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Summary. Increased consumption of high-calorie foods worldwide and fructose in particular, correlates 
positively with the alarming increase in the prevalence of obesity, dyslipidemia and metabolic syndrome 
and associated cardiovascular disease and type 2 diabetes mellitus. An increasing body of evidence 
suggests that high fructose intake can lead to an increased serum level of uric acid (hyperuricemia) in 
healthy subjects, which is even more substantial in adults with obesity and metabolic syndrome. Moreover, 
fructose-induced hyperuricemia causes increased free radical formation, which leads to decreased 
bioavailability of endothelial nitric oxide and endothelial dysfunction, the latter being a major factor in the 
pathophysiology of arterial hypertention, diabetes mellitus and atherosclerosis.  FFData from experimental 
studies indicate that increased uric acid levels have proin  ammatory, vasoconstrictive and prothrombotic 
effect and may play a role in vascular remodeling. Hyperuricemia is a predictor of arterial hypertension, 
diabetes mellitus and atherogenic triglyceridemia, all identi  ed as components of the metabolic syndrome. 
Therefore, monitoring of serum uric acid level along with in  ammatory and atherogenic markers is essential 
for assessing cardiovascular risk in patients with metabolic syndrome. 
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