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TCD 4 HEEHFOZ BFD AMBIES X
BB AR (Middle cercbral artery, EAF MCA), Bik
RSB AR (Anterior cercbral artery, LA ACA), #X
B4EhAR (Posterior cercbral artery, LLF PCA), &
BBk (Internal  Carotid Artery; KT ICA),
Carotid siphon(LAF Siphon), HeEBIIE(Vertebral
Artery, LUF VAol mER mMmREE AT
o B& S XEHER A3t FREE 2L OBEF
%®-& Tt PaCO29 kel g mEREKS
BEs o 2M MEBRMKES FRIAY

(2) mEHE

BmE FHY =TI #ES KHAEK HE
BAFB A #HSln g BE DWLERe
XafEo | At}

(3) TCD #JE%R

PIRERES BE &Yl BERY FWF HER
RSl FHMWEE ~A9 FBF HEN OF
o EAFHBHE HHE BEIISD(HI-],
1-2), 718t o] vsixs D.WLEkelA 2k
REDL(E1-1, 1-2), NEREE BEN DA
= Mgl BEATOS BEAATHEL-I).

E1-1. FiP HERN BiES THNEXRE 548

Men * 3D Vahes TD Fow Velodty(an/sc)

Age/ Ve | MCA ACA RCA ICA | Ve A
0 >n | 601F126 | B25+165 (412131 | AT+ 71320+ 92
51 - 60 | 5661149 | 4451138 |405%137| 86+ 90| 202£102| B
6l <n | D5%144 | £3*131 |6216]1 | B9+ 71| H2* 78

R1-2. FE7) BEEAN mE CEFNE o7
Mean * SD Values TCD Flow Velocity(cm/sec)

Spho

Age/Vmean| MCA ACA PCA ICA Ver. A
50 >n {160 94| 22+178{189+156|176+159| 179161
51 - 60 [230+20.1]283+196|264+198|226*162| 180£174
6l <n |[266x159|B7+177(324+161|268*175] 23+121

E1-3 mERENGE
Breath-hold Hyperventilation
A 7 A 7B
AVm | 545%311 | 205+ 82 | 209+ 77 | 288+100
APl | 21x165 82+103 | 307+05 | R1+XH3

m K& K& R &R

19965 10AFH 19974 10A7HA AHKER
MIEE BT RFte]l AR mmRzEd Bk
FolA Brain CT/ HEimt BEme KEoz 28
" H#& 5619 Brain CT %4 Unreamakableol ¥ 2.
U BRNeE —BNBENRFE ROIE 461
S ¥&o=2 TCDE HE3MoY #£E: ted
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1. olx*(M\65)

1) BB 9 BLERE

A BET 964 87 128 E4HED, EM, W
B 52 ERESCE KR ARKBER 2 BE=,
91T ENRBIE WBEESZ ASUTE AN
RSt es FE LHB(AFIEE), HREAQ
INA)S A

2) Brain CT
temporpparietal lobe

3) TCD &A A

¥2-1. AF ¢ A5 IFEE
Vessels| Right | Left [AL)]| Vessds [Right| Left [A.L(%)
MCA | 582] 3B8| 400 ICA |[-246{-2713| -104

PCA |-3161-535| 515 | VA |-536|-280] 721
ACA | -538|-392| 317 |SIPHON|-364|-460| -233

¥2-2. HEAEH vg 4
Breath-hold Hypervertilation

- 26 - 08 -210 -158
-127 -85 17 -170

Cerebral infarction, Left

%4Vm
% A4P1
2. Fxx(MM7)

) BiRE 9 BEE

A BEE 974 5H 220 K4 HEDH, #EH, H
BE EIFESLE AR ARER ¥ 242 B
FE L SnEgEoRE T4 FF LHE F
RFE(IZNR) S AT

2) Brain CT :
temporoparietal lobe.
3) TCD &A XA

#3-1. X0 ¢ AFA YFE:

Vessels|Right| Left [A.L(%) | Vessds |Right| Left | AL(%)
MCA | 604 481 27 ICA |-240|-277] -143

-%66{-48] 192 | VA 281[-327] -151
559|406 3L7 |SIPHON| 581|-409| 37

MCA

Cerebral infarction right

ACA
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TCDE FAT B B opyl B3 Bk ¥ 3
¥ 32 Az98# g4 5. A**+(F\66)
Breath-hold Hyperventilation D BRE 3 BER
MCa | %64Vm | 68 2.1 3Ll 96 K BET 97%F TR 2680 APHESH, HE, #
%4P1 149 89 -172 -203 M oS IFESZ KB ABRLE 0 BX=z

3. SHx(F\50)

1) BRE 2 BER

X BEE 97%F 5A 11H ERH&EJ), Esh, B
i, KE, B, BO, BHg FHFESE AE A
Beta it re BEE, BEEL UK
(artriofiblilation) 2 2 FASHo™ FFR EEE,
FERIE A

2) Brain CT Cerebral infarction right
temporoparietal lobe and basal ganglia.

