PUBLICATION SPOTLIGHT

OncoBEAM EGFR
in non-small cell lung cancer (NSCLC)
In advanced NSCLC around 23 % of the tumours harbour EGFR mutations, which are important predictive biomarkers
for the efficacy of targeted therapy using EGFR tyrosine kinase inhibitors (TKI) (Fig. 1), and precise determination of the
EGFR mutation status is required. Furthermore, emerging mutations during TKI therapy can lead to resistance. The EGFR
T790M mutation is the most common acquired resistance mechanism to first- and second-generation EGFR-TKI (Fig. 2).
For a proper selection of patients eligible for TKI therapy, plasma-based EGFR testing analysing cell-free tumour
DNA offers a minimally invasive assessment of the EGFR mutation status that can be performed frequently in advanced
NSCLC patients.
Several studies demonstrated that OncoBEAM EGFR (RUO) liquid biopsy is an accurate and highly sensitive test for EGFR
mutation detection (Fig. 3). OncoBEAM EGFR (RUO) not only reliably detects EGFR mutations in NSCLC patients at
baseline before targeted therapy but also at progression (EGFR T790M and C797S acquired resistance mutations) and
reveals decreases in mutant EGFR cfDNA levels (activating or T790M) that may be indicative of response to TKI therapy.
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Fig. 1: 23 % of advanced NSCLC patients harbour EGFR mutations
(Heydt C et al. Oncotarget 2018; 9(20):15418 – 15434).

Fig. 2: 40 – 55 % of recurrent NSCLC patients harbour the EGFR T790M mutation
(Westover D et al. Ann of Oncol 2018; 29(1):i10 – i19).
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Fig. 3: Almost 60 % of activating and 70 % of T790M NSCLC patients show fractions lower than 1 % (Taniguchi K et al. Clin Cancer Res 2011; 17(24):7808 – 7815).
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