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Abstract: Programmed cell death refers to the spontaneous cell death through the mode of gene coding,
including apoptosis, pyroptosis, autophagy, necroptosis (also known as programmed necrosis), while
pyroptosis is newly found recently. Different from apoptosis, pyroptosis induces the formation of
membrane pores on the cell membrane, which leads to the occurrence of extracellular inflammato-
ry reactions. So far, four pathways inducing pyroptosis have been found. The activation of pyropto-
sis needs to be mediated by multiple cytokines, and inflammasomes are necessary for most pyrop-
tosis-activated pathways. Inflammasomes are polymeric protein complexes, including NOD-like re-
ceptor protein 3(NLRP3) inflammasome, which is one of the hotspots in this field because of its a-
bility to mediate pyroptosis in different types of tumors. Researchers have found that NLRP3 in-
flammasome plays different roles in different tumors. In some tumors, such as gastric cancer, colorectal
cancer and lung cancer, pyroptosis induces the reaction of inflammatory to promote the progress of
tumor cells; while in others, like hepatocellular cancer and some colorectal cancers, it inhibits
the development of tumor. NLRP3 imflammasome-induced pyroptosis has attracted much attention
due to its  “double-edged sword” role in tumors. In this paper, the mechanism and pathway of py-
roptosis, as well as the role of NLRP3 inflammasome-mediated pyroptosis in tumors are discussed.
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