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Summary. Type 2 diabetes (T2DM) is a chronic disease which affects a 
large number of people in the world. There has been much research which de-
monstrates the connection between the human genome, different genetic vari-
ations and the individual sensitivity of the organism for the development of 
T2DM. The results from clinical trials concerning the epigenetic mechanisms in 
the development of T2DM are scarce. Our experience in the field of epigenetics 
reveals great significance of the epigenetic regulatory mechanisms in the 
pathogenesis of many chronic diseases including the metabolic ones. The aim 
of this review is to present both experimental and clinical trials focusing on the 
role of epigenetic mechanisms in the risk of development of T2DM.   
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