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Research progress on role of pyroptosis in progress of primary liver cancer
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Abstract: Pyroptosis is a new type of programmed cell death that has been confirmed in recent years. It is mediated by digestive
tract dermatans, which manifests itself as the continuous expansion of cells until the cell membrane ruptures, leading to the release
of cell contents and activating a strong inflammatory response. Lead to programmed cell necrosis. The main pathways of pyroptosis
include the classical pathways dependent on caspase-1 and the non-classical pathways dependent on caspase-4, 5, and 11. Cell
pyroptosis plays an important role in the precancerous lesions and development of primary liver cancer. The molecular mechanism
of pyroptosis and its research progress in the treatment of primary liver cancer are summarized, with a view to the diagnosis of
primary liver cancer , treatment and new drug development to provide new basis.
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