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Generation of new model mice for brain tumors usuing conditional knockout method

Usui, Hiroshi
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In order to generate novel model mice for brain tumors, we produced Trp53
gene-knockout and Nfl gene-conditional knockout mice, in which Trp53 gene was deleted in the whole body
and Nfl gene was destroyed specifically in the brain cells. For this purpose, Trp53-null/Nfl1-flox mice
were crossed with 3 types of Cre-knock in mice where Cre recombinase were expressed in the brain-specific
manner (Nestin-Cre, GFAP-Cre, and NG2-Cre mice). Most of the resulting mice died by 9 months-old and
expressed brain tumors in high frequency. Among them, when Trp53-null/Nfl-flox mice were crossed with the
NG2-Cre mice in which Cre recombinase was expressed in NG2 glial cells (oligodendro?lia progenitor
cells), 89% (32/36) of mice exhibited brain tumors, most of which were oligodendrogliomas or anaplastic
oligodendrogliomas. Our results showed that the model mice of brain tumors were efficiently produced by
the conditional knockout method.
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