Network-based modeling of drug effects on disease module in systemic sclerosis
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Figure S1. Gene-Set enrichment map for SSc disease module reconstituted using DIAMOND algorithm. Same as Figur e 5A except for detailed annotation.
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Figure S1. Gene-Set enrichment map for SSc disease module reconstituted using DIAMOnD algorithm. Same as Figure 5A except for detailed annotation.
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Figure S2. Network perturbation by proximity between drugs and disease module. Layout of the network
is the same as the enrichment map of SSc disease module (Figure 5A). Nodes significantly proximal to
drug targets are colored by red hue depending on the degree of proximity and insignificant nodes are

coated by blue color.
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Figure S2. Network perturbation by proximity between drugs and disease module. Layout of the network is the same as the enrichment map of SSc disease module (Figure 5A). Nodes significantly proximal to drug targets are colored by red hue depending on the degree of proximity and insignificant nodes are coated by blue color.
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