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Supplementary Figure 2. Extraction of DYRK3-specific component of disease-pathomechanism core
expansion. (A) A specific multi-database DYRK3-associated dataset (321 proteins) was investigated for its
links to the disease-pathomechanism >2 dataset. 73 DYRK3-specific proteins were found in the disease-
pathomechanism >2 dataset. When this was performed ten times with a similar magnitude random data
set (321 proteins) a mean overlap of 20.5 +1.6 proteins was found. This ‘random to real DYRK3’ dataset
investigation was performed with all analytical levels (>2 to >19) (B). At each analytical level there was a
profound enrichment of DYRK3-associate proteins with disease-pathomechanism datasets, compared to

random datasets of similar magnitudes (B).



