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Machine learning identifies robust matrisome markers

and regulatory mechanisms in cancer.
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Supplementary Figure 1. Cluster structure of matrisome gene expression. The 5 clusters identified are present
already at the raw matrisome data level and become progressively more evident when reducing data points to
matrisome landmark genes only (as shown). Heatmap is based on Spearman correlation (thresholded at > 0.5).



Tumor types with landmark genes
more frequently highly expressed than other
matrisome genes : 52 (70%)

Tumor types with landmark genes
less frequently highly expressed than other
matrisome genes : 22 (30%)
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Supplementary Figure 2. Comparison (%) of times landmark genes are in the 4" quartile of matrisome gene

expression vs. non landmark genes (per tumor subtype). Orange dots indicate a higher frequency in landmark

genes, while grey (zeroed to ease interpretation) indicate a lower frequency.
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Supplementary Figure 3. Overlap in landmark genes between clusters of tumors, as previously identified and further
expanded to include the neuroendocrine tumors as a cluster per se. Note that “blood” identifies acute myeloid
leukemia landmark genes and “liver” the landmark genes for liver adenocarcinoma.
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Supplementary Figure 4. % Abundance of matrisome families (core and matrisome-associated) and of matrisome
categories (collagens, ECM-affiliated proteins, ECM glycoproteins, ECM regulators, proteoglycans and secreted
factors) in regulatory interactions.
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Supplementary Figure 5. Correlation (Spearman) between tumor subtypes according to matrisome landmark gene

expression.
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Supplementary Figure 6. Use of different regulators by the tumor subtypes. Size of the dots is proportional to the %

frequency of the regulator among the total of the interactions for the given tumor subtype.