3) TCD &3 A

4l 5D § 45D REE

Vessels| Right | Left | AL(%)| Vessds |Right| Left | AL(%)
MCA | 376 388| - 31 ICA [-216|-205| 52
PCA |-31|-05| 222 VA |-212]-329| 433
ACA |-332|-495| -394 | SIPHON| &K7] 169 413
4-2 4 ENYYH WA

Breath-hold Hymerventilation

CA %A4Vm| -125 11.6 =340 7.7
% AP1 70 -147 380 -105

4. ¥+ (F\63)

1) BFE 9 BEE

A HBEF 97TE 3H 148 K HES, BE K
B 5% XFESR KB ABKRE ©L& BEE
BEEL BmEez FHAsHon FFE OEKE
ERFEE AT

2) Brain CT : Cerebral infarction, right basal
ganglia.

BEREE BME, BEROR E4Idon 96
el BEESZ BEYTS KB UMY FF
EEE, ERESISAT

2) Brain CT : Cerebral infarction, left basal
ganglia.

(Old) Infarction, right basal ganglia.

3) TCD &3# A

E6-1 H$W € AW UFEE

Vessels|Right | Left | AL(%)] Vessels | Right| Left | AL(%)
MCA | 872 ®9| 177 ICA |-138]-198] 375
FCA [-80] 05| 68 VA |-2717[-401] B8
ACA |-338|-206] 129 [SIPHON| 402] 45| 121
¥6-2. A5AEH W34
Breath-hold Hyperventilation |

%AVm| -71 | -0l 163 %58 |
MCA Togamt 25 84 78 | -127 |
6. F-*+(m\76)
D BRE £ GaR
A BEE 974 38 28 K&, B8, A LED

B, FEINEEGRER dolAdA 44 &) F
S FHRESLZ Kb AREBHR U BEE BE
BLE 5 #RHHEL fidor FX VKB &
R JE 85 o
2) Brain CT @ #RETRE.
3) TCD &AA
E7-1. 459 9 AN FE

3) TCD &A X Vessels|Right| Left | AL(%) || Vessels |Right| Left | AL(%)
¥5-1. A5 & A5 gHEE MCA | %8| 98| -71 | ICA |[-306|-171| 56
Vessels| Right | Left | AL Vessels | Right [ Left [ AL(%) PCA | 178| 84| -459 VA 1621 22| -313
MCA | 667 00| - 48 ICA | -143|-321} -®7 ACA | -560| 3| 740 [SPHON| B6| 5| 274
PCA | 379| 64| 3H8 VA | -272|-319| -160
ACA |-742|-446} 500 |SIPHON| 573 | 641] -112
E5-2. Sy y u-gA ¥7-2. HFHEH g
Breath-hold Hyperventitation _ Breath-hold Hyperventilation
MCA %AVm 64 174 %7 94 MCA /:AVm 315 137 -125 -21.8
9% AP 31 - 30 112 208 %4P1 | -212 -11.0 195 08
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7. Axx(M\62)

) BRE 9 S48

K BEL 97 68 108 E4HED, EBH, &
' 58 FHELE KB ARKGHE U BE=
BEEE TR BERKRE H4stded 97F 74
208 ALHEHOE KB ARLESYD ¥
Bfell= R\O Cerebral infarction® 2 BT uf
7t Ak Tk EHKE, ERESIACT

2) Brain CT : H&FEUS.

