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Recently, the pathogenesis of coronary atherosclerosis - a primary cause of cardiovascular disease – studied in a swine model has 

medicine approach integrating data of plasma adhesion molecules, cytokines, lipoproteins, tissue proteins and histology allowed 

the popular tool STRING [2], we aim to inspect protein-protein interaction networks (PIN), i.e. whether they can generate 
interpretable and testable hypotheses in such a complex experimental context with potential clinical impact.

months) and severe (4 months) diet conditions, we observed that ribosomal and mitochondrial protein interactions appeared in a 

Methods

thresholding step). Second, moving beyond the role assigned to proteins of potential mediators or 

mapping step

to go is to exploit the biological annotations associated to the protein networks. In our context, with two main groups of samples 

groups, and such characteristics may translate into some distinctive biological annotations, say biological processes, pathways etc.

Evidence

processes, even if there is not yet evidence of an established role as a marker or risk factor for cardiovascular diseases [3]. When 
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blocking (inhibiting) the activity of certain enzymes, and APOA1 (i.e. the most abundant protein of HDL), which circulates in the 
bloodstream and extract cholesterol from body tissues and transport it to the liver for excretion or recycling. Increased levels of 
HDL have been correlated with a decreased risk of atherosclerosis---a primary cause of cardiovascular disease. Both these proteins 

allow to infer more about the interaction dynamics.

glycoprotein), which prevents glucose toxicity associated with cardiomyocyte dysfunction, and is known to play a role in vascular 

III), i.e. a small exchangeable apolipoprotein, and major constituent of plasma VLDL and HDL which inhibits lipoprotein lipase 
and hepatic lipase, thus delaying the catabolism of triglyceride-rich particles. Notably, elevated plasma APOC3 levels are positively 
correlated with plasma triacylglycerol (TAG) concentration in hypertriglyceridemia subjects. Evidence has also suggested that the 

Figure 1:

Figure 2:
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Concluding Remarks 
Networks have gained popularity to the point that they are now pervasively applied in systems biology; while a less consolidated 

First, networks are truly integrative inference tools, displaying relationships between heterogeneous entities. Second, the interactive 
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