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##5374672630 : MAJOR MEDICINE (NEUROLOGY)
KEYWORDS : circle of Willis/ anatomical variation/ risk of ischemic stroke

Udom Suthiponpaisan : The Study of anatomical variation of the circle of Willis in
patients who underwent Magnetic Resonance Angiography of brain at King

Chulalongkorn Memorial Hospital. Nijasri Charnnarong: 55 pp.

Introduction : Anatomical varations of the circle of Willis can be found in normal population. We
aimed to study the anatomical variations of the circle of Willis in Thai population and search for
relationship between type of variation and ischemic stroke.

Methods : In 559 patients during January 2010 to December 2010 who underwent Magnetic
Resonance Angiography of the brain at King Chulalongkorn Memorial Hospital by MRI 3.0 Tesla,
Achieva Philips were studied.

Results : We found 17 types of CoW variations. The prevalence of CoW variations is 88.9%. The
most common type of variation is bilateral hypoplastic PCoAs (36.1%), followed by unilateral
hypoplastic PCoA (13.4%), complete CoW (11.1%), hypoplastic A1 - bilateral hypoplastic PCoAs
(9.8%), hypoplastic A1 and bilateral hypoplastic PCoAs (8.9%), PCA arise from ipsilateral ICA
(8.8%), unilateral hypoplastic PCoA and hypoplastic ACoA (3.6%), hypoplastic ACoA (2.1%),
hypoplastic A1 and contralateral PCoA (1.4%), hypoplastic A1 (1.3%), hypoplastic P1 - contralateral
PCoA and ipsilateral A1 (1.1%), Others (0.9%), all hypoplastic segments (0.4%), bilateral hypoplastic
P1s (0.4%), hypoplastic P1 — contralateral hypoplastic PCoA and ipsilateral hypoplastic A1 (0.4%),
hypoplastic P1 and contralateral hypoplastic A1 (0.2%) and hypoplastic ACoA and P1 (0.2%),
respectively. They were association between the CoW variations and ischemic stroke. Unilateral/
bilateral PCoAs, bilateral hypoplastic PCoAs with ACoA and male type were the risk factor of
ischemic stroke.

Conclusion : The prevalence of CoW variations in Thai population is 88.9%. Unilateral/ bilateral

PCoAs and bilateral hypoplastic PCoAs with ACoA of CoW variations are the risk factor of ischemic

stroke.
Department : ........ Medicine....... StUENt SIGNAtUNe & ...ooieiiee e
Field of Study : .....Medicine....... AQVISEI'S SIGNATUIE & ettt

Academic Year : .. 2011.............
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1.1 ANNAIAILATINI229eyIN15348 (Background and Rationale)

VARALRBAANDILITIIUFIUANDINANHULARIEIUNIUTIBINABAIARA  TINUTITITaNAR TN
FTULNABARAAANBIRIUNEN LRI UUAUNDANAAAN [T AN ANDIMNNRYADAADARNDSAY 15U
NN9UITENLANHDUZLIANZIIUABARaRTITI cerebral arterial circle 38 circulus arteriosus cerebri
el Thomas Willis Faust) A.A. 1664 BaBRREALITIINL circle of Willis Usynavusiauaaniasn anterior

cerebral @AW (A1 segment) 2 419, vaenLaen anterior communicating, NARALAEA posterior

cerebral @211 (P1 segment) 2 419 uazviaaALAen posterior communicating 2 419

Anterior cerebral artery

Middie
cerebral
artery

Posterior communicating artery

Posterior cerebral artery

Superior
cerebellar
artery

Basilar artery
Vertebral artery

*Ant. communicating artery
**Ophthalmic artery
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1.2 ANDINURINN9298 (Research questions)

ANDNUAN (Primary research question)
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1.5 NFAUAANNAALUNIGIAE (conceptual framework)
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LANAITHATINUIALNLNEITRS

NUNIUITTUNTINNLNLIUDA (Review of Related Literature)