3) TCD &AXA

H8-1. He9 2 HF#H REE

(2F1¥\R), LREAN\R)3IA}
2) Brain CT : #EFEYE.
3) TCD &A A
X10-1. AW € FEd ¥R

Vessels| Right | Left {A.L(%)] Vessels |Right| Left | AL(%)

MCA | B29] &6 271 ICA [-237|-378| 466

PCA | H8| 315 124 VA [-312(-300| 32

ACA |-418{-482| 157 |SIPHON| 622| 377| 490

H10-2. HEHEHA gA
Breath-hold Hyperventilation

0, - =

MCA /fAVm 300 310 317 326
% 4Pl 138 0.2 -575 -37.2

Vessels| Right | Left | AL(%6) | Vessels {Right | Left | AL(%)
MCA | 57.2| &3] -394 ICA |-338|-298| 126
PCA | 196| 347| -556 VA [-340]-464] -30.1
ACA {-00|-455] -154 | SIPHON| 645] 583| 101

%8-2. AFREH g4

Breath-hold Hyperventilation
%A4Vm| -448 ~184 33 305
MCA % 4P1 6.3 46 - 38 -215

8. Z++(F\61)

1) BRE ¥ SER

A BEE 97 28 118 ELHED, B4, ¥
B 5& IRELE KB AREHE ©& BEE
BEELE EmEoZ F4IHod FFR EHE,
ER T3 A

2) Brain CT : R RS

3) TCD &3

E9-1. H%9 2 A5d REE

Vessels| Right | Left | AL(%)|| Vessels |Right| Left | AL(%)
MCA | 382| 604 - 37 ICA {-197|-213] - 78
PCA |-360|-401] -136 VA |-310[-362| 567
ACA |-662|-589| 117 ||SIPHON| 54.1|-302| 5.7
E9-2. HE5A¥H g4
Breath-hold Hyperventilation
%A4Vm 10 237 -22.8 -30
MCA % AP1 -194 - 98 -58 - 43
9. A*=+x(M\27)
1) HRE 2L SR
A BEE 97 84 308 ELFED, %Eﬁﬁ, BR
5 BHE 52 XRESR KB ARRKE O &

2, Sﬂfﬁt HRERS Ao TR SH%E

V. Z%

BSEES] BRROUES BEmitol o3 olFolA
o, E¥ BOEES 187 100mge] RSl oF
Som¢ol ™, BTt 2 #BAe] KM S8
thagol wal |EITY. o] Kmite BBBEER
geol ofste] kel —ESHA #FRHT Aed,
mEge] EF3A FABHRS MiEste mEEe]l TH
st RS WERHWA BEmKE A R
§q4-7)l

Bmiig S MEBEIR mEERSERE)A e
dta REmmE #EHiol REMAP. MEWRES 4
8 REEAM = ARBIREC a3 @7 did
T2 FHPRMNES ST BOFERS o
WA, M Zdolol sty MmEEEY 4
< RAGIEY, F2 REmEe nfd 2 Bg
< pov fmEe] K, WRESZ HEE S

ol m#ES H4EsE BERE MMl AREIE
T HEBEIKC] 12w, o] ¥ EjIRS B EEI
A g Willis@-S aiete] BEEmAY] MKER
BRE —EY nEoZ TE, HEHA #EIT
6,7

mekx §F fEol Y mEfee T Fe
REBIES HABIRC] HEse HXEBIKS &
ROZ A F MmEel M2 HolAe ¥Fed. o
2y Y ARBAROIV #BBRS] FAZXEYE m
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TCDE FIHR dffERezch B3% opol e MKy #8 5

el M & mEst7] e %EBHES S 4
E m#Es gestel, %9 REBIROY #B5%
kel =3y Ao Willis®2 E3lo Mol
EAZ X@EEY AR Mm-S @Mstn qo®,

ol2ld MMmE LA EEY FFze
AR BR, mE B, 48y BE, RER
R Fol o ARM EFR2ZAM Y F2%
RAe BKEREC S BRBHES REsis =
FEo LW BHED RKEME EHoZA o I
B8el mEEHFHEA st HEGAT qEEt
o 8% FRSZMNE ARERIY #BEIK
Al AR BHEH Holw BEmEe BHIRMEAL
fEol o3le 2Hpyoz Fold £ YEd o=
53 Rk 44 mmEdA & g4dg. 4
LBy ERo2AE —EBLRECOIY BEEO,)
7} Qled, CO= MmEHRS dovin KMk
£ Z2E3] BmAIIH, O AAEGC] EBolAS
o M KR ¥ EmES #BmAd AR
ERoz2 A Fad A fEe HEHENEECIH B
mEe Aol ozt gEFvez BHE —FdA
2 I

olstdo] = ARBAA 7MY Fad W T
2 A EES] HeoEelu BhREE/LSY B4AT
e Bmuel #LE RS EnHEEEE
FgstA He Helvh ey 3 ¥ i oL
RS FAEA Soisww, REY Abold
il kAR FRY TS BKEA Hez B
Holl R - BHFste Aol FArYE Fad #
7t "2 el

