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Summary. The coronary artery disease (CAD) is a multifactorial disorder which arises as a result of 
complex interaction of genetic and environmental risk factors. The traditional risk factors are smoking, 
dislipidemia, arterial hypertension (AH), obesity and diabetes. Furthermore, the results of a large number 
of epidemiological studies de  ned heredity as an independent risk factor for development of this disease. 
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In 2007, three major studies demonstrated conclusive evidence of the association between common 
variations in approximately 100 kb region on 9p21 chromosome and CAD risk. Several studies have 
also demonstrated relationship of variations in the 9p21 locus with a number of additional features of 
cardiovascular diseases, such as formation of carotid artery plaques, ischemic stroke, aortic aneurysm, 
peripheral arterial disease, heart failure and cardiovascular death. All of this suggests a more general 
role of this locus in the vascular pathology. At present, the association between 9p21 polymorphisms 
and the risk of cardiovascular complications has been con  rmed in different population groups and are 
considered the “strongest” genetic marker for coronary artery disease. Importantly, the locus 9p21 show no 
associations with traditional cardiovascular risk factors such as lipid levels and arterial hypertension, which 
demonstrates that this region exert its effect by completely novel mechanism
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