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Clinical appliciation of cancer treatment by revealing alternative splicing mechanis
m of c-myc transcriptional suppressor FBP-interacting repressor
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Recently, an interaction between FBP-interacting repressor, FIR, and TFIIH/p89/XP
B helicase was found to repress c-myc transcription and so might be important for sippressing tumor format
ion. Further, enforced expression of FIR induced apoptosis. Deletion of FIR"s amino terminal repression do
main rescued the
cells from apoptosis, as did co-expression of c-Myc with FIR. Thus repression of c-myc mediates FIR-driven
apoptosis. A splicing variant of FIR unable to repress c-myc nor driving apoptosis was frequently discove
red in human primary colorectal cancers, but not in the adjacent normal tissues. In this study, adeno- or
Sendai virus FIR expression vector was examined its anti-tumor efficacy. Additionally, FIR splicing varian
t was detected at their protein or mRNA level in the peripheral blood of colorectal cancer patients.
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