ANEULL9ER4 circle of Willis Miflusnusiniianulfveslulszainsial deyanliluens
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FNUIAINNITAIIAAILNNTIATIRNADALRDAANDIAENENTLITADNNUADSNNNTAAAIINUSE  N19MT0A
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sogpausrviauluauudwan waznismmagiandadedin InsAnwifeaiudnsuenianiginia
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! |y A = o > = o a X oA X
u’]uﬂqqﬂqﬂﬂ’]qﬂqﬂuﬂ Imﬂllﬂ']ﬁ‘wW\Iu’ﬂuﬂquﬁ‘r\ﬁl@m@ﬂﬁLL@?]J@NM@LWNN’]ﬂﬂuLﬁ"ﬂﬂ °1 ANU

nsANENTaY Helena E. Riggs Wil m.f.1962 seawnaaiudndiuainuduudmienig

ANATeMABLRBAANEY circle of Willis aanmsensnanesdteudsdeddn wudndaauiinlnfiaes

o

PABALRAA CoW T4 79 % (802 F181ANNANUILANBIFIBENITaUNA 994 3181) Tasiisneazidsm Fail(8)

o

PAIUANNNE LT UIRINARALARA circle of Willis AMNANMIENINNIEANALLILIFY y

U (518)

A. Communicating arteries 467
Anterior 91
Posterior (unilateral = 88, bilateral = 126) 214
Anterior/ posterior (unilateral = 41, bilateral = 67) 108
“Foetal” type 54

B. Divisional Branch Basilar 176
Unilateral 47
+ Communicating arteries 78

(anterior = 35, posterior = 26, ant./ post. = 17)

Bilateral 33
+ Communicating arteries ant. 18
C. Proximal Anterior Cerebral 119

No other anomaly 38



+ Communicating arteries post. 81

unilat. 23

bilat. 58

D. Div. Branch Basilar/ Anterior Cerebral 40
No other anomaly 23

+ Opposite divisional basilar 5

+ Post. Communicating artery 12

aviulfdnuenanAantullsresuannaen circle of Wilis Anuldunnndnnaasiaani

UnAuda dadouanuiuulsresanniasnanestiln posterior communicating SANUNINTNAIUIU 214
P g
918 ananesrediloevianuadnuan 994 9e (Aalu 22.54 %) AsduinnANdulsrasiasnaen
a A [~3 1 a £ ] o U 1 a a = 1 A

aned Cow ailnauanasaiaananndind (dusududnantienndt 1 Hadwng) viseldivaaniaen
, H (o a o o { 2 % , . o = o
doudy ) winulladulladaideasienizaneariniaenias  anadanasenisUiuilaaunisinemly

A o 2 Y v s A = | e =
@uqV’W]LﬂﬂQﬂUﬂW?L@ﬂﬂimﬂqmquLﬂ@ﬁL@ﬂﬂui@ﬂqﬁ‘ﬁ\nmﬂuqﬂwq@ﬂ@’ﬂﬂL@@ﬂiuLL@Zu@ﬂ@N@\ﬁ

ANBUSNNNMeINANEALNRIRINaaRALAan circle of Willis Wi111sNY €

AINNNTANH N EILANEUZNIINILANIATBINARALADA CoW UAININALTIRYBY Bernard
J. Alpers Tl A.A.1958 AN 350 3181(9) WuIMaeALaan CoW UnfA wuLNeNLseunnimsanilawiniu
(52.3%) naanlann CoW NwaaniaAnutuulsuainuatesia 1aud

1. nslifdiuaeaviaeniden posterior communicating Nxntszneuile Cow Anunaa

o

(Posterior communicating artery or PCoA) WULl32a1u 0.6 % 2891lseanaivinunane

Fig. L.—Absent vessel.

¥
N &

4 ~

2 left posterior
N communicating oriéries
; 06 %

NN 2 : ANBIUE UABALABA posterior communicating NLURUAALAR

P Riggs HE, Rupp C. Variation in form of circle of Willis. The relation of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.



2. WABALAAA  posterior communicating  NUNABNNINARRATEI  (string-like
connections) WUARELW ATl

a.  waBALAaA PCoA hypoplasia 22 % (f191fan 14 %, aasdne 8 %)

Fig. 3.—String-ike posterior communicating
artery,

.ﬂ"l‘W‘VI 3: anumummuaamaaﬂ posterlo//cy)‘umunlcatlng ummmanm'\ﬂnmummmm

P Riggs HE, Rupp C. Variation in form oLcu:cle of W|II|s tion of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963Jy8‘.'g—/4’ ) [ “*»i\\'/
// \ -~

A /poplé}sla TIA 3 %, RNIZAIUSY 2 %

Alpers et al.

s i . ¥ ? =3 ' a 1o a
NINN 4 : @ﬂﬂmzﬂlﬂﬁﬁ@@ﬂkaﬂﬂ anterior communicating ﬁ‘nuﬁmannmﬂnmmml,uﬂ

fn Riggs HE, Rupp C. Variation in form of circle of Willis. The relation of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.

