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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
results are as follow; D The mean age of hyperlipidemic patients was 49.91+8.48 years. (@ The
discributions 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, total
cholesterol, and LDL-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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HEM apo E #Az ¥o|¥ g o]&stuxt
ate xo] AlEsm Y0P gy 3
A¥Z Bzt X8 A, apo E 342 934
I AAe o) B Az BAE o}z s}
A A Fe defoltt. @ E &
Az EHE 5 A7 AEsD YA
E4E Azl AR FIxFd A
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R 2ugle A7et & + Ut

Apo E #3421 tdAe B¥XE FA4AH
TAEE A8 dgez AHE Kim §°
o] dolM FArel 738 % apo E27} 4.8%.
apo E3%¥ 84.9%. apo E4x 10.3%9 ¥
XE Yedz, 3AEFHA vigME apo
E27} 6.3%, apo E3= 81.0%. apo E4+
12.7%2 Yeh} apo E37F 7HY & £X
£ At YAt 2 AFoMe 2 U
gt X YF x5 didoz APy &
Astd AAEL EF3I apo E FAx oF
A @2 AAe EXPFES ZARE F4,
71} BEX 8ol ¥ apo E3 nX¥F A}
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5o vlale 9ge BAFstazt At

e e wo

-6l -



- ARSHIE kX H153 H1Z 2003 -

al
x

HT LA

1. CHANXE 9 AE WY

2 dF7E 20013 3¥¥EH 7€704 K o
g AP YT AE FlA
¥y F Ze2HE sx7F 200mg/dl ©)%
olAY, FAAW ¥%E7t 200me/dl °]d<l
B2 didoz B dF oo Folg 339
€ ez 9ot 4L 12F Bt 2F
Aoz 28t kx FE(medical nutrition
therapy, MNT)& 4Al8lgict. MNT A3
Aol apo E genotype® AMZAIZQ EF,
AA AEF 2 g BHE 391D, 12 F9
MNT AAl Foll A A A3 Y 24
S Ayt

T

2. AKY HE BR

A K it hipddelA] AAEFA A
43tn Ae APIAHRAERF HAR(QSCC I:
Questionnaire for the Sasang Constitutional
Classification)2 Az E/FE dzpxoez
AAG F AMA A S AF FoAbst
HFH oz AU, AMFAEER HAe
F 1218%22 A% A3 2 48 2 5
of #g 1588% o A= ¥, A,
A&AA 59 10623de2 olFojxct A=A
EH L85 AP HARA] Aol <
20%. FoJrtet Ago] F 108 B2 F
30%°] 285U}

3. QfsiHerx|R(Medical nutrition therapy,

MNT)

AAZ AEAHFH 24 AFAE A=
125 B¢ o 25 Fez Aol duiY
HHo2 13 30-4584 AE JAIB¥AL
ArEAT. nAEF9 A4, AW 5o
dtEd &S A3 8 2y, 434
of A 2 EFH FE o|&3lq HAEAY.
AAL 47] W8S FAo=2 Ay A

o wet FHAel ZEE AL, oA ol
2E gL AHNES AL, 2L A

waH 2 BasHE 4AT oo
uge @2l mAYZ A aAA V] 2
st} meARTY, AERAL o fafo] 7t B

AoA AFe aB AVYE, HE4
E. AARS dF 28 ARG 4

Az 24 W] st zpAS] mZstE Tt

T K it ghojshi e Abge]staol A
2t AAEE $FY F 251 §29 ABA
FEAFEoR FRY olele ¥8S A
207 % % ‘95 TUYY AT B3
At Ag AHeM A BF AdHZol
0.1g o4 % 125%%¢] 4F& Ad4et
o L83l=2 ALY MAAY FAY Al
Zzte] AAol AP AFL HARF L A
ABe TR AGetA ge H4EFL A
A5 AHFE AFEE 18t oy
AAZ AR HEL o]8Y F U=E HRE
A= s,

4. M AS

tdate] A3 2 AF, oEe], s
g, d2Ed € EXEUE BoUA ¥ F
2He ol &stqd At A A F(body
mass index: BMI)= #F(kg)-g A& (m)
o] AlFoz F ;S AMESHEY. tidAte]
el 5 =d9 ¥lS(waist and hip
circumference ratio: WHR)Z 3l2] &8
g % d=2 uyd AEddn, AR
A=y 271 (PBF-202, Japan)& °|&3}
o 23 RE SAAE 28 HsA
Ha-E WU

