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Summary: Arterial hypertension (AH) is a leading cause of morbidity and mortality around the world as well 
as in Bulgaria. This chronic disease increases the risk of developing a number of serious diseases, such as 
coronary artery disease and stroke. The effective prediction and control of high blood pressure has been 
recognized as one of the emerging global health problems. The main causes of high blood pressure (BP) 
are genetic predisposition and environmental risk factors, as these two components are in constant and 
complex interaction. Inheritance of hypertension is polygenic. Despite the large number of studies in this 
area, the genetic basis of this disease is not fully understood, most probably because of its complex nature. 
Many genes with a different role have been found, but the search for new genetic markers for hypertension 
is still going on. In recent years, the implementation of large genome-wide association studies (GWAS) made 
it possible to detect the most common genetic variants associated with hypertension, which will serve as 
a basis for the development of clinically relevant, diagnostic and prognostic tests for this disease. So far, 
researchers have found a large number of single nucleotide substitutions in different genes and regulatory 
regions in the genome, that have been signi  cantly associated with hypertension. Some of these polymorphic 
variants are located in the following loci and genes: 20q13.32, 11q22.1, 10p12.33, BAT3, HFE, PLCE1, 
5q33.3, MOV10, CACNB2, 16q23.3, UMOD, FES, SLC39A8, 4q23.
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