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[ Abstract] Absent in melanoma 2( AIM2) recognizes double-stranded DNA from pathogenic microorganisms or the host itself, causing
activated caspase-1 to shear pro-interleukin (IL)-1B and pro-IL-18 and mediating the maturation and secretion of the inflammatory factors
IL-1B and IL-18 to elicit an intrinsic immune response. In addition, AIM2 inflammasome can convert Gasdermin D( GSDMD) to GSDMD-N,
which promotes the release of cytokines and various cytoplasmic contents, causing cell membrane rupture and leading to pyroptosis. An
increasing number of studies have shown that the development process of cardiovascular diseases,such as atherosclerosis , myocardial infarction
and heart failure,is associated with AIM2 inflammasome, IL-13 and pyroptosis. This paper reviews the possible mechanisms of the role of
AIM2 inflammasome in the development of cardiovascular diseases based on the current available studies,with the aim of providing new ideas
for the targeted therapy of cardiovascular diseases.
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