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Summary. In 1999, the American Heart Association stated that diabetes mellitus is a “cardiovascular 
disease”. Large vessel atherosclerosis can precede the development of diabetes, suggesting that rather 
than atherosclerosis being a complication of diabetes, both conditions may share genetic and environ-
mental antecedents. The common link between dysglycemia (diabetes mellitus and disturbances of glu-
cose homeostasis – impaired fasting glucose and impaired glucose tolerance) and coronary heart dis-
ease is due to the persistent inflammation. Inflammatory cytokines (interleukines, matrixins, adhesion 
molecules, acute-phase proteins, chemokines, TNF-alpha) play an important role at each step in the 
pathogenesis of atherosclerosis – from the initial adhesion of cells to the endothelium to the destabiliza-
tion of the plaque and its rupture. On the other hand, they are associated with impairments of glucose 
metabolism too. For example, it was found that obese patients with impaired fasting glucose exhibit ele-
vated concentrations of interleukin (IL)-8, that increases monocyte adhesion to human aortic endothelial 
cells. In patients with diabetes mellitus and obesity, the concentration of TNF-alpha and IL-18 is also in-
creased. These facts further support the unifying etiologic theory of diabetes and heart disease, empha-
sizing the importance of a cardiovascular diabetologic approach to these cytokines for future research. 
A pharmacologic simultaneous targeting of interleukins and matrixins might provide an effective means 
to concurrently control both atherosclerosis and diabetes. 
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