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=ABSTRACT =

Background: Apolipoprotein E has been one of the most thoroughly studied genetic
polymorphisms, particularly for its effects on lipid profiles and coronary heart disease risk.
This study investigated the relationship between the apolipoprotein E polymorphism and
essential hypertension in a Korean population.

Methods: The subjects (n=1,243) were participants in a population-based study in
Incheon metropolitan City, Korea. The apolipoprotein E polymorphism was determined using
a polymerase chain reaction method.

Results: The frequencies of the genotypes did not differ significantly between the
hypertensive groups (60.0% €2/¢2, 30.8% ¢€2/¢3, 44.4% ¢e2/¢4, 33.3% ¢€3/¢3, 32.3% ¢c3/¢4,
and 15.4% e4/¢4; p=0.498). After adjusting for other risk factors, genotypes were not
associated with hypertension(OR 5.74, 95% CI 0.81-40.76, €2/¢2 vs. €3/¢3; OR 0.94, 95%
Cl 0.60-1.47, €2/e3 vs. €3/e3; OR 1.21, 95% CI 0.30-4.89, €2/¢4 vs. €3/¢3; OR 0.79, 95%
Cl 0.56-1.13, €3/¢4 vs. €3/¢3; OR 0.29, 95% CI 0.06-1.45, €4/¢4 vs. €3/¢3).

Conclusions: These findings suggest that the apolipoprotein E polymorphism is not

associated with hypertension.
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Table 1. Characteristics of the subjects

Variables Male(N=281) Female(N=962) Total(N=1,243)
Age (yrs) 54.4+ 15.0 50.3+ 14.2 51.2+ 14.5
Body mass index (kg/m’) 244+ 3.2 240t 6.5 243t 5.9
Total cholesterol (mg/de) 191.4+34.2 193.0+ 35.1 192.7+ 34.9
Triglyceride (mg/dl) 155.8+115.3 110.2£69.7 120.5£ 84.3
HDL-cholesterol (mg/dl) 452+12.8 51.6=13.0 0.1+ 13.2
Fasting blood sugar(mg/d/) 102.5% 26.7 97.0=24.7 08.2+34.9
Systolic blood pressure (mmHQg) 132.9+16.8 1255+ 17.4 127.2£ 175
Diastolic blood pressure (mmHQ) 82.2+ 9.8 78.9+10.6 79.7£ 105
Smoking (%) 62.5 4.8 17.8
Alcohol drinking (%) 64.9 29.2 37.7
Exercise (%) 48.8 47.0 47.4
APOE (%)
e2/¢2 0.0 0.5 0.4
€2/¢e3 7.8 11.2 10.5
e2/¢4 0.7 0.7 0.7
€3/¢e3 69.0 68.6 68.7
e3/¢e4 21.7 17.8 18.7
ed/ed 0.7 11 1.0

Table 2. Prevalence of hypertension by the allele of apolipoprotein E

Allele Normal(%) Prehypertension(%) Hypertension(%o) p-value
e2/¢e2 0.0 40.0 60.0 0.498
€2/¢e3 25.4 43.8 30.8

e2/¢e4 11.1 44.5 444

€3/e3 26.9 39.8 333

€3/¢e4 24.6 43.1 32.3

ed/e4 38.5 49.1 154
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Table 3. The allele of apolipoprotein E and prevalence ratios of hypertension: Odds
ratios(95% confidence intervals)

Alele Unadjusted e and sx  varow covariates”
£3/¢3 1.000 1.000 1.000
£2/¢2 3.011(0.500-18.119)  4.505(0.671-30.228)  5.737(0.807-40.761)
£2/¢3 0.892(0.599- 1.329) 0.847(0.544- 1.320) 0.936(0.595- 1.472)
£2/e4 1.606(0.428- 6.025) 1.152(0.284- 4.671) 1.205(0.297- 4.894)
£3/e4 0.059(0.703- 1.307) 0.829(0.586- 1.174) 0.794(0.559- 1.127)
ed/el 0.365(0.080- 1.657) 0.370(0.075- 1.817) 0.285(0.056- 1.451)

* Adjusted for age, gender, total cholesterol, fasting blood sugar, BMI, smoking status, alcohol
drinking status and exercise status
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