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The transcriptional response to oxidative stress is part of, but not sufficient for, insulin
resistance in adipocytes
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Supplementary Table S1. Results from differential expression analysis of the transcriptome under
BCNU, AF and BCNU+AF treatments.

Supplementary Table S2. Overlap of oxidative stress gene sets and the differentially expressed
genes in BCNU, AF, BCNU+AF and Glucose Oxidase transcriptomics data. Tab ‘ALL’ shows the
overlap of DE genes at any time point (2, 4, 8, or 24 h) in the oxidative stress models ‘2 h’ reports
the overlap with genes altered only at 2 h to match the Glucose Oxidase experimental conditions,
used as a positive control for oxidative stress. In each tab, the top table presents the overlap as a
proportion of the number of genes in each oxidative stress gene set and the bottom table tests the
statistical significance of this overlap using hypergeometric enrichment analysis.®?

Supplementary Table S3. Pathway enrichment analysis through Fisher’'s exact test for the genes
differentially expressed early (2, 4, or 8 h) and late (24 h) respectively in the ‘Early’ and ‘Late’ tabs.
The overlap of differentially-expressed transcription factors (TFs) and enriched TFs in the oxidative
stress data at early and late timepoints with the DE and enriched TFs in the 3 models of IR (CI, TNFa
and Dex) are reported in the ‘Ox Stress TF overlap with IR’ tab.

Supplementary Table S4. Enrichment of pathways and transcription factors (TFs) by the members
of each of the ten clusters. Each tab (cl_1 to cl_10) shows the pathway and TF enrichment statistics
along with listing the cluster members of each cluster.

Supplementary Table S5. Differential expression analysis results comparing the transcriptomes of
adipocytes treated with chronic insulin, TNFa, dexamethasone, and glucose oxidase, compared to
control untreated cells.

Supplementary Table S6. Statistics and summary of the gene set tests used to test the direction of
regulation of the ten clusters in the 3 models of IR. Tabs ‘clusters in CI’, ‘clusters in TNF’ and ‘clusters
in Dex’ reports statistics for the up/down tests for each cluster in Cl, TNF and Dex models,
respectively. The tab ‘cluster summary across 3 models’ simplifies and summarizes the results from
the other 3 tabs by encoding the direction of change as factor 0,1 and 2 signifying no change, up-
regulation and down-regulation, respectively.

Supplementary Table S7. Differential expression analysis results comparing models of IR with and
without Mntbap drug treatment to reverse insulin resistance. The tabs ‘Cl.Mntbap vs CI’,
‘TNF.Mntbap vs TNF' and ‘Dex.Mntbap vs Dex’ report the results for Cl, TNF and Dex, respectively.
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Supplementary Figure S1. Supplementary data for Figure 1. (a) Full-length blots for the cropped
blots depicted in Fig. 1A. (b) p-values for the statistical tests performed in Fig. 1.



