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Dose Response Relationship of Isoflavone Supplementation on Plasma Lipid Profiles and
Total Antioxidant Status in Perimenopausal and Postmenopausal Women
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ABSTRACT

There is growing evidence that soy isoflavones play beneficial role in the prevention of cardiovascular disease. However, current
data are not sufficient to determine the effective dose of isoflavone on improving plasma lipid profiles and total antioxidant capacity
in Korean menopausal women. In the present study, 24 perimenopausal and 23 postmenopausal women were divided into 3 groups
and were given soy isoflavone supplements of 100, 150, 200mg/day for 12wecks. Blood samples were taken before and after 6,
12weeks of soy isoflavone supplementation for analysis of total cholesterol, LDL cholesterol, HDL cholesterol, triglyceride and total
antioxidant status(TAS). In the perimenopausal women, serum total cholesterol level decreased significantly in all three groups after
12weeks of isoflavone supplementation{p < 0.05). However, serum LDL. cholesterol level significantly lowered only in 150 and
200mg groups, and serum triglyceride level decreased significantly in 200mg group(p < 0.05). In the postmenopausal women, the
150mg isoflavone supplementation group demonstrated significant effects on lowering serum total cholesterol, LDL cholesterol
levels and raising HDL cholestero] level after 12weeks of isoflavone supplementation(p < 0.05). Two hundred mg isoflavone
supplementation group had a significantly higher TAS than other groups in both perimenopausal and postmenopausal women.
(Korean J Nutrition 34(3) : 322~329, 2001)
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1. o7 QA M Qe Y8

o] BraAe)n 7d7] AbedE =71 e 454
o 4}e) 9|74 7] (FIHEL], perimenopause) 143 2443}
HA & 19 ol At 604 mvke] 373 F(postmeno-
pause) @4 23H& AT dYAZ AR AT B
A= #Z 27143} hormone replacement drugs. tamox—
ifen. steroid drugs. bone-active agents(calcitonin, na-
sal alendronate, didronel, calcitriol, NaF1, megace,
clonidine, fosamex)%-2| S&& B-&3h4] ¥%3, G¥L
o] Frol AFo] glon, ulFdRteln 55 8ol e
FH77)s} H77) el ez dct A7 dAREE A
o o mt FHAE7| #F Fo F PR Yr 4
wrh} o] AZEE (ST 100mg, 150mg, 200mg
e 2E)Ele 125 E9t o|AEE HFAE AF
308l HAFsl=S stom, HA At 47 65, 125 F
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Fukgton] AUAglg goldo] B3 wEA HEZ i
Ho] 19itt, 100mg™ 150mge] o)4%#te] FiE=ES
M&S TEo] A1 8319 eH, 200mge 100megs 22 43
e e gk

3.8y FH

ol ATt MF A HF 65 1 125 Fo] TEA E
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total antioxidant status®] zpo]& EMslr] ] 43
A, H4A 65, 127 F9) & Sz E, 44, HDLE
#4HE, LDLE#~HE T% % total antioxidant
status® xe]E paired t-testel] 23] p <0.055F0A
Fojds AFsAt

40 13

1. YUAY

%97 (perimenopausal)?] d419] HF FHL 4814
o], 4 WAL 43~51474A EFHUG. B A
7 AF e Z2} 159 0cm, 56.6kgolglon, Wi Az A
i 22.4kg/mPe = UElT T3 Wi 27 AHL 15,
3ol T, A 1.9 o2 FALE QI

7 F(postmenopause) @14 ¢] it AH L 53 44 0]
A3 HE Al AFE 22} 159.2cm 61.0kgelRe
o], Ha AAF A5 24.0kg/m eIt B 27 497
2 1494 ol He WA ARHL 49242 veht ole
Sung 70| & 98 HY A& ez q A7 2
Tt 47240} Eoket B3 HA F A7 4459
o)A, A3 2.04% 2.8 YERETHTable 1).

2. A EEIE M3 £F0 ¥Y Y NE fEC o8 2L

FH747] J49 FE, o]AZEE 100mgE HHE &
9 ¥H & FAHE FEE Y7 191 + 32.8mg/dINA
65 A4 ¥ 181 + 31.5mg/dIE, 123 48 ¥ 179 + 37.
dmg/di2 Z}7} FgF oz A8 cHp <0.05), o]&F
ZE 150meg2 4T LA 83 F ZUAHE 55
7t B 205 + 28 8mg/dlel A 65 43 F 176 & 24.5mg/
diz, 125 43 ¥ 165 + 16.Img/dl2 22}t §e]5oz
#adlger(p <0.05), LDL Ed2HE $:x= Hd

