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We succeeded in controlling the cellular function depending on the
intracellular environment by designed artificial RNA that interacts with endogenous protein and
forms RNA-protein nanostructures. We also succeeded in constructing an RNA switch whose
translational level increased in response to the activity of intracellular miRNA. Both are
fundamental technologies for controlling the cellular functions. Notably, designed miRNA-responsive
RNA switches enabled us to remove specific cells without a cell sorter. This result indicates the
possibility of medical applications such as removal of cancer cells and undifferentiated.
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