a0 mEEEe 2ZEC FRAsY #d
& Ifn 8 35 #4% (Angiography), Brain CT, Brain
MRI 59 EG2ER#ES RE BE/ TMESL,
A mAES 7O olB o] slow, EEE EA
o2 A% fEhaely Aol U, EmbEREzE T
g5t Bifidl 288 & ¢ids S U
o, 28Y &if £AE3 e TCD: HMmEz
gol slolA #eEryel BLE ZEsted FFE
o, 1kgERA ERE Wn, 7Y sg2E
I AR oI 2EREE AL+ UdE
2ok ol BEmE mike e WES BE

g He FMstd, FRER MmEES BEX
TAME HR7F e Aoz 4zhn,

a3 BN BRE mXOeEAN EmEERET
7 #¥E TCDY KM HEZ: mHEEEA
B OUOMY 2o g, gmmiE R
9 #HE7 Ao

wetX EHZE Brain CTE Mi78td Cerebral
infarction® Z 2 ¥ 5619 Brain CT 4 Eo|A}
T2 oy RS E —BHEENRES &
OEE 4 distd TCDE HfTe + o8 M
H Ao RA EimbiEEhBEed 9§ TCD
o] FiF TTHEMES MEEtel mtu)

fEB] 12 Brain CTZ Cerebral infarction, Left
temporoparietal lobeZ HEZWL Hxz TCD%
ERRSEIIRS] MmIEMEIL Bt An ARl RhE
Bike MitEE MAE b Bostdoeyd EF
BT ARAEBIR 2 AMESHIRY mi
HE EBIE Hol o] Iifiol BIEol ROEY m
ERIEN BEET MAKKEBIRS] M KN
HA3 HAT Aoz Hol Bl hAMEES A
& BhRME(L7T 8080 Brain CT A £{ MCA
9] branch7} BFAZEE A7 TCDAY EfmFET=
—EF W7 e Aoz ndnh

fEB) 2% Brain CT4 Cerebral infarction right,
temporoparietal lobe® WZWS BE=2Z TCDA
4§l SIPHON®| myizEEe] $Emste] o] R
Bergol BLEY. —MNSE E2EHER s
MmMEES Bostd, X EFdAE 238 %
H B AEIARS] MEEHEEl #ME A Brain
CT9t TCDS FrRel —%s3kA gtk ouh
SIPHON®} s ARSEDAE, AIARSEIIRS MEiEmo
2 et @gEEel A merolv® mE KM
ol A BRbAMEEEY Kt BT R
3 Birh KRSERE T AR AREEIIES] MYTIREE
o] ®Eme AS ¥ o SIPHON Lol REHNER
FFlol #AEel sl Ao =2 BHEd.

SEF 3 Brain CT4 Cerebral infarction right
temporoparietal lobe and basal ganglia® 2wt
< BERZ TCDA 28 ABMES MmmEEol
Fghol vt Mo & BES EKGY
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6 AHARE GERBHRAHN &K B1E B1%

artriofiblilation©. 2 W4 std #HEZ LEH DY
KTz 8t 280 mKEe KT
v Aoz Holn, mEREMBREANN B =5
REMHS] ETE A LBERLR sy gk
o R BmEst REste] g BmEE] o
o kS 7] wWEer EEET Brain CT
A TCD BiRY #HE st Bl @
pig=y

fE#) 42 Brain CT% Cerebral infarction, right
basal ganglia® ZEYS BE2Z TCDA Wld
REENAR, AR AREEIAR, RIMISIPHONS mif®ReE
T Emstd o, ARIARBIRSY mitEES W
LA, mEREHEEANE AP AMEEIR
o HEHES] BT MAEHUNoY el o ity
o mepA K EFIe] BEYE WA K EEm
ol BIREE LYY MR #ITHO Bk B
el AEA WA Aoz BRI RfElcd
KEEE R, AT AMSENR, FIAISIPHONS] #k2Eol
80" Brain CT ETR3 TCD FFR#E= X
B BERA ST

fEF 5%Brain CT 4 Cerebral infarction, left
basal ganglia and (Old) Infarction right basal
ganglia® ZE¢e £E=Z TCDA MEITEEIIR
9 ERMEEBARS mimrr Emstd o™, EET
KESEDAR, AEAKBRS] MEEES Mo s
mERKEREEANNE Bl AEERES KIERE
2% BoEAdo Aflle] o #I} FAog Mo}
MR RSB AR S] BHARME(L7T BOEW, LAEE
iR el #Fgol 08 Brain CT FrR¥ TCD
FrR3e #HE BES A

