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[ABSTRACT] Aim To observe the therapeutic effect of soybean isoflavones ( SI) on the expression of peroxisane
proliferator activated receptor @ ( PPARa), nuclear factorkappa B(NF-XB), vascular cell adhesion molecule-1( VCAM -
1), and mvestigate its mechanism of antratherosclerosis i metabolic syndran e rats M ethods Sixty male SD rats
were randan ly divided into nomaldiet group (n= 10) and high-fat diet group (n= 50) to induce m etabolic syndran e m od-
el  Rats m high-fat diet group were fed w ith hich-1pid hich-salt high-sugar food for 20 weeks A fier 20 weeks 37 met
abolic syndram e rats were got successfully and then these 37 metabolic syndran e rats were randan ly divided nto model
group(n=9), fenofbrate-treated group(n= 8), low dose (90mg/kg) Sl-treated group (n= 10) and high dose (360mg/
kg) Sl-treated group(n= 10).  Blod lipid levelwasmeasured after 4 weeks and mRNA level of PPARa of rat liverwas
detem ned using fluorescent quantitative PCR (FQ-PCR).  The expressions of NF-KB and VCAM -1 of rat aorta w ere ob-
served by mm unoh istochem istry Results In high dose SI-tream ent group the low density lipoprotein cholesterol
(LDLC), triglyceride (TG) and total cholesterol (TC) levels were significantly lower than those in model group(P < Q
01), while the expression of PPARa was increased cam pared w ith m odel group The expressions of NF-KB and VCAM -

1 mmodel group were hicher than those n control group Cam pared w ith model group high-dose ST decreased the ex-
pressions of NF-KB and VCAM -1 on the rat aorta Conclusion  SI can regulate the blood lipid level in metabolic
syndram e ral reduce the level of atherosclerosis factor and can effectively stop the fomation of atherosclerosis Its

m echanisn may be associated w ith up-regu lating the expression of PPARa mRNA by SI

[WiSHE |  2008-09-22 [fEE HH | 2008-11-26

(E4£WE | EROAMEEESEIHE (LBH-205229)

(EE®A | X, WL, B0, W05 A S0, BF 5805 150 2 o 16 € 485 4 W A, 0 0 36 9 AR U 4 A 00 o e 2 25 00 05 11 U G T ik
7. 2588, WLAFFCE, Emailly cindyleeleon@ yahoa cne XI=F, H-LHF 54



CN 43-1262 /R F[H Bk & 200828 1655 121 929

KEAT R 05T L B s Ba e B K & 7 3
fiil ( soybean isoflavones ST) B Pt 2l ik 3 £ i 40 A
F, A2 o6 2 %2 SIXF AR 28 & 1F (m etabolic
syndrom ¢ M S) K BRI DA &% 32 3l ik #% Kl F ¥B ( nu-
clear factor kappa B, NF-KB)\IGI%?HJB@*ﬁ ft 47 1
( vascular cell adhesion molecule-1, VCAM -1) {13 i&
AU i S8 A Ak 3G BE 1) 0% B 2 A& a ( peroxisame
proliferaor-activated receptor a, PPARa) mRNA 1A
VRS, BAERTFT SRS A 4% G ik K BRI g
K K B BB AL AR DG PR 1 B R MR, MR R D) SRR
SR A RS B K BR Bt 3 Ik 5 AR B Ak FH 1 RT BE AL
il o

| RSk

L1 BRSNS

SIHE BRIESGERERE AR,
PPARaBER EHE N EWE FARGLAFRA
g (100 mg/F, #5 071201). % % <& PCRiXF|
& VHEE G MK PPARa S| #f1 % GAPDH #
JHEREEEMBAFRAF . 84 W60
RAEMEEBAE —hFEyH &HRLE.
VCAM -1iX A & W B R X 2 & F A F (#t
5% BAO406); % H F KBiRA & W E KX # -4
EYIERAF] (F5 A SC-8008). % 4h4-ok k¢ & it
(BA5#Z, £ UV-2550); HPIAS-1000 & [& % ¥
&2 B BB AT (L),
L2 KEEEERBRERENESL RPN E

ERMEME THAK SDAK 607 [JFH ™R X &
B sh o % BT R B (sexk P 2003-2003) ]3E 7 1B
FIBAR BN HEERESE (WEBEILIFTEY
AFEZBHYFEO)VAE (n= 10)E S L EHEE
B(EAREAR SV, BH 1%, EE 1%, &%
0%, &3 %% ~ 0, EE®E 2% )4 (n= 50), X K
NEER, AES R A, BRBEXK, T8 18
~26C, EHRHBRR, MEBA BE 500 %
HAARE AANAE . DE.ZHE DB (HEX
), & SE =R T R# K L, XA &9 k¥
EMmAE. R 208G TEEAAAREERE
FEWMHE 1R, 2 1R, i SREAXNEYA (n
= 8); 5B’ 20054 E Fr g & m Bk B ( DF) WA B9 A
KRG AMELWITE, IFEEF CHIEM, FFR Y
FEMBRZELEZTT ERER T . H0E KN
BXEREOMEH B B ESEFHIE, A
EARBMEATEEAAR, slemh e BRE X

