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a. BRCA hierarchical clustering using affinity matrix b. GBM hierarchical clustering using affinity matrix
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c. BRCA hierarchical clustering using expression profile d. GBM hierarchical clustering using expression profile
[ . : 1
1
o1 .1
| 2 .2
a3 o3
| 4 @ 4
|5 w5
@6 @6
@7 |7
O 8
o9
m 10
@ 1
| 12
@ 13
m 14
B 15

Figure S1. The consensus matrices of different clustering methods for identifying DEG modules, including hierarchical
clustering using affinity matrix (a and b), and hierarchical clustering using expression profile with / - Pearson correlation
as distance (c and d). The higher the frequency two DEGs are clustered into the same module, the darker blue the
corresponding spot on the matrix. Each block sitting on the diagonal corresponds to a DEG module. The single dominant
module composed of the majority of genes in a, b and d, and the overlapping across modules in ¢ suggest that hierarchical
clustering was unable to untangle the correlations between DEGs to identify robust modules, no matter whether the
correlations were measured as the co-regulation frequency (affinity) or expression profile distance.



