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Our initial research aimed to develop a comprehensive identification method for circular RNAs and their
translational products, based on our prior identification of iPS cell-specific circular RNAs. However, our findings
revealed the existence of an iPS cell-specific translational regulatory mechanism. Consequently, we determined that
identifying iPS cell-specific translation factors was a necessary step before identifying translated circular RNAs.
Therefore, we shifted our research focus to the study of iPS cell-specific translational regulation and demonstrated
that the translation initiation factor EIF3D plays a crucial role in maintaining the pluripotency and self-renewal

capacity of iPS cells.
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