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In cancer, both the transcription of nuclear gene mRNA and the expression of
ribosomal RNA (rRNA) are increased. The purpose of this study was to investigate the common pathway
underlying the mechanism of increased expression of mRNA and rRNA in cancer. The idea of the

research is that there are many rRNA, splicing factors (hnRNPs), and mRNA-binding proteins in the
group of proteins that interact with the protein FIR (Far-upstream element-binding
protein-interacting repressor) (also known as PUF60) involved in transcription and splicing. This is
what 1 have learned from what I have reported over many years of research. We aimed to clarify that
FIR and its splicing variant FIRA exon2 (highly expressed in cancer) simultaneously regulate the

expression of mRNA and rRNA.
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