c. 1aRAARA ACA 2 119muiuilunaanianataen 2 %

I:-;i . 2—Fusion of anterior cerebral arteries 0.3
o 3% c

DINA 5 : ANHUSURINABALADA anterior cerebral 2 TNHNITINNULTIUNADALADALALD

fn Riggs HE, Rupp C. Variation in form of circle of Willis. The relation of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.
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3. NNTNUARALARATIUIALALLNNAIULNNEALNG 19] LN

a. accessory ACoA Huanagiuun wudhdauilsznnn 9 %

Fi: &—Ams amerior mica

artery.

MW 6 : anummuna’amaam nterior cerebral vagauinRnlng

i Riggs HE, Rupp C. Variation in form\o\\mrcle of V& e relation of the variations to collateral circulation:
\ )
anatomic analysis. Arch Neurol. 1963 JW

b. n19HEVA \ f\ memflu B\Mﬂmmﬂm NUARALUTEHL 8 %

\(Z)
rebral qumtﬂu 3 UARALADA

i Riggs HE, Rupp C. Vanatlon‘M tion of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.

°

Ay a A4 a o \ L Py P &
4. NIFUAUNUALDINRDALADANA B VLIS (Anomalous orlglns) I’LﬂLLﬂ NITNURRALADA

PCA HFunlinaanainasniann ICA wudadouilszunns 15 %

&—Poslermr cerebral m anery from mternal
u'o!ul ariery.

MNA 8 : ansuENAVaanldaan PCA ARuntinaanainiaaniaan ICA
N Riggs HE, Rupp C. Variation in form of circle of Willis. The relation of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.
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5. nsivaanaannalnRAanwnuataiaaniaan wulsles teun waasaaaniauInan
a a A = a A QI a a A 1 dl

NAUNAVANLYARALADA WIANITHYABALARALNNEALNG m@gﬂmqimmqwﬂ@muv[ﬂmn

AnuEnaaAaanlnENIN

Fig. 9—Anterior cerebral artery variations.

3/, /7
z —
Fusion “Unilatéral - SungI' Triplicate

AINA 9 | ANHUSNNURDALADANALNAINUIUNAILUNRRALADA

fan Riggs HE, Rupp C. Variation in form of circle of Willis. The relation of the variations to collateral circulation:

anatomic analysis. Arch Neurol. 1963 Jan;8:8-14.

o

Snunusiiuulsemaanidan Cow Lﬂummmnmiﬁwmiﬂmgirﬂmu55?\1LufiﬁﬁLﬁm B.J.M.
van Kooij WAYADZANMIANHIENNNIEINIATedLaznIsinaiaulsinszualalintasiaaniaan Cow
Tdnfinaeanewinmundiuan 72 11e lnanmnavasnaenanes Cow fenauasianluaunuimen
Tneildinaiia 2-D phase-contrast MRA kaz Time-of-flight nudrillaniafifinaauduulsas Cow 6N
unnidinfinaennsusmuneeadlidedn AEUNNAD A NaMsANEINLANTILTERY  74% Ay
dmsnFaresnszualaiinlunaaniaon ACA dou Al ﬁﬁmmmlm&i%zgmdﬁm@mLﬁﬂmﬁﬁmmﬁuuﬂiﬂnﬁm
ALWTRUUIALEN (43.3 H.8./407AZ 33.3 8.8./409, p = 0.009) Wetaaniatinidenldssanasls
\WeWa ﬁ@quqmdﬁﬁ”mmﬁm\aﬂmmiaﬁmlumﬂmﬁﬂm ACA dau A1 Teuiiinfiiamnsvaenideatnd

(38.4 1.8./479) daulunaeniaen CoW @aunad (unilateral or bilateral PCoA hypoplasia) ARANNEY

wils waamLaan basilar azlensiaeenszualaintasndnlusnilauiauaasaen basiar Un&(10)

AANINNNIANHIANNE U8 circle of Willis Mtlszannsinldluanuaneilszme wudni
o ‘ﬂl [ 10 a 1 o ‘é’ a v = (= ==
A dunlslunnusnfingeuanseiumudes s dayalusiapeimdowilunisdnenainnisnsas
v Ao o a aa o | = . | a > a o
FilneandiunduAdinawIu 994 318 Wuduaaalaan circle of Willis Haunatlnfinsuvianus Anilu

