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UC-N-methylspiperone (NMSP) 1%, #E5{KTiX dopamine D2 (D2) SRR, KN EE Tl serotonin
S2(BHT2) Z BRIK L AT HrEMNMON TS YV, PET 2% Z & T dopamine D2 Z %K, serotonin
S2 (5HT2) Z A D in vivo DOFEEHE (BP=Bmax/Kd) BMEZHENWERIE T T2 &b @EINL TS
1,2,3)

Parkinson % CO e TITHSAE TITWENICIX Dopamine D2 SRR L NC-NMSP O F5EE 0300 L& L
Z AL Bmax ABARRRIAHEIC LY EAT L0 EMEINTEBY, AT —URERIZONIEEFR EEDDL
BN EBHEYENTWS, "C-raclopride THRAEDREN RSN TND ),

AR 2 1, SRR B O P IIRTEHE O M & e b= S2 ﬁﬁ—i@rfiéﬁé FREAR D JRyPIT K
Mmiff & F—= 33 D2 ZFEROFEGREIL. FATL THEEINLRWEHINRSH 5 Z & 2@mE LT,

AT 2 1L 2 D XK D 2B OELT MR EPERREG] & Parkinson JF & 2O ZIEFIE AL L TUH,P0 B X
N IC-NMSP @ double tracer ¥& C/RIFTAMME & "'C-NMSP OFE A REEZ W THF LD THET 5,

2 MNREAFZE

2.1 =%
ﬁ%%i’%l 2T,
et RN RI T RACERFIL 2 <. PRICERT 2 3IIEH L TRy, Eo, SR BITMHRT
Ei’]foCF)TE NINCDS-ADRDA D2 WriL¥E7 E &2 W2 L7z, xFRE B ITHEIT R B (Progressive
supranuclear palsy:PSP). Parkinson % (PD) . Alzheimer % (AD) IZ DWW THAEZITo 7=, WTILDIE
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Bl HRIEIT R VWRIBEF TH D, FEARAABLIOFRICREDOEEZ HoICEB L, #H5% L THAF
WR7ENZ e, WOTHEMREZHFIETELAELHMPAIL, MEOHLNTL L DIZOMmEZ T LT,
2. 2 PETHE
PETCEFERIA 70 ba o ¥- W) MRAIX, rCBF X H,°0 T 14 A7 4 ZAOMEEIT-> T,
Dopamine D2 5% {&. Serotonin S2(5HT-2) ZRIKD#EAHREIZ. 370—800MBq @ ''C— NMSP A #k L.
EENGHHIL 2 MR T 16 0. %I 5 0MRTT70450F CT7 A2AF A A2 T dynamic scan Z47V>, 3
L= RN A NEFAEEH LR LE Y,
BALiEIR (ROT) 11X, ZEA D/, RAREZEA, #kk. ATBRZE. MIBATE, BHTHZEREICRE LT,
2.3 fEM
HC— NMSP 2O W TCIEATEIO#MAERY . 3 20— Ay MEZAWVWTHRI L, BEARTIEKS 25
AREL LT, KIMBEE TIX K3/kd 5B REL B 27 L= ¥, BiEASEE CIX4MENE Logan plot % W
Bmax/Kd—B/F oc BP= K3/K4 & LTBP & LTalMli ® L7=,

®1 =R

Controls PD AD PSP
Number of patients 5 10 17 10
Male / Female 5/0 3/ 1 4 /13 4/ 6
Age (years old) 54 =11 66 = 9 13 + 6* 69 = 8*

meanxsd ( Range 38-78 40-68 52-84 65-86 )
FAST (B fE %) 3, 8(3~1)
Yahr stage 2, 6(2-3)
MMSE 16 £ 6 15 = 8
* : compared with normal controls (p<0.05)

3 MR

3.1 HMEARTOHEEE (BP)
HiEIOWMEDBY /M E DL E AW, TOMEENEEEH S ICHAIL, ZOEEHWTBP & LT,

3.2 WHIEEFE - BEEETOREARTOEAERE
Logan 71 v k% HWCHit#hz § ,'ROT (u) du/ROT (t) . AK#hiZ § ,'Ca(u)du/ ROI(t) &5 LIEFIT L
WEBERE N, ZOMXAZBP L7 (K1),

3.3 MEMARTOMAEEB? LEAKNMKE & DL

3.3.1 TAYNA~—JF T, BREE, Pl b BPK) IIABICKFL T2, —F., PSP TIHAH
BRETFTRRAONR-7= (K 2a,b),

3.3.2 MMIMIRIFUERDOMAERY PSP TlI, MEE THMITIE T L T\ e, 7Y A < —Ji TIEHRSE
EKOEKTIEbT N TH-o7= (X 3a,b),

3.3.3 MM E BP OltERDLE, TAIYNA T TIELPLBED TH-7=0, 3 ba—/,
Parkinson Ji & & A EZIT o7 (M4 a,b),
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3.4 HISEETOSHT2 2BA#EESEE BP) EHATINMRE & D LLER

341 TAYNA~—HTILBP IZA BRI FLCWE, —J, PSPTIIAERIETNAONZRD -
7= (X 5),

3.4.2 MM PEIZMER OHEEY PSP TIXFEHICATFAENMAE T LTz (K6),

3.4.3 JRpTKiMyE & BP DA L5 & PSP TILRETK M &AME T LT\ 2D—7 T BP [ZfR7Z T
7o TIVYNA = —JF TIXRFTAIMLGE & [F% D BP DK TR LN (K 7)),

