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Summary. The coronary artery disease (CAD) is a complex, multifactorial disease caused by environmental 
risk factors and genetic predisposition of each subject. The atherosclerosis of coronary arteries results in 
reduction of blood supply to the heart myocardium. The classic risk factors for CAD include: total cholesterol 
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and LDL levels, arterial hypertension (AH), smoking, obesity, diabetes and others. Despite the large number of 
studies in this area, the genetics of CAD remains unexplained. Recent advances in molecular genetics, biology 
and bioinformatics allow studying the interaction of exogenous and endogenous factors that affect the risk of 
developing the disease. The  rst genomic analysis associated with CAD was conducted in 2007 by Samani 
et al. Subsequently, three other association studies successfully identi  ed polymorphic variants located on 
chromosome 9p21.3 as strongly linked to the risk of CAD and myocardial infarction. Later, many genetic studies 
in various populations revealed associations of 50 genetic variants with higher risk of CAD and MI. 

Key words: coronary artery disease, genetic studies, genetic predisposition, molecular genetics, association 
studies, polymorphic variants
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