5. AE MEZAl Y Y BN
2E dAAEOlA F2Hoz Yuael
AE AABE, JSGBARE AAE] A
FYL HAZS 24P SAstel 24412 3
Aoz NE 4AE AT 1AYE

£
Z
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NEAG A ANG D 2ABSE N F
SALE TUES g 909 442
2 HFAANEE ZAH R HzE A&
Hoz FEeATh. AAL FH/, A, 4
At TR A ET g '38 A& 24
BE o] &3t mhoteixlon, dFd A
A% 4F9 A4e AFHAVE ZAEES
olgete PRAAT olstdAR Fof o
T HHFE ZE didACA xS
A & £ FF 297 FL 1498
15')-25} 3%}7}_,] /g_r] M:r_,] 71? o o]q]oel_
do2 AF Zd(model), AFH, AF
T 52 AActEAM EdiF ¥39 A5

HE #dsidnt. 4AlU7]E CAN-pro
2H(FIYYR) T2aW} BTAE
#®

N \> rg

Lo
N

t2E o8l YU JFre A
2t

uc}tg o7 Wi
ol WMFHIA DNAE FZ3}d Tris
buffer(pH 8.0)9 &3A1Z] ¥ polymerase
chain reaction(PCR)2.2 ZZ&d?" Hha
I restriction enzyme®2 7kr¥s & %
apo E #4zte 4z AL B3Iy

I:} 22)

7. 43Sty 24

1) 8% A4 5% ¥4

oitd et AE M} 12F Fo| FE Ay
AM A 10ml F=E AH}des], EF
o g ¥AL Red ¥ Y £ Fdgx
HEH F4 AW AFEA7NE o|435lo

497 ®o 2 BMalgm, HDL-Zd 2|
£ AHAE o] &5l LDL-‘*]' VLDLE A
A F 4%0 HDLE a4'¥o2 84
slct. VLDL-Z# <6l £3% LDL-Z828%
Fridewald &4 LDL-C=TC- (HDL-C
+ (TG/5)] "& ol&3ld A&ttt T2
3lx14(Atherogenic index @ A& 'Al =
(TC - HDL-C) /HDL-C'9] 34& o]&3}
o JHEstdoh.

2) 8% ZTRAIAHQA EBA

dF TRAI2E B0 HPLCE ol 48l
ABDF (7-fluorobenzo-2-oxa-1,3-diazole-4-su
Ifo- namide)22 HFE3H(derivatization)
% ¥4 Z#H(Lichrosorb RP 18, 125mm
x 4.6 mm [.D)oll 43t 10ml/min %<
acetonitrilee] ¥&¥ 0.1mol/L potassium
dihydrogenphosphate buffer(pH 2.1)&
o] &3l o]FidlA ¥BHZ A (excitation
wavelength 385nm, emission wavelength
515nm) 2 @ &3t}

r

o]

rlo

8. SAIEY

BE 4% Z3:s  Statistic Analysis
System(SAS) FAl T23Yyg o] &3t H
@ (mean)®} EF 2zl (standard error:
SE)2 EAIBY. 2& aFWe 9t
28 A T foA HFNE paired
T-testE AlBn, Y 259 HAt] 79
A& general linear model(GLM) procedure
£ o]&3ld Duncan’s multiple range
test® ®lmst .
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1. CHAIKECQ] Uty 54

£ A7 A3t nx¥S ke 33Ho=
FA= 51.5%(173)9 32, A= 48.5%(16
H)9ct dxle] HE AP 47.8+6.24%
2, Azle] HE AFL 50.5+5. 74RO
42tel apo E #3z t¥Ade] EX = apo
E27} 6.1%(29%), apo E3v 78.8%(26
%), apo E4¥& 15.2%(5%)&2 Yelgti, A}
AAF BEXe €U Aoy, HSAL
60.6%(20%), 2dAS 21.2%(7%8), =&
Qle 18.2%(6%)=2 YeYH(Table 1).