19%, bilateral hypoplastic PCoAs(posterior communicating artery) 13%, hypoplastic ACoA(anterior
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communicating artery) 9%, unilateral hypoplastic PCoA 9%, bilateral hypoplastic PCoAs waz
hypoplastic ACoA 7%, A1 WAz bilateral hypoplastic PCoAs 6%, all segments hypoplastic 5%,
hypoplastic A1(segment of anterior cerebral artery) 5%, unilateral hypoplastic PCoA Was ACoA 4%,
hypoplastic ACoA waz P1(segment of posterior cerebral artery) 3.5%, bilateral hypoplastic P1s 3%,
hypoplastic PCoA as contralateral P1 3%, hypoplastic P1 Was ipsilateral A1 2%, hypoplastic PCoA
— ipsilateral A1 az ACoA 2%, hypoplastic PCoA — ACoA Wazcontralateral P1 2%, hypoplastic P1 —
contralateral PCoA and ipsilateral A1 1%, bilateral hypoplastic P1s a8z ACoA 1%, hypoplastic A1
AL contraleral PCoA 0.7%, bilateral hypoplastic P1s waz A1 0.5%, hypoplastic PCoA — ipsilateral A1

o

WA contralateral P1 0.3%, hypoplastic P1 uaz contralateral A1 0.2%(8) BeRdndauAnndiuLls

LANANANTEEE  ANnnnsAnEn LA UdndouAa s 4l bilateral hypoplastic
PCoAs 23%, bilateral hypoplastic PCoAs WAz hypoplastic ACoA 16%, uaamLdan circle of Willis §
gunanAnsuviaan Anuly 14%, all segments hypoplastic 14%, unilateral hypoplastic PCoA 11.5%,
unilateral hypoplastic PCoA a8z ACoA 7%, hypoplastic ACoA 3%, hypoplastic ACoA way P1 3%,
hypoplastic P1 ka¥ ipsilateral A1 2%, A1 WAz bilateral hypoplastic PCoAs 2%, unilateral hypoplastic
P1 0.8%, bilateral hypoplastic P1s 0.4%, %, bilateral hypoplastic P1s Waz A1 0.4%, bilateral

hypoplastic P1s iaz ACoA 0.4%(11)

A al

, P N o o v a a A A a ) LR
aeiglafinn enafianmngu o M liNeNRaUnRTeaeaRenLFans circle of Willis

1% o nll G| 10 a 2 ' A < 1 .
saauenanA A usndila Tun nnzvaendenuds Isalueniugn (Moyamoya disease)

3puannAannALNR (arteriovenous malformation) F9A1ANNIAFIANINFIRINGNAZAINITOLBNANHDUL

' ' v
*KX

o \ A Aa a a aa o ) a aa o @
LLZ‘]%W’]LLW“LN?J@\‘]'M@@ﬂL@ﬂﬂVINﬂQWNN@ﬂﬂW EﬁQQJﬂ?zIﬂ“ﬁlﬂ,uﬂqiquqfﬂﬂLLElﬂTﬁ‘ﬂ’]r]ﬂ’]']NNﬂﬂﬂmmWUuuLﬂu

' %

o jo a A a - Aa X o = | = \
WJWNN‘LALL‘UTLLMMLumui'ﬂLﬂmmﬂTmﬂu °'| NINAAUNTENAT eLuﬂui‘V]ilLL@:F‘]HL@Lsﬁﬂwuqqﬂﬂqﬁ‘muﬂﬂq\‘i
2 \ A a 2 G Wy ] = = =
E‘HLL?QT@QV@@@L@@ﬁlumiu@ﬂﬂﬂmLﬂm”’ﬂﬂ'ﬂ@@mL@@leﬂJ\ﬂﬂ‘Uﬂﬂﬂqqﬂj’]'ﬂN']"llq'](']2) sﬁ\‘]’&']l,ﬂﬁﬂlﬂ\‘lﬂ']?m']_lslu

