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[ ABSTRACT] Aim To investigate high quantity of total soy isoflavones influence adhesion molecule such as intercellular

adhesion molecule- 1 (ICAM-1) and vascular cell adhesion molecule-1 (VCAM-1) expression in aorta vessel during the formation
Methods 60 Wistar rats were divided in 6
groups randomly, rats of the normal diet control (NDC) group were fed with normal diet.  Rats of the remainder groups were fed
high cholesterol (3.5% ), high fat (10%) and 1% hyocholic salt plus 85% normal diet.

(HLI group) , medium (HMI group) , high (HHI group) dose ISO groups were fed with high content of total isoflavones simulta-

of atherosclerosis in rats predisposed with high cholesterol and high fat diet.

Rats of the high fat diet plus low

neously and the dosage were 30 mg/kg, 90 mg/kg and 270 mg/ kg body weights perday; rats of the high fat diet plus estrobene con-
trol (HEC) group was given estrobene 0. 25 mg/ kg body weights perday.  After 20 week, rats were killed and aorta were taken.
HE staining was used to study the pathology during the formation of atherosclerosis.  Body weights and organ weight were detected
to explore if there were physical impairmen when isoflavones were given to rats. Immunohistochemistry and Westerrr blotting were
used to detect ICAM-1 and VCAM-1 gene expression in aorta vessel and computer image analysis was used to check the degree of
gene expression about VCAM-1 or ICAM-1.
dently, lower the high expression of ICAM-1 and VCAM-1 in aorta vessel caused by high cholesterol and high fat diet ( Compared
to B group P< 0.05).

VCAM-1 in aortic of rats fed with high cholesterol and high fat diets.

Results Soy isoflaones can inhibits atherosclerotic plaque formation dose depen-

Conclusion Soy isoflavones can inhibit expression of adhesion molecules genes such as ICAM-1,

FATR R AR I, 2% B RS H a1 B A
NG BN R R R (R T8 7 E K. WHAL K

[WHSEHEA] 20020517 [f&EBEA]  2002-11-25
[EEWE] EEBAARES(30170802) F .
[MEEBM TRTME, L, 1966 F i 2E, BRI AR E A, 4, &

PBz, BT LR S R, 35 BN & b AR T T R 2R
FAEF BT KB, £, 1968 4F 12k, BT A M /RIEH A, B+,
JEMET, 53,1970 4 A, ORI A WA RIET N, @it

B, KA 1 57 B ( soy isoflavones, 1SO) B A % Ifi A
FHrEAAE R, 7T FER 2 ik 3 1 A8 4L ( atherosclerosis,
As) URAE . YIS I B RGO As R
ARIRBED IR —. Kl TER AR As BEHR R
R 5% A 0 i 5 B B b 8 R R o AR AR
RI, K 55 7 B ) 32 2 R oy 4 A e B 3R A A
TNF-a 55 1 MCP-1 & B R B" o BAAZY)



14

ISSN 1007-3949 Chin J Arterioscler, Vol 11, No 1

S A A HAE AR AR R B L, (R — P g, 3R
I B KE R (2 FHE 72.35%, &4 7
HR 28.49%) 1E N2 AW, AR = AR sh ), M or T
AWK IR 1S0 Xt As 2 Rl F2 A ) 4H 56 3
BRI kS B 23 3R AK R R T

| RS
L1 RAFAREE

AERFEES & AFRE BF, L5 K
HREZFMNBEREW2E N 72.35%, & R BHEE
HENRETHN2ERERTLEN28.5%. K&
BHEAFRANEWEX T F LAY TRLE, £4
AT EMFERRE.
1.2 KGR sr4E

1M Wistar A F 72 2, k& 160 £20 g, &3 14
AR AT A G, X Rl Z i v& & RE & & (TC) o4
W =B (TG) &, #l% TC F& st 12 2, Fl 4 60 R
¥TC EEEALS A 6 4, H4H 10 R. ZHah xR
(normal diet control, NDC) 4 K "% 18 &£ b 77 £+ &
g 18 &4 %t B8 (high fat diet control, HDC) 45 "% 17 & g 14
# Kl & A E B & B (high fat diet plus low dose
ISO, HLI) 4. & 7| & A H 5 # B (high fat diet plus
medium dose 15O, HMI) 44 F7 & 7| & A ¥ 7 # B (high
fat diet plus high dose IS0, HHI) 4E 7£ "2 18 & Fig 48 Bt 9
FlEt, 2 Bl 3% R E 1t & 7 A7 30 mg/kg. 90 mg/kg Fo
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Figure 1. Pathological analysis of the thoracaortal wall in rats
A is the rat of HDC group; B is the rat of HLI group; C is the rat of

HHI group; D is the rat of NDC group.
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Table 1. ICAME1 gene expression in aorta of rats

Pzl n RILFHHEER

NDC 10 23.5% *7.7%

HDC 10 92.3% *17.3%
HLI 10 67.5% *15.5%*
HMI 10 32.1% %10.9%*
HHI 10 15.6% £3.2%*
HEC 10 36. 6% t12.3%"*
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Figure 2. ISO inhibits high expression of ICAM- 1 and VCAM 1

in aorta vessel
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Table 2. VCAM 1 expression in rats aortic
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