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Effects of soy oligosaccharides and peptides on vasoactive substances and hemorheology in hyper-
lipidemia rats
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sity , Chongqing 400038, China)

Abstract . Objective
rheology in hyperlipidemia rats. Metheds

To investigate effects of soy oligosaccharides(SOS) and soy peptides( SOP) on vasoactive substances and hemo-
Sixty healthy SD rats were randomly divided into five groups: They were fed with normal diet
(NCG group) , high-faity diet ( HCG group) ; HF diet + 2% SOS (SOS group) ; HF diet + 3% SOP (SOP group) ; HF diet + 2% SOS
+ 3% SOP (SOSP group) for 8 weeks. Plasma levels of PGIL, ,TXA, ,NO were measured and the changes of hemorheology were observed.
Results  SOS and SOP were able to decrease serum levels of TG, TC and LDL-C, while increase HDL-C remarkably to modulate dyslipi-
demia;decrease the plasma content of TXA, , TXA,/ PGI, ratio, blood viscosity and hematocrit, while increase plasma contents of PGI, and
NO significantly, especially their complex intervention. Conclusion SOS and SOP can regulate blood lipid metabolism and vasoactive sub-

stances, as well as improve hemorheology, which is more effective when both together.
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group,SOP) \ F A5 1A B} + 2% SOS + 3% SOP K 4 # ( HF diet +
2%80S +3% SOP group,SOSP) , NCG #-F LA al a8, H4
P T LA R SR, e SOS 4B & Ak 4k vh B3 2% SOS, SOP
LA E AR AR R i 3% SOP, SOSP 4 5 A 17K w1 4 i 2% SOS
M3%SOP, KB HEMRFE, HHBRSKK ERICRER
B,BWEAR - KEKE, LR 8 FH, SiWEEEN20 ~
23 C,BEH 0% ~60% , Ak hE =FERK¥LRh
YPPuO B SBF 20% N E B 19%  F K 15% Kok B
20% B 15% ¥ 5% B 3% BEE 1% ik 1% T
T 1% o FRRTRDRHEC Jy - 76 R R IE 6 3R 0 10% ¥4 i 2% B[
BN 1% AHEL
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LRI, 2R 12 h j5, S F KB, A 5B T S
ml BLOEMS ml [FEPES.OE S, ZEME 2 h, LA 3 000
r/ming.Lr 15 min, H 5% MIFM MK, AR G TR ABEES
H B ALt H il TC TG, LDL-C HDL-C; F /8§ S i
W PGI, \TXA, ,NO & & F S BRE SR B B £ 721 4y St BE 3t
M5 ; 2 MRS FE (viscosity of whole blood, WBV ) 3 FHE X K%
LYY TEPIFETH FASCO-94A £ 5 3h M WORS B PR I
1, LAYIAE R ' =200 s ™' fl ' =2 s H-WBV i L-WBV,
32 K5 FE (plasma specific viscosity, PSV)n/" B 7+ &N H 3h
S ATEI BB R B T I E , 41 40 g FE AR (hematocrit, HCT) ] 5&
KB .LULTE B, M B 7K B (blood reduced viscosity, BRV)
N HAXBE :m" = (WBV - ") /0" x HCT,
1.4 “%itFam
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2.1 SOS #= SOP 3+ X & s & &M 4h R 64 ¥R

ST B HCG 13K PGL, \NO & B4 NCG 40 81 B FEAIK,
i TXA, . TXA,/PGI, % NCG 4ABH B3 & ( P <0.05), 4 SOS
1 SOP T Hify 4 S84l PGI, NO & 8% HCG 401 NCG 4 &S
B3 I M3 TXA, /KFEH1 TXA,/PGL, HIAH B &K,
L SOSP AR & THiE A 83F, LHEFF NO FFEMK TXA, |
TXA,/PGL, FESHMMAMEL AR EEFXER (P <0.05),
(£1)

2.2 SOS # SOP sf K A e R AKX F ¥ A

HCG 41 H-WBV(y' =200 s™') #1 L-WBV(y' =2 s7" )&
NCG tH B E R (P <0.01), L5444 H-WBV F L-WBV
g% HCG 4B BREAK (P <0.01), SCH4H Z W48 L, SOP 4
H-WBV 2% F SOS 20 .SOSP % ,SOSP £ . F (% T SOS #4;
SOSP 4 L-WBV .2 F SOS 41 .SOP 41,1 SOP 4 & EMKT
SOS 41 (P <0.01) (% 2),

HCG #f# v " HCT ®.E & T NCG 4K ¥, 5 HCG At
SO & A v ' JHCT 8 B MK (P <0.01), SKHZME
#A I ,SOP 4H .SOSP £ n" & KT SOS 4 (P <0.01),ifi SOP
40 1 SOSP 4 2 (8] o2 5 ;S0S 4 ,SOSP 41 ' B.FH{KF SOP 4
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(P<0.01),1fj SOS £H M1 SOSP #1 2 [§] 2 5 ; SOSP 40 HCT &
ZEKF SOS 41 .SOP 41, SOP #H £ 3F % F SOS 44 (P <0.01),
LL SOSP ZH P4k m° .0 F1 HCT 54 REBHE(F£ 3) .