ANLLsIn a0 luwLLLE R

fausll  A.A.1963  HnngAnmn lusnalssinAnaAaNANR LS UR9A N T INN9N83 N AT
circle of Willis fiutladeidesialsnnaaniaananad nudiannisamaanesiaeuddednn wudngilae
A o 2 , . a ) & R pRpm
niAuuLLsaInaaa@an circle of Willis 4la hypoplasia AsWUN1 AN AaaaNnNd§ilaeni
waanLaan circle of Willis awiatngvianun(g) 1utl a.a.2003 An1sAnuludilanivasniden internal

carotid AuNINNgY 70% laeldirsasilansadamauidesaaunga(transcranial color-coded duplex
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v

ultrasonography or TCCD) wudngilhendauduulsusnntatta  hypoplasia 284  anterior
communicating, anterior cerebral (A1 segment), posterior cerebral (P1 segment) 138 posterior
. . = = | = Yy pRp = . .
communicating azdlanadsssianinzanessnnaeanINnINgiienivasnaen circle of Willis 2110
UnfAmsuvianuna(4) sasnlull a.A.2007 nisdnsTudszmelfndunudingihanianuduulsuemaen
@an circle of Willis 18a A1 segment hypoplasia #1en1a1deafan1sinNIIzaNestNAaanNINNg
filhaniviaaniaan circle of Willis 1uALNAATLTIINA LATLENMIBIANBITIINAREAANALS LA
@A A1 segment hypoplasia IngAN UM T29aNa9I ALABATINLLIREAR striatum T9B1aNARINLBILN
laifivaaniaen collateral INs1ZRUAMARALAEA penetrating NWAENLTIIN basal ganglia AuLdeasanis
Wanazanesaaenliiaeas) Tl a.A.2008 fnsAnedqetudumuduiusaasnudulse
& . . o o o \ a = a X = vy A
waanaan circle of Wilis nuiladeidassianisiinninzanesanmaenaningeay Tagdnsnlugioani
. . . \ l=ll 1 A . . = @ o o o Adl
posterior communicating artery hypoplasia nlidnaeniaen internal carotid AU AgenuInliladaides
saniafinnnzanesaideaNnndlanivaeniaen circle of Willis awiaUnfasuviasunm(e) n1s

[
o a o a

AqpaFanldanwuranuiuulewaeniaen circle of Willis e ldiunniga(13) Al

Q0 00
EReR
PIERRR0D

DN 10 : ANBUSANNRULLSENN o RIuaBALAan circle of Willis

(ﬁm . Eftekhar B, Dadmehr M, Ansari S, Ghodsi M, Nazparvar B, Ketabchi E. Are the distributions of
variations of circle of Willis different in different populations? - Results of an anatomical study and review of

literature. BMC Neurol. 2006;6)

1. Normal (complete)
2. All hypoplastic segments
3. Hypoplastic ACoA

4. Unilateral hypoplastic PCoA
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1.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

14

Unilateral hypoplastic PCoA and ACoA

Bilateral hypoplastic PCoAs

Bilateral hypoplastic PCoAs and hypoplastic ACoA
Hypoplastic A1

Unilateral hypoplastic P1

Bilateral hypoplastic P1s

Hypoplastic P1 and contralateral A1

Hypoplastic P1 and ipsilateral A1

Bilateral hypoplastic P1s and A1

Hypoplastic A1 and contralateral PCoA

Hypoplastic ACoA and P1

Hypoplastic PCoA, ipsilateral A1 and ACoA
Hypoplastic PCoA and contralateral P1

A1 and bilateral hypoplastic PCoAs

Hypoplastic PCoA, ACoA and contralateral P1
Hypoplastic P1, contralateral PCoA and ipsilateral A1
Bilateral hypoplastic P1s and ACoA

Hypoplastic PCoA, ipsilateral A1 and contralateral P1

Others

= =2 = Y o o dg/ ! o A
AnsANEUANENITANEN AN N1 TR T Tunsndndouanuiuulsaesvianniaan

circle of Willis lutlsztnnsaestlszimnanes 1Hun nns@nsenaes Riggs and Rupp 1963(8), EI Khamlichi

et al. 1985(14), Fisher 1965(15), Lazorthes et al. 1979(16), Eftekhar et al. 2006(13) waz De silva et al.

o

2011(11) BANANREINN1ANHUNLIAUAINANAUTITUINANNEBLLsU89 circle of Willis Futlads

a & , @ oY ~ = o . -
L@ﬂ\lﬂqqzﬁ'&ﬂ@\ﬂﬂmL@@mﬂluﬁﬂqﬂﬂﬁ‘zﬁLV]ﬁ ﬂﬂq\ﬂ?ﬂ[}ﬁﬂ ﬂ\TVLNLﬂﬂﬂﬂq?ﬂﬂﬂqﬂqqmmuuﬂ?ﬂm\‘] circle of Willis

wazANduRusAuTadedsslunisfannzanasnadanlullszmanannnan
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A519N 1 LA AFIUT N ATRIAMNNE UL LT TRIARAIRandNaICoWlulssTnsuARE UsTINA(11)

