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ABSTRACT

This study was conducted in order to investigate the association between hypertension and oxidative stress-related
parameters and to evaluate these parameters in subclinical hypertensive patients and normotensive subjects living in
Korea. We attempted to determine whether oxidative stress-related parameters would differ between two groups of 227
newly-diagnosed, untreated (systolic blood pressure (BP) > 130 mmHg and diastolic BP > 85 mmHg) and 130 nor-
motensive subjects (systolic BP < 120 mmHg and diastolic BP < 80 mmHg). General characteristics of the subjects
were collected using a simple questionnaire. From subjects’ blood, degree of DNA damage in lymphocytes, the activities
of erythrocyte superoxide dismutase, catalase, and glutathione peroxidase, level of plasma total radical-trapping anti-
oxidant potential (TRAP), glutathione, and anti-oxidative vitamins, as well as plasma lipid profiles and conjugated diene
(CD) were analyzed. Evaluation of the associations of oxidative stress-related parameters with blood pressure of the
subjects was performed using Pearson partial correlation and multivariate logistic regression analysis after adjusting
for confounding factors. Several oxidative stress-related parameters were higher in subclinical hypertensive patients than
in normotensive subjects. Plasma levels of a-tocopherol, B-carotene, TRAP, and activity of GSH-px were significantly
lower in subclinical hypertensive patients than in normotensive subjects. Increased levels of DNA damage, lipid peroxi-
dation, triglyceride, total cholesterol, and LDL-cholesterol were observed in subclinical hypertensive patients. These re-
sults confirm an association between blood pressure and oxidative stress-related parameters and suggest that the patho-
genic role of oxidative stress in hypertension might be significant. (Korean J Nutr 2013; 46(2): 126 ~ 136)
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Table 1. General characteristics of the subjects

Normotensive Hypertensive
Variables subjects patients
(n =130) (n = 227)
Age, yrs (range) 40.6 +0.6" 419+0.6
(24-59) (26-63)

Gender

Male, n (%) 100 (76.9) 182 (80.2)

Female, n (%) 30 (23.1) 45(19.8)
Height, cm 169.2 +0.7 169.3+0.5
Body weight, kg 658+0.8 732+ 0.7
Body fat, % 21.5+0.5 24.8 +0.4™*
BMI, kg/m® 232+0.4 25.4 + 0.2
Waist-hip ratio 0.86+0.003  0.89 +0.003"**
SBP?, mmHg 1120+0.5 142.2 + 0.6™*
DBP®, mmHg 67.4+0.5 83.4+0.5™*
Smoking habits

Smoker, n (%) 42(32.3) 68 (30.0)

Cigarettes/day 15.1+1.0 16.7 £1.2

Smoking years 202+1.2 16.7 +1.0°

Pack-years” 144+1.6 13.8+1.7
Drinking habits

Drinkers, n (%) 99 (76.2) 183 (80.6)

mi/day 22.1£39 26.1 +2.6
Exercise habits

Regular exercisers, n (%) 84 (64.6) 148 (65.2)

Exercise time, min/day 286+ 1.9 31.8+£20

1) All values are Means = S.E. 2) SBP: systolic blood pressure  3)
DBP: diastolic blood pressure 4) Pack-years = (Cigarettes
smoked/day x years smoked)/20

* p <0.05, #*+x: p<0.001
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2 ko ubd (p < 0.001, p < 0.05, p < 0.001), glutathione
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Table 2. Plasma levels of antioxidant vitamins, glutathione and
TRAP in the normal and hypertensive subjects

Normotensive Hypertensive

Variables subjects patients
(n =130) (n =227)

Vitamin C (mg/dL) 1.18 +0.03" 1.21 £0.02
a-tocopherol (ug/dL) 1,717.2 £ 80.7 808.5 + 36.1***
y-tocopherol (ug/dL) 109.0+11.4 135.8 +10.5
a-carotene (ug/dL) 78.0+9.8 85.9£9.0
B-carotene (ug/dL) 158.6 £17.5 113.0 + 9.2
TRAP? (mM) 1.469 + 0.002 1.459 + 0.002"***
Glutathione (uM) 462.5+5.9 517.7 + 8.7

1) All values are Means +S.E.  2) TRAP: total radical-trapping
antioxidant potential

# p<0.05, #++: p<0.00]
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Table 4. Levels of ymphocyte DNA damage in the normal and
hypertensive subjects

EI'_ |
I_I_

Normotensive Hypertensive
Variables subjects patients
(n = 130) (n =227)
Tail DNA (TD)" (%) 6.84 +0.09” 7.22 +0.09"*
Tail Length (TL)" (um) 627 +1.5 727 1.7
Tail moment (TM)" 5.53+0.17 6.79 £0.22"*

1) Measured with the comet assay 2) All values are Means +
S.E.
. p < 0.01, ***: p < 0.001

Table 5. Plasma lipid profiles and conjugated diene in the nor-
mal and hypertensive subjects

Normotensive Hypertensive
Variables subjects patients
(n=130) (n=227)
Triglyceride (mg/dL) 115.6 +5.6" 150.1 + 5.2***
Total cholesterol (mg/dL) 181.3+2.6 198.5 + 2.2***
HDL cholesterol (mg/dL) 50.1 +1.0 492 +0.7
LDL cholesterol (mg/dL) 108.9 2.6 126.6 + 3.4
Conjugated diene 36.0+0.8 53.4+0.9™*