Table 1. Anthropometric measurements and matermal factors of sub-
jects

Perimenopausal Postmenopausal

women{n = 24) women{n = 23)
Agefyn) 481 + 2.48" 534 +4.01
Heighticm} 159.0 + 498 159.0 £ 4.24
Weighttkg) 56.6 + 4.98 61.0 + 7.51
BMitkg/m’)" 224 £1.70 240 +2.83
Age at menarch(yr) 153 +1.83 149 + 1.54
Age at menopause{yr) - 492 +414
Period of menopause(yr) - 445+ 324
No. of chitdren 195+ 0.78 2.04 £ 082

1) Values are mean + SD.
2) Body mass index = weightikg)height*{rm’)

117 + 18.4mg/dlol1A 65 M3 ¥ 90.6 + 25.2mg/d1Z,
125 44 F 78.7 + 4. Tmg/dlZ 22} foHoz A
stgchp <0.05). olAZTE 200mgs 43 F9 3
1257 A3 F 9% F 2YLAHE ¥ 5 ET 24+
45.1mg/dlel A 179 + 21 .3mg/diZ, triglyceride &=
%7 163 = 66.4mg/dIolA] 113 + 42.7mg/d12, LDL
HAHE S5 B 118 + 32 6mg/dlelA 92.8 + 19.
9meg/dIE 2z} el H o2 743 tH(p<0.05)(Table 2).

2482) FHF7] 4] F, olaZeHl 43 Ao ¥AY &
FYAEE FE7F 200mg/dlel e dAe] u)&-L 62.5%
ol 15 e|ek. o) aFelit 150mgs A ¢ 4% d
3 % SY2HE 57 97 217 + 13me/dldlA 65 4
3 F 182 + 23mg/dIZ, 125 HH ¥ 170 + 14mg/dI=
ztzt feldom #adlden, LDL Ed4HE B
HiF 123 + 1dmg/dINA 6% A3 F 92.0 + 28mg/d1=,
127 A3 % 780 + 1Tmg/d12 2 §oHo 2 7hrst
Hokp <0.05). o]AEFE 200mgg AT LolMe
127 43 ¥ 93 & ZU2HE 5571 HF 237+ 4
mg/diolA 187 + 22mg/dls, LDL 268 ¥E&=
" 129 + 35mg/dlolA 99.0 & 20mg/dl= 242} §23
o2 Z+2drkp <0.05). £§ A triglyceride %
= 7 206 = 3lmg/dIelM 67 HF F 128 = 53mg/dI=,
125 413 £ 111 + 51mg/dI2 Z}z} feld oz 7Aisd
THp <0.05). a2} ¥4 F FuU2HE9 527 5L
Aol o]AZFHE 100mes AHNS o ¥ A2
Elo]] f-2]7 ¢l WalE Ho)z} ¥tthTable 3).

A7 F 449 Ae 83 ) AF Ay o|xZeE
100mg¥ 200mgd HAE FolA 125 F & Sd2HE
¥} LDLEHU~HE sEv #3239, HDLEZA 2 HE
FEE F7RREE FEE Yoy BAHLE 93
ol aboliz glh 2y o] A ZER 150mes AT T
o] 3% 84 F ZY26E 5= BT 214 + 35.9mg/
dlolA 67 43 F 188 + 35.4mg/dIZ, 125 F 136 *
36.0mg/d12 zZtzt folAeg rasigoed(p <0.05),
LDL Za<eE89 3% 7 131 + 28 0mg/dlolA 65
A3 % 108 = 32.0mg/dl, 125 43 F 102 + 35.8mg/
dig z#z Feden 2adsckp <0.05). =3 HDL
Z2Y~H2 e 9T 622 £ 7.73mg/dilA 65 43
Z 61.1 £ 7.98mg/dl. 125 43 ¥ 63.6 = 8.66mg/di=
Jehdon 65 43 FdA 125 43 $9 F=dshi)
frejH e FhsklcHp < 0.05)(Table 4).

H7 F o4 238 5, o] AR 43 Mol dY F F
H2HE FE7F 200mg/dic] et edAlel Bjg-& 60.9%2
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147031t} o] F o]2EeHE 100mgS AF s wollA 125
% triglyceride’s=7 M7 117 £ T9mg/dleliA] 111 2 80
mg/d12 F9Heg 7ZHastHp <0.05). olAEE
150mge 4T TlMe ¥ F FeE2HE v=0F 3
& 239 + 28mg/dlolAd 65 AHH F 204 £+ 40mg/dI=,
125 A3 % 201 + 43mg/d12 7t} felAe g FAietg]
tHp <0.05). o|&ZeH 200mge AHE ¢& 127 F
A F Zy2dE $x7) HF 252 + 3Tmg/dlelA 233
+ 36mg/diz Fejdez Aok <0.05). ™ERA
A7 £ 94 5 2 Fe~dES Jehdle 25, o &F
Hoj ofg A e AM Byt B2 AoR Foldr
(Table 5).

