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Kyselina mocova (UA) se pfevazné tvoti v jatrech, strevech a cévnim endotelu jako konecny produkt metabolismu purind
ziskanych exogenné z potravy a endogenné z poskozenych nebo mrtvych bunék. Ledviny hraji hlavni roli ve vylu¢ovani
UA, eliminuji asi 70 % denni produkce. Zbytek (pfiblizné 30 %) je vyluc¢ovan stievem. Pokud tvorba UA prekracuje jeji
vylu€ovani, vznika hyperurikemie. Hyperurikemie je silné spojena s rozvojem a zavaznosti metabolického syndromu.
Nadmérnd exprese uratového transportéru 1 (URAT1) a glukézového transportéru 9 (GLUT9) a naruseni glykolyzy kvali
inzulinové rezistenci mohou souviset s rozvojem hyperurikemie u metabolického syndromu. Dfive se hyperurikemie po-
vazovala pouze za hlavni pficinu dny a dnavé artritidy. Také se predpokladalo, Zze hyperurikemie u pacientl s renalnimi
onemocnénimi je dlisledkem nedostate¢ného vyluc¢ovani UA kvili ledvinnému selhani, a proto nebyla cilem intenzivni
Iécby. Zakladni védecké poznatky nyni naznacuji, ze hyperurikemie hraje patogenni roli pfi vzniku chronického onemocnéni
ledvin a kardiovaskularnich onemocnéni, protoze zpUsobuje endotelidlni dysfunkci, proliferaci cévnich hladkych svalovych
bunék a aktivaci renin-angiotenzinového systému. Dal3i nashromazdéné udaje naznacuji, Zze 1é¢ba snizujici hladinu UA
zpomaluje progresi téchto onemocnéni. Snizeni hladiny UA je Gc¢innou metodou pro zlepseni stavu, ale ne vsechny latky
snizujici hladinu UA funguiji stejné. V klinické praxi je tieba tyto latky pouzivat s opatrnosti.
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Hyperuricaemia and metabolic syndrome

Uric acid (UA) is predominantly formed in the liver, intestine and vascular endothelium as an end product of the metabolism
of purines derived from food and endogenously from damaged or dead cells. The kidneys play a major role in the excretion
of UA, eliminating about 70 % of the daily production. The remainder (approximately 30 %) is excreted by the intestine. If
the production of UA exceeds the capacity of its excretion, hyperuricaemia results. Overexpression of urate transporter 1
(URAT1), glucose transporter 9 (GLUT9) and impaired glycolysis due to insulin resistance may be related to the development
of hyperuricaemia in metabolic syndrome. Hyperuricemia is associated with the development and severity of metabolic
syndrome. Previously, hyperuricaemia was thought to be the main cause of gout and gouty arthritis only. It was also assumed
that hyperuricemia in patients with renal disease was a consequence of inadequate UA excretion due to renal failure and
therefore was not a target for intensive treatment. Basic scientific evidence now suggests that hyperuricemia plays a patho-
genic role in the development of chronic kidney disease and cardiovascular disease by causing endothelial dysfunction,
vascular smooth muscle cell proliferation, and activation of the renin- angiotensin system. Lowering UA levels is an effective
method for improving the condition, but not all UA lowering agents work the same. In clinical practice, these agents should
be used with caution. Further accumulating data suggest that UA-lowering therapy slows the progression of these diseases.
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