£1 SOS 7 SOP x kR M & iFEMM R (E £s,n=12)

a3 TXA,(ng/L) PG, (ng/L) NO (pumol/L) TXA,/PCl,

NCG 97.44:7.67 135.63 £5.16 35.41£2.08 0.72£0.05
HCG  510.50:27.29* 85.67+8.67°  23.76+2.01°* 6.010.77*
S0S  208.91x17.71**  157.61£10.80*% 37.30+2.15* 1.3320.12**
SOP  236.74:22.87**2  143.81:9.27%2  35.39:2.04* 1.650.16**4
SOSP  186.10+9.96 " "2 145.91£9.97°% 38.64:2.44* %%  128:0.12*%F

*

: 5 NCG 4 tbds ,P <0.05; #: 5 HCG 4134 P <0.05;
A 5 SOS 44 ,P<0.05; % :5 SOP 4414 ,P <0.05

%+ 2 SOS %0 SOP 3k B H-WBV L-WBV g% 1@

(Xxs,n=12)
215 H-WBV(y' =200s7") L-WBV(y' =257")
NCG 4.18 £0.01 10.25 £0.00
HCG 4.86£0.00" 13.04 £0.01 *
S0S 4.54 £0.01 " 11.41 £0.01**
SOP 4.40 £0.01**2 11.35+0.01 **2
SOSP 4.4510.01 %% 11.22 £0.01 **2%

* 45 NCG #1145 ,P <0.01; #; 5 HCG #11b#k ,P <0.01;
A5 SOS #4113k, P <0.01; % : &5 SOP #21b4% , P <0.01

%3 SOS f1SOP 3tk B n° " JHCT fBI (% £5,n =12)

5 nP(mPa - s) n (mPa - s5) HCT( % )

NCG 1.31 £0.01 7.43 £0.01 38.33 £0.58
HCG 1.76 £0.00 * 8.52+£0.02° 48.00 £0.00*
S0S 1.38+0.00**  7.31£0.01** 42.67 £0.58**
SOP 1.36 £0.01 **2 7.52£0.01 **2 41.67 £0.58 **4

SOSP 1.36 £0.01 **2  7.30 £0.02 **" 34.67 £0.58 **2*
* + 55 NCG #A1 4k ,P <0.01; #:5 HCG 42+t 4%,P <0.01;

A:J5 SOS 4akdk P <0.01; % : 5 SOP 4ak4k ,P <0.01
3 itig
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PGL, & & .3 T [, 5 W1 5 A5 ML 4 fE B 1 TXA, A0
PGL, ffRi, fi TXA, & Bt £ PCL, & A, §
HMmEIRER %, EHE ASTRAE KA, MLLHAR
HEBA T HK SOSP 4 fE £ 3% MK 5 8 M1 5 K R
TXA, 7K, ¥5 PGL, 1 3% & &, M B B FE{K TXA,/
PGL, B, 7~ SOS I SOP #EH % 45 TXA, #
PGL, Z (8] i) -, AR 4 P9 B2 40 B s 3% N B2 T R e
15, B/ MR T AN ZE 3 IE 3 10 i 47 48 Th R, R B
AS FIWiBs CHD fEFH

IHREAR BN R A E B RHE 2 — B A A
NO Wi/, {5 Sl Bk i P Bz AR 1 I 4 4F TR Th RE AR, 5
i AS BEIRAES . AScgeh HCG 413k NO & B
NCG I BE/>, i B T N R IR NO A g b7
B B AR I AT Tk Dh B 245U B S I AE 5 | AR A 1
RTER AS R Z —, BETREN ,NO
YRR —F B AR E 7 H B EERN, T8
R A B R AR Rt SR NO B A
A R /AR 3R 4 A A RO BV R, R Ok RE T
AS HERM AL, ALREREFEEERERRE
SOS #1 SOP +Hijg, i3 NO & & B FA &, A% NCG
HKE, BHEUESTHRRENEBE, £W] SOS
SOP G4 BB E R MG MAES A NO AN & J P B H st
P &R T R, B3R NO, R AN £ A
B3, B RIS Bt AL , Bl S 4 RO ZE P B2 T RGP
Z M FHA BB AS BRI R A

AR B, B AG IAE A 2T 40 M A b AR E R
B, ARSI A H TRHET H-WBV 3K, JF R4
Y BRAE I AT L-WBV 3K ; S AR ILAE 8 3K
SFREEBL L, PSV.BRV B85, iy A1 ML KR
Vel B Y T T R OUE BF I L AE LS P9 R R A
RN R IR EE S 5N EAR AL
YEF S0 R TR A , T B0 PR AT AL M AR TE B
ALK, S EESRAKERE LB KR H-WBV,
L-WBV .PSV_.BRV K HCT i E ¥ S KRB E
wWE, MTHK&HSE W E TR, 7B SOS #l SOP
AN RSO MR RE S, B AR RE
3K RS VB FRORG IR S, R R I Y K% L 37 K5 BE , Ty 1.
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