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Correlation of serum uric acid level with coronary artery disease*
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ABSTRACT Objective: There is discrepancy in the results on the relationship between the level of serum uric acid and coronary
artery disease. The present study was to analyze the clinical data of inpatients with coronary artery disease and explore the relationship
between the level of serum uric acid and coronary artery disease. Methods: The study enrolled 123 participants who were admitted to
Shanghai First People's Hospital from July, 2008 to April, 2009. These patients were enrolled as coronary artery disease group and
control group. Clinical data were analyzed. Results: Male (81.4% vs 51.6%), smoking (49.2% vs 21.9 %), elevated serum uric acid level
(6.10% 1.2 mg/dl vs 5.37% 1.5 mg/dl) were associated with coronary artery (P = 0.02, 0.02, 0.005, respectively). Elevated serum uric acid
level was positively correlated to the severity of coronary artery disease. Serum uric acid level in patients with two-vessel disease (6.11%
1.07 mg/dl ) and that in patients with three-vessel disease were significantly higher than that in control group(6.84+ 1.29 mg/dl, P<0.05).
Conclusions: Elevated serum uric acid level is associated with the prevalence as well as severity of coronary artery disease. Emphasis
should also be placed on the evolving prevalence of hyperuricemia. More studies are therefore warranted to determine the association
between hyperuricemia and cardiovascular outcomes, and the potential value of specific urate-lowering treatment on cardiovascular
disease.
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Table 1 The baseline data of CAD and control groups

control(n=64) CAD(n=59) Statitcs

Male(%) 33(51.6%) 48(81.4%) x=0.02
Smoke(%) 14(21.9%) 29(49.2%) x=0.02

DM (%) 12(18.8%) 11(18.6%) x=0.98
Age(year,xt s) 59.9+ 10.9 63.3% 10.8 P =0.88
BMI(kg/m2, x+ s) 24.1% 3.1 243+ 29 P =0.65
SUA(mg/dl,xt s) 537+ 1.5 6.10£ 1.2 P =0.005
SCr(umol/L,xt s) 65.9+ 15.9 76.2+ 28.5 P =0.17
GFR(ml/min/1.73m2.x+ s) 96.7+ 29.6 89.3% 30.5 P =0.17
Glu(mmol/L,x+ s) 52+ 1.0 54+ 1.0 P=0.16
TC(mmol/L,xt s) 45+ 1.0 43+ 0.9 P=0.15
TG(mmol/L,xt s) 1.6% 1.1 1.5 0.6 P =0.60
LDL-C(mmol/Lx% s) 2.7+ 0.9 24+ 0.8 P =0.08
HDL-C(mmol/L,xt s) 1.08+ 0.25 1.01% 0.18 P =0.05
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Table 2 The correlation analysis of serum uric acid levels and the severity of coronary lesions

Group Number DM SUA(mg/dl,x+ s) p

control 64 12 5.37+ 1.55 There was significant difference in the
Single-vessel 20 2 5.38% 0.96 SUA levels between the two groups in
Double-vessel 10 5 6.11+ 1.07 control, double-vessel, and three-vessel
Three-vessel 19 4 6.84% 1.29 group (P <0.05)

Histogram 3 Wit

Dependent Variable: i Z i 3540 H (30

8

~

- Std. Dev =.99
' Mean = 0.00
N R

125 175
100 150 200

Frequency

o

=225 -175 -125 -75 -25 5 .75

-2.00 -150 -1.00 -50 0.00 .50

Regression Standardized Residual

1 4% SUA 7K 5K 5Bk i B2 S 8017 B V3 S AT ARt AL 7%
ZHAFHE
Fig. 1 Standardized residuals histogram of SUA levels and the number of

coronary artery vascular lesions by regression analysis
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of coronary artery lesions by regression analysis
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