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i i In this study, we have developed a reporter system that monitors
intracellular iron concentration. By taking advantage of this system, we have conducted a

CRISPR-based whole genome knockout screen to identify molecules that regulate the amount of_
intracellular iron dynamics. Those candidates include molecules involved in intracellular signal

transduction, such as growth factor and cytokine signaling. Our study has revealed a reciprocal
interaction between intracellular signaling pathway and iron metabolism.
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