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Summary. Arterial hypertension (AH) is a major quantitative cardiovascular risk factor, responsible 
for over 50% of cardiovascular morbidity and mortality worldwide, especially in developed countries. 
Epidemiological data from a large number of studies have shown that the occurrence of hypertension 
is due to simultaneous and combined in  uence of genetic factors and the evolving environment. Arterial 
hypertension is de  ned as a complex, multifactorial disease, in which the proportion of the genetic 
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component is between 30% and 50%. The  rst attempt to conduct a large-scale genomic study, aimed to 
identify genes and gene loci associated with arterial hypertension was carried out in 2007 by the Welcome 
Trust Case Control Consortium. The purpose of this study was to detect genetic variants that increase 
susceptibility to high levels of blood pressure in Europeans. Later, different research groups conducted 
several large studies covering the entire human genome and identi  ed over 50 risk variants in various 
chromosomal loci associated with changes in systolic and diastolic blood pressure (SBP and DBP) or 
arterial hypertension in general.
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