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Effect of “Ying-Wei-Tong-Luo prescription” on the vasa vasorum

angiogenesis in early atherosclerosis
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Abstract  Objective: To observe the effect of “Ying-Wei-Tong-Luo prescription” on the vasa vasorum
angiogenesis in early atherosclerosis. Methods: Rabbits were randomly divided into 6 groups. They were fed with
high—fat diet in combination with carotid artery cannula to induce early atherosclerosis and intragastrically treated
wth Gui-Shao-Tongduo (at two doses) atrovatastin and Tong—Xinduo once a day for 4 weeks. Color microsphere
method was used to detect the blood flow volume in the cartoid artery microvasculature. The expression of VEGF
and VEGFR-2 in the carotid artery adventitia was detected by Western blot. Results: After the treatments the
changes in vasa vasorum angiogenesis the microvascular blood flow volume of the cartoid artery and VEGF and
VEGFR=2 protein levels were attenuated in varying degrees compared with no treatment group ( P <0.05 or P <
0.01) . Conclusion “Ying-Wei-Tong-Luo prescription” can inhibit adventitial neovascularization in the early
stage of atherosclerosis by reducing blood flow volume and the expression of VEGF and VEGFR=2 in the cartoid
artery.
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