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TGFb signaling pathways involved in rupture of aortic aneurysms
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In the FbIn4SMKO (mice model for ascending aortic aneurysm; SMKO) mice,

treatment with TGF-B neutralizing antibody (1D11) leads to aneurysm rupture. We examined conditions
for 1D11 treatment and signaling pathways involved in aneurysm rupture in SMKO mice. First, We
considered concentration, administration period for 1D11 treatment and finally established suitable
conditions for 1D11 treatment leadding rupture. In addition, we found that the expression of ACE
(angiotensin converting enzyme), Egrl (Early growth response-1) and Thrombospondin-1 increased in
ascending aorta after TAC procedure, which enhanced mechanical stress in the aorta. Thus, we denied
these molecules as mechanical stress response factor and hypothesized that mechanical stress
response factor might involved in aneurysm initiation.
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