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Figure EV1. Overview of genetic backgrounds

analyzed in this study.

A A panel of 12 isogenic cell lines derived from
HCT116 cells was employed to study
pharmacogenomic interactions across complex
phenotypes. Genotypes are schematically
depicted, including mutant alleles and KO alleles.
We included parental HCT116 cells from two
different sources.

B The genes that are respectively deleted in the
isogenic cell lines are depicted in the context of
simplified intracellular signaling pathways.
Asterisks indicate genes that are mutated in
HCT116 cells.

Figure EV2. Phenotypes of the twelve isogenic
cell lines employed.

Isogenic KO cell lines show divergent phenotypes;
actin, red; DNA, cyan. Phenoprints for the isogenic cell
lines are depicted. Scale bars = 20 pum.
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