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R. Shumnalieva and Zl. Kolarov. EPIGENESIS IN RHEUMATOLOGY 

Summary. Over the last decade great endeavors are being made to study the etiopathogenetic mechanisms of 
rheumatic diseases at molecular level. It is believed that their appearance is a result from the interaction between 
genetic, hormonal, immune and environmental factors. The relationship between the etiological factors is made through 
mechanisms of epigenetic regulation that affect gene expression. In turn, epigenetic regulation is also a subject of 
influence of environmental factors. Clarifying these mechanisms is the subject of current and future studies, the results 
of which will likely provide new therapeutic options for these diseases. 
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