGFR tyrosine kinase inhibitor (TKI) therapy in non-
small cell lung cancer (NSCLC) patients, formalin-fixed paraffin-embedded (FFPE)
tumor tissue is routinely tested for the presence of somatic mutations in the
epidermal growth factor receptor (EGFR) gene. Sufficient tumor tissue is not
always available and ctEGFR testing from plasma is an alternative approach for
the detection of EGFR mutations.
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Idylla™ (Biocartis) is a fully integrated molecular detection platform that combines  Figure 2: Concordance between EGFR genotyping of plasma with Idylla™ ctEGFR prototype assay and NGS
speed and ease of use with high sensitivity and high multiplexing capabilities. In
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