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1. [ZLC®HIC

JIbd . A2 P 5 e ST R0 IME VR E M T L 72 BR L I A oo B B ER TR I K D B PE LA SRR AE L D
ZENMBNTWA 2, Z O iK% B (cerebral blood volume: CBV)id k- L | i i i & (cerebral blood
flow: CBR)MRFF S5 'Y, T70b b CBV IZMHEENME T LB IR b IS E LT 537 A —X
TH Y, CBV O EFIIMIME OILR TIHHE & S 41 5 iKfE ER T i AE (cerebrovascular reserve capacity: CVRC)
T %,

BUE, B MTBWTZ DXL D MG RBENE & 7095 F1% & L TIE positron emission tomography (PET)
DEROAMNEINTEHBY, ZOFETITMIEER & MO RIRHRE S K0 N6 B8R T 68 O 7E M 722 fi7 A7 23
ARETH 5, LAL PET (FEEE D =R & k¥ mH 6 IR PILAMEIZIER Y, £ O — IR TIX
single photon emission computed tomography (SPECT)% F| il L 72 i I3 A < AT T 5 578 i & ik
WRYE T 5 acetazolamide (KT 2 UGPEDKL T2 CBV OHMAKBL T2 D EEZ HILDHT
. acetazolamide ¥ 512 X 5 CBF O 5 AN IME OIRIEREEZ HERI L, MHEEAIZ CVRC 222 5
FHETH D, L L PET R SPECT I3 & bIZHEHPEFRN T H & H 5 72 8 i AR O RE & U | ik
SRR D 7o K0 6 722 BN PE BR B BERTAM VA 2SR D H AL T e,

JT4F magnetic resonance imaging (MRI) D HATHIHEA LV @l BRI LD BREFHIE(LDO AR b T
MRI # it 184 (perfusion-weighted MRI: PWI) % i\ THEER B RE O RFAI A3 AT HE & 72 o 7=, PWI [T A & 2
FURAJIC bolus # 5L, ZDOFRIZAE U A MMM E NI CORALRZEIC L 2 R o —imttoE 51K T
Z T2*SRFAME G CHERMNICIRE T2 HIETH DY, PWIIC K 2 IMIEER B REREA 15> > Tl EEREARIC &
EEoTnipy 'O W R % AEETE O JE N A & RIS ATRE & 72 o 72 219, EERIC, By ),
faw N, B OHEER "B 5 PET & PWIIC X A ERIMIOAELRMENRHRESHLTWVS,

AMFZE TIIN B IRPAZEMEIR Z 2 9 2 BEEFNZ X L PET & PWI OWE Z fifT L, & b iv7o i
EERFEEOBEMBREZBH L= 812 PET 225 B H L 7= acetazolamide |2 &5 CBF O#N& % CVRC & L.
PWI 2264572 CBV & OMBZR~5 Z £I2 kY CVRCFEIZHIT S CBV OFHMEZ MG L7,

2. NREIUVAE

KT — N R EARPAZEIER A 24§ 283 17 B THRNI I 13 B, &ME4 6], FiEmi 24 mae
5 76 m (TR 62.7 %) Td o To FIERRAUTEIEMIEDS 2 B, — i PERMEE M FE1EDS 3 61, FEpizE s



12 Bl T o7, MIEERFMITBIELD —» B LW L@ ICIT o7, 26 computed
tomography(CT)& 2 U ME MRI b, KRIMEZEICHEZER ZRBO 20, KEHELZRDLDHThH o1,
MR 250 13 Bl #% % C. 4 11X magnetic resonance angiography THERS L 7=, L& 72 O NARIT
WEHENIRP A2 7S 3 61, WEENIREAZEDS 8 fl. TR R MMENAIRSEZ2 23 3 151, RAMENIRPAZE DS 3 il Td - 7=,

