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Abstract Objective: To elucidate the role and mechanism of AMPKa2 in the formation of aortic dissection. Methods

Tongji Hospital, Tongji Medical College, Huazhong University of Science and Tech-

The tissue samples were collected from controls and patients with type I aortic dissection, and the expression of phosphoryla-
ted-AMPKa (Thrl72) , phenotypic switch of vascular smooth muscle cells (VSMCs) , expression of matrix metalloproteinas-
es (MMPs) and activation of inflammation were detected. Results: Down-regulation of phosphorylated-AMPKa ( Thr172)
phenotypic switch of VSMCs, up-regulation of MMPs and activation of inflammation were found in human aortic dissection tis-
sues as compared with controls. In vitro, primary rat aortic smooth muscle cells were transfected with AMPKa plasmid or in-
active mutant DN-AMPKa2 (T172A) plasmid, incubated with Angll (10 pwmol/L) for 24 h and then subjected to subsequent
assays. It was found that the overexpression of AMPKa2 attenuated the down-regulation of phosphorylated-AMPKa ( Thr172)
and the phenotypic switch of VSMCs, up-regulation of MMPs and activation of inflammation, which were reversely exaggerated
by the overexpression of DN-AMPKa (T172A). Conclusion: AMPKa2 up-regulates the expression of phosphorylated-AMPKa
(Thr172) and ameliorates the phenotypic switch of VSMCs, up-regulation of MMPs and activation of inflammation.
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