LI E Cerebral infartion®.2 ZEie BE 548
BitslE #£8 Brain CTS TCDY FfRol #HE
BBl A:  EslE 16124 9%
infarction®] #E7T YA FFA F& KEEE]
749+ Brain CT, Brain MRI, TCD9 ErEe]l #H
F —#%3dE #1459 g6t a9 BEHE
£t W7t o F4este FSRTe
M2 BASE AU Byl i, HE
3 BARS branch’t SE2MEC] HAE O K
o] wal mifst HEhsty] dEoE B

2

fEFI6E Brain CTA ‘HRAARYULS 02 2HY
< BEZ TCD 4 W% ARSEIR, A0S SR
T AAEEBIERIIT AQREEEE £/
SIPHON®| miEE = BMA3ldct. meKmEN g
Fo X EMRKEBIRS KEM Ao
metd K EFIY] EEE EARKBIERY Hoe
o] BELHY ARIFIAKEIRAE #HAge] &L
o AEEEFBIERS miEl L GRLBED
< ool o AJNA, FHEMITE A% A
A= gl LEE Aoz Bl

JEGI7S Brain CTA "HERARMUS OE 2E
& B¥EZ TCD ¥ EfllhAIEENIR, RI{ASIPHON,
EEFEIARS] MEES Ematdn, HR%kk
MSEiES] MREE S Bl s mBRENRE
oM e A AISEIRRS] RIEH O B3 Aoz
Hol A KISEIAES BARE/L/E ROLHY, £
i A ENE T AISIPHONS MmMin&EE #Bme
o] Efrel fFEel RLBET K BEY K4 HE
51& AMISIPHONS ##&st Bigitte] e e
2 BedEg

fEFI8S Brain CTY ‘BEMRYS'2ZE 2
< BEZ TCD ¥ AH4 mifEEel EHEEs
o %t Al SIPHONS miEEel #msof
Attt mEREEEEANMNE ERIF KBRS K
FEYol AT A3 ARISIPHONS mFEE ol
wmd AL B o AfbAMEINES BHIRE{LS}
RSIPHONS #%go] SLH K fEMY BH
oA BARNY L4 HENT BBt Uv He
2 Exed

FEFIOE Brain CTA 'HRARYIS'2Z Z2EY
S BEEZ TCD 4 AHS myEEEol IFHEHN
of sl Al SIPHONS mfis#Ee] ®ins el
Aot mMEREMBREIME EEFAES 24
& EFY BEAA BEAD ELFEHD B
ol e Aoz miad

LiE Brain CT % ‘®BEFRIAS 22 Z2HR
BE S Bt B &R BRMY ERS HE
Bol v AT Moy HABRMEE
A & EKEY &o] Had AT 18124
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TCDE FIAY MimbEEzh BE 9ol e IRy 2% 7

TIA9] 7§ TCDY HEH o FEHUT

TCDE 2% BmERES 28 Hiksol
REHNO L REHAEI FEITE GHES #HE
st EmUERmEEE et EEEMNoE B
Hol BRT & e HolM #Hk LRl #HAH
3 3l #ZEeT au o REedx 73]
1 oHds TCDE Mol wat Erd B
ZR7F 3oy, AR, £ EEES BERE]
EFlol GAmESIA] o3, EACl uwal KEmEe] B
ol wow d28e EiTREYG N T BH
Bpoz uvlg @& Bis Jdus AL dor
RSO & BEY) H3 ok

Lkl RIEBSE] #Wxddd TCDE ¥2
TEEHBE 2 X5 YoM BESA &

ge
E%¢ 2 4 3¢ Aoz EieEn,

hu

19964 10A%H 197€ 10A7HA AHKER
MBS ARl AFel ABESte Brain CTE MEfT
3 & jEEo =2 H2E 5619 Brain CT 4 %
RATE glg'oz 2ZEEUOY BRMeE —&
MEEnZ BO5E 4F tistd TCDE KiT
P R OS2 BHRS IUT

1. fiFzEo 2 w29 56 Fol Brain CT R
 TCD FrRel —%4 fie 14124 Brain CT
BB TCD FiRo| wr=A] —%s3ka] &gttt

2. —BMRSEMEBE 461 & TCD Fifiel —
B fle FEAM —BHEEEENEES] 28 B
e R}

3. Emiigxdg FRET AMOEBRRES 2
grol golA TCDE HHAS BEkelth

LlEel g£82 wel TCDE M+ 2
gl sRsA 82 & slon, 53 mEKRSE
o 28 L BEE WEY & Jo EoiEEEd
Bzl =80l Halg Bkdrh
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