Complete
2 All hypoplasia 5 i b/// ¥, 0 5 0 0
=N éf/
3 AcoA 9 11 1 45 0 14
4 Uni.PcoA '///// Y 6 14 20 11.5
=== \
5 Uni.PcoA 3 5 4 7
—AcoA

/.;&‘.A.-«»l..v,uy v
6 Bilat. PcoA - ——————— (N 20 o7 o

AN AN

.~ \ /2N
7 Bilat.PcoA 7 10 14 17 4 16
— AcoA
8 Al B 2 0 1.5 0 3
9 Uni.P1 8 3 0.9 2.5 0.9 0.8
10 Bilat.P1s 3 1 4 3 0 0.4
11 P1- contra.A1 0.2 0 2 0 0 0
12 P1—ipsi.A1 2 1 0.2 1.5 0.9 2
13 Bilat.P1s — A1 0.5 0 0.7 0.5 0 0.4
14 Al- 0.7 0 0.2 0.5 0 0

contra.PcoA



15

16

17
18
19

20
21

22

23

AcoA - P1

PcoA —
ipsi. A1 —

AcoA

PcoA —

contra.P1

Al -

bilat.PcoAs

PcoA — AcoA

— cotra.P1

P1 -
contra.PcoA —

ipsi.A1

P1—
contra.PcoA —

ipsi.A1

Bilat.P1s —

AcoA

Others

3.5

4 0

0.3

0.5

0 2
0 2
1 2

1.5

0.5

0.5

0.9

0.9

0.9

16

0.4

0.4



P1-Contra. PcoA~_ RiggS, 1963

ipsi.A1 A\
PCoA - ACoA ~ Bilateral P1s - ACoA PeoA- ipsi.AL -
contra.P1 \ / contra.P1
Al - bilat.PCoAs \‘\ e
= bilat. N /
_ AN /
PCoA~ipaiAl -~ PcoA - contra.P1 // ~_PCA arise from ipsilat.
ACoA 4 /
R \ /5 IcA
\ /
ACOA-P1__ \
Al - contra,PCoA _
Bilat.P1s-Al__
_All hypoplasia
P1-ipsiAl__—

P1-contra.Al

Bilat.P1s
Bilat.PCoAs

Bilat.PCoAs - ACOA ~~Unl.pCoA~ACoA

Lazorthes, 1979
P1-Contra. PcoA - [Bilateral P1s- ACoA
Al-bilat.PCoAs _ ipsi.AL / _-PcoA ~ipsi.AL -
PcoA - contra.P1 \\\pc‘m ~ACoA - // contra.P1
PCoA — ipsi.Al . Others.
Al- fon!ra.PCaA PCA arise from
Bilat.P1s - Al = ipsilat. ICA

P1-ipsi.Al

Typical ___All hypoplasia

Bilat.PCoAs

~——_Uni.PCoA- ACoA

Eftekhar, 2006
P1-Contra. PcoA—
PCOA - COMAPL_ a1 _ bijat pCoAs PCOA - ACOA o
PCoA-ipsiAl-_ 1\ contra.P1 :
ACoA [ _Bilateral P1s - ACoA

Al it P‘cc::-m ¥ — __PcoA —ipsi.A1—

ol A contra.pl

BilatPls-Al__ ,, T

Pl-ipsiAl S —
P1-contra.Al _ 5 ___PCAarise from

Bilat.P1s_ ipsilat. ICA

Uni.P1

Bilat.PCoAs ~ ACoA _-
Bilat.PCoAs

_All hypoplasia

“_ACoA

Uni.PCoA~ ACOA

WAUDRN 2 :

a
NHIUNT

Fisher, 1965
Bilateral P1s - ACOA _
P1- qn{rzlPtM - PcoA - ipsi.Al -
ipsi
Ips \\ contra.P1 _Others
PCOA~ACOA - _PCA arise from
contra.P1 ipsilat. ICA All hypoplasia
AL~ bilat.PCoAS Typical