4 ER

A EF &2 1%, PH,0 38 L OV 'C-NMSP @ double tracer Z AVN@ATMIMLTTF KO8 D2 22k, 5HT2 2%
KOFEGREICO W TERELZ B LIRFT L2, FEMICE VAT "9 25720, SRIOKRFTDH
KPR BIC R T 5 B H xR B O R 23 OK <V IEE RG] & OB B EICOW T H o ICIERHME T 220,
L72>L PD, AD, PSP CIXFMICITAEEZFI RS LKAIETH L EE X N D, FHEBORFTMMIE, %
FRBOBRITBEOREITIFIE-H LT 7 0 L LEKEAD, FFTKIIGE & BP O iz T
A S B S A RERNE ST, Parkinson JEIZOWTIE K3 & BTN LI & 0> b 1 1F & o BRI & A
BN ST, Alzheimer i TIXAEITME T L, PSP TIEAEIC EA LTz, PSP TidiED#H
AL EER, ATEEHIEONMZ Pl & L R AT & O B 2K TSR L LT 7as, EowE & ik
F20 Y5HT2 ZR/RAKRD BP MEZN TV, ZOFEIF. FL—P—DEWZE D H D0, PSP DOJFH
WD bDDOREMIZSH S, Gerhard'V Hix "C— (R)-PK11195 % T PET THIEEIED micloglia @
WA Z R LTz, PSP OJFHAT R CII0iL 0 BiEHIE T microglia OA L AN RE SN TV D, 4
BFON-RIEERE CORPFTMIMGED PSP TOR Fidt e =0 ZREN/MHEZLTE Y, Mg B
HEREZKM L TWRWATREEDR D D, BE T O micloglia DAL E DAL A KB L TW D FTREMED &
%o F 2 OFEFIL PSP OFFHE £ 1-dopa W REZRIZWFINZ N & LI TFETH LI ICEDbiLd R,
BN BHT Z /R E DR BRETHHE, T b= F T U AR—F—[T PSP THEHIETLTWVS &N
S N A SN B 2T, postsynaptic DB F =2 OSZHENHBETZIL TS &V 9 FER
IZ. A1 neurotransmitter substances DFFIGH ELLEELRAALEZOND, FE, o b=y
DT T=A NOEE T, BITEENGE LTIER Z UAnc k2 13HmE Y LT\nb, —J, Alzheimer ¥
THREECHTEAE CIX. ZREROEEENSFEHITIE T LTV, RFTMILGT X R 7= Tz,
Alzheimer % CITFRALMACHTEHE T, SHTEEIF E TIEARAVAMMANE T L TWD Z ENHE Y S
TW5, SEOFHKx OREFNLEEMGIH OF T, MCI HEHIA-> THB AV . FEEES L ORBEED /T
MR L Z D7D EFH & B EZIL 2o T-, LLED S Alzheimer 35 TIXARSAA D dopamine DFERE
BETLTWDZ RSN, ZNEBELL, ZHEBRETH D Bnax DX FIZEL Db & FHISH
%, MC-NMSP & J&y AT i i it B 1l &~ O SEF] TLbig L TRV | SEEME CTORETILZe W72 056 o fet
ThHhoTh, RPN E & EARROMEEIEEENFE VLD EEZD,

SEBIE T F 72D 72 WBERIE A HE° L CH ARl & REROFERPN 2 biviz, RU XD Rz 2T 5%
BTHEL E S 2 HFTMIMLTE & 'C-NMSP DFEBRED X Z — L -+ Z LR & in vivo TR —fEAT
BEXEDD Z EIIFETREO L TEETH D E b,
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Abstract

[Purpose] Regional cerebral blood flow and binding potential of striatal dopamine D2 and cortical S2
receptors are examined and are compared on the progressive supranuclear palsy,Alzheimer's and Parkinson's
diseases in double tracer of H,**0 and 'C-NMSP.

[Subjects and Methods] Subjects were 17 patients with probable Alzheimer disease (AD) (4 males and 13
females; 73 =6 years old, mean = SD), the diagnosis of AD was made according to the criteria of
NINCDS-ADRDA, and 10 progressive supranuclear palsy (4 males and 6 females; 69 *8 years old), and 10
Parkinson's diseases (3 males and 7 females; 66 =9 years old). rCBF, in all cerebral cortex were determined
with the bolus injection of H,*0, and binding potential of Dopamine D2 and Serotonin S2 receptors were
determined with C-NMSP by PET study. We analyzed the data using a three compartment model and
determined binding potentials calculated from rate constant K3 and K4.

[Results] In the Alzheimer disease, binding potential (K3) significantly lowered in caudate nucleus and
putamen. In the meantime, there was no the significant lowering on binding potential in PSP. The regional
cerebral blood flow of PSP was significantly lowered as well as reporting ever since, in striatum. In the
Alzheimer disease, the lowering of regional cerebral blood flow of striatum was slight.

When the ratio of BP (k3/k4) and regional cerebral blood flow was calculated, it was unexpectedly normally
kept in PSP, but it was proven to significantly lower in the Alzheimer disease. Though binding potential of
Serotonin S2 receptor in the frontal cortex was no significance in comparison with the normal on PSP, in the
Alzheimer disease, there was the obvious lowering. In PSP, rCBF was lowered for the contrariety, and in the
DAT, rCBF was normal.

[Conclusion] The dissociation of rCBF and binding potential in frontal cortex is an interesting problem. Itis
necessary that number of normal and dementia are examined by increasing in future.
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