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A study on the mechanism regulating cell motility upon metabolic alterations by
PFK1 inhibition
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Understanding of cancer metabolism can lead to the development of new
anti-cancer therapies. We have found that the alteration of energy metabolism by PFK1 inhibition in
cancer cells enhances cell motility, which is involved in cancer metastasis. In this study, we tried

to elucidate mechanisms underlying this phenomenon. We performed metabolic analyses, gene
expression analyses, and phonotypic analyses using pharmacological and genetic approaches.
Consequently, we succeeded in identifying the responsible gene that enhances the motility of cancer
cells upon alteration of energy metabolism.
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