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Pathogenesis of Inflammatory Cell in Abdominal Aortic Aneurysm
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[ Abstract] The main mechanisms of the occurrence and development of abdominal aortic aneurysm ( AAA) include inflammation,

apoptosis of smooth muscle cell and degradation of extracellular matrix. Among them, apoptosis of smooth muscle cell is closely related to

inflammation , oxidative stress and endoplasmic reticulum stress. More and more evidence indicates that inflammatory reaction is the main

originator of AAA and plays a crucial role in the occurrence and development of AAA. This article reviews the latest research progress of AAA

and inflammatory cell.
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