32(7) : 775~780, 1999

o}

'l__
Al
L
L

PRENELIEENINE PES

x Bl
SRERL R TEREEE IR

o) Sk*
élﬁ

Effects of Antioxidant Vitamins Supplementation on Antioxidative Status and
Plasma Lipid Profiles in Korean NIDDM Patients

Kim, Nam-E - Kim, Woo-Kyung”

Department of Food and Nutrition, Seoul Health Junior College, Sung Nam 461-250, Korea
Department of Food and Nutrition,” Dankook University, Seoul 140-714, Korea

ABSTRACT

We investigated the effects of antioxidant vitamins supplementation on antioxidative status and plasma lipid profile in female
Korean non-insulin diabetes mellitus(NIDDM) patients. Forry-five patients were grouped by types of vitamin to take inro three
groups-Vitam in E group(400 IU/day, n = 15), Vimamin C group(1,000mg/day, n = 15) and Vitamin E plus C group(400 IU
plus 1,000mg/day). Supplementation period was 4 weeks, After vitamins supplementation, plasma vitamin E concentration
significantly increased in vitamin E and vitamin E 4+ C group, but plasma retinol concentration were not affected by vitamin E or
vitamin C supplementation. And plasma levels of lipid peroxide measured as thiobarbituric acid reactive substances(TBARS),
indicator of lipid peroxidation and increased susceptbility of LDL towards lipid peroxidation, were significantly decreased in all
three groups after vitamins supplementation. Also catalase acdvities in erythrocytes were significantly decreased after antioxidant
vitamins supplementation in all subjects. And affer vitamins supplementation, post prandial 2 hour glucose and total cholesterol
levels was decreased in all patients, especially there was a significant difference in vitamin C, Viramin E + C group. In this study,
antioxidant vitamins supplementation might have a protective function against the free radical-mediated lipid peroxidation and
decrease the plasma toral cholesterol levels in Korean female NIDDM padents. (Korean J Nutrition 32(7) : 775~780, 1999)

KEY WORDS: NIDDM, antioxidant vitamin, TBARS, PP;, plasma lipid.
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Table 1, Chromatographic condition for HPLC

Condition o-tocopherol Retinol
Column Cap cell Cap cell
pack 18 pack 18
(Shimadzu) (Shimadzu)
Mobile phase Acetonitrile/Methanol  Acetonitrile/Methanol
(75 : 25, viv) (75 © 25, viv)
Detector Spectrofluorometric Spectrofluorometric
(Em 285nm, Ex325nm)  (Em 340nm, Ex460nm)
Flow rate 2ml/min 1ml/min




Table 2. General characteristics
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Iterns Mean + SE
Age(year) 546 +~ 08
Height{cm) 1546 + 1.0
Weight(kg) 60.7 £ 1.6
Blood pressure(mmHg)

Systolic 1327 £ 29

Diastolic 768 £ 33
Fasting blood glucose(mg/dl) 154.7 £ 10.1

Hemoglobin Aiqe, 72 £ 03

T Uele 54.640]9 A A3a A5 154.6¢m. 60.7
kgol oM HZ ANGA gskort APTe] wE AFH
Ao FdH2 Hele GATh FE7)9 o|gr] U2
Z+7F 132.7mmHg, 76.8mmHgo 2 19933 = WHOS] A
Ao )5l +£%F7) 9ol =2 H4(high nomal: 130
~139/85~89)ll &slt). FE-A] e 154, Tmg/dlel
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Fig. 1. Plasma o-tocopherol concentrations before and after vita-
mins supplementation. 1)* : Significantly different between before
and after vitamin supplementation at p<0.05 by paired t-test.
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Fig. 2. Plasma retinol concentrations before and after vitamins sup-
plementation.
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Fig. 3. Plasma TBARS concentrations before and after vitamins sup-
plementation. 1)* : Significantly different between before and after
vitamin supplementation at p<{0.05 by paired t-test, ** : p<0.01
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Fig. 4. Catalase activities before and after vitamins supplementation
in red blood cells. 1)* : Significantly different between before and
after vitamin supplementation at p<{0.01 by paired ttest, ** : p<0.
001
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Fig. 5. Post prandial 2 hour glucose levels before and after vitamins
supplementation. 1)* : Significantly different between before and aft-
er vitamin supplementation at p<{0.05 by paired t-lest, ** : p<0.01
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Table 3. Plasma lipid concentrations (mg/dl)
Vilamin E Vitamin C Vitamin E 4+ C
Total cholesterol Before 207.4 + 186" 1976 = 9.67 2099 + 8.8*
After 1911 = 13.2 1659 + 9. 1725 4+ 10.8
HDL-cholesteral Before 39.7 £ 4.1+ 468 = 5.2 39.4 &£ 2.5%
After 57.1 = 4.4 436 = 27 470 £ 35
Triglyceride Before 228.4 & 41.3 1256 = 13.7 180.6 + 30.0
After 241.1 + 323 1533 + 25.0 160.1 + 189
1) Mean £ SE

2) * : Significantly different between before and after vitamin supplementation at p < 0.05 by paired t-test, ** 1 p < 0.01
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