mAF-19 £l b &

N H |

HPHARBEMRER (PHARMRESIAE) HRAREEE

Rk 254 6 H 21 HEIE

HESES . 82502
MEER - HEFHAE B)
MEHM: 2011~2012
EEES 23700432
MERERL (X)) BRAICE T 5BAREETHEICE - TEIETRIEINDS F—/N\I VR
BEEEIEE DHIZE
THZEEEREL (FEX) Dopamine D2 receptor dysfunction in the extra-striatal region in
maternal immune activation rodent model
MEKLKRSE
K #7 (OH-NISHI ARATA)
MM ITBGE ARG REZRERER - DFAA—DUIHAERVE2— - AEE
MEHEES : 00507014

WFFER O (F130) - A TEET L - MIA T v N OBSEEIORIRD F—,3 2 D2 5%
R (D2R) % PET JIEIZ L o TA A=V U T EATo T bR, HiA RIE BT OHE & FERICHT
ERAHFIRENC B W THREBREDIK T S0 o 72, FIZZDEMNIICBWNT RSATT AT I
PV Gt A o Z —=a—a  ORD BRI NI, 2D DOFRERD G| ATERHRE 0O D2R F5E
EEOHFIZHDHEZEZLND PV BiEA v —=a—a O TR E RRE IS W CEE
7RI TC o D FTREME DN R S D,

e e OMEEE (F30) :We investigated D2Rs radio-ligand such as 'C-FLB457 binding
potential in the whole brain of maternal immune activation (MIA) rat model with
schizophrenia by micro—PET. We found that statistic of ''C-FLB457 binding potential in
the anterior cingulate cortex (ACC) of MIA rat model was much lower than another
extra—striatal regions by micro—PET. In the ACC, both mature dopamine D2 receptor protein
expression and parvalbumin (PV) positive interneurons were also decreased. Our finding
of MIA model was in agreement with some of previously both PET and postmortem studies
with schizophrenia patients. Hence, Our finding of MIA model strongly raise the
possibility that D2R and interneuronal alteration in the ACC are one of the important

pathology in schizophrenia.
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