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Analyses on possible roles that nutrient transporters can play in the postnatal deve
lopment of murine cerebellar cortex.
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Present research focuses on studying possible roles that nutrient transporters can
play in the postnatal development of murine cerebellar cortex. First, we established a simple method to i
nject reagents into the cerebellum of newborn mouse in order to suppress the expression of nutrient transp
orters based on the activity of the injected reagent, and presented the achievements in the 61st. Annual M
eeting of Japanese Association for Laboratory Animal Science (Sapporo, JAPAN) (manuscript in preparation).
Next, we designed a reagent that specifically suppresses the expression of a nutrient transporter based o
n the nucleotide sequence of its gene, and confirmed its effects on a murine cultured cell line. This rea
gent will be injected in the cerebellum of newborn mouse, and its possible effects on the postnatal develo
pment of cerebellar cortex will be studied.
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