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Supplementary Figure 8: Comparison of genomic data
from two studies with the present study. A) Variable
PCA plot of the three studies (green and pink represent
under and over expressed in positive sample), each raw
show one study and the overlaps with other studies are
shown in blue (under expressed) and red (over
expressed). The number of genes overlaps and the list
of overlapped genes are also shown below each of the
six comparisons. A Venn diagram showing intersection
between all three studies is shown below.
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Supplementary figure 8 (Continued)
C) Canonical Pathway Disease and Bio-function
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Supplementary figure 8 (continued). B) heat maps showing intersections (in %) in the results of 10 different
testing between negative and positive samples when dropping a random 10% of the samples each time. The
variance that estimate the heterogeneity of the samples is shown. A control set of homogenous blood samples
testing male to female differences is shown to the right with lowest variance of 15.9%. C) comparison of
activation/deactivation Z scores (as calculated by IPA) in the categories of canonical pathways, disease and bio-
functions and toxicity function in the three studies (data for only pathways and function when predicted in all
three data sets are shown). The pathway and the function showing comparable Z scores (and direction) are in
bold.
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