BOH 10 AR BIARET A Ik, 3L 3R, BAE K
NE 1% . B L TR REEAEHEE X REA
A ABERYE (n=9).®mH & SIH (n=10). K5 =
SIZ4 (n= 10)F e WAF4 (n= 8).
L3 LD

HEHLEF 9B 10mL/kgWEEHEE 474,
WU F 48 U 28 mg/ (kg d), Bl & SI4
FEFE SIE 4R % T 360F 90 mg/(kge d)SI
A AL 28 o vt B AE VAR AR R AR AR g Z T K
L 4 BU#t

Fheth 4K, 4 12h)E, Q 200 LR 1
ml, kg B FEE At AR BE. T FE % fkck i, s BP 3 000
rmnB 15min 2% mE, - 20CKF, &#
FEAS M BAFREA S, R FTHAT, MENE T -
80°CUk 48 & 45 # PPARa mRNA; FUH0 £ 5 ik T B 44
3an L EVA 100 FEERE E, &M AR HRMAF K
A

H o

L 5 RHNEE PCRIEWNATEE S WA EEYH
FERBISZR o mRNA RIX

K F Trizoli 4 48 A BT BE & RNA, RT-PCR K
B4R TaK aR aRNAPCRk it# B # 1T . PPARa 3|4
F# A 5 CTGACATTTGTGACTGGTCAAGCTC-3”,
T# A 5 -TTTCCAGGTCATCTGCTTCAAGTG-3’, 7=
MiA/NH 492 bp. 20 ML # K R # ju A\ RNA 1
Wo, %44 % K E L (DU640) Ml & RNA & 0 45
. WHE GAPDH 5|4 L3 % 5> -GACAACTTTG-
GCATCGTGGA-3’, T # 4 5° -ATGCAGGGATGAT-
GTTCTGG-3’, =41 A /N A 230 bp. PCR R AL %K A
POW ER SYBR GREEN PCR@ MASTER M KX i& 7,
ERHEE PCRUL (X ABIAF, &5 ABI7300)
F 34T PCR R . £ Sequence Detection softvare
version L 2 3 3 (Applied Biosysteans 2 8 ) 2 #7
PCR B & A AR CtfH.
L 6 MmAS/KFANZE

KA & EE S S AW E LT LR
FE M7 H i B (riglyceride TG) B X E & G
# B (high density lipoprotein cholestero] HDLC). 1k
X Fg & & BB E B ( lw density lipoprotein cholester
o] LDLC)F2 & JE & B ( total cholestero) TC) 4 &, #
77 i 3% RO A & Ut B 2 AT .
L7 SRELLZFEMNEENKZETF KBFM
BB F 1RIK

KERFWESREB A EH ZE S @E
B, RAEEAE L B EENAS R (BR)TK S
Um B, # THM A L, BE 60OCEEEAFHEH 12h
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R, XA KA E R B, HAE
BREAERE FARAEH MHEHH, RENE.
T E AL G A A DO 2 FEE P A BROE B E
BRI AFHER 4~ 6B EAEITETHE.
L 8 ZitFEIE

BER v Rk R, HARZRWEEZHERE R
FIEX ik, AR ZRNEZFELREA T £
AT, A % Gt KA Pearson’ st % B T 447, KA
SPSS 13 0%K 4L #4745

2 g R

2 1 FHEKXRMAEKFE

xR L, a7 AT SRR KR TG TC &
LDLC 7K °F 35 B & F+ &, HDLC /K -FREAK (P <
Q 01), #7240 K BR A7 A8 BH 2 1) 1M IS 35 L5 =i 77
& S KRIAITE TG, TCF1 LDLC /KT He ik yr
HIFF& (P < Q 058% Q 01), 5174 bL 75 8 2 BRI
(P< Q 01), {2 HDLC /K~FAR W &4 (P> Q
05); 697 JE IR &E SIZH KR TC/KFBEMKTIRIT
HI (P< Q 05), HEARAR THAA (P < Q 05), HAh
ST AT L B R AR Ak VR 9T S R DURRALR
B TG A TC/AKFLLIBITRIA R T (P< Q 01), 5
R ZHAH EL R B 25 B A (P < Q 01), LDLC /K FE T
Pea s, HDLC/KFBA BT B, (B E R TGt %
BEY (P>Q05% 1),

