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Circulating tumor cells (CTCs) in pancreatic CTC subtypes: 1. Can Parsortix enrich the different subtypes of pancreatic cancer cells with the same
cancer: L .y efficiency?
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2. Are there differentially expressed pathways between the pancreatic cancer cell lines

Circulating tumor | ( | which may explain differences in recovery rates?
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0 o oo ® 3. Can Parsortix® based cell enrichment be improved by activation of the Rho signaling
D :o—x} pathway by inducing a stiffer cellular phenotype?
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PaCa-2 compared to PANC-1 and CAPAN-1. This
pathway is a key regulator of the cytoskeleton and
implicated in cell contractility.

« Our data indicate that there might be a bias towards the enrichment of epithelial cells with the Parsortix.

« The difference in recovery rates between CAPAN-1, PANC-1 and MIA-PaCa-2 may be explained by their
difference in deformability. MS data indicate that in MIA-PACA-2 the Rho-signaling pathway is downregulated,
key regulator of the cytoskeleton.

« Treating the MIA-PaCa-2 cell line with Narciclasine for 6h resulted in ROCK1 activation but did not increase the
recovery rates with the Parsortix. However, there was considerable variability between the experiments.

« The Parsortix can be used to enrich pancreatic cancer cells from blood, however the high SD indicates that
obtaining robust and reproducible CTC counts in patient samples may be challenging.

U ¥
GENT

o

GHENT
UNIVERSITY

>

¥ CRIG

CANCER RESEARCH INSTITUTE GHENT

The mesenchymal cell line, MIA-PaCa-2, has a lower recovery rate compared
to CAPAN-1 and PANC-1. Therefore , the Parsortix may not be optimal for
the enrichment of mesenchymal CTCs.

Can RHO-ROCK pathway be activated by Narciclasine and does treatment of the cells lead to higher recovery rates with Parsortix?
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