F o, MM EREEOBEED 2B 12 B8 k5 46 k. EXER 37.0 )R L CHRFIEH & FEE
DEFZAITV, fEFEREE LTz,

PET #:i& ¥ HEADTOME IV(Shimadzu Corp, Kyoto, Japan)Z F 7=, A% (& D Z2 [ 53 f# B2 13 1 E R 4.5
mm THY, 6.5 mm/ED 14 AT A A%&fppg Lz, RY bo g s LI BEERNY oA 7 1
oA TR L7 PO il Hy"0 27z, MBS 68Ga-68Ge A Y bu ViR L Lz
transmission scan % fitif7 L 7=, Transmission scan 4. H,"°0 1110 MBq £ k12 & 0 Z2#FHE CBF 2 HllE L
72, F7z. acetazolamide 1 g §i¥ 15 3% @ CBF HHlIE L7z, ZFFFE L acetazolamide B fiff% D CBF
EIXRE B IZAT > 72,

MRI & 1% SIGNA 3.0 T VH/I(GEYMS, Tokyo. Japan)3s JS OEHEGRE H = A L2 W 721X L ®IZ PET
EPWL XKV BELNT-EBDONERDEZ1T D 72O three-dimensional spoiled gradient-recalled
acquisition (3DSPGR) [ {4 % fix# L 7=, PWI L single shot spin echo type echo planar imaging 7% CHr# L 7=,
Wl 13— 2 — B 60 ms, 0 i LIKFR 1,500 ms, field of view 240 mm, matrix 128x128, A7 A &
JE7mm, A7 A AMEE8 mm, AT A AKEMEL, 5ATAAZLNENT 60 BOHBGEEITo72,
PG ICIER A Gd-HP-DO3A #4812 ml Z {E AHE 3 ml/sec T bolus # G- L \ft\ > TAEBL A /K 20 ml
T flush L. 90 B/ O#EkGIRY 217> 7,

PET & PWI OGO EBIIMITLIRD 00T — 7 AT — 3 a o~ LRk U, MRS I 47
B> 7 b Dr.View'™ (Asahikasei, Tokyo, Japan)Z i\ 7=, XU ®IZ PET & PWI N ZFN D M4 %
3DSPGR Hf#IZxf L CEHAAGDLEEITV, Hil T PWI # 2§ & LT PET Hi{§ O @G FAE L 21T -
72 PWI OEEM#HTIL Ostergaard AF%E 7 /L — F I L W IRIBEN TWAE Tk 100 B W2 HWTiT- 72,
PWI O & B MM I 0 B 22 B R A 71 B %K (arterial input function: AIF)IE H o E B &E T I3 o o KM ED Ak X
DRE LTz, ZAUCK L, @ HFRETIT AIF XA RIEEIIR GHEST S L HH— LT,

PET & PWI Mo &b 7T — ¥ % kiRt % 72 12 B0 i (region of interest:ROI) % 5% i L 72,
RO VA& MHTEBR B {5 & & BEJEAZ L ~L D R T A A b Cilffl] vh R IMBI IR B B bR AR IR I 1 > 97Dk iE L 72,
A T8 B 4G T RRFEE ST 17 61172 5 42 34 ROIs 235 b7z,

PET 72 & 132§ IF CBF & acetazolamide fifif#% CBF XV LA T DX & M T CVRC #H H L7,
CVRC(%)=(acetazolamide B fif 4 CBF-Z#ifF CBF)/Z:%iHF CBFx100

PET & PWI 2264727 —# 1L meantSD T L7z, Wi O BfR % A9~ 2 7 D ISR E R 254 &
iz, BEGEGIEE T Mann-Whitney U test 2 W\ THK /3T A — X 2B T WM, EAUMOAEAED
AL G LT, BUE TILERE 5 % R (p<0.05)x A E & LT,

3. R

RFIEF 2 Bl % Z I ENE/RT D (Figure 1, 2), EEMITICL V1SS PWILIE PET B L v & #
MBI fERE 2 LTz, £70, WF & B ZFFICB W TIE PWILIC KD CBV B3 & b E BTN
PEW IR PRk &2 /i H LTz,

AW 1T D E#RED PET, PWIIZ X% CBF, CVRC, CBV % /=~ (Table 1), E7=, BEHIE
BIREDIFA, R Z N ZNDEEE D% -3 (Table 2), BRFIEFIEEICIHB VT PET, PWI DK CBF
T HICTEML, BRI CAEEEEZ RI Do 7-, PET @ acetazolamide Efif#% CBF TIXEMNIZ E ~J5E M
® CBF ¥A BIZK2 > 72 (p=0.0011), PET 25 HH L7z CVRC XHEMICB W THREICE,N - -
(p=0.0003), PWI ® CBV (I M THEIZ&EmA > 72 (p=0.0001),



