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Research Progress on Pyroptosis in Cancer
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Abstract : Pyroptosis is a form of programmed cell death,which plays an important role in
the body’s innate immune response. The mechanism of pyroptosis is characterized by the
assembly of inflammasomes,cell membrane pore-forming by gasdermin protein family and
inflammatory cytokines releasing through the pore,which can be classified into canonical
or non-canonical pathway according to whether it is caspase-1-dependent. Pyroptosis is
closely related to tumorigenesis,tumor development and the response of cancer cells to
chemotherapy or radiaotherapy,which may provide new insights and methods for cancer
prevention and treatment. This article reviews the advances on the mechanism of pyroptosis
and its role in cancer-related researches.
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Figure 1 The schematic diagram of pyroptosis pathways
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