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Elucidation of Vascular Remodeling through the Senescence Signal in Aortic
Diseases
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The purpose of this study is to elucidate role of senescence cell in aortic
diseases, dissection and aneurysm. In C57BL6/NCr mice, Angll infusion led to marked increase in p53
signal both in smooth muscle cells. To further test the role of p53-induced cellular senescence in
aortic dissection, we generated transgenic models by genetically manipulating p53 with cre-lox
system. We generated smooth muscle specific p53 gain (SMC-p53 0/E) or knockout models (SMC-p53 KO).
Both models were subjected to high dose Angll (Angll; 2500ng/kg/min), and we found incidence of
aortic dissection was more predominant in SMC-p53 KO mice compared to SMC-p53 O/E model. Aortic
dissection develops when blood leaks through a tear in the inner layer of aorta. It is widely known
that senescent cells become resistant for apoptosis. Our data indicates that cellular senescence in
vascular cells has protective roles for the suppression of aortic dissection possibly by mediating
an anti-apoptotic effect.
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