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The purpose of this study was to investigate the effects of medical nutrition therapy(MNT) on
plasma lipid levels of hyperlipidemic patients with apo E3 genotype according to Sasang Constitutions.
From March to July, 2001, the 33 hyperlipidemic patients admitted to K University Medical Center were
studied. The study subjects were classified according to their Sasang constitutions by QSCC I
questionnaire which have been used at K University Oriental Medical Center. The anthropometric
assessments, blood analysis, and apo E genetic typing were carried out. Nutrient intake was determined
by food record method of food taken during two weekdays and one weekend. The MNT including the
instruction for hypolipidemic and hypocholesterolemic diet (step 1 diet) was performed for 12 weeks. The
resules are as follow; (D The mean age of hyperlipidemic patients was 49.9148.48 vyears. @ The
distributions of Sasang Constitution were 60.6% of Tae-eum, 21.2% of So-yang, and 18.2% of So-eum.
The distributions of apo E genotype were 6.5% of apo E2/3, 78.8% of apo E 3/3, and 15.2% of apo E
3/4. 3 The nutrient consumption of the apo E3 subjects before the MNT showed lower calorie, iron,
calcium, and vitamin B2 intakes than the RDAs for each nutrients with no significant differences among
the constitutions. After 12-week of MNT, only the fat consumption was decreased in the Tae-eum group.
The MNT did not change the pattern of food intake. @ The plasma level of triglyceride, toral
cholesterol, and IDL-C were not changed after MNT in the three constitutional groups. The level of
HDL-C was significantly increased significantly in Tae-eum and So-yang group and the level of
homocystein was lowered in Tae-eum group after MNT. It could be concluded that the 12-weeks MNT
with hypolipidemic and hypocholesterolemic diet did not change the level of total cholesterol, triglyceride,
and LDL-C effectively regardless of Sasang constitutions even though the subjects’ dietary intake was
improved by MNT.
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71, AA 27l T &7, @22, "5 329
A3 Bz Wt #EEA Fin)

4) 8% A &9 ®Hile =924
HDL-Z2g 2889 s:e f9dez F7}
3R, ZEAIZHRIY FEE fodo
AT, AYRle HDL-Z8H AH E9
TE7F FYFeR et AgRldAME
5 A FolA FoHQd ¥t gl
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Table 1. Distribution of Sasang constitutions
according to apo E polymorphisms

Apo B2 Apo E3  Apo E4 Total
(0=2) (=26 (=) (N=33)
Tae-eum
(0=20) 30 () 485 (16 9.1 (3) 60.6 (20)
So-yang
(0=7) 300 121 4 612 212 ()
So-eum
(n=6) 000 182 ) 0.0 (0 182 (6)
Total 612 78826 1520 1000 (33)
% (n)

Table 2. Anthropometric measurements
of Apo E3 hyperlipidemic patients according
to Sasang Constitutions before and after
12-weeks of MNT
Tae-eum So-yang So-eum
Before After  Before  After  Before  After

M) 1701437 1706836 1688 1688 1104553 1704853
® 15749 157449 1976827 197627 1502407 1502427

. M TSOMS  TeS2 69 69 649 6143
Vet () ' ¢a3g (37 shdeis® shosls” 5037 sogedd

M) 2908 w4 By I P12 1189
® 8928 BIB3 Bl 06107 9880 %157

L MDSI8BS SIS 5L S S0l 50508
BMGgin) o w502 047 @623 9109 6ALD 23

o MBS B2 M B3 ugwd 103
BMI (gfm) () %1422 261922 0708 215:07 80208 23:11"

M) 91640 %5241 905 %0 829438 8L0£10

Height {cm)

BF (%)

Vasio)  magonr g2 s 008 W82 B8I6
Hp @ 102289 o2g ms 93 9gses 9a0f
P (B %9245 B21 5123 BE UL PBdxl
WHouo (00900 0900 09 69 09:00 000

() 0900  09:00 0800 08:00 09:00 08:00

1) Values are mean * SE
Means with the different alphabets

and numbers in the same row are
significantly different at p < .05

by Duncan’ Multiple Range test.
2) BF: Body fat, LBM Lean body
mass, BMI : Body mass index, W/H
ratio : Waist/hip ratio

Table 3. Daily fats and cholesterol
intakes before and after 12-weeks of
MNT in Apo E3 hyperlipidemic patients
according to Sasang Constitutions
Tae-eum So-yang So-eum
Before Mo Befoe  Afte Before After

By O 0282 3361t 618 %6 R U586
® B needr 6T NS WL BT 3198

M) 258712 161860 713 07 187:10 19342
® 159229 12226 2480 1087 1554 109457

O ODB0T NTG WA B9 884 I52:dd
Vool @ g0iss 4046 B39 0S4 WISS 2021

(M) 2412079 1797=535 3020 93 21201960 2128:%50
® 30271 15746493 19822950 2432:003 2059:452 13742864

il f (g

Choleserol {mg)

Y Values are mean * SD

Means with the * in the same row
are significantly different at p < .05
by paired t-test.

Table 4. MAR before and after medical
nutrition therapy in Apo E3 genotype
according to

hyperlipidemic patients

Sasang Constitutions

Tae—eum So-yang So—eum

Before  After  Before  After  Before  After

WAR 091007 0940.06 0.010.03 08:0.07 0.810.09 0.040.07

1
) Values are mean+SE

? NAR = Nutrients intake of individual
nutrients/ Recommended quantity of
each nutrients

MAR = Sum of NAR for each nutrient/ n
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Table 5. Level of serum lipids before
and afterr MNT in Apo E3 genotyp
hyperlipidemic patients according to
Sasang Constitutions

Tae-eum So-yang So-eum
=19 4 6

Before After Before Atter  Before After

(ng(/;(ﬂ) 18631686 19751858 15681848 187.3£60.8 18351603 212241199

(mL?dI) 2561219 2214189 203139 24951150 24224288 2337iM3

&Dﬁ) 1468 464100 40105 S38EBE 412445 40443
&%&ﬁ JI3H3T NS5HT2 MAHIO JEHAD BIH21 2440
LDL-C

mg/d) 19631239 19614188 14104224 1583¢207 1583123 1472620
Hoznumgne 101436 79416 86H09  67H4  97HE 7948
(DU/HDL J7HB 3507 32409 30i04 34108 34103

Al 16109 44810 40H1 3THS 42009 43107

1) Values are mean * SE
P < 0.05 significantly different from
the value of before MNT
2) TC: total cholesterol
TG: triglyceride
VLI-C: very low density lipoprotein-cholesterol
LDL~C: low density lipoprotein—cholesterol
HDL-C: high density lipoprotein—cholesterol
AI=(TC-HDL-C)/HDL-C

0 ) w 10 o

Figure 1. Comparison of nutrients
intake with RDA for apo E3 genotype
hyperlipidemic patients according to
Sasang Constitutions before the MNT

TE: Tae-eum, SY: So-yang, SE:
So—eum

o = 0 0 (%)

Figure 2. Comparison of nutrients
intake with RDA for apo E3 genotype
hyperlipidemic patients according to
Sasang Constitutions after the MNT

TE: Tae—eum, SY: So-yang, SE:
So—eum
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