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Supplementary Figure 1. Related to Figure 1. Proteomics data-sets PCA analysis using proteins
consistently measured across all the samples and pearson correlation coefficient between the
first 10 principal components and the possible confounding factors, i.e. age, tumour type and
gender. A) Analysis performed on the original proteomics data-sets. B) Analysis performed on the
proteomics data-set after the confounding factors were regressed-out.
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Supplementary Figure 2. Related to Figure 1. Transcriptomics data-sets PCA analysis and pearson
correlation coefficient between the first 10 principal components and the possible confounding
factors, i.e. age, tumour type and gender. A) Analysis performed on the voom transformed
transcriptomics measurements. B) Analysis performed on the transcriptomics data-set after the
confounding factors were regressed-out.



Proteomics

/
16 Regress-out
transcript abundance
=B. + W
14 @ @063~ CcoG2 16 48 2798

SMARCAZ ~ SMARCA4 Copy-number variation

A @ B
8 Transcriptomics

12.

Transcriptomics

C 0 Copy-number variation

o
%o0gs - coer

ol @
6 ofpraoren
L

% 5 SRBls
s ORBIF2E2 ~ GTF2E1

Adj. p-value (-log10)
=]
|
%
Q

Count

L [ ] [ ]
c‘,'. ] Transcriptomics
2500 —
g =]
2000
ag- 1500
2 o
O 1000
500
0 | | | | ] | 0
086 -04 -0.2 0.0 0.2 0.4 06 Positive  Negative
Beta Type

Supplementary Figure 3. Related to Figure 3. Protein complexes regulatory interactions
identified using transcriptomics of the putative regulatory protein (Px). A) Volcano plot
representing the effect size on the x axis and FDR adjusted p-value on the y axis. Diagram
representing the linear model used to perform the associations. B) Overlap between the
significant regulatory associations found using the copy-number variation and transcriptomics of
the Px proteins. C) Number of significant associations with a Positive or Negative effect size.
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Supplementary Figure 4. Related to Figure 7. Tumour and cell lines samples attenuation potential
analysis. A) Benchmark of the gene-signature protein attenuation potential of the tumour
samples using a logistic classification model. B) & C) Tumour samples attenuation potential
correlation with ploidy and purity, respectively. D) Volcano plot of the drug response associations
performed in the cell line panel using the cell lines putative attenuation potential as the
predictive feature. Significant associations (FDR < 5%) of chaperone and proteasome inhibitors
are labelled and marked in red. Ubiquitin-protein ligase MDM2 inhibitors are labelled. E) GO
terms enrichment analysis of the protein attenuation gene-expression signature. Top 30 positive
and negative significantly enriched GO terms are shown. Red background denotes GO terms
enriched for genes correlating positively with the protein attenuation potential, blue denotes
enrichments for negative correlations. F) Shows the genes more frequently present in the
significantly enriched gene-signatures. Top 30 most frequent genes are shown for the negative
(left) and positive (right) enriched gene-sets.



