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Supplementary Figure 3: Significant differences for a range of partitions other than ICNs.
Differences were considered significant at P<0.05. Grey squares represent graph indices in AM
and dark diamonds represent graph indices in controls. Given that Patient AM retains the
anterior commissure (AC), which was presumably interrupted by his Status Epilepticus we
investigated changes in regions with direct connections as indicated by diffusion tensor
imaging [1,2] or post mortem dissection [3]. Given the possibility of gross morphological
changes in the brains of patients with colossal agenesis, we investigated whether changes were
localised to broadly-defined regions as a control against our contention that the changes in
Patient AM are at the level of ICNs. The nodes included in each partition correspond to the
labelling system in [4]. The sets of all lateral (LAT), medial (MED) and orbital (ORB) nodes were
considered, as were all nodes within the Central, Frontal, Limbic, Occipital (Occip), Parietal and
Temporal (Temp) lobes, and all sub-cortical (Sub-Cort) nodes. Note the lack of robust effects
across all connection sparsities.
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