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ABSTRACT Objective: The aim of the present study was to investigate the association between IRF-1 +141 G/T polymorphism and
coronary artery disease in Han population of Northern China. Methods: A case-control study was conducted in 675 patients with coronary
artery disease and 636 controls who had normal coronary angiograms. Polymorphic genotypes were determined by polymerase chain
reaction-restriction fragment length polymorphism. Results: The genotype frequencies in IRF-1 +141 G/T polymorphism conformed well
to the Hardy-Weinberg equilibrium in both controls and case, and were 53.8 % (GG) , 36.2 % (GT), 10.1 % (TT) in case group and 45.6
% (GG),46.2 % (GT), 8.2 % (TT) in the controls. There were significant differences in the genotype and allele distribution of +141 G/T
polymorphism of the IRF-1 gene between cases and controls (P<<0.05). Logistic regression analysis with adjustments for other risk factors
revealed that the IRF-1 +141 G/T allele carriers significantly increases the risk of coronary artery disease compared with the non-carriers
(P<0.05). Conclusions: This study shows that the IRF-1 +141 G/T polymorphism may be considered a genetic risk factor for coronary
artery disease in Han population of Northern China.
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Table 1 Clinical characteristics between the coronary artery disease and control groups

WHRA fmlA .
Control group Case group
Bi%i(n) 636 675
F Ry (Year) 55.8+ 10.4 56.4% 9.9 0.134
5 (5 /%)
354/282 372/303 0.84
Gender (Male/Female)
REREY (T / FHK)
24.6% 3.2 25.7+ 3.1 <0.001*
BMI (kg/m?)
HEPR 9% (%)
) ) 67 (10.5) 144(21.3) <0.001*
Diabetes mellitus (%)
BILE (%)
) 287(45.1) 353(52.3) 0.009*
Hypertension (%)
IR (%)
200 (31.4) 299 (44.3) <0.001*
Smoking (%)
PBEEE (mmol/l)
2.03+ 1.01 229+ 1.17 0.001*
Cholesterol (mmol/1)
H it = A5 (mmol/l)
4.53% 1.11 4.53+ 1.11 0.006*
Triglyceride ((mmol/l)
{2 EEBE % 9 BB ElEZ (mmol/1)
Low density lipoprotein chilesterin 2.33% 0.44 2.38+ 0.57 0.083
(mmol/l)
=% E R & A BE E 2 (mmol/1)
High density lipoprotein chilesterin 1.21% 0.20 1.28+ 0.23 0.001*

(mmol/l)

% 2 IRF-1 EA +141G/T EE S MER 0K EE AN BANRES 16
Table 2 The genotype and allele frequency of IRF-1 +141 G/T polymorphism between the coronary artery disease and control groups

boicte| I
OR(95% CI)
Control group Case group P L
PEELE (%R B X 1E )
n=636 n=675
IRF-1
+141G/T
G/G (%) 352(55.3) 308(45.7) <0.001
G/T (%) 220(34.6) 311(46.1)
T/T (%) 64(10.1) 56 (8.3)
G EMuER
924(72.6) 927(68.7) 0.02 0.83(0.69-0.97)
G allele
T EMEE
348(27.4) 423(31.3)
T allele
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