F L SHARAKTAIFMAEKFE (mmol/L)

sy 4R TG TC HDLC LDLC
TR A

YRIT T 098t0 12 2563028 Q603011 Q643009

BIT R 0 9410 13 2681029 062F006 Q65+ 11
ek

YRTTHT L1930 122 32240 27° Q490 08* @ 80*a 12°

RIT IR L1930 13*  328+a 320 a48*a 09* @ 82Fa 11°
7 SIA

YRIT T L19ta16 3183035 @50%005 0 80Fa 11

RIT A 1L 0710 12°¢ 2 84+a 34 Q522005 a 713a 13«
& S

YRIT T L 19%a 15 3191034 050*008 813012

RIT A L1430 08 299+0 53" @s51F+ao08 Q7730 11
JEi5 TR

YRIT T L 20 %0 13 3333029 049F007 Q80 *a 1l

RIT R L0030 17¢¢ 2 92+a 31 Q543008 0743005

al P< Q0L S5xBBALLLES bR P<Q 05 N P< Q0L SERAHE; dly
P< Q03 el P< Q0L 5AR4E)THTELE .

22 KEAFEISAAHEENBERZE a mR-
NA B93RIE

FAHKBATHEF PPARa mRNA ik, 1R 45 fb
fRMiZefS  CHE; H A THX E'EREFITE (B
1), SXHRA ZREEN 2= 1) ik, BRI
SHEBEIEE R XM (P < Q 01); SHEMALE,
R ST V4520 PPARa mRNA A%} € &
REFETIE (P<Q01), HEHE S5 EHEN
PR ERLREME (P> 0 03K 2).

* 2 BEARIENFEEMHERZE o mRNA WENEERIE

ZENE B
5 M n GAPDH CUH PPAR CUA ACt -
A ACt x T

Xt HE 2R 4 19 603 +0 213 25 003 +0 221 5 400 X0 296

AL 4 19 745 £0 156 28 155 0 142 { 410 X0 104 3 010 X0 249 & 403 1. 193°
FE SIH 4 19 480 *a 225 26 073 X0 877 6 593 X1 120 L 193 £1 090 2 793 £1. 867"
fFIE Sid 4 19 560 Q 153 27 610 X0 192 8 050 XQ 144 2 585 %Q 215 5 981 Xq 887"
| Srap | 4 19 410 X0 101 26 210 X0 962 6 800 £1. 014 1. 400 0 998 3 130 £1 963"

al P< Q0L 5XALLE; by P<Q 0L SEBALLE.

2 3 KREMKZETF BRMEMAEIEM ST 1
HIFRIX

o HEZH KRR I BE A /D B AL R T KB BH R IA
Y, SR A 2 B AN IA ) (B A BRI 47, B
SR I M A% K B R AT LK B R T KB BHPE R
I5; MEFIE S M BN T KB RHMERIA40
TV BH S /b v DUARR 2H KRR 3 30 ik 9 i e] oK i
ABIEIHIZ R 7 KB P R PR, PR WL

AR R E ST K R E sh k7R v WK & 4% B 7
KB BH 1t ZR %, {H P fE 48 AE 2 E LU AR DU AR 4 o B 5
(B 2). X I 4H KRR 3 Bk & L 2 38K 2> 0L E)
VCAM -1 FHMEJTAR ¥ Rk, 155284 40 K BRL 2 ik P JE A
e VCAM -1 S e PTAR P be o R ZH B R 3 %) R 8
PR el s 1 - 1 o I I - A R
VCAM -1 e B PTARMIRIL, WIRSE AL B =7 & ST
41 VCAM -1 42 1T AR e AR 7Y 20 B S5 9k 2, T Bl 6
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Po BB A i DUARR 2 K BR 2 sh ik Y B2 B ST L4
o & L AT L KBV CAM -1 48 o SR M ST AR R ik, {5
PAEL R DL BE 2 3 A ST STEL KR 8k VCAM -
LR DRI R IA 1 i f Y IS8 A2 155 4 5 3F o DL
AL (B 2),

B K B E B kA% B+ KB Al VCAM -1 )&
EEREEFETHIEA (P <0 01); ®mAE SIHMK
A& SIH KR ES KL FE 7 KBF VCAM -1 {)5Ri%
R EERK (P < 01), HEfE SI4H
HIEERTIRFIE SI4L (P < Q 01); 363 DU 4%
K7 KB A VCAM -1 )R IEKFHEFIE SIZHA Y

2 RARAUFEEMNARENKZETF B(LE )MME MR F 1(TE)RIE (% 200)

BRI TR SIH VRFIE SIHAIETE URRH

x 3 AR EKKEFT BAMMEMRBIH D F 189RIE

5 H n % T XB VCAM -1

Xt R4 8 Q 078 0 027 Q 088 10 026
FEAYZH 9 L 036 *a 230" Q 945 +q 193°
mE SId 10 Q 2530 088" @ 279 +q 075"
fEFE S 10 Q 637 10 218" Q 578 X0 100
A DURR A 8 Q 475 *a 102" Q 436 Xa 141"

afyP< Q0L SXTHZLL; bR P<Q 0L SHAMAL; cHP<Q Ol
E{th& Sk,

2 4 #ZBEF xB5MEMBEILHMI S F 19X M
KEFBIK VCAM -1 K&K F 5% FF KkBIK
FEEMK (r=Q0 847 P< 0 01),

3 7 ig
KT SR (ST) & $L B R M 22, 4R ok

(P>0Q 05% 3).

