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Advances on regulation of inflammasome AIM2-related signaling pathways and
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Abstract: Inflammatory responses are self-protection and self-regulation of the organism against pathogenic microbial infections, and
inflammasome plays a key regulatory role in this process and is essential for the clearance of pathogens or damaged cells. As one of
the regulatory proteins, absent in melanoma 2 (AIM2) inflammasome plays a vital role in innate immune response by recognizing the
signals of cell damage and pathogenic microbial infections that cause DNA damage. AIM2 inflammasome could promote the
maturation and secretion of the inflammatory factors IL-1p and IL-18 to trigger an inflammatory response. The paper summarizes the
activation and regulation of the signalling pathway of AIM2, which provides a reference for in-depth study of AIM2 and the
development of its inhibitors.
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