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[Abstract] Many studies have indicated that intracranial aneurysms(IA) are closely related to genetic
genes, hemodynamic abnormalities, local inflammation, etc., and inflammatory factors play an important role
in the occurrence, development and rupture of IA. There are many inflammatory cells/factors that can be
involved in IA inflammatory response. For example, tumor necrosis factor-a(TNF-at) can mediate the phenotype
transformation of smooth muscle cell(SMC) and up-regulate the expressions of matrix metalloproteinase (MMP)
genes. MMP can degrade the extracellular matrix(ECM) and internal elastic lamina(IEL). Besides, macrophages
recruited by inflammation can mediate the degeneration of vessel wall and gradually amplify the inflammatory
response. Finally, the combined actions of inflammatory cells/factors cause the rupture of TA. Further
understanding of the mechanisms concerning the inflammation-induced IA rupture is helpful for seeking the
safe, effective and precision treatment strategies, thus providing new prevention and treatment options in
clinical practice. This article discusses the relationship between inflammation and IA rupture, and introduces
some hopeful anti-inflammatory treatments which may probably reduce the risk of IA rupture.  (J Intervent
Radiol, 2021, 30: 423-428)
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