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[ABSTRACT] At present, with the development of new diagnostic technologies, the detection rate of aortic dissection
has been increasing year by year, but its mortality rate still remains high.  Cardiovascular disease is a chronic inflammato-
ry disease, and vascular inflammation plays a major role in the progression of aortic dissection.  Therefore, this article sys-
tematically describes the specific roles and mechanisms of inflammatory cells, inflammatory factors, and inflammasomes in
the development of aortic dissection.
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Figure 2. The effect of interferon on the formation of aortic dissection
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