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Advances on the role of NLRP3 inflammasome in oral squamous
cell carcinoma*

Qian-yu Zhang, Li Xiao, Yan-shuang Peng, Ying Liu
(Department of Stomatology, North Sichuan Medical College, Nanchong, Sichuan 637000, China)

Abstract: Chronic inflammation plays an important role in the progression of tumors. The NLR family pyrin
domain containing 3 (NLRP3) inflammasome, the core protein of the NOD-like receptors (NLRs) family, recruits
apoptosis-associated speck-like protein containing a caspase-recruitment domain (ASC) after its activation, and then
cleaves caspase-1 to activate it, thereby promoting the maturation of interleukin-1p (IL-1B) and interleukin-18 (IL-
18), which further mediates the inflammatory response. At present, NLRP3 inflammasome is studied deeply, and it
has been demonstrated to be closely related to the occurrence and development of various diseases such as
inflammation and cancer. However, the overview of the role of NLRP3 inflammasome in oral squamous cell
carcinoma has not been reported. This article will review the relevant effects of NLRP3 inflammasome on oral
squamous cell carcinoma.
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