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Abstract: Objective To study the interventional effects of Candesartan Cilexetil on vascular endothelial function and expres-
sions of ERK/CREB signaling pathway in rats with acute myocardial infarction. Methods 30 rats were randomized into CAN
group, AMI group and Sham group. Two weeks after the treatment rats were sacrificed and blood pressure,levels of blood Angll .
NO and NOS, endothelial vasomotor effects of isolated thoracic aorta strips,myocardial infarctual area and the expressions of ERK

Blood Ang Il levels were distinctly higher in AMI

group when compared with the Sham group, while the NO and NOS level were much lower. accompanied with EDDs decreased seri-

mRNA and CREB mRNA in infarctual myocardium were explored. Results

ously,and higher mRNA expressions of ERK1 and CREB in infarctual myocardium. All of the above differences were significant.
After the treatment of Candesartan Cilexetil,levels of serum NO and activities of NOS were obviously higher and almost reached the
similar levels to those in Sham group,additionally endothelium-dependent diastole in isolated aortic strips improved greatly. Mean-
while Candesartan Cilexetil can not only increase the plasma Ang [l ,but also decrease the size of myocardial infarction and the mR-
NA expressions of ERK1 and CREB in infarctual myocardium significantly. However, blood pressure in all groups was not affected.
Conclusion Candesartan Cilexetil can greatly improve the disordered endothelial function developing post-AMI,decrease the size of
myocardial infarction and down-regulate the mRNA expressions of ERK and CREB in myocardium of infarctual zone. And all of the
above protective effects of Candesartan Cilexetil were independent on blood pressure lowering.
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