Development of a novel RNA-based microsatellite stable predictive response signature (MSS-PRS) to identify MSS
=== colorectal cancer (CRC) patients with a microsatellite instability-nigh (MSI-H) molecular phenotype
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CRC tumors are microsatellite stable (MSI-low; designated MSS hereafter)/proficient
MMR (pMMR) leading to poorer prognosis and treatment outcomes than MSI-
H/dMMR patients (Le et al., 2015, Ribic, et al., 2003).

* In MSS/pMMR metastatic CRC, multiple combination therapies are being investigated
without biomarkers to guide therapy (Lizardo et al., 2020, Pecci et al., 2021).

* Therefore, we developed an RNA-based MSS predictive response signature (MSS-
PRS) that selects tumors not identified with conventional MSI testing but have
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* Heat map display of the top 256 differentially expressed genes between Groups A, B,
and C showed a clear distinction between Groups A and C, with Group B having an
iIntermediate phenotype like Group A (Figure 2, left panel).
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