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Musashi is an evolutionarily conserved family of RNA-binding proteins that is
expressed in the nervous system. Recently, we found that Musashil directly and
specifically bound to /et-7 microRNA family. Their sequences are highly conserved among
many species from Drosophila, C. elegans to human. The function is known as
translational repression of downstream target gene containing tumorigenic genes. In
mammalian cells, myc, ras, and hmgaZ2 are known as targets of Jet-7 miRNA. We
measured /Jet-7 activities in various cells by using combinatorial Luciferase reporter. As a
result, in Msil-positive embryonic NSCs and P19 EC cells, let-7 activities were low.
However, they were relatively high in NIH3T3cell in which Msil content was low.
Furthermore, we found that Ectopic Msil expression in the Msil-negative cells reduced
let-7 activity. Msil is expressed also in glioblastoma cells. In these cells, Msil exists in
proliferative population. Glioma cancer stem cells are included in this population. /let-7
activity in glioma was higher than that in NIH3T3 and lower than that in neural stem
cells. To try to increase let-7 activity, we executed Msil-siRNA knock down. Then, the
reduction of Msil expression in glioma cells induced its loss of proliferation and
tumorigenic activity in NOD-skid mouse brain in which was transplanted Msil
siRNA-treated glioma.




