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Influence of hydration therapy to level of serum uric acid in patients with renal insufficiency
Ke Yuanyuan ,Cen Jinming ,Yang Xili  Xu Zhaoyan
(Department of Cardiology. Foshan First People’s Hospital » Foshan,Guangdong 528000 ,China)

Abstract; Objective

renal insufficiency(MRI) who underwent percutaneous coronary intervention (PCI). Methods

To investigate the influence of hydration therapy to the level of serum uric acid in the patients with mild
The levels of serum uric acid and
creatinine were tested in the patients undergoing coronary arteriography(CAG). According to the level of serum creatinine, the pa-
tients were divided into two groups:the MRI group(n=53) and the normal renal function group(control group,n=295). The pa-
tients with coronary artery stenosis over 70 % confirmed by CAG underwent PCI. The patients in the MRI group received hydration
therapy at 12 h before procedure and at 24 h after CAG and PCI. The serum uric acid and creatinine were tested again after hydra-
tion. Results The differences of the serum levels of uric acid between the coronary artery disease(CAD) patients and the non-CAD
patients were not significant(P>>0. 05) ,and the differences of the serum uric acid in the MRI group before and after the administra-
tion of CAG and PCI were not significant(P>>0. 05). While the serum levels of uric acid in the MRI group were decreased after hy-
dration, the difference was significant(P<C0. 05). Conclusion The patients with mild MRI can safely tolerate PCI if using hydration
during perioperative period. Hydration can decrease the level of serum uric acid in the patients with MRI.

Key words: uric acid;creatinine; hydration;renal insufficiency
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