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Autoinflammatory syndrome is caused by a genetic abnormality, but there are
cases of gene mutations in which amino acid substitution does not occur. In this case, the
pathogenic mechanism is unknown. In this study, we focused on mutations in the 3"un-translated
region (3"UTR) of autoinflammatory diseases and examined their potential involvement in the
pathology. Wild-type and mutant mRNA 3"UTR of 6 genes related to autoinflammatory disease were
ligated to the reporter mRNA, and their expression in the cell line was confirmed. As a result, we
succeeded in identifying tristetraprolin (TTP), which exerts an inhibitory effect on the expression
of NLRP3, and RNA-binding protein “c", which has almost the same effect as TTP.
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