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WFFER R OMEEE (F130) : Notch/RBP-] 7' F /LI AR REER I DHERF 21X U, Mk & 2B
B CHIEd 523, Fex X, Notch ¥ 7 F D EERMEFERF RBP-J 73 N33 SUsPERIEZ B
H4Z 2R L, #EEAE THD GFP OERIKTH D Venus % HUWT Notch 7 Fv
AT D LT o T, RS UROSERIENCIS1T B RBP-] OIEREML D FRIE % A 72,

WFZERC R OMEEE (330) : Notch/RBP-J signaling regulates neural development at multiple
stages. We utilized RBP—J conditional knockout mice and found that neuron—-specific loss
of RBP-J, a main mediator of Notch signaling, causes the deficits in the dopaminergic
responsiveness. To elucidate which neural circuit is responsible for Notch —dependent
control of Dopaminergic signaling, we examined the sites of Notch signaling activation
in the central nervous system.
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EEZBDED & EERNIZENT Notch
7TV DN FLEN ) O FREE I o # BE
P D 2 EIfF STV, i,
Notch ¥ 7 F VO EERIREKN T Th S
RBP-J @ floxed mice Z M3z L. AHAHAFS
HJIZ Cre Z %I, L7~ transgenic mice & #
FEDED Z LITE > T, MR, 5
A BERERr FLAYIZ RBP-] 2 KB S, £ O
R T2ZENRETHLZ LAY
VRNEOZEHOCTH LML TER
( Tanigaki K, et al. Nat Immunol.
2007;8:451-6, Tanigaki K, et al.
Immunity. 2004;20:611-22, Tanigaki K,
et al. Nat Immunol. 2002;3:443-50.),
Fx X, Z D RBP-J floxed mice &>,
CamKII-cre transgenic mice & #MT &4
D 2 & AT & o TR R RS I R SR Y 1
Notch ¥ 7' F V% An 2 5 FH 7R A E K+
T 2% RBP-J Z KIS, Notch/RBP-]
v DA RERE FE ) KR 28 AL AR PN TR
BEREIC 5 2 % 228 & M RE 01T B S O AT
C &> THRE Z TR oTz,  TORER,
RBP-J 7S I HE & EI 2 K- L
THY ., ZOERIE RN BUGHEOFI4E
ENLTVWLZ xR LT,
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RBP-J 1T & 2 ¥R BHEMAL S, #R G H &2
HXEHE (GFP/Venus) THfRA/LTE 5
TURAEBNL, ZRHDOY T AL AN
% Z &2k o T, RBP-J 2 LT7-#EEIE
PEALSCER GBI 378D B A1 5w a1 |
PRSI FE 2 [FE L, RBP-J 12k 2 R/3
L URRHINC G DA A RET D,

3. WDk
Notch ¥ 7 F L DiEMALIKEE % AL
T AH7-8IZ, SV40 promoter E\WN9H  F

NIZ1T T Venus OFREBUEFETEXH T 1
F—H—ITRBP-J AV A hay T A
(2o Z LTk o T, RBP-] DERE]E
PEAL & B2 G RE & IR T & 2 Wl HEME
Né 5 Notch LAR—F— av A7
FEERILTZ, SHICZDOLR—Z—
AVANTT B T AITHASRD
BROFEATALO L EEZFIT LT D7
¥ | MUEIZ insulator ZffA0L Notch
7 )V LR —# —transgenic mice DfE
"WArtro7z,

H19-insulator Venus+EF1-polyA H19-insulator

Notch ¥ 7 F L DiEHE{L 2R
TAHEDDUR—F —BLTF

4. WHIERCR
Z ®Notch ¥ 7 F N LR—F—~<17 R
TiE, RIEHOMEEHEIZI T HNotch
TN AHMETE BT TR R
RO JE P79 DA E, KON
W RE B 0D 77 ) A — 3 A DR IZ I 0
THNotch 7Rz 8 E
FEVenus TRIULTE 2 Z L 2 H )
12 L7z (Marumo T, Takagi Y, Muraki K,
Hashimoto N, Miyamoto S, Tanigaki K.
Neurosci Res. 2013 Feb 7) .
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Z 2T, Fox L, BeESEEL RISk
F A ENEAE Venus DI BLINHHX
PR R ORI ZFE 6D D AV,
T D OREE A B RAICRF 1T o 7o,
L2l MMl TorR—%—
Venus OFEELE, MIEMMRILFIZ L T
LR TE R ole, ZOZ X, M
FRANIIZ 31T D Notch ¥ 7L DiEtk
b L8 FRIRFS AR IRE & bRl L C RS
IR, LR — & —~ 7 ZD/ERUZ
WioT o= b A b SRR
fElZH51F % Notch ¥ 7LD HICIE
RE3THDHZ EERBELTND,

F o HREEE IR T D Notch v 7
IV D5y HERE & R 2 72 6D | O RE
#0OBL 5 B A9 RBP-J  conditional
knockout mice Z H\W T, =4/ 7 a7 L
AT 2B 2o 7=, TOREFR, K33
Y7 FNVCEET BB FREORBL
DELTWSZ &R LT,
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Notch signaling regulates the d
evelopment of a novel type of T
hyl-expressing dendritic cell i
n the thymus.

Ishifune C, Maekawa Y, Nishida
J, Kitamura A, Tanigaki K, Yagi
ta H, Yasutomo K.

Eur J Immunol. 2011 May;41(5):1
309-20.

Selective overexpression of Comt
in prefrontal cortex rescues schizo
phrenia—like phenotypes in a mouse
model of 22qll deletion syndrome
Kimoto S, Muraki K, Toritsuka M, Mu
gikura S, Kajiwara K, Kishimoto T,
I1lingworth E, Tanigaki K.

Transl Psychiatry. 2012 Aug 7;2:el4
6. doi: 10.1038/tp.2012. 70.

Alterations of social interaction t
hrough genetic and environmental ma
nipulation of the 22qll.2 gene Sept
5 in the mouse brain.

Harper KM, Hiramoto T, Tanigaki K,
Kang G, Suzuki G, Trimble W, Hiroi
N. Hum Mol Genet. 2012 Aug 1;21(15):
3489-99. Epub 2012 May 15

Localization of septin proteins in
the mouse cochlea. Yoshida A, Yamam
oto N, Kinoshita M, Hiroi N, Hiramo
to T, Kang G, Trimble WS, Tanigaki

K, Nakagawa T, Ito J.Hear Res. 2012
Jul;289(1-2) :40-51.

Notch signaling regulates nucleocyt
oplasmic 0lig2 translocation in rea
ctive astrocytes differentiation af
ter ischemic stroke

Marumo T, Takagi Y, Muraki K, Hashi
moto N, Miyamoto S, Tanigaki K.
Neurosci Res. 2013 Feb 7 [Epub ahea
d of print]
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Neuropathological analysis of 22q
11.2 deletion syndrome model mice
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Kenji Tanigaki
Behavioral Analysis of Neuron-—spe
cific RBP—J knockout mice. The N
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Rescue of behavioral abnormalitie
s of 22qll.2 deletion syndrome mo
del mice by prefrontal cortex—spe
cific COMT overexpression. 2535[A]
MR ES 20124F9H 18-21H 4
R

(D)

http://www. shigamed. jp/divisions
/neuron. html

6. WFIEAHRL
A " (Tanigaki Kenji)
WS AR ' ¥ —  WF5E



http://www.shigamed.jp/divisions/neuron.html
http://www.shigamed.jp/divisions/neuron.html

