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Abstract

the atherosclerotic model were treated by intravenous injection of PFCE to observe the changes of endothelial func-

Objective: The perfluorocarbon emulsion was prepared by using a high shear emulsifier. The rats in

tion. Method ; Fifty Wistar males were randomly divided into 5 groups: blank control group, model group, PFCE

low, medium and high dose group, with 10 rats in each group. In the control group, the experimental rats were
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induced by vitamin D3 plus high fat diet, and the treatment group was treated with different doses of drugs at the

same time. After 12 weeks, the levels of serum NO, ET-1, TXA2 and 6-K-PG in each group were measured and

the pathological changes of the aorta were observed by HE staining. Result: The content of NO and TXA2 in model

group was significantly decreased( P<C0. 05) ,the content of ET-1, 6-K-PG was significantly increased, and the ra-
tio of NO / ET-1 and TXA2 / 6-K-PG were significantly different from the control group( P<<0. 05). The levels of
NO and TXA2 in the high and middle dose groups of PFCE were significantly higher than those in the model
group, and the content of ET-1, 6-K-PG was significantly decreased and the ratio of NO / ET-1 and TXA2 / 6-K-
PG was improved( P<<0.05). There was no significant difference in the serum levels between the low dose group
and the model group( P>>0. 05). The levels of NO and TXA2 in the PFCE high dose group and the low dose group

were significantly higher than those in the low dose group, and the content of ET-1, 6-K- And the difference was

not significant in the middle dose group( P<<0.05). The PFCE high and middle dose group reduced the morpho-

logical changes of the aorta in the AS group compared with the PFCE low dose group( P=>0. 05). Conclusion: Medi-

um dose above perfluorocarbon emulsion may be regulated through the vasculature AS rats vasomotor activity fac-

tor, protect endothelial function, and play a role in preventing the occurrence and development of AS further.
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Figure 1 HE stain
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