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[ABSTRACT] Ain
enzyme D(ACE®) and the effects of Valsartan on them afier vascular balloon injury in rats

Balloon Injury  Angiotensin Converting Enzyme¢  Angiotention Converting Enzym e
To mvestigate the expression of angiotensin-coverting enzyme (ACE) ,

M ethods

R ats were randan ly allocated nto three groups

angiolensin-coverting
Ratmodels
of aortic endothelial denudation were made by an 2F balloon catheter
Group 1 served as controls G roup 2 were given vascular ballboon mjury Group 3 were given V alsartan fran 1day before n-
jury to 30 days after injury The expression of ACE mRNA and the level of protein of ACE or ACE() were investigated at
day 14 and 30 after injury by reverse transcription polym erse chain reaction (RT-PCR) technique and mmunoh istochem is-
try m ethod

respectively Results Intmal thickening was significant at 14 days and 30 days after mjury ~ V alsartan

significantly and cam parably prevented mtmal thickening at 14 days and 30 days after ballbon mjury ~ The expression of
ACE mRNA and protein was significantly increased at 14 days and 30 days after njury(P < Q 05), while the expression of
ACE® protein was significantly ncreased at 14 days and 30days after mury(P < Q 05).  Valsartan can decrease the ex-
pression of ACE mRNA and protein and icrease the expression of ACE® protein (P < Q 05). Conclusion The
effects of V alsartan on aortic endothelial denudation and regression of vascular remodeling are related w ith the increased ex-

pression of ACE@® protein and the decreased expression of ACE.
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