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[ Abstract] Objective  To explore the value of uric acid (UA) combined with lipoprotein
a [Lp(a)] in prediction of atherosclerotic renal artery stenosis (ARAS) in high risk population with
atherosclerosis.  Methods A total of 190 patients who were highly suspected for ARAS and
received renal artery angiography in Peking Union Medical College Hospital from October 2008 to
April 2011 were enrolled in the study. Among these patients, 120 were diagnosed as coronary
arterial disease (CAD) by coronary artery angiography and 89 were diagnosed as ARAS. The control
group included 180 people undergoing routine healthy examination in our hospital. The basic
information and lab results such as UA, Lp (a), total cholesterol (TC), triacylglycerol (TG), HDL,
LDL, Ser and C-reactive protein (CRP) were collected. Logistic regression analysis was used to

identify possible risk factors of ARAS and to establish a new tool to predict ARAS in the high risk
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population.  Results  The levels of Scr, UA, Lp (a) and CRP in ARAS cases were significantly
elevated compared to control people. For high risk population, there were no significant differences
in Scr, lipids, UA and CRP between ARAS cases and non-ARAS cases. Logistic regression analysis
showed that UA level >344 pmol/L. was correlated to ARAS independently. Using UA level >344
pmol/L and Lp (a) level>242 mg/L. as a predicting marker for ARAS in high risk population, the

specificity was 96.0%, the positive likelihood ratio was 5.45

(P=0.001), and the odds ratio was

6.78, 95%CI (1.90~24.2) (P=0.001). Conclusions  In high risk population, the UA may be
an independent correlating factor of ARAS. Combining UA with Lp(a) can predict the ARAS.
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