ACoA
PcoA - contra.P1

1

Bilat.PCoAs

PL-ipsi.AL

P com;a.Al /
Bilat.P1s /

UniP1_~" aq

|

El, 1985

P1-Contra. PcoA~
7 ipsi.A1

Al - contra.PCoA _

| Bilat.P1s - A1

I P1-ipsiAL

|1 P1-contraAL PCA arise from

11 ipsilat. ICA
| BilatP1s__

Uni.P1

AL~

Bilat.PCoAs

Uni.PCoA- ACoA

H De Silva, 2011
P1~Contra. PcoA -
PcoA - cont@.P1.. ay _ hilat.pCoAs PCOA - ACOA -/~ %
! PCOA — ipsi.AL~_ \ contra.P1 Tk
ACoA ) r el /Blla(eml Pls - ACoA

' ACoA-P1 _ / / __PcoA-ipsi.A1 -
f AL=contraPCoA_ i / 3 A contra,P1

BilatPls<A1 - - __Others

P1~ipsiAl S — < _____PCAarise from
. Pl-contraAl ipsilat. ICA

Bilat.P1s Typical —_All hypoplasia

Uni.P1
Al

Bilat.PCoAs

. Uni.PCoA~ ACoA

LAMIFAFIUNTUATRIAMNRULLSUAaALRan CoW Tadllszannsuaran1sAnE
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HANNIANENT WUIANTLLL sMaaALAan CoW 1iia bilateral hypoplastic PCoAs Luafinf
wuldtesngaluniafnwnaes El Khamlichi (24%), Fisher (32%), Lazorthes (22%) uaz De Silva (23%)

wildudusu® 2 Tunsdnenaes Riggs (13%) wae Eftekhar (27%)

LHAUINIANUI U AN LAN NN NAD A NuULERdua AR NE L saanIAan

= e LA o = o ! a
CoW HAMNNANUANLLEANFINNU LLﬁ]LN'ﬂu’]NqLLE“?JULWHUﬂuiuﬂiz‘ﬁ’]ﬂﬁ'ﬁ@’]ﬂﬂ?:ﬁLwﬂ W']J".]"]VLNNW]Q'WN

o o

upnaAnaesdndiutinasauEulLlvaaniaan Cow atsliuadnAnynieaia

= = a o = a = Y o -
Nﬂ']i‘ﬂﬂﬂqLﬂﬂqﬂuﬂqﬁ\iﬂ@Lqﬂuﬂl@\?ﬂﬁ'zLL@I@Mﬁm’ﬂQﬁ@ﬂﬂL@'ﬂm CoW Iﬁﬂiﬁﬂ@ﬂv\l@ﬁ’]@mﬁ“ﬂ’ﬂ\i

o

201Wan(2) Fernunlaeligaanatinaansuazuuuanans Hnanail

a a rs o a ay v ° o . _— a '
MAA 11 msAAsIzins inarsulaianlaainnisAiulInaIuaanlaan crce of Wilis Und wandlpsesns
o @ a al a 9 a @ o o oa a M v
FaRUAIRNBUENNINEINMANUNG Tnauanspnuauladinauzidladusn Arnerasnszualaia(lulanans

o & - ; oo A : ¥ oo & o a m
Tumwind iadauanusnuniianusulainga@uag)lle @icu) nszuarnusalaia(ldlauandlunin)
Unk waanaan

1 Martin Sandve Alnees. Computation of Hemodynamics in the Circle of Willis. Stroke. 2007;38:2500.



19

AgAnInT InadswIanszualainluaaniaan circle of Willis 3 Ruselamiidnuiulu

dd‘ Y = A o o 1 & a A 1| dl o [~ U =3
nstlffihaivaenidenanesgaRULNAUMLY Ve lspnaaniann ltanasnatluaangIunanig
Iualaua9nzua IR AA1 15N 919 bH1NN95 N1 ANITNFNABALABALINENIAWTENIgANY
° ;A = . \ | o A o & . L = '
Aunisivaaniaeniienasediels W lufihaninisgadiuaasaaniaen internal carotid 419mils us

A om -

AeAfaaNNNInNIUARALAEA posterior communicating % ATHRUANITUUANNIICANDIANERINNIT
- ° LAy & y X X o . & o PP &
°1nmL@@mmmmuwiuumammmmmﬂL@m (border zone infarcts) m1N2 m@lugﬂfmwum@m@@m

P ~ A A . X | & ) . a ) o ,
ICA mm:mfnm@mmm’amL@famwiﬂmqammmumammam circle of Willis UTMUAIUUUININNLN
= P - A A4 ' ' A vy Aa 2
Lmzmmmmumu@mﬂﬂmwmm@m@@mmm@mmqme;mmq CoW d1nnan mfagﬂqmwmmaﬂm

