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ABSTRACT

In this study, the effects of corn peptide consumption on plasma lipid profiles were investigated in high cholesterol diet-
fed rats. Male Sprague-Dawley rats (n = 21) were fed with corn peptide-free (control) diet, diets containing 2% or 5%
corn peptide for 5 weeks. Hypercholesterolemia was induced by adding 1% cholesterol and 0.5% cholic acid to all diets.
No difference was found in food intake and body weight gain among groups. The com peptide treated groups showed sig-
nificant improvement in the plasma level of HDL-~cholesterol {p <0.05) compared to the control group, while the plasma
total cholesterol and LDL-cholesterol were not affected. 5% cormn peptide supplemented diet reduced plasma level of tri-
glycerides (p <0.05). The atherogenic index was decreased in the corn peptide treated groups. These results suggest that
consumption of corn peptide may lead to an amelioration of metabolic syndrome as well as a reduction of cardiovascu-
lar disease and hyperlipidemia through increasing the level of HDL-cholesterol, and decreasing the level of triglycerides

in plasma. (Korean J Nutrition 39(8) : 728 ~732, 2006)
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Table 1. Composition of experimental diets” (g/kg diet)
Component Control pesic:jrg 2% pepcfgg 5%
Corn starch 150 150 150
Casein 200 200 200
Sucrose 485 465 435
Corn oll 50 50 50
Cellulose 50 50 &0
Mineral mix (AIN-76)” 35 35 35
Vitamin mix (AIN-76)” 10 10 10
DL-methionine 3 3 3
Choline bitartrate 2 2 2
Experimentai diet 0 20 50
Cholesterol 10 10 10
Cholic acid 5 5 5
Total 1000 1000 1000
Total calorie (%) 100 100 100
Carbohydrates (% as kcal) 68.3 67.6 64.7
Protein (% as kcal) 19.6 20.0 228
Fat (% as keal) 12.1 12.4 12.5

" Diets were AIN-76 semipurified, and given in powdered form
2 AIN-76 mineral mixture
¥ AIN-76 vitamin mixture
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Table 2. Initial weight, body weight gain and food infake of rats fed experimental diets”
Control Corn peptide 2% Corn peptide 5%
Initial body weight (g) 138.88 + 2,64" 140,11 + 2,56 138.54 + 2,35
Weight gain (g/day) 596 + 0.20™ 535 *=0.15 5.46 £ 0.24
Food intake (g/day) 22.71 + 0.84"% 21,16 £ 0.36 20.74 = 0.68
Y Values are expressed as mean * SE, n = 7. NS s not significant
Table 3. Weight of epididymai fat and fiver tissue in rats fed experimental diets” (g/100 g of body weight)
Control Cormn pepftide 2% Corn peptide 5%
Liver 6.39 £ 0.63" 6.12 + 0.37 5.85 + 0.38
Epididymal fat pad 1.19 = 0.29" 1.11 £0.09 1.03 £0.10
Y Values are expressed as mean =+ SE, n = 7. NS is not significant
Table 4. Plasma GOT, GPT activities in rats fed experimentai diets” (unit/L)
Control Cormn peptide 2% Corn pepfide 5%
GOT 7617 + 267" 84.81 + 3.47 75.78 £ 4.12
GPT 34.03 £ 291" 39.45 + 1,94 35.32 + 1.83
Y Values are expressed as mean + SE, n = 7, NS is not significant
Table 5. Plasma lipoprotein cholesterol and triglyceride concentrations in rafs fed experimental diets'? (mi/dh

Control Corn peptide 2% Corn pepfide 5%
Total cholesterol 199.71 = 1437 24451 = 18.23 230,61 £17.70
LDL-cholesterol” 115.45 + 10.25™ 147.70 = 18.33 148,08 + 17.51
HDL-cholesterol 56.58 + 5.58° 7359 = 1.97° 7428 £ 292°
Triglyceride 107.54 + 7.98° 11937 =+ 7.18° 7103 £ 9.12°
Al® 253 = 1.58"% 232+ 824 210+ 5.06

" Values are expressed asmean £ SE, n =7

2 Values in a column with different superscripts are significantly different, p<0.05
3 DL cholesterol was calculated by the method of Friedewald WT formula

2 Al (Atherogenic Index) = (Total cholesterol —

NS is nof significant

HDL-cholesterol) /HDL-cholesterol
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