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In humans, CYP2C19, a member of the cytochrome P450 subfamily, metabolizes arachidonic acid to
produce epoxyicosanoid acids, which are involved in vascular tone and regulation of blood pressure
(BP). Recent findings suggest that CY2C79 gene polymorphisms might be considered as a novel can-
didate gene for cardiovascular disease. We thus focused on the Korean population to explore the asso-
ciation of two polymorphisms (CYP2C792 and ‘3) in this gene and essential hypertension (EH). A to-
tal of 1,241 participants (537 hypertensive subjects and 704 healthy controls) were recruited from the
Yonsei Cardiovascular Genome Center in Korea. The CYP2C79 polymorphisms were genotyped using
the SNaPShot " assay. The allele and genotype frequencies of CYP2C193 showed significant difference
between hypertensives and normotensives (/0.019 and /*0.023, respectively). Logistic regression
analysis indicated that the CYP2C193 A allele carriers were significantly associated with EH (OR,
0.723; 95% CI, 0.538-0.972, /~0.032) under a dominant model. In addition, CYP2C19 G-A haplotype
(2C192 G-3 A combination) was found to significantly reduce EH risk (OR, 0.714, 7=0.015). We be-
lieve this provides evidence that CYP2C193 polymorphism may contribute to a protective effect in

the development of EH.
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Table 1. Clinical characteristics of the participants in our study population

Variables Hypertensives (n=537) Normotensives (n=704) P
Gender (% male) 50.47 4446 0.0357
Age (years) 51.27+9.90 47.67+11.90 <.0001
SBP (mm Hg) 170.41+24.53 109.55+13.68 <.0001
DBP (mm Hg) 108.04+14.83 71.79+8.90 <.0001
BMI (kg/m’) 25.40+2.60 23.33£2.78 <.0001
Smoke (%)

Non-smoker 59.96 69.93

Ex-smoker 22.53 10.92 <.0001

Smoker 17.50 38.89
TG (mg/dl) 160.83+79.36 141.15+77.31 <.0001
TCHOL (mg/dl) 196.52+36.72 198.22+38.59 0.2544
HDL-C (mg/dl) 41.72+9.96 45.93+11.34 <.0001
LDL-C (mg/dl) 123.89+34.81 122.63+34.13 0.5435
FPG (mg/dl) 92.17+20.91 89.10£19.22 <.0001
Creatinine 0.88+0.18 0.92+0.16 0.7712

Abbreviations: BMI, body mass index; Ex-smoker, experienced smoker; SBP, systolic blood pressure; DBP, diastolic blood pressure;
FPG, fasting plasma glucose; HDL-C, high-density lipoprotein cholesterol; LDL-C, low-density lipoprotein cholesterol; TCHOL, total
cholesterol; TG, triglycerides.

Data values are meanststandard deviation.

P-value was estimated by independent Atest.
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Table 2. Distribution of allele and genotype frequencies of CYP2C79 polymorphisms in our study population

Polymorphisms Allele/genotype Hypertensives (n=537) Normotensives (n=704) P
CYP2C192 GG 284 (0.529) 394 (0.560)
(rs4244285) GA 207 (0.386) 263 (0.374) 0.234
AA 46 (0.086) 47 (0.067)
%G 72.16 74.64
%A 27.84 25.36 0.228
CYP2C193 GG 449 (0.836) 556 (0.790)
(rs4986893) GA 81 (0.151) 134 (0.190) 0.023
AA 7 (0.013) 14 (0.020)
%G 91.15 88.49
%A 8.85 11.51 0.019

" Adjusted for age and sex.
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] NEE 1151% 2 et d22 Ao w9 fAke 9 A ATE FUEE, G UHEIAE THHFCE AW Y

T RIS Holg Ao ENHAY nde} AT R T & 7t Als 2 A} (extensive metabolizer; EM)] BI=7} =
T2k Cypcids EAAE 2 fRAAY) WE JJole ohal g A SoH18). oY S v R FF CYPATY
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Table 3. Multiple logistic regression analysis of CYFP2CI9 gene polymorphisms

Dominant Recessive Codominant
Polymorphism OR (95% CI) P OR (95% CI) P OR (95% CI) P
CYP2C192 1.109 1.294 1.116
(rs4244285) (0.882-1.395) 0376 (0.843-1.986) 0.238 (0.932-1.336) 0234
CYP2C193 0.723 0528 0.737
(rs4986893) (0.538-0.972) 0.032 (0.206-1.350) 0.182 (0.566-0.958) 0.023

" Adjusted for age and sex.
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Table 4. Comparison of haplotype frequencies for two polymorphisms of CYP2CI9 gene in hypertensives and normotensives

Haplotypes* Hypertensives Normotensives OR (95% CI) P
G G 681 (0.634) 889 (0.631) 1.038 (0.878-1.227) 0.665
A G 298 (0.278) 357 (0.254) 1.114 (0.928-1.337) 0.246
G A 94 (0.088) 162 (0.115) 0.714 (0.544-0.937) 0.015

‘The allele combinations in each haplotype are in the order of rs4244285 and rs4986893.

**Adjusted for age and sex.
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