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Abstract. In the majority of cases coronary heart disease is a polygenic disease. The search of all genetic 
polymorphisms that can be correlated with elevated risk is still under way. Their frequencies are speci  c for 
the various populations. Thus, to discover their local frequency is of practical signi  cance for the precise 
de  nition of the cardio-vascular status. On the other hand, the development of the options for genetic 
treatment necessitate the knowledge of all culprit polymorphic variants and their local distribution. This is a 
review of the clinical point of view on some genetic aspects of the cardio-vascular diseases. The discussion 
is focused on polymorphic variants of the genes CYP17A1 and PLEKH 7. They have been the aim of 
study, conducted in a group of patients with coronary heart disease. As a national study for a potential 
link between these two genes and coronary heart disease is lacking at the moment, a thorough search of 
papers in referred journals and international studies was done in order to make the current review.
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