Table 1
Apo Ex 8% A3 ZH2HES
sld H5 x|l AA FAAL fAd

283 A8 I Apo Ex Exjao)
3.4KDRl ©¥ Z&| Felol=2 {FAH 0O
A& Boled E2, E3, E4 Al 71A WY&
Az allele)7t &A%}t Utermann ¢
3} Zannis $4e AT 2AYZ @z
oAl apo E tt¥dAlel BEXE ZAIR Az
E2¢9} E47} mA|EF @Rl A B}
o] Bo] X3l Zog BIslyt) o &
Bo] ApoM HF AA wE7}t AP =2
A& HAASE apo E #32 439 B
¥E ZAE 3 apo E2v 10.1%. apo
E3& 78.7%. apo E4E 11.2%2 uehyt
o 3 nXEF #$xE e ¥ 3 F
®)o] AFeME apo E2%& 5.8%, apo E
3= 70.6%. apo E4v 23.5%9 ¥ E }
ettt ol9} 22 ZAaE apo E39 EXUL
AN 9@ nAYEF fAzllN 7MY Eon,
apo E 32 @44 g2} 832 5=
o ztelz} Yehmg zate] fAA uwj7 o)
AT /dslE X871 o) Foix oS AlAL
Cig=

Apgelstel e AF5HA Qe o stel

f AHAA 4% o vobrt 23

as a
o W@ s Aol F 3w AY P 3%
=

Z(HAS) o da ztolrt ULL =dkm Y
o) ole o]u] 7 IS £ FHIHAE
o 2t AAzke] B3 stetelr] 93 A7E
AWEE, HEle diez g 3 5P
Aol e gk gatel 81.2%7F BleAA,
15.8%7F 28MA. 3%7t 23HA22 @L
A Aol A wgt @zjeld 71 wolon
ALH Aol BRu|vin sxju|gle] B9t
o} AAAEC WL AARES dies
g o] 589 APl HTIo] BeHA
56.1%, 2&AA 29.6%, ~%¢A2 14.3%
2 gedd, A, 294 oz @
otch. Bl AN vTEs} ¥E ZA
Tt 2 v 2ZY2HE v A2
Zol] xol7} glE ReozZ BadYdy = S
Do umsate] MAR B0 Wi BAL
ANESFYEY. AR Z vl glojM=
AAo] BAQll TAES WA HTI} £t
on, BeAAF AFHA vTile A L)
£ 3300 vla) % 2e28 237 LDL-C
27t B aAEE gt gt 23
FAEL ez & 4 59 o dFaMe
ejoka Aol 0%, El-2AHol 63.0%, A2%A
Aol 26.2%. aLA Aol 10.8%2 Yeh}
Ag wpet MF 2L Fo] t2A Yehd
< ¢ F A

S d7EY HnE & ¥ o B QFo)
ME AR AR BE Jido] ZolsAEY
o JlAE RHely AL diez @ vz
A7se AR gSH Aol o Bo] U}
g o|Re B3Atel 1AE A2 o] g
29 AY 540 ‘MwEoZ 2} g
2o usle] gt AYoleles A B
Ao} 4zt of B A77 AL tigoz
g Zo] ozt nXPE S Yoz 5
A7) o golet Algdc,
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2. MAIAHH

Apo E3 B}l nAEF #zate] A A
A3 Table 29 2tk @x19] B¢ AF,
AR, Az s Ed/ERE v EollA
€ A w& zpolrt FarsE]x] ggront A
AZAF(BMDE #Ha20] 25.9:1.1kg/m?,
A9R10] 24.2 kg/m, 481 21.8+0.9kg/m?,
ol Edl= Bigle] 101.1+2.9cm, 2%
°] 99.3cm, AS¢0] 92.2+2 4cmE S
Qo] AZA8} FA YeRgtHP(.05). MNT
o o3t AAAZS wizhe 2E TolAM T
A Rt}