ICA Ausaasdsazlauinaasnaaniaan PCoA Tunjnanini(17)

AN9UssiuManann CoW Auanens lun1sAnen1ed Gahn wazAne Hn1nistsziilin
A Y d‘d = v [~3 s a 6 A

waanaen Cow lufileeifanesanaiaen tnanisnmadaedngisdraniomasnannaananeuas
dl al t:ll t:lld al = o al v dJ [~ =l 1 1 £
PAUAENANNDGINHNIRRANIILTAaNsde  Faflunisnsanaenidenanasing i ldanedallu
\ . . . ' D3 = o = ¥ 4
$19n8 (noninvasive techniques) Wudiaxnsnliideyaineaiunaaniaan Cow uaziawildaden Tny
A @ - a - - = A o A =2 o &
NidnasdAaNNonas a0 AR AANBILANTNANEIUEN NNIENN  LATAAWALNANNDAILBNTNERIIT)

pasnszualadinluvasnidenanss  andulunsiindiheldainisonmanasniaananessaaAauAIND

geldiflevanadudeslisunsarounsz inandssrisionaii(se)

~ = = 0 P P P ~ o =

fnsAnwinaaiunisivanausesidenlumaeanidan Cow nindnisgasuiiiaaniaaniCA
dn9lednanisaEnNITNANNaRAIAAA CCA WATATIATIANINNIT Wanauaadaanly Cow Nulaawlling
irrasliansanaaniaananad trancranial color-coded duplex ultrasonography (TCCD) n17nAvaan
Wam CCA Mmwatuudszanns 3-5 daanissuaesilalnanansemiunibanaalndisnndiusuaed

. oy Ay A & c a d‘ pry A A a

sternal head 284n3¥an clavicle Tudilaenlaifinaandeauisizuinaiiesainuaniasanisnisin
emboli annananaaalaanlatmng FININA 12 wudaasluaanidan Cow anxunen atlasdngle

peiNaNU 3L ANBANEINUNN9EIUIBINARALREA CoW(19)



20

MW 12 : WULURaRdLERINS Iual BuTaLfRantauanvaaniaan A1 ACA murnlldsaaniaan A1 ACA uaz
waamALRan MCA audi druiaanannuaaniaan P1 PCA anuaansaulildramitvallswvaaniaan MCA audas

P AW Hoksbergen. Collateral Variations in Circle of Willis in Atherosclerotic Population Assessed by Means of

Transcranial Color-Coded Duplex Ultrasonography. Stroke 2000;31;1656-1660

nsAnENANAUlain Aausulainlugnes (cerebral blood pressure, CBP) WATNIvua
TasimnlUasegnee (cerebral blood flow, CBF) 1eduaanlann CoW WUINILLUNAAAEA CoW N
dl = & & v dJ o a v d’ = ]
ANt luNTlRsLNNT AR s LreaRen luaeARena AL RN A Uil viFeanndau
o £ Yyve = = . o - =
N84 CoW T IAFLIABANIAINUALAREA internal carotid AUAIUNAILIBINABALREA CoW TANIANN
- = I - . )4 = A | o \
naanLaen vertebral Nuzandanuunaeniaen basilar wavsag1uns0 el WTaNARIUIEUINGTTUL
Twansulatinszninelunazuennssivandswy nsdn CBF, BP uaz CBP iJuiiugiuzednisaiuam
ANNNFANUNIULBINAD AR AGNAILALIZLLNABARBANNLTANAS  NITIANITAALAURNTBIUARALABA
aNea (cerebral vasomotor reactivity) axnsndnlaeRinisuansds iun nisgafinaansueulaaenlas
n13aA epinephrine, norepinephrine %78 angiotensin $NIN13tATUNNTIMaREUIaTRTRARALRERA

common carotid Y9&89914

o =2 ‘ﬂl o =d| a a A a a
fafinsAneneatunndaauianianszualafinaesasniaan Cow agdszifiunnsluanau
A 1% dl a 1% dl A 13
1a3raandan CoW andunilellansuniiarns Yoneda uazanie Tnan1snsavansiaandauadsas
P = X I~ d = =~ = o -
AQUAENAITNDGN FL‘L!E‘]JQEI 24 TanlsAnaanlaaAANed Lazan 6 FaNaNaslng wudnin sNaad

FR3NGuaInIznalainiianaaniann ICA LAz VA 351319N13NANