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Abstract

The purpose of this work was to study the relationships between dietary intake and serum lipid profile
in 293 adult subjects (mean age: 45.9+0.7, men: 163, women: 130) who visited health promotion center. The
anthropometric and biochemical blood indices were measured, and nutritional intakes were assessed using
a food frequency questionnaire method. The subjects were divided by three groups in accordance with a
standard for treating hyperlipidemia; those who had blood cholesterol levels above 240 mL/dL or triglyceride
levels above 200 mL/dL were put into the risk group (Risk), while those with blood cholesterol levels below
200 mL/dL and triglyceride levels below 150 mL/dL were put into the control group (Control). Subjects who
were between the two groups in terms of blood cholesterol and triglyceride levels were put into the borderline
group (Borderline). Risk group showed significantly higher body mass index, body weight, waist circumference,
and fat content compared to control group. The levels of calorie, carbohydrate, fat, and protein intake were
significantly higher in the risk group than control group. There were significantly positive correlations between
dietary calorie, carbohydrate, fat, and protein intake and blood triglyceride concentration. The blood
HDL-cholesterol concentration had negative correlation with carbohydrate intake. These results suggested
that overeating may be one of important factors affecting hyperlipidemia in Korean adults.
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Atherogenic index = {(total-cholesterol —
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Table 1. Anthropometric measurements of subjects accord-
ing to different lipid profiles

Total Control Borderline Risk
(n=293)  (n=158) (n=89) (n=46)
Age 459+0.7" 441£09% 491+1.1" 460+1.7"

Height (cm) 163.6+05 163.4+0.7""°163.0£1.0 165.6+15

Weight (kg) 65.1%0.7 63.0+09" 658+1.1" 71.0+1.8"

Body fat (%) 26.3+0.4 254+05° 27.7+0.8" 27.0+1.0™

WC (ecm)”  797+05 77.3+07° 81.2+0.8" 85.4+1.1°

BMI (kg/m?)" 242+02 234+02° 246+03" 258+05"

Under weight 3(1.9° 0(0) 0(0)
<185

Normal weight 72 (45.6) 29 (32.6) 8(17.4)
185~22.9

Over weight 38(24.1) 21(23.6) 13(28.3)
23.0~249

Obesity =25 45 (28.5) 39 (43.8) 25(54.3)
"Mean + SE.

YValues with different superscript letters are significantly dif—
ferent at p<0.05 by Duncan’s multiple range test.

INS: not significant.

PWC: waist circumference.

N (%).

"Significantly different among three groups at p<0.05 by X2
—test.
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Table 2. Serum lipid levels and blood pressure of control,
borderline and risk groups

Normal Borderline Risk

(n=158) (n=89) (n=46)
TC (mg/dL)” 1689+15"% 2066+22" 2259457
TG (mg/dL)”  869+23°  1280+45" 227.2+13.0"
HDL-C (mg/dL)” 514409 493+12" 442+14°
LDL-C (mg/dL)® 995+1.3°  1315+20° 1456+54"
NG 2.4+0.1° 3.4+0.1° 42+0.1°
SBP (mmHg)” 1229410  1267+1.3> 1326=*20°
DBP (mmHg)” 76.3+0.8 778+1.0°  81.0*1.6°

"Mean + SE.

IValues with different superscript letters are significantly dif-
ferent at p<0.05 by Duncan’s multiple range test.

ITC: total cholesterol.

4”I‘ G triglyceride.
HDL C: HDL- Cholesterolfy
9LDL-C: LDL-cholesterol.

DAL atherogenic index.

YSBP: systolic blood pressure.

YDBP: diastolic blood pressure.
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Table 3. Nutrients intake of control, borderline and risk
groups

Normal Borderline Risk

(n=158) (n=89) (n=46)
Energy (kcal)  1818.3+225""% 1803.0+36.3° 1999.5+45.9°
Carbohydrate (g) 287.7+3.3" 2851454  303.9+54"
Fat (g) 435+1.0 24414 49.0+2.2°
Vegetable fat 20.9+0.6™ 19.8+0.7°  229+1.1°
Animal fat 22.6+0.6" 225+0.9° 26.2+1.4%
Protein (g) 62.4+1.0° 616+14°  69.6+2.0
Vegetable 351+05" 346+0.7°  37.9+09°

protein

Animal protein ~ 27.3+0.7° 270+1.0°  31.6+16
Cholesterol (mg) 203.2+6.4%%  202.0+102 2189+124

UMean +SE.

YValues with different superscript letters are significantly dif—
ferent at p<0.05 by Duncan’s multiple range test.

INS: not significant.
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Table 4. Nutrients intake of subjects with different blood
triglyceride levels

NT (n=158)" BT (n=37)? HT (n=32)"
Energy (kcal)  18183%225" 1860.5+57.0° 2027.2+54.7°
Carbohydrate (g) 287.7+3.3" 2884+9.0" 309.6+5.7"
Fat (g) 435+1.0° 434+09" 446+22°
Vegetable fat  20.9+0.6 20.8+1.2 240+1.4
Animal fat 22.6+0.6 237413 259+1.8
Protein (g) 62.4+1.0° 63823  69.9+2.3
Vegetable 35.1+05" 355+1.1° 39.0+1.0°
protein
Animal protein  27.3+0.7 285+1.6 309+1.9
Cholesterol (mg) 203.2+6.4%% 20544149 217.8+14.6

UNT: Normal triglyceridemia.

YBT: Boderline triglyceridemia.

YHT: Hypertriglyceridemia.

f)MeaniSE.

Values with different superscript letters are significantly dif—
ferent at p<0.05 by Duncan’s multiple range test.

ONS: not significant.
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Table 5. Pearson’s correlation coefficient between nutrients
intake and serum lipid levels

AAES des 3

TCY TG?  HDL-C” LDL-C”
Energy (kcal) 0.074” 0.245" -0.100 0.079
Carbohydrate (g) 0.018 0.197™ -0.138" 0.032
Fat (g) 0.015 0.189" -0.065 0.017
Protein (g) 0.074 0.179" -0.044 0.072
Cholesterol (mg) 0.001 0.085 -0.019 -0.005

UTC: total cholesterol.

PTG triglyceride.

YHDL-C: HDL-cholesterol.

YLDL-C: LDL-cholesterol.

YPearson’s correlation coefficient.

Significantly different between nutrient intakes and serum lipid
levels at "p<0.05, “p<0.01.
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