42 17 JEH] 34 ROIs (23175 PET-CBF & PWI-CBF O B2 CIidili#E OMICA E /R IEDOFEZ7EB D7
(r=0.64, p<0.0001)(Figure 3 A), PET-CVRC & PWI-CBV O BIf% CTlIii# o I I3A & 72 A OB AR
D 5 AL (=—0.70, p<0.0001)(Figure 3B), & 1T, Fex JEFERHDO T — 2 b BEIEFIFICI T 2 R
WAEARHT 57200 RUEM A2 E Lz, PET-CVRC TXftHE HEED mean-2SD TH 5 15.1 %L T %
PET-CVRC O R {K T &Ml L7-, £7-. PWI-CBV TIIEE H D mean+2SD TH 5 15.2 ml/100g
Pl bE% PWI-CBV ORER EREEHRTLHEE Ln, ThDORMEEE RTE R 4% Figure 3B EiZ
70 L 72, PET-CVRC N EE ML T L TW/Z 10ROIs @ 9 B PWI-CBV 28 B2 B L TW=dix 8 ROIs
THo7-, £7-. PET-CVRC NIEH Tdh -7- 24 ROIs ® 9 5 PWI-CBV & IEH ToHh 7= DX 22 ROIs T
bol-, 2O L PWI-CBV IZ X Y PET-CVRC O BFIK T Z M3 2B D X 80 %(8/10 ROIs),
K B 1X 92 %(22/24 ROIs) TH - 72,
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Table 1. Henodynami c Data in the Healthy Vol unteer G oup

PET (n=12) PW (n=12)

CBF
resting state 44.5 + 7. 45.5 + 12.5

(m / m n/100g)

CBF
acet azol am de chal | enge

(i / ni n/ 100g)

(i / 100g)

PET indi cates positron enission tonography; PW, perfusion-
wei ght ed nagnetic resonance i magi ng; CBF, cerebral blood flow
CBV, cerebral blood volune; CVRC, cerebrovascul ar reserve
capacity. Values are nean = SD.

Table 1



Tabl e 2. Conparisons of Henodynam ¢ Data in the Patient G oup

af fected side contral ateral
(n=17) si de (n=17)
CBF
resting state 33.4 £ 7.9 38.0 + 8.6
(m / m n/1009)

CBF
acet azol anm de
chal | enge
(m / m n/1009)

CVRC
(%

CBF
resting state

CBV

(m / 100g) 14.3 *= 3. 7.7 £ 4.9 0. 0001

Conpari sons are made between the affected side and the contral ateral
side in patients (p). PET indicates positron em ssion tonography;
PW , perfusion-wei ghted nagnetic resonance inagi ng; CBF, cerebral

bl ood flow, CBV, cerebral blood volune; CVRC, cerebrovascul ar
reserve capacity; N S., not significant. Values are nean * SD.

Table 2

PET-CBF & PWI-CBF

(ml/100g/min)

R=0.64
p<0.0001
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4. EBBE

VAR, M ER B ARPA ZEMEGIC 1 D CVRC ZEl O FEEA AMENHE STV 8, Zhick s
& acetazolamide SCIGVED & BIHIEIZ X o CTHEMENER M E R E % F 3 2 B3 1231 53k o B 1. 7
RIEOHEL TR DL L ENTNSS 8, 2D CVRC Z EMICHHMT 522 LIZHEETH Y,
acetazolamide A fif 72 E & 1T LD 7 » 7 Z —DOH T CVRC ZFHMd 5 Z & X E R I MifE D H
HLEZLND, KIFFEICB W THR L IILHRKEO CBV ZllET 52 LI12XkY CVRC ZiliL 9 % &1k
E L, M e LT PET-CVRC & PWI-CBV Of B2 Z R~ LG, MEOHEIZHB VTS CVRC &
CBV OHERBBEARE SN TS 79, Okudaira & (3 MIILE FEE % & ok 2 72 BB EFNIC BT
xenon-enhanced CT Z W THEH L7= CVRC & contrast-enhanced CTIZ X W HIE L7Z CBVIZAEZRAD
FBZRLEZEREL TS Y, LML, ZOHEICEWTE PET X° SPECT IZ & HHF%E & RIARIZ ik
IR ORENE I TV 5D,

