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We produced the NG2 (+) cell conditional dysfunction mice for purposes of elucidation of
schizophrenia. About 50 % of NG2 (+) cells were impaired by tamoxifen treatment in the NG2

(+) cell conditional dysfunction mice.
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-7z,

IHHDOFERI Y, NG2 & PDGFRA @7 & —
2 —% 5 Z LT CNS O NG2(+)Hl I sr B
FBHEARE L E 2 b D,



CNS PNS

4 NG2(+)AIaIZ BT 58 s 1

NG2-DsRed Tg ~ 7 A % T NG2(+)Hif@ I FF
HBIc BT 282~ 7%, PDGFRA (i,
% < O NG2(+)HIf@IZHBLT 5 23, o> NG2 F Bl
HfE (pericyte, SGCs) TIFHIB A LN
7.

5. ERRERLE
(RFFEAREEE . WFSE 003 M ONHLEERFZE 12
ERN )

GesEsm=y) GGt 214)

1.5 ®_P,EBE %Al F1:NG2
BiEfl (RU > RFad A b)) LR
B ks RL 17:401-406, 2010.

2 . Maekawa M, Iwayama Y, Watanabe A,
Nozaki Y, Ohnishi T, Ohba H, Toyoshima M,
Hamazaki K, Osumi N, Aruga J, Yoshikawa T.
Excessive ingestion of long chain
polyunsaturated fatty acids during
developmental stage causes strain and sex
dependent eye abnormalities in mice.
Biochem Biophys Res Commun 402: 431-437,
2010.

6. WFFTkAAK
(L7 R
B %% (TOYOSHIMA MANABU)
MNEATBOE NEALSEARIEAT « o3 TR AR 240
geF— b - HFFEE
90582750




