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Abstract Results
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outcomes were Inferred from insurance claims data and were determined using Clariom D microarrays. Prognostic or predictive power of each signature was
Kaplan-Meier estimates. Samples with benign or  evaluating using Caris Life Sciences CODEai database.
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RADS1B, drug treatment downregulated gene expression G 00— e D00 F - b Figure 3. MSS/MSI status of CRC tumors may impact the effect of chemotherapy-induced genes on
but high expression predicted better survival in patients, Time. days TGy O Mimedays patient outcomes. High expression of BTG2 predicts better prognosis in patients with MSS p53 LOF tumors,
suggesting benefit of combination therapy to limit such  Figure 1. Low versus high expression of drug-induced signature genes impact on CRC patient but low expression predicts better prognosis in patients with MSI p53 LOF tumors. CXCL8 is only prognostic
effects. From a real-world cohort of p53 wt and LOF CRC  outcomes. Genes with the strongest independent predictive value (highest/lowest HR) include for patients with MSI tumors. Effects of other transcripts such as CCNB1, RABGAP1L, TLR3, RAD51B, and
tumors, we demonstrate the prognostic and predictive  EGR1 and FOS in the wild-type p53 cohort and CCNBL1 in the p53 LOF cohort. SAT1 on patient outcomes were consistent across MSS/MSI patient cohorts.

potential of candidate gene expression in response to

commonly used chemotherapeutics. Accompanying data on Conclusions Future Directions

drug regulation of predictive genes provides valuable _ _
information in evaluating clinical impact of pan-drug or drug- ~ Tumor expression of genes related to extent of drug exposure can predict outcomes after chemotherapy treatment. * Further evaluation across age, tumor sidedness,

specific mechanisms. Future directions include associations + High EGR1 and FOS mRNA independently predict response to FOLFOX in patients with wild-type p53 tumors. age, and additional treatment regimens.
with clinically relevant features (microsatellite instability, « Evaluate predicted immune cell Infiltrate across

tumor sidedness, and age), establishment of multi-gene  Low CCNB1 mRNA correlates with good prognosis of CRC patients with tumors harboring TP53 LOF mutations. fant hort 9 at 4 clnicnl e E
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signatures to improve clinical utility, and evaluation of other Gene sighatures may demonstrate enhanc_ed predictive abll_lty_ as compared to individual transcript effects. oUtCOmes. .

regimens including FOLFIRI and FOLFOXIRI.  MSI status impacts the predictive of BTG2.




