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[ ABSTRACT ] Aim To investigate the relationships between intercellular adhesion molecule-1 (ICAM-1) , vascular
cell adhesion molecule-1 (VCAM-1), and intraplaque angiogenesis. Methods Twenty-five New Zealand white rab-
bits underwent balloon-induced abdominal aortic wall injury and were fed with a diet of 1% cholesterol to establish a rabbit
model of atherosclerosis. In week 4, 6, 8, 10 and 12 after balloon injury every 5 rabbits were euthanasia respectively.
Tissue samples were taken from the abdominal aorta.  Some segments were embedded in paraffin and cut into 5 pm thick
sections for staining with H&E and reacted with platelet-endothelial cell adhesion molecule-1 (PECAM-1, i.e. CD31), rat
anti-rabbit macrophage antibody-11 (RAM-11), ICAM-1, and VCAM-1. Results From week 4 to week 12, the ex-
pression of ICAM-1 and VCAM-1 increased with the development of atherosclerotic plaque in the abdominal aorta of rabbits.
Intraplaque neovessels appeared in week 8. There were positive correlations between ICAM-1, VCAM-1, and intraplaque

angiogenesis.  The correlation between ICAM-1, VCAM-1 and RAM-11 were also positive. Conclusion ICAM-1 and
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VCAM-1 could induce intraplaque angiogenesis, and therefore they play important roles in the development and vulnerabili-

ty of atherosclerotic plaques in rabbits.
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E 1. HE & 2R 4 FZE 12 BBERFHIEK ( x400)
Figure 1. The HE staining of plaques from week 4 to week 12 detected by optical microscopy ( x400)
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Figure 2. RAM-11 dye in macrophage was detected by immunohistochemical staining ( x 400)

F1. REAALSEENEFABRRK RAM-11,ICAM-1,VCAM-1 #J IOD &% CD31 RixH4 %
Table 1. Expression of RAM-11, ICAM-1, VCAM-1 and CD31 detected by immunohistochemical staining

i H 4 Jd 6 J 8 JAl 10 JH 12 J4

RAM-11  17487.78 £7368.35 23805.07 £11051.26 31523.42 +24625.47 28338.12 £8645.26" 36976.53 +20046. 81"
ICAM-1 8582.68 £1009.05  11104.94 £920.74* 15014.84 £3331.87" 25101.02 +£2093.43"  25470.53 £2155.34"
VCAM-1 ~ 11955.59 +2454.42  18177.69 £3109.61" 21656.22 +2987.17" 29800.85 +3094.02"  37794.40 +3644.07"
CD31 0 0 5.0+2.3" 42.0 £10.8" 25.0+£2.6"

a i P<0.05,54 JFL#E,
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Figure 3. VCAM-1 expression in plaques was detected by immunohistochemical staining ( x400)
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Figure 4. ICAM-1 expression in plaques was detected by immunohistochemical staining ( x 400)
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Figure 5. Neovessels expression in plaques was detected by immunohistochemical staining and HE staining ( x400)
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