PWI IZfli [ &5 &AL PET X° SPECT ICH WO D K 5 Zepdidett b L—H T2 < W b L —
HCTH Y KMIELEFA 2 @i Ly, FD7=d PWI FERCEFHIRZ GO - MENERE 2 EMICBEL T
WHbOEEZLND P, TRICMAEEAZHER L7 PWIIZE VI SN D REREITEICEM
M L~ OHNMENLERTEZLOTHY , KBNS OFBRMIcmilansd & &hTnd 2,
Z D7 PWI MM B BFRETGE I EER 53 2 P OFHICHE TH Y . CBV & LV EfMIZK
L TWnWbEEXLND,

AW TIE CVRC (FIETFLTWADH CBV X EFZRIRWVIERZ 2 FlRDT-, OB E L TiX
CVRC % CBV D472 59 cerebral metabolic rate of oxygen(CMRO,)D #4521 F 5720 L &2 H5h 5 20,
AEFRSEAYIZIE acetazolamide (2 & B BMIML A IR VE A IZAGHAR 2> 5 © CO, BRENEH % F 3 2 ¥ 5 (carbonic
anhydrase) D) % Z [l ET 25 Z LI L V1T D, CMRO, DK L 72 ERF]IEL Z @ carbonic anhydrase O
WDEESTWVWD T2 acetazolamide ~DIGMEDBIKR T LTWA EEZBND, S HIZ, CMRO, DK T L
T RE D 72 IS BN e KL R A B 2 . T CIONME DERICE > TWAREMLH Y . fERLE LT



DX IBRIEFNIL CVRC MEFLTWAIZHBEDLLT, CBV IXIEEH., b LLIFERTEZRTEEZLN
2o

AR L7 & 912, PWI I K AMMFEERBIEE BN RAICEH CTH L B2 oD, ZOM/MH
DEFIT iu\<oﬁ>®%i‘,ﬁ75%é PWI L&A O LRk~ DB ERIEICH CTH 5 Z &b A &
R EDOEARERZENBR HET S0 2 DHHESEBIE IR T UER 72 & TR O B S 12 RS
HEDEMMAENTWS MW Fiz EEMITICKLER AIF 2 0mENSHEET 200K bLE L
WNT E R T DTy, WIS EERIE Y AIF Z2HEL, 0K 42 2 HWTIRE L PWI O

EEAEIL PET & OMBICHERZEEZ RIS RP T EOWMESL HAIE 2D, AIF (3O b REIMENRD &
WETDLIONLEE LWETIHELH D 20, AW CTIXBFEFEEICIS VT AIF (TEAR O HF KK E) Ik
MHRPE L, BAREREST,

PET & PWI XX OHEFHBKNRKE S R D0, RFFRIZEB WO THlEOE amu\mﬁ%%u
7=. £7-. PWI-CBV T PET-CVRC DK FZ BT 5 A BT %@%%‘ﬁﬁn%ﬁ%ffbkﬁ;ﬁfﬁ z
DR FPREIT L HICE < (PWIIC X 2 N5 B Bh e & B 314 o g BR B A ﬁz%rﬂ*ﬁa‘é%@f&aoto

PWI |3 #7203 72 < if\_/fnﬂ#ﬁﬁfﬁ@??m%éf;&bﬁﬁ@ﬂ\vﬁﬁfﬁé@j/ SEE L 0 b BRE KT 5 A
HixD72wv, 72 PWILAD MRIREZEDFRIICITA 270 —EORETEZ OFERESED Z L0 H
k5,

AW TR L7z CVRC #FliiE & LTo PWI OERIRIIA FPE S S X, £ 0 %2 < sk TRiifE
WCHRHEIED N A Y A7 BEZRNNT D EMARRIZR D LB X N D,

5. fuEE

1. PET & PWI ZNZENNORDIZMIGER NT A — X OFE&MEITHAEZ2MEEZ /R L, PWIIZ X 2 B
AR E B AL A O B R A AMES R X T,

2. PWI-CBV (2 XV PET-CVRC DK F AT 53 AT W T, @ EE ORE L7z EHEHE T
JRE, FFREITE HI2E <. CVRC AHMiIZEIT 5 CBV OF A2 R+ 5D THo 7=,
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