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Association of Uric Acid with Coronary Flow and Prognosis in ST — segment Elevation Myocardial Infarction Patients Undergoing Primary
Percutaneous Coronary Intervention. Gao Peng,Zhang Ge ,Huang Huixian. Betjing Haidian Hospital ( Haidian Section of Peking University
Third Hospital) ,Beijing 100080 , China

Abstract Objective To study the effects of admission SUA level on coronary blood flow and prognosis in ST — Segment elevation
myocardial infarction( STEMI) patients undergoing primary percutaneous coronary intervention ( PCI). Methods All patients that were
consecutively treated at Hai Dian hospital from January 2010 to June 2013, with the diagnosis of STEMI were enrolled the study. All Pa-
tients were divided into two groups based on the admission uric acid level: elevated uric acid group( >420pumol/L in men, >360pumol/L
in women) ;normal SUA group( <420pmol/L in men, <360umol/L in women ). Multivariate analyses were used to examine the associa-
tion of uric acid with coronary flow and mortality and MACEs in ST - Segment elevation myocardial infarction patients undergoing primary
PCI. Results Patients with elevated uric acid group had a significant higher prevalence of no — reflow ( TIMI grade 0,1 ,2flow) on angiog-
raphy compared with the normal uric acid group(29.0% vs 10.2% ,P <0.05). The high uric acid group had significant higher in — hos-
pital and six — month prevalence of MACEs (25.8% vs 7.4% ,P <0.05;25.2% vs 23.1% ,P <0.05 respectively) . In a multivariate an-
alyses, when adjusted for mixed factors, uric acid on admission independently risk associated with impaired coronary blood flow following
primary PCI and in — hospital MACEs among patients with STEMI(OR =1.09,95% CI:1.02 ~1.18, P <0.05;0R =1.09,95% CI.1.02
~1.12, P <0.05, respectively). Conclusion Elevated uric acid on admission is an independent risk factor of impaired coronary blood
flow and short — term poor prognosis following primary PCI. As a simple, quick, cheap, available assessed biomarker, uric acid not only is
strongly predictive for impaired coronary flow following primary PCI, but also is a useful biomarker for stratification of risk in patients with
STEMI.

Key words Uric acid ;ST — segment elevation myocardial infarction ; Primary percutaneous coronary intervention ; Prognosis
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