&

N H |

A 'l
4
K A K E

BxXc—19

HEMREMBER (HEMREGREE) HRARBEE
Pk 2 545 A 2 7 HEBIE

HRIES - 14301
MZEiER - EBHZE A
BFITHEAR - 2010 ~ 2012
EREE S 22247034
MEREEL (F130) MBARESREEADYET) VT E—4 %8 L= #HEEEDER
HTEREL (EX) Mechanisms that regulate remodeling and |ife-long maintenance of
adult-type neural circuits
MERKRE

E# [E  (UEMURA TADASHI)

REKE - KEREGRZMAER - HiR

MEEES : 80213396

BRI R OME (Fu)

FEAENBICB O TS L ATEA S U AHREIRGIE, — ORI DX 0 AL & R 2T
VET D v SN, BRIRICE O TRIIMZ ECHER S AURIE LBET 5, = ORI Y
TV S LR A KA DRBIET T 0T T DERE LR, SR EOKE SICEbE Tl
RIROY A X RET 2BETERR L, OB TRBWICERESTEY , Hik
BAEIZ B W THREHIIROY A X2 REiT 2 RIND A D =X LOIRABIFETE 2,

WFFER R OBEEE (9E30) -

For the establishment of functional neural circuits that support a wide range of animal
behaviors, initial circuits formed in early development have to be reorganized. One
way to achieve this is local remodeling of the circuitry hardwiring. We genetically
investigated the underlying mechanisms of this remodeling, and discovered a gene
that scales the size of dendritic arbors with that of the adult body.
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