
Figure S6. Centrality of somatic cancer genes. Plotted in each panel is the fraction of somatic cancer

genes as a function of the average degree <k> (left), the average co-expression coefficient <ρ> (middle),

and the number of tissues expressed nT (right). All three quantities show positive trends, suggesting that

somatic cancer genes are topologically and functionally central.

S14. Analysis of the extended dataset 

In the analysis presented in the manuscript we included only the disorder-disease gene associations 

for which the wild-type gene is mapped and the mutation thereof is clearly demonstrated to be 

associated with the disorder, among all the data catalogued in the Morbid Map in OMIM (S1). In 

this section, we relax this criterion, and perform the same analysis with all the disorder-disease 

genes associations listed in the Morbid Map, including those with weaker evidences, for which 

only the mapping of either the wild-type gene [tag “(1)”] or the disease phenotype itself [tag “(2)”] 

is known (S1). Technically this extension did not require any further data curation, given that 

entries denoted by “(3)” tag in the OMIM database correspond to genes for which there is strong 

evidence that at least one mutation in the particular gene is causative of the disorder. In the earlier 

study we focused only on these genes (see Sec. I). In the extended study presented here, we 

included also those entries that have “(1)” or “(2)” tags. This extension will increase the coverage 

of the data but at the same time introduce potential errors in the form of disease genes that may not 

turn out to be associated with the specific disorder. The objective of this extension is to test the 

robustness of the main findings of current study to the increase in the coverage and the presence of 

noise in the dataset. 

With this extension, we obtain a list of associations between 1,580 disorders and 2,765 

disease genes, from 4,043 Morbid Map entries as of December 21, 2005. Thus the coverage in the 

genome increases by 50%. First we generate the analogue of Fig. 2a, the layout of the HDN (Fig. 

S7). While a slightly different clustering tool is used, giving a different overall appearance, the 
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