A fast and sensitive workflow to screen therapy-relevant mutations in circulating tumor cells and quantification
of cancer-associated exosomal mRNA in plasma of cancer patients CANCER é
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Figure 1. Workflow from a liquid biopsy to quantification of rare cells or nucleic acids. A simple, fast and Figure 2. Detection of point mutations in cancer cells after rare cell enrichment. Non-small cell lung cancer HISTTH3B - TLXI PKMYT
cost-efficient way to analyze circulating tumor cells (CTCs) or nucleic acids in blood or other biofluids. (NSCLC) cells NCI-H441 (H441) carrying the heterozygous KRAS G12V and TP53 R158L point mutations were added HISTTHSH
into a suspension of NCI-H1563 (H1563) cells with wild-type (WT) KRAS and TP53, or into K,EDTA plasma samples
pooled from 3 healthy donors (hBWC). The mixtures were processed using the Parsortix™ microfluidic device to enrich
CONCLUSIONS cell factions by size and deformability as described in Figure 1. Cells were harvested or lysed directly in the Parsortix
cassette with or without in-cassette staining, followed by preparation of genomic DNA (gDNA).
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e A larger cohort and a deeper investigation on cell-based assays will follow to . : Breast cancer
Suppgrt these findings P J Y Extracellular vesicle-derived mRNA (EVMRNA) reflects treatment
' reSpOnSE and gene EXpI'ESSiOI’I N cancer CE”S Figure 3. Detection of extracellular vesicle-derived mRNA (EVMmRNA) in cancer cells. H1563 and NCI-H1573 (H1573) NSCLC cells were treated with 50 pM cisplatin for 24 h. The
supernatant and cellular fractions were collected and EVMRNA extraction was performed.
e Fxtracellular vesicles (EV) are activelv secreted bv cells. includina cancer cells. and A) H1573 cells were found to be more resistant to cisplatin treatment than H1563 cells (percentage of dead cells 39.79 and 77.44%, respectively, compared to a non-treated control).
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