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Figure S1. Quality controls of patient-derived cell lines and isolated tumor cells for RNA sequencing. (a) ICC staining of patient-
derived cell lines for DAPI (blue), TE-7 (green), a lung specific fibroblast marker and Calretinin (cyan), a MPM marker, showed no 
fibroblast contaminations in 10 individual MPM cell lines. Representative figure of MPM655. (50µm scale bar) Purity of the tumor 
cell fraction from (b) human and (c) mouse tumors after depletion of CD45+ immune cells and CD31+ endothelial cells using the 
Miltenyi tumor cell isolation kit, (d) Deconvolution of bulk sequencing data using Granulator. The sequencing data was deconvo-
luted using reference gene expression data for immune cell subtypes, healthy lung and pleura. For the final deconvolution, the Non-
negative least squares (nnls) algorithm was used. 
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Figure S2. Gene expression comparison between missense mutated samples, samples containing gene deletions vs. unmutated 
samples. mRNA is shown as normalized counts of whole mRNA sequencing. Significance was calculated using a t.test and p-values 
were adjusted using Bonferroni corrections. ****<0.0001, ***<0.001, **<0.01, *<0.05. 

 



 4 of 9 
 

 

 
Figure S3. Differentially expressed genes in human MPM tumors compared to. patient-derived cell lines. Volcano plot of differ-
entially expressed genes of matching patient-derived cell lines and corresponding fresh tumors. p<=0.01 and log2 ratio <=0.5 



 5 of 9 
 

 

 

Figure S4. Gene set enrichment analysis (GSEA) for Hallmark gene sets for commercial vs. patient-derived cell lines. Blue bars 
indicate significant enrichment between groups with FDR q values < 0.25. Red bars indicate non-significant FDR q values > 0.25. A 
positive Normalized Enrichment Score (NES) indicates enrichment in patient-derived cell lines, a negative NES indicates enrichment 
in commercial cell lines. 



 6 of 9 
 

 

 
Figure S5. EMTome gene set analysis. EMT gene sets from 81 publications were retrieved from the EMTome. Color-intensities 
represent the significance (FDR q value) and NES scores were normalized to the expression in primary tumors. Positive values show 
an increase compared to tumors and negative values a decrease compared to tumors. 
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Figure S6. Differentially expressed genes in murine RN5 tumors compared to the. RN5 cell line. Volcano plot of differentially 
expressed genes of the RN5 cell line and. RN5 tumors. p<=0.01 and log2 ratio <=0.5 
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Figure S7. Venn diagram showing distribution of significantly differentially expressed genes across human and murine MPM 
samples. Up- (red), and downregulated (blue) genes in tumors and. cell lines were analyzed for each species to identify identically 
regulated genes. Genes in the corresponding circles were only differentially expressed in this species (left and right) and genes iden-
tified in both species (middle) included genes that are differentially regulated in each species (yellow). Cutoffs of p <0.00001 and 
log2_expression_ratio between tumor and cell line of 2 were used. 
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Figure S8. Mutation frequency of BAP1, CDKN2A, NF2 and TP53 in MPM tumors, patient-derived cell lines, commercial cell 
lines used in this study and other commercial cell lines. CNV and SNV mutation frequencies in % for MPM tumors (blue), patient-
derived cell lines (green), commercial cell lines used in this study (red) and other commercial cell lines with genomic data listen in 
the cell model passport (yellow). 

 


