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[Abstract]
intracellular messenger delivery system, is related to modulation of multiple physiological

Cyclic adenosine monophosphate (cAMP) signaling pathway, as an important

processes. Recent studies found that activated cAMP signaling pathway could suppress vascular
remodeling involved in cardiovascular and cerebrovascular diseases and it might be expected to
become new target for treatment of these diseases. This paper is to illustrate the association between
cAMP signaling pathway and vascular remodeling from the aspect that cAMP signaling pathway
may suppress vascular endothelial inflammation, intimal hyperplasia and blood platelets excessive
activation.
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