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was tested using NGS panel and/or Roche Cobas® EGFR assay. Plasma samples tested via the NHS pathway W

for EGFR resistance were assessed by droplet digital PCR. /{ conCh]Sions J \

ctDNA extraction: from plasma samples using QlAamp® MinElute® ccfDNA kit, 1.5ulL plasma extracted into o o , S _ , _ o _ , _ , o _ _ _ _ _

50ul H20. The ctDNA concentration was quantified using Nanodrop, in duplicate. We have demonstrated that pairing minimally invasive liquid biopsies with highly sensitive dPCR detection of mutant alleles, using the QlAcuityDx platform offers a rapid, minimally-invasive option for mutation testing - complementary to NHS molecular tests. We evaluated
Digital PCR: performed using QlAcuityDx® Platform and selected dPCR LNA® Mutation Assays, using standard dPCR as a tool for assessing treatment response in a retrospective cohort and found high concordance with NGS testing, demonstrating high sensitivity to detect and quantify the mutant allele abundance. When comparing the VAF between baseline and progression samples,
conditions, QlAcuityDx® Nanoplate 26K 24-well plates. The dPCR result assessment threshold setting across it was essential to consider this within the context of the patient’s response to treatment, as treatment response impacts tumour burden/volume, which in-turn affects ctDNA concentrations. In a minority of cases, we observed an inverse relation between VAF and tumour
samples, and the reporting of wild-type and mutant allele abundance was performed using the QlAcuityDx burden - likely a result of tumour heterogeneity and genetic adaptation resulting in treatment resistance. This study highlights the knowledge that can be gained from tracking VAF in response to targeted treatment and its potential to detect progression early from a simple
Suite® software. blood test. When paired with broader molecular testing to identify drivers of resistance, further clinical impact could be offered.

Analysis: Mutant and WT copies/ul values were adjusted for starting ctDNA concentration and DNA volume
in total reaction volume.
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