Table 2

FH, gzle] A AF, ARG, A2 x|
F, slg g8 oA AAo| mE o]z} FE
A}, AFL elS2Uo] 61.4:3.8kg, 2%
o] 56.4%4.Tkg, A&%lo] 52.0+3.7kgo 2
308 450 F 249 2ozt e,
A BSA0] 33.9:2.8%, AURlo]
28.1£2.1%, £8%10] 29.8:3.0%2 e}l
7 E3t1, 3elEdle el3]le] 89.9+3.1cm,
A%o| 79.2+4 8cm, £&<0°] 80.8+2.8cm
2 H23AoA 7 =% MNT AA A
I Zo] W3lE AEEYE AR A Fo]
56.4+1.5kgol 54.0+1 5kgo2 7HAE B,
BMIE 22.7+0.8kg/m’ellq 21.5+0.7Tkg/m’Z
ZASIATH(.05). El-321at 28R10 /= MNT
ARl A Fo] MA A& #3zlrt Taty )
R3iet,

3. A MH Ael

Apo E3 Bl nx|dF #zte] MNT A3
o dU4 HHE =Y 4L RS
H|wélq % RDAE At&sigien, dae 1
AEF &4 AFS gz Aud 29
< 71Foz HAES Fikd 18 19| A4

A (Figure 1). MNTS AA] Aol ¥
F A3e B30 IAFY 122.6:23.9%.
2% e 126.9:10.7%, 28L& 116.3+
25.2%% A3l 2E oM BFFEG B
o] A#stn AUk ey YA, Zg,
AE, e A, HER B, HEY B9 A
A dHsH L28UdAM B HdFsn
Ae Aoz JEiym, A¥AdMe ZF,
HlElRl A A7t 2EG Aoz vehsith

Figure 1

MNT 4AA] o] FIF AHFE =H-31%00]
AT 98.1:12.3%, 4A%Qlo] 104.3:
13.6%, 28<%lo] 94.7+13.1%2 9
of 2tA NAEHANFigure 2). FHFL A
I3t ggiolr MNT AHA] Aol FEZ3HA
A= G477 MNT AAE Zo /R8d
AL BB "M es LF, HE, v
el A9l AFH7t AR T, AYAoME
HElRl A9] A7t A= en, &8
Ae aid, veRl A9 A7 AU

Figure 2

AG AFHAE 94T dFAL, AE9
28 &, AXAE dF, 73HA A3y
52 MNT #HFolAM m&e Az xubde]
Aol eB2AaA 50.2 g/dayolix 37.3
g/dayo.2 Za3l¥z, $8A4 AW A3
%= 22.5 g/daydlA 16.1 g/day2 722313
o} olet 2L AL Ity BE, 2%
ME BREEHAoY £3AMe AF A3
g, TEA A A3zt Jehdx @t
UTable 3). =3 ZY2HE = fAHE
Fge vdedlo] Gxie Ae, HeAdn A
UolM= MNT 44 & ZH4AE Bioy &
oM e ¥yt BREHA sk,
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Table 3

IEH . MNT AAl F digdzte] dajAl 4
F A3 Heg Lol Az AlF &4 U
713 2 Z 2 gol B 24# g
A, 22 7 3oy JAHE 249
A#H vNixe #Zasigdey sixzr], Zw9d
Z2e Aol B &4, #7], 22, £, of
ol2Ay, ditht SE9 BE @ 34,
H7 &4o A3 vxdre wWslrl s
A &kt

Apo E3 ElY] A F &xlo|A] A4 A}
o] ArEl AL Hrskrl sk 1070(8
g oA T HE A4 vER A,
Bi. B2, C. niacin)9 ¥daol Wi NAR
(d2te] 19 A AHB/ER Fd4ad
AAFE, 1€ Hu FIR=Z 4Pt 1] d
T Afol= 12 F) @S Hag Jer 3
A2 ¥) & (Mean adequacy ratio, MAR) &
AHE ZA3= Table 49 2. MNT AA
Aol 8599 MARe] 0.9:0.07, 2%
< 0.9+0.03, £SUe 0.8+0.09°]% 2w,
MNT dA| &= g3<e] 0.9:0.06, &Y<
o] 0.9+0.07, &3<l°] 0.9+0.07% |24
Doll ot FFh AFH AwkAQ FHol {A]
At

Table 4

4. 85 & s

Apo E3 H{l :AEF #AollA Ao
& MNT Az F9 ¥F A3 F=x
Table 49} 2t MNT A4l A ¥y FA4x|
e T H390] 186.3:68.6mg/dl, &
&0l 156.8+84 .8mg/dl, £5<U°] 185.5¢
60.3mg/dl°lY 1, 2 2HE = HS
Qlo] 235.6+21.9mg/dl, 4£%4R1o] 249.5+
15.0mg/dl, £2<0] 233.7+29.3mg/dl2
2 A AFAZr zlelzt gk, ¥4 LDL-,

