Supplementary information S1. Explanation of gene selection procedure.
The here used genes were first established in finding studies using whole genome Affymetrix analyses on CD14-purified monocytes of patients with bipolar disorder, thyroid autoimmune disease, schizophrenia and type 1 and type 2 diabetes 


1-4 ADDIN EN.CITE . In these 5 relatively small finding studies, carried out about a decade ago, genes were strictly corrected for False Discovery Rates (see publications). Genes for further studies were selected on the basis of statistically significant top over and under expression (over 3 fold up or down regulation to healthy control monocyte values) and an obvious relation to inflammation-related processes in Ingenuity analyses.  

The altered expressions of the selected “top genes” (on average around 40-50 genes per study) were validated in various confirmation studies using Q-PCR techniques and using larger cohorts of patients (n=40-50). These patients were characterized by low grade inflammation, i.e. bipolar patients 


1, 4, 5 ADDIN EN.CITE , relatives of bipolar patients 


6, 7 ADDIN EN.CITE , post-partum psychosis patients 


8 ADDIN EN.CITE , schizophrenia patients4, major depressed patients 


9-11 ADDIN EN.CITE , type 1 diabetes patients 


2, 12 ADDIN EN.CITE , type 2 diabetes patients 


13, 14 ADDIN EN.CITE  and autoimmune thyroiditis patients


3 ADDIN EN.CITE . Using hierarchical clustering in the confirmation studies it became apparent that almost always the genes were expressed in 2-3 main clusters of strongly inter-correlating genes (as in this study)

Using ingenuity analysis on the gene signature and its sub-clusters, it additionally became apparent that the gene signature was composed of both positive and negative regulators of several important inflammation-related processes, such as the production of pro-inflammatory cytokines (mainly occurring in a sub-cluster, called sub-cluster 1 in the afore-mentioned studies) and of chemotaxis, motility and adhesion (mainly occurring in a sub-cluster, called sub-cluster 2 in the afore-mentioned studies). 

The outcome of above studies resulted in the selection of a panel of inflammation related genes (around 40-50), which were prominently altered expressed in the various confirmation studies. We used these genes in the MOODINFLAME studies. We here analyse genes that were measured in most patients in all 3 clinical centers and where less than 30% of gene expression data was missing per site.
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