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Figure 3. The percentages on the y axis give the relative biological impact that was derived from the CONCL USIONS

cumulated network perturbations caused by the treatments relative to the reference (REF) (defined as the

- ) J treatment comparison with the highest perturbation). For each treatment comparison, the ¢ value (-1 to 1)

- e 43@ ' indicates how similar the underlying network perturbations were with respect to the reference. A value of 1
W indicates that all the networks are perturbed by the same mechanisms.
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