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ABSTRACT: Aortic dissection is one of the most dangerous diseases in the aorta lesion, which has high fatality, and shows an
increasing trend in the incidence of the disease. Growing number of evidence indicate that genetic factors influence the development of
aortic dissection, genetic polymorphisms becomes one of the genetic susceptibility factors. Medium degradation was observed in patients
with aortic dissection, when the structure of aortic was changed, it will inevitably lead to a series of pathophysiological responses, thereby
affecting the function of aortic. The extracellular matrix is composed of elastic and collagen fibers, which can maintain the stability of the
aortic wall. The incidence of aortic dissection is related to the balance of extracellular matrix metabolic, Enzymes which can degradate of
the extracellular matrix is matrix metalloproteinase, which closely related with the occurrence of dissection, is also play a role in aortic
remodeling process. Single nucleotide polymorphisms as genetic markers play a major role in the prevention and treatment of AD and
that can predict the occurrence of this disease, guiding the direction of the clinical studies, early preventing and monitoring patients with
higher susceptibility. In this paper, we discuss the relationship between matrix metalloproteinase and genetic polymorphism in aortic
dissection.
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