o] A Zatio] AHAA ZBEo] A= Fof T A+
€ A3u9, 199599 K38 meta-analysis®] 37, ¥
747] AJel M phytoestrogene 5o Wil wel 5 &
ZY£AHE 5L 0.3~22%, LDL Fd2HEL 11.3~
12.9%. SAAE 10.5% F2A719, HDL S 2H%
PES 22% 771 Ao vehygeh Y =3 o|4Ee
EL 231 T o] A B EE A i Aol & U
ol Al FF38te] vl Ag3 Au ol aETAES T
W Ao) | A atherosclerotic plaqueZ} #el& o2 24
e BwaEedrh® LDL receptor 2 FHolA ol
B A3A 7= 48 A o]aEeHEo] LDL degra-
dationg F7H719, isotoped ol&sld H¥E A
LDL receptor®l radio-labeled LDL A%e] F7let= A
& HEg 4 ith ol2H ol AFETHEe] LDL recep-
tore] B4 F71A71E B Q&S Raso” ®
o+ op2} copper-mediated LDL oxidation®]Af 1. 2.5,
S5umol/] genisteing AHEe 83 #F71AHE 9, LDL
oxidation®] lag time Z7FAF 224 (p < 0.001) A3}

by B AL e 3R 34(3): 322~329, 2001/327

7} AAE g x, o] ¥ 2.5, 5umol/lgenisteing: F7F Al T
273 H)wEHS o, conjugated diene BAE 7HAAF|
= Rez vehh(Zz p <0.01, p <0.001), o] 4AFE
o] LDL 2l <Hgo| 4tatslo] Foise|] as)s A4S
x| ate] SuA Sy 2 A JE$E diehe 3l
oz BasHsn.”

Owen ¥%¢ #7 o4 3682 ¥ o2 placeboF(n
=12), 7hmg olAEtE AFH T (n = 13). 150mg ol4&F
g A# T (n = 12) 2.8 o] 37197t o] ehd g A
#AZ) F 33 Ad S 24 A3 F FeAHEH
ZAA, HDL 226 Fxde H3rt gddas.
LDL 220 FEv T%84ss H3e 5o A
H 2d g2 959 Aol= YAt HnIYrh
Nestel 9] A4, 80mgd olAETHE tablet&
55 Eet FHA7) A s F ANeA HH ANRE
o, 83 AAAeA FFQ) AE) AeS Hadte B
o o= UhE dats 2o FHC of& & Aol vlahA
ofiZehi e A Fe] Ha 7|{ke &7) WiEl Aoz A
290, 2y OF B oiF g g3 xds|dd
ek aoke e F43 etk Anderson E'9) dtellA
= 25~50mg?) t'F BAS AHEAE AL F Ful
HE 5= 3T 0.23mmol/l, LDL S A6Ze] S
M7 0.45mmol/l Zrstden. HDL SH2HE $ve
Assltkn B astsich

3. 9] AEZE M3 £Z°! Total antioxidnat status®fl 0|
Ne 3%

B oA gigale] ol AZ e 43 d 893 V) total an-

tioxidant status(TAS)E= FH747! o] Z$ FHd 1.37

mmol/18 vERton, #H74 F of4e] F2 1.46mmol/l

Table 6. Effect of isoflavone supplementation on total antioxidant status in Perimenopausal and postmenopausal women

Isoflavone supplementation

Total antioxidant statusimmol/f)

. Duration{weeks)

levels{img/day) Perimenopausal women(n = 24) Postmenopausal women(n = 23)

0 1.34 + 0.23" 1.48 £ 0.16
100mg 6 1.34 + 0.13 1.42 + 0.13
12 1.36 £ 0.12 142+ 013

0 140 +022 154+011
150mg 6 1.48 + 0.18 1.51 + 0.09
12 1.52+£ 019 1.54 £ 017
o 136 +013 136 + 0.16
200mg : 6 141 + 019 1.68 + 0.24*
12 - 1.50 + 0.05" 1.43 £ 0.161

1} Values are mean + SD.
*: Significantly different by paired t-test at p < 0.05(0 - 6wks)
t 1 Significantly different by paired t-test at p < 0.05(0 - 12wks)
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2 Jehdt o]4aZeEkE 100mgd 150mge AT Toi
Ae FHAZ S HA F A4 EFA 829 #skE
o] 47 7|1HE = ¥3kE o F7lske AHE e oy
FoH]) ApolE wolz| gfotrh e o|AZEHE 200mg
£ A3 @ FHA7 949 A9 12F Fo o o b
shFol frosoz FrREIEcHp <0.05). A7 3 A
A olaEE 100mg 150mgd AF 3 TolM 2
W #@isbsol Frksle AFS JEh oy o499 &
ol& KolA &ttt 1ehy oAb 200megs BF %
oM 659 12 Fol F Hof o) ghitdlzol #94
22 Z7RIEHp <0.05). utebd E9 o) ikl o
AP AF FEo w2} velH oz Folee Age Y
ERAtH(Table 6).

