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Supplementary Data 

 
Supplementary Figure S1. Frequency distribution showing the rate of non-synonymous mutations 

in protein coding genes across 660 LUAD patients. a, summarized by gene. b, summarized by 

SNV count, gene names occur multiple times when different nucleotides are mutated in the same 

gene.  
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Supplementary Figure S2. a, Mutation overrepresentation analysis in the cancer network. Non-

grey cells indicate that a patient has a statistically significant number of mutated genes within a 

module. Module number is indicated on the right hand side of the figure. Colours correspond to the 

modules in Fig. 2b. Only modules enriched for mutations in at least one patient are shown. b, Top 

20 gProfileR results (Biological Processes) enriched in module 18 in the normal network. c, Top 20 

gProfileR results (Biological Processes) enriched in module 8 in the normal network. d, The top 

100 most frequently mutated genes in module 18 in the normal network. Each row corresponds to 

a gene, columns, patients. Maroon cells indicate that a gene is mutated in the corresponding 

patient. The histogram shows the percentage of patients with at least one mutation in each gene.  
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Supplementary Table S1. Networks summarized by node and edge numbers for ρ = 0.5, 0.6, 0.7, 

0.8 and 0.9. 

 

Supplementary Table S2. Gene-module membership for the normal and cancer networks at ρ = 

0.8, as determined by the Louvain greedy modularity optimization method 23. 

 

Supplementary Table S3. Full gProfiler results of Gene Ontology Biological Processes 

overrepresented in modules 8 and 18. 

 

Supplementary Table S4. Univariate Cox proportional hazards regression results for covariates 

described in Table 1. Global statistical significance of each model is given by the log-rank p-value.    


