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Supplemental Figures and Legends:
Fig. S1 	Gene expression differences between phenotype-based paclitaxel resistant cell line groups. (A-C) Volcano plots of differential gene expression between, (A) DMSO control and Paclitaxel Resistant Group1, (B) DMSO control and Paclitaxel Resistant Group 2, and (C) Paclitaxel Resistant Group 1 and Paclitaxel Resistant Group 2. Genes highlighted in red have greater than 1.5-fold change in gene expression, and FDR > 0.01. (D-F) Enrichment of hallmark gene sets in genes differentially expressed between (D) DMSO control and Paclitaxel Resistant Group1, (E) DMSO control and Paclitaxel Resistant Group 2, and (F) Paclitaxel Resistant Group 1 and Paclitaxel Resistant Group 2. NES = normalized enrichment score. 

Fig. S2	Differences in gene expression for paclitaxel resistance related genes between phenotype-based paclitaxel resistant cell line groups. TMM-normalized counts for genes with a significant Kruskal-Wallis test are shown.

Fig. S3	Buthionine Sulfoximine and Venetoclax do not affect paclitaxel resistant cell lines (A) qPCR measurement of levels of Abcb1a, Abcb1b, Bcl-xL, and Mcp-1 in the DMSO control and paclitaxel resistant cell lines relative to levels in the parental cell line. ND = not detected. (B-C) Dose response curves with buthionine sulfoximine (B) and venetoclax (C) in the DMSO control and paclitaxel resistant cell lines. (D-E) Log2FC of paclitaxel EC50s, relative to the parental cell line with and without addition of 10 M buthionine sulfoximine (D) or 0.5 M venetoclax (E).  (F) TMM-normalized counts for Mrp-1 are shown. Result of Mann-Whitney test comparing paclitaxel resistance group 1 to group 2 is shown. NS = not significant.

Fig. S4	Heterogeneity and phenotype/transcriptome discordance among DMSO control cell lines. (A) PCA plots of log2 EC50 fold change values and (B) log of TMM-normalized counts-per-million expression values from RNA-seq for the DMSO control lines.

Table S1 	Log2 fold changes and EC50 values for each drug and cell line tested.

Table S2	Global differential gene expression between each paclitaxel resistant group and DMSO control group. For Paclitaxel Resistant Group 1 vs. DMSO control group, Paclitaxel Resistant Group 2 vs. DMSO control group, and Paclitaxel Resistant Group 1 vs. Paclitaxel Resistant Group 2, results of differential gene expression analysis with EdgeR are reported.

Table S3 	Genes proposed to be involved in resistance to paclitaxel, based on a literature review. Gene name, description, proposed paclitaxel resistance mechanism, and P-value, and FDR of Kruskal-Wallis test comparing expression between the two paclitaxel resistant groups are included. See supplemental references for citations. See Supplemental References for references

Table S4	Dunn Post-Test results of gene expression differences between each paclitaxel resistant group and DMSO control group. For each gene and comparison indicated, the Dunn test Z-score, P-value, and FDR-adjusted P-value is reported.
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