Miller %] RandoxAte] kitE AHE3ld total an-
tioxidant status® =AM A}, 380 3lelA 1.30~
1.77mmol/] plasma® Jebgtth, £ A7 A3, FH%7)
A3 #A £ A9 39 BT o] W9 el 3t to-
tal antioxidant statusi= 153 441, A9 F3
Azt ol ofsf ohg o lep2 el diyer g 4
T7} e ojof & e},

2 9

BT To%7] A4 2499 HAH £ o4 2388 o
Ao 3 o|2EHE 4 +FL 259100, 150, 200
mg/day) 127 B9 43N F 83 U A2 HE 3} to-
tal antioxidant statuso] v|A: 4%8S 2T,
ol &t HEAe s 4¥AHgy 22 #HA Ay
A9 oo v s HES BaA s dF
AE a9ty o-g3 g

1) #7371 Ao g3 F SaAHE ST o)2F
ZHE 100mg= 150mgs 43T oA 43 6579 127
Foll 25 frejdes gasglor(p <0.05), olxEet
£ 200mge A3 FAME 125 Fo £ Sd2bE ¥
=7 ooz zhadkivkp <0.05). 84 triglyceride
FEE olaZehE 200mge AT TAA 125 F 74
Aoz 7r4aslgoni(p <0.05), LDL d2HE ¥x9
745 3% 150mg¥ AT FL 657 Foll, 200mg® A
T 127 Fof fo3 248 Jehhuthp <0.05).
HDLEZdAHE 55 ZE A7 oA #2139 3o
g y.o)#| g}

2} 2499 FHZ7) A4 F. olAFeE AH A o
Z 2 AHE B2 200mg/dio] A<l v &2 62.5%9]

15% 0]}, o] AZ2HE 150mge HFHF TolM & 24
2HE 2 LDL SH2dEF27 65 39 125 o &
olHog ZHAEH.om(p <0.05), 200meg® HHA 79
A & FHAHE 9 LDL S AHES s 127 F
o, triglyceride X% 65 9 125 Fol folHo2 7}
23 tHp <0.05).

3) "7 F 4o} A%, elAEeHES 3ol 100meT
200mg¥ A3 5 oA F e 2HE3 LDLEAAHE
FEE BobAlE AEE Uehiia, HDLZH AHE2 &
ol e AE vl ot BAALE Fo3 £EL2 of
Ytk 2y olAZeHE 150med 4#F FolM EH
F FuauEe Fre 67 Fo 24 B4E Vel
Ackp <0.05). A triglyceridesx=% 100mg2 43
g oA 125 Fol| Aoz HA4EtgE on(p <0.05),
LDL 24HE FE9] 39 150mge 4HT A 65
9} 125 Folf Fedeg 24819 p <0.05). HDL &
g AHE 2 150mgs AFAT oA 1257 F {94
o2 Z7tsld ow(p <0.05), & 45 £o) 4% F718
T A8E Ao} #5913l Aol it

4) "7 Fo] o4 239 F, o|£FTE AH o] HA
ZF Z9268E 271 200meg/dlold?] H[&L 60.9%=
149goldvh. olxEeEE 3% 100mgd AAHT TolA
AF 125 F triglyceride’s ™7t ¥ e Zi4sdx
(p <0.05), 31F 150mg¥ AAT £ 65 ¥ 125
55 % ZeaHEr ot freld e ghisicip <0.05).
8¢ 200mgH o) AEHES 4T 79 A5 127 Fol
E ZHAHE 7t ey o A Atkp <0.05).

5) Total antioxidant status® 8- 200mg® 433
S AS FHA7 AL 125 F A7 F 9492 65 F9)
125 ¥ f-olF oz F7181vHp < 0.05).

olde] AFollA o] AFeta HHE H7A7 449 ¥
3 W ®d 3493} total antioxidnat statusol F3HS o
A AR vepyth gy olhEgE dF FES
37 A5 A A L Y W A & 2
dte] A Zio] HAel W& A HEFAHE oL
hzdl 85T Ao Alad,
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