L RREEAFEEHERZE o mRNA BRARHZE

M B A 53 0 9 3

S R e PRAFE FUAE 52, STRE W% 75 128 il L8 | 2508 ik
By ZARYU B MG S W B PN B2 T e DAL B v st ik ks A
BEAL 1 2 O TR A A T3 IR 3R A
LA MERF AT AR, BERT ST
LR A LA TR K B 3 K ot o A58 A A 5% PR 1 R 55 i B R
TE ML, FHIRANBFF PPAR a 55 2 Bk FEREAL 1) ¢
2, N SIFHG Al 4 A L3R fE S IRk 4 .

ZeJLE) PPAR 1R I8 42 &2 PPAR i i 2% 0%
Ja, SMHEIR XA (retinoid X receptor RXR ),
AR R, 50T HHZE R 3 7 X #) PPAR &
M. JG £ ( peroxisame proliferator response elanents
PPRE) 45 & 1M R ¥ e s A . s it s 3k
W1, SIFIRES 5 5 g oA U 3h /Y 5 o 3 s A
T, T AR R i B DR R A T 2 5 IR iR
', CAMRAKTH) HDL 5 57K F#9 LDL & 3l ik
SREREAL I fE I R 3R . A SEIG WS 3, mif & SIN
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AR LA AE AR T K B A I g 7K 7 B B B B Ak
H, FIRAREZEEAEREAK R AFIE PPARa mRNA 1)
Rk, HAEVE DU BUAS AR AL B 208z, PRtk o] DAHE N,
STH] B2 75 A5 5T A W 18 2% w43 3 3 AT 25 1) £
I T S 2 T g VR A

ZR RN 0, SRS KRR &
ORI R AR R . N IR AMUE B RK
FEREAL J et O AR B AR BN A, 1T EL7E 0% I K
RS EERLEENIEM. VCAM -1EF) ki
FERE A3 8 ke B B4R ), AR 9 9 R 4l B s 1
EEREZ P — s KRR A R AT i O % A
T KBIRFERE I 77 R, 40 LDL AR 3 P9 Bz 4 g
IH T KB #OE K VCAM -1 fI 3R 1K, J5 3 2 Bk 3 i
AR A R, R 7 KB BSOS B R 2 3
ik RERBAL LA ZNHLA] . PPARa FIEZIE T KB Xt 3)
JoK B RE R0 BRI B T I B 200 O 359 T O 5 B 5%
AKERIREER . B FC R B R 55 P R 3R THD RS B
53T 10 i R A R R AR B 2R, SR A B A T
T A I T A B 5 A% 20 A T I S A BRLTE P B Y
KB AR URRRE OIS PPAR o, 2 F 1 I S LA K
O R B R U IR A, R D % R T KB YR
PE, BARZ0 IR IE i S/ VCAM -1RIA, 18/ Bz 4
PR BT LA P9 B2, 7 30 Jik 08 A9 B A 9 3 Bl ke 31—
AMEFER T . A4 Bk BB R4 KR E 3
ikAZ K7 KB A1 VCAM -1 [ 3R 1% & 2 8, $2 7~ 4%
BAKRREFKA B IEERAE T EfL. mifl&E SI
Al LAVE AL PPARq, A B8 7E % 5% J5 7K 1 [A) #% A -+
KB AH B A H, #6132 g 1T -3 2R MR 7 [ R IA
TR, miflE SIRA RIFMFEIC VCAM -1 X% H
T KBIKFIVER, B N B2 D Re, R B R AR 25
AR A K BT IE PPARa mRNA [k, £ 8] SI
sl K FE AL A FH T Be 2 i@ i PPARa K% Al

F KB.VCAM -1 [Ji&4% . X5 DAAE— S s 50 LA 1Y)
gER R,

AR RYIUE LA F KBFI VCAM-12 5T
AU ER A AEA RS K BRI 2L 51 A i 2 ik s A il
I FE, Y68 G IMUAE 5 2 RE R R 3 T Bk ok i
WAL B R A2 o STAE 1A 4 1M i i) | i 7 — e R2 B
WK T PPARa mRNA [3RIE, FEAC 7 ARIZE SR
BBk R T KB A VCAM -1 () 223, M % 52
AR LR B E R BREA — & P ah Ik ARG AR
H
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