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Summary: Previous studies failed to directly demonstrate and thoroughly characterize an 
association of sex steroid hormones and acute coronary syndrome.  
Aim: The aim of the present study was an assessment of the significance of sex 
steroids: 17 -estradiol (E2), testosterone (T) and dehydroepiandrosterone-
sulphate (DHEA-S) for the risk of occurrence of acute coronary syndrome (ACS) 
and the severity of myocardial damage in acute coronary artery disease. 
Material and methods: A hundred and sixty six persons: 136 having acute 
coronary syndrome (59 women and 77 men) and 30 individuals (17 women and 
13 men) without ischemic heart disease were included in the study. 
Results: The studied sex steroids were not associated with the incidence of 
acute coronary syndrome (ACS). In ACS a specific for male gender correlation 
of the plasma concentrations of E2 close to the upper level of the normal range 
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with markers of myocardial necrosis, the severity of the coronary arteriosclerosis 
and with worse left ventricular systolic function was observed. 
Conclusions: 17 -estradiol, testosterone and dehydroepiandrosterone-
sulphate in acute phase of coronary syndrome are not associated with the risk 
of its occurrence in both genders. Estradiol contributes to the severity of 
myocardial damage in male patients with acute coronary artery disease. 
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