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[ ABSTRACT] Aim To investigate the relationship between vascular endothelial growth factor (VEGF) and the development

of atherosclerosis ( As) .

Atherosclerosis;

Methods 50 male rabbits were divided into two groups: the rabbits in control group received normal
feed, each rabbit in As group received the feed with 1. 5 g cholesterol every day. The aortas of rabbits were harvested and ob-
served the pathological changes at the end of week 0, week 4, week 8, and week 12. VEGF expression was studied with immuno-
histochemical techniques in these samples. Results The results of qualitative observation and quantitative measure are coin

cident. The average plaque thickness, maximal plaque thickness of aortae in As group gradually increased. The percentage of
residual luminal area in As group appears the trend of narrowing gradually. At 12th weekend, the average plaque thickness (5.

78 £3. 75 Bm) is significantly larger than that at 4th weekend (1. 28 0. 86 Um) ( P< 0.05), the maximal plaque thickness

reach 26. 16Hm.
pression.

have some role in the progression of atherosclerosis.
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Furthermore, VEGF positivity was intensified gradually as the pathology developed.

Normal arterial segments showed no VEGF expression, while atheromatous lesions showed distinct VEGF ex-

Conclusion VEGF may

o As WAL 3z P G 7% 2 AL 2 R e B % o B B
A, BRif VEGF 5 As RAERBIIKE.
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Table 1. The comparison of the average plaque thickness, maxi
mal plaque thickness and the percentage of residual luminal ar-
ea in As group (x Ls).

i Plaque Maximal plaque Residual
thickness (U4m)  thickness (Um)  luminalarea (%)
4th weekend 4 1.310.9 3.9%1.4 (5.3) 97.942.8
8th weekend 6 3.8%2.7  67H.6(16.1) 93.7%12.2
12th weekend 6 5.813.7*  10.8%7.7(26.2) 89.4%11.9

a: P< 0.05, compared with the 4th week; 455 P9 37 %40 3 SE I B K AR -
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Figure 1. VEGF immunohistochemical staining of the rabbits aortae in control group and As group at different time. A is control

group ( %X 200); B: As group at 4th weekend ( % 200); C: As group at 8th weekend ( % 200) ; D: As group at 12th weekend ( x 100) .
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