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Progress in the Relationship of Inflammasome and Tumor

Metastasis
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Abstract : Recent studies have shown that inflammatory diseases plays an important role in the
development and progression of cancer. Inflammasomes secrete out of the cell via autocrine and
patacrine to control cell functions. It can also respond to the pathogen associated molecule.
Activation of the inflammasomes can enhance cellular defense mechanism. Many key molecules
in the cellular signal pathway such as IL-1B,1L-18,Caspase-1,ASC have proved to be in-
volved in various stages of tumor development,invasiveness and metastasis. This article focuses
on the relationship between the inflammasome and tumor metastasis.

Subject words :signal pathway ;inflammasome ; tumor metastasis
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NLRP3/AIM2/
IFI16/other PPR

Inflammasome

ASC binding

Pro-Caspase-1 recruitment
& maturation by self-proteolytic cleavage

Pro-1L-1B

maturation into IL-13

IL-1P secretion

Autocrine or paracrine signaling

NF-kB activation and inflammatory cytokine & chemokine production

Note : Different pathogen-associated molecules are recognized by dif-
ferent PPRs. This leads to association with ASC,which acts as an
adaptor to further recruit pro-caspase-1. Pro-caspase-1 molecules
cleave among themselves to produce active caspase-1 complex,which
then matures the pro-IL-18. Matured IL-1B is released outside the
cell ,where it binds to the IL-1B receptor and give self-perpetuating
cytokine production.

Figure 1 Schematic diagram showing the events
of inflammasome activation
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