(CD)(u mol/L)

1) All values are Means + S.E.
w52 p<0.001

Table 3. Activity of erythrocyte antioxidant enzymes in the normal and hypertensive subjects

Variables

Normotensive subjects (n = 130)

Hypertensive patients (n = 227)

Catalase (k/g Hb)
Superoxide dismutase (SOD)(U/g Hb)
Glutathione peroxidase (GSH-Px)(U/g Hb)

463 +0.6" 49.1 £0.5™*
1,951.5 + 21.1 2,102.5 + 18.5"**
20.1 £0.8 17.8+0.7*

1) All values are Means +S.E.
*. p<0.05, *+*: p<0.001
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Table 6. Pearson’s partial correlation coefficients between blood pressure and antioxidant-related parameters in the subjects after
adjusting age, sex, body weight, body fat, BMI and WHR

) SBP (mm Hg) DBP (mm Hg)
Variables ) 2

P r p
Plasma Vitamin C NS? NS
Plasma a-tocopherol —0.436 0.000 —0.368 0.000
Plasma y-tocopherol NS NS
Plasma a-carotene NS NS
Plasma B-carotene NS NS
Plasma TRAP -0.210 0.000 -0.134 0.013
Blood glutathione 0.174 0.002 0.205 0.000
Erythrocyte catalase 0.223 0.000 0.140 0.009
Erythrocyte SOD 0.254 0.000 0.208 0.000
Erythrocyte GSH-Px NS NS
Lymphocyte tail DNA (TD)” NS NS
Lymphocyte tail Length (TL)” NS 0.127 0.017
Lymphocyte tail moment (TM)” NS 0.121 0.023
Plasma triglyceride NS NS
Plasma total cholesterol 0.133 0.013 0.157 0.003
Plasma HDL cholesterol NS NS
Plasma LDL cholesterol 0.119 0.026 0.153 0.004
Plasma conjugated diene (CD) 0.389 0.000 0.381 0.000

1) r = Pearson’s partial correlation coefficients 2) p = probability 3) Measured with the comet assay 4) NS: not significant

Table 7. )Odds ratios (95% CI) for hypertension associated with oxidative stress-related parameters: Multivariate Logistic Regression
analysis'

Variables p value Odd ratios 95% confidence Interval
Plasma Vitamin C 0.279 1.520 0.712-3.242
Plasma a-tocopherol 0.000 0.997 0.997-0.998
Plasma y-tocopherol 0.039 1.003 1.000—1.005
Plasma a-carotene 0.153 1.002 0.999—-1.004
Plasma p-carotene 0.085 0.999 0.997—-1.000
Plasma TRAP 0.000 0.786 0.700—0.884
Blood glutathione 0.000 1.006 1.003—1.009
Erythrocyte catalase 0.001 1.067 1.028—-1.107
Erythrocyte SOD 0.000 1.003 1.001-1.004
Erythrocyte GSH-Px 0.041 0.974 0.950—0.999
Lymphocyte tail DNA (TD)" 0.018 1.275 1.043-1.558
Lymphocyte tail Length (TL)" 0.001 1.021 1.008—1.034
Lymphocyte tail moment (TM)"” 0.002 1.184 1.066—-1.316
Plasma triglyceride 0.216 1.003 0.999-1.006
Plasma total cholesterol 0.003 1.013 1.004—1.021
Plasma HDL cholesterol 0.116 1.020 0.995—-1.045
Plasma LDL cholesterol 0.014 1.011 1.002—-1.019
Plasma conjugated diene (CD) 0.000 1.140 1.101-1.179

1) Values are adjusted for age, sex, body weight (kg), body fat (%), BMI (Body mass index) and WHR (Waist hip ratio)
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Table 8. Pearson’s partial correlation coefficients between lymphocyte DNA damage and antioxidant-related parameters in the
subjects after adjusting age, sex, body weight, body fat, BMI and WHR

) Tail DNA (%) Tail Moment Tail Length (um)
Variables 5 2
r P r p r P
Plasma Vitamin C NS” NS NS
Plasma a-tocopherol NS NS NS
Plasma y-tocopherol NS NS NS
Plasma a-carotene 0.216 0.000 0.219 0.000 0.217 0.000
Plasma B-carotene NS -0.113 0.038 -0.121 0.026
Blood glutathione 0.115 0.041 0.126 0.025 0.132 0.019
Erythrocyte catalase -0.168 0.002 -0.199 0.000 -0.172 0.001
Erythrocyte superoxide dismutase (SOD) NS -0.116 0.031 —-0.108 0.044
Erythrocyte glutathione peroxidase (GSH-Px) NS NS NS
Plasma triglyceride NS NS NS
Plasma total cholesterol 0.142 0.008 0.173 0.001 0.166 0.002
Plasma HDL cholesterol NS NS NS
Plasma LDL cholesterol 0.136 0.011 0.145 0.007 0.118 0.027
Plasma conjugated diene (CD) 0.170 0.001 0.195 0.000 0.218 0.000
1) r = Pearson's correlation coefficient 2) p = probability 3) NS: not significant at a = 0.05
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