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The role of proliferative reaction in molecular pathogenesis of aortic
dissection

Hayashi, Makiko

3,000,000

DNA

SM2
mTOR

Preventive administration of rapamycin com?Ietely inhibited aortic
dissection (AD) development in mouse AD model. DNA microarray revealed the proliferative reaction in
mouse aortic tissue before AD development, and rapamycin selectively suppressed the cell
proliferation. Immunostaining revealed the proliferation of smooth muscle cells (SMCs), fibroblasts,
and monocytes in aortic tissue. Protein assay revealed that rapamycin induced the expression of SM2
known as a marker of differentiated SMCs. In addition, treatment with rapamycin after AD
development effectively suppressed the progression of AD in mouse AD model.

We concluded that mTOR promotes AD development via cell proliferation, and also plays an important
role in AD progression.
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