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ABSTRACT

Background and Objectives : Cardiovascular disease (CVD) is a complex multigenic disorder, with significant inheritable
elements having important roles relating to environmental factors. Recently, the alpha 2 adrenoceptor (a>AR) gene has
been reported to be involved in the development of coronary artery disease (CAD). The aim of this study was to investi-
gate the relationships between an insertion/deletion (I/D) in @2s-AR and CAD in Korean subjects. Subjects and Methods :
The a2p-AR I/D polymorphism, which was located in the third intracellular loop of the receptor polypeptide, was exami-
ned in 292 patients (M : F=219 : 73) with CAD and 151 healthy control subjects (M : F=70 : 81) who visited the Cardio-
vascular Genome Center in Yonsei Cardiovascular Hospital. Results : In the patient group, 77 men (35.1%) and 26 women
(35.6%) had the I/1 genotype; 105 men (47.9%) and 39 women (53.4%) a heterozygous genotype and 37 (17.0%) and 8 (11.0%)
the D/D genotype. In the controls, 23 men (32.8%) and 29 women (35.8%) had the I/I genotype; 38 (54.3%) and 39 (48.1%)
the I/D genotype and 9 (12.9%) and 13 (16.1%) the D/D genotype. There were no differences in the genotype frequencies
between the patient and control groups, either in men or women. From a logistical regression analysis, the as-AR ge-
notype was not significantly associated with CAD in our study group. Conclusion : The a-AR I/D polymorphism is not
a risk factor for CAD in the Korean population. (Korean Circulation J 2005;35:215-220)
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Table 1. Clinical characteristics of study subjects
Male Female
Control (n=70) CAD (n=219) Control (n=81) CAD (n=73)
Age (yrs) 52.4+8.50 56.8+7.447 54.1+5.64 60.6+6.071
BMI (kg/m?) 242+287 252+3.10* 23.7+£3.45 252+2907
WHR 0.89+0.04 0.92+0.07" 0.88+0.07 0.94+0.06"
Systolic BP (mmHg) 117.3+10.1 121.1£16.6* 1128+10.7 1282+17.17
Diastolic BP (mmHg) 74.7 +5.87 76.6+9.60 73.2+5.66 77.7 £9.24*
Triglyceride (mg/dL) 148.0+86.1 160.84+105.5 126.2+£86.5 192.8 207 .4*
Total cholesterol (mg/dL) 214.8+40.9 193.5+36.3" 216.4134.1 208.8+43.4
LDL cholesterol (mg/dL) 127.7+33.5 120.6+28.1 129.4+£33.5 122.9+£37.2
HDL cholesterol (mg/dL) 57.7+12.7 439+1207 63.1+£12.7 50.4+1497
Glucose (mg/dL) 92.1+26.3 100.4£29.1* 83.0+£18.5 115444267
Insulin (22 U/mL) 6.99 +4.41 9.31+£7.62* 6.99+3.45 8.90+6.13
HOMA 1.59+1.08 2.50+3.58* 1.44+0.80 268+2317

Mean=SD. *: p<0.05, T:p<0.01. Significantly different from control group in each sex group by student t-test. BMI: body mass index, WHR:
waist-hip ratio, LDL: low density lipoprotein, HDL: high density lipoprotein, HOMA: homeostasis model assessment, CAD: coronary artery
disease, BP: blood pressure
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Male Female Table 4. Genotype distiibution according fo the presence of myo-
Control CAD Control CAD cardial infarcfion
n (%) n (%) n (%) n (%) Myocardial infarction
[ 23 (32.8%) 77 (35.1%) 29 (35.8%) 26 (35.6%) Without MI (n=195) With Ml (n=97)
ID 38 (54.3%) 105 (47.9%) 39 (48.1%) 39 (53.4%) /1 70 (35.9%) 33 (34.0%)
DD 9 (12.9%) 37(17.0%) 13 (16.1%) 8 (11.0%) I/D 98 (50.3%) 46 (47 .4%)
P 0.8556 0.6595 D/D 27 (13.8%) 18 (18.6%)
CAD: coronary artery disease MI: myocardial infarction
Table 3. Risk factors and genotype distribution
Male Female
[ ID DD [ ID DD
Age (yrs) Control 50.4+6.93 53.8+9.39 520+791 53.1+4.64 54.1+6.16 56.8+5.60
CAD 56.8+7.23 56.4+7.36 58.1+8.15 60.8+5.64 60.5+6.81 60.8+4.13
BMI (kg/m2) Control 242+22] 240+2.89 24.7+433 23.6+4.14 23.5+2.80 24.5+371
CAD 25.5+4.09 25.2+2.36 24.4+2.40 24.9+2.40 25.7+3.25 24.5+2.69
Systolic BP (mmHg) Control 1152+9.94 118.1+£9.59 11911127 1137127 112.3+£9.59 112.3+9.27
CAD 121.6+152 120.3+15.3 123.3+23.1 126.3+17.9 130.3+17.8 125.3+15.1
Diastolic BP (mmHg) Control 748+5.11 74.3+6.08 76.6+£7.02 73.5+6.70 72.8+5.10 73.9+5.06
CAD 76.9+837 76.2+9.35 7731128 74.6+9.68 79.6+12.4 77.6+8.44
Glucose (mg/dL) Control 92.3+22.2 87.5+12.6 110.9+58.1 75.5+11.6 82.3+12.4 95.2+35.5
CAD 94.5+21.0 103.3£33.2 102.7+27.5 922+16.4 128.2+49.7 116.3+35.7
Insulin (22 U/mL) Control 5.48+278 8.20+5.10 5.70+3.26 6.14+327 7.45+3.40 7.53+3.89*
CAD 8.92+5.00 9.77+9.43 8.44+4.13 7.28+4.05 9.66+6.17 9.27+892
HOMA Control 1.28+0.76 1.83+1.26 1.40+0.64 1.22+0.72 1.51+0.71 1.74+1.14
CAD 2.14+1.50 2.81+4.68 2.14+136 1.74+1.20 3294277 2.41+171

Mean=SD. *: p<0.05. Significantly different from control group in each sex group by student t-test. HOMA: homeostasis model assessment
(HOMA=insulinxglummol/22.5) , BMI: body mass index, BP: blood pressure, II: insertion/insertion, ID: insertion/deletion, DD: deletion/deletion,
CAD: coronary artery disease
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