HDL-, VLDL-Z#2HZ 3IZAAHIY
Exd T Al AAZ o]z} ANt =3
MNT 44 %9] &% 2g 23 FRoME
A Azre] ajole AR 4okt

A, MNT 42| Az} Fof wislE Ay
o e &QolA HDL-ZAHEo] 43.1t
6.8mg/dlolX 46.4:9 Omg/dle2 #A
o2 ZUklNn, ERA2HSQ 27 10,1
3.6umol/LolA 7.9+1 .8umol/L2 43I
tHp <.05). 2¥AM = HDL-Z& 28 E
o] 47.0+10.5mg/dloA4 53.8+8.8mg/d1=
fegoz Frhstg oyt 1 9 AAFElA
= d37l ik @9 2S A= e MNT
AAl 3 83 AA sz ¥zl BEHA
&ttt

Table 5

AP Fo] FEE v HAF UAAERA
Aol Mg Qo Auhitse B30l A
HAxln Qe driEzsAl/gdEx
3R uA Z 3R HP/M/S) Y Hl&e 1:1:
Axrt HGsta P/S H]&o| wolx|H ¥
ZY2HE Tx7 FasE Aoz 49
Atk 3 Yuinoz A WE ¥F 2
2HE FE& 37712, drHEEEsApAE
L g5 FEH2HE FIZE M
32339 gy ysiAuile LDL-Zg 2 E
=52 7AA7|1A HDL-Z82HE %
e 93 XA ge Aoz LA U
g olgg ATyt AV AEHER

—

2 of

A P/S Hl&o] B, 42U, 23
ol MNT 4Al & Frlstdovd 5
d2HE Tode #FYAQA ®HIE Hojx
312 3

TA¥EF IS ez st MNTY &
g BEe g eSO g g B
AFd M= MNTS =71 34 #2=zR @
et oly & AP FA} ddAELE 5
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2 A z2Ee A4 A4E & YA
o AAAE 43 Hde Fgstede ol
go] AW oz AlgEc} 3 79 o
FoME AY A A3t z xRl
A zephy S dAste e @ 2
7 HAAe] FHAN AFAE AAY. 18
U, 2 dAFdME Qe oAl d3Fe A
watn Fold £43 AAld g 2&e
stgon, Ao B nAYZ FaSo
A B} ok} el BT AY K S
re 2 227} AUA Y S wey &
Zre o Ao Aaigo] HAA
2 BA7E A= &%S Ao A€

AgHog AMFAAd Ze MNT A2
Al dael 47 AdgAR, FFa)
A st U dFre] 43 AHE AN
o9, Aale Ax & gAY AE
A3 Htde 9FE FA Rild 5 A3
5ol 2 W3le gmax Ry oe
gate] A g3 Qeokao] MAAH o2 EA
2] grob A Ax 9L wpa 2

2og Alg¥c)

T

o % n
o rf

ot
24

2

T 1AYF FAE W22 apo
12} dEAdell wE AR $XY
IHE T apo E3 Bl nA¥EF &z}
AM APFA A WE oY X887t F
A Fxo A 4TS Rt

(1) & a7 A nAYF S} 333
o2 dzte] HF AL 47.846. 2491,
ozie] Hit dHL 50.5+5. 7414t Apo
E #4dx 9Y¥Ae ¥FE apo E2&
6.1%(2%), apo E3= 78.8%(26%), apo
Ede 15.2%(5%)g 1, AMIAAe] EI¥:s
Bl gle] 0%(08), Ef-5<1°] 60.6%(20%),
2ol 21.2%(79). &3UAe] 18.2%(6

2 R

A}

E

tlo 4 e
X

9)Act,

(2) AlH AZ Af}e apo E3 EHY 1A
8% @2 F 9 A AR AF A
A4 A4 TBW, BMI, 3dEd, 949
o2, Felgdl/IHolEd HE ZFolA
MNT Al Az Fo wizlzt vGehtx] ek
th. oAze] ALE 2ldM AF BMIZE
MNT A3 ¥lwdte Fof {2 Harzt
ANZ, B3} 22U = MNT 4A
Azt Fof Wizlr} vhehta] gt

(3) Y% Az Bee Exo 2 HS
Aol HFZF A, TEA A, HEA A
B {4, vER By, HE B, niacind
AFH7E ooz FAddn LdAAXE
AF e ¥t gden, A5ddMeE <
of 7t fefHdoz ZvkslAY. Az A
& B3 ZE, A9 At foHe=
718t ., AGAT A e AHFY
ko s Beed=

MNT AAl 3 3o dda 45 e
FEFo] A o] Apdao BAsiA N
53, MNT %o "3 e Zs, A
. v Al A/ AdEAeH, A5
M @A vgl A9l AFH7E AAEHA
o} ’

AAL AHute] A2 g SQA, A%, AT
BT & fAEA o AFE A3 -
ZARE Al Ze2H S0 B 24, A1
7], X2 5 S5, 934, HU 249
AF WixzoA Hsl7L BEEA] Yttt

(4) 85 A3 sz €Hi:s g@SAdA
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Table 1. Distribution of Sasang constitutions
according to apo E polymorphisms

Apo E2 Apo E3  Apo E4 Total
(n=2)  (@=20) (n=)) (N=33)
Tae-eum
(n=20) 30() 485(16) 91 (%) 606 (20)
So-yang
(n=7) 30 121 9 612 212 (1)
So-eum
(n=6) 000 182 (& 00O 182 (6)
Toral 612 78826 152(5) 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 Soeum
Before After  Before  After  Before  After

) 00 10157 110636 168 1688 10453 1104853
Hoght @) &' 153049 153749 1916227 116220 I0252] 150227
A MOTS0MS M2 B9 69 6489 6143
Vet k) 0 6438 (0347 sedels® A0S 20537 0GR
002928 ;4 B9 RI 91 119
® B8 BI3Y Bl 76007 98830 %137
o MOSIEBS  SIB2 SUL SI3 N8:18 50508
BMOem)  § 502 de] Q623 9109 M2 3203
M B9l Bsa? w2 B3 usa8 N3

BOGg) o %20 i 208 50’ BoAs Dyl
GOIL6HO S 95 W K938 810:10
O HIBL §12:42 9248 028 80828 18716
p () 102239 o9 1o B3¢ 95043 gand
B 92145 W41 5123 G620 $331 Ba:A)
(00900 0900 09 09 0900 0900
@ 09500  09:00 08:00 0800 09:00 08:00

BF (%)

Waist (am)

WH rao

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¢um So-yang So-eum
Before After Before Afer Before After

Rl (30 502:82" N3B1E 618 86 622 U586
® 329847 31657 3415 05:101 B9:RT 319:718

0 25812 1611600 05 107 182:10 19342
B 159:29  1B2:26  124:80  N0:37 1554 109557

COREET N6 M 159 8B4 152edd
Ve d Q0 jgoi3 8046 B39 2054 IS8 210l

M 241919 1193:535 3020 M3 220960 2128:50
ng (B 1430:70 1574:493 1982330 2432:93 239:49) 1374:864

il B (g

Choeserd

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
hyperlipidemic patients according to
Sasang Constitutions

Tae—eum So-yang So-eum

Before  After  Before  After  Before  After

WA 0910077 091006 091003 0910.07 0810.08 09H.07

Y Values are meantSE

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

MAR = Sum of NAR for each nutrient/ n

2)
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Table 5. Level of serum lipids before
and after MNT in Apo E3 genotyp
hyperlipidemic patients
Sasang Constitutions

according to

Tag-eum So-yang So-eum
=19 4 13

Before After Befoe  After  Before After

( mﬁm) TSI ITSHSE (81B8 1813408 1SRN 212241198
(mtjd) ZSEI9 WIHRY ZDIBI J0SHS) 20488 BTA3
(’%f) Q168 A0 O0H0S SEBE G245 H0H3
‘(’}n%('f) WD WSHI2 AMNO FSHA0 BN Q4N
(%g) 1534209 151488 10424 193A7 183 102420
m“ 01436 7948 BEH9 64 9THE T84
DUDL  37H8 3SH7 3209 3004 34108 2403

A 46109  44h10  40H11 37H0S 42808 43107

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