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Aortic dissection (AD) is extremely dangerous, with high mortality.

Protein

However, aortic dissection patho-

genesis remains unclear, some genes and protein correlation with aortic dissection, as well as the signaling pathway and

regulation mechanism that may be involved in the pathogenesis of aortic dissection, have been found already.

This review

is about the research progress of aortic dissection associated proteins and signaling pathway.
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Figure 1. TGF-P signaling pathway
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Figure 2. Angiotensin II signal pathway
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Figure 3. Focal adhesion and regulation of actincytoskeleton
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