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Identification of downstream factors of the ERK-MAP kinase pathway as a putative
target for treatment of signal transduction disorders.
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We have clarified the possibility of effective dru? treatment using MEK
inhibitors, which are specific blockers of the ERK pathway, for cancer cells and hypertrophic
adipocytes with constitutive activation of the ERK pathway.
In this study, we focused on the MNK kinase downstream of the ERK pathway and the NLRP3 molecule
forming inflammasome, which was found to be the target gene of the ERK pathway, as new therapeutic
targets. Finally, we found that the combination treatment of an MNK inhibitor called MNK-11 and an
HDAC inhibitor shows a remarkable cell death-inducing effect on some cancer cells having BRAF active
mutations. In addition, we found a new drug comparable to a MEK inhibitor that suppresses NLRP3
induction in 3T3-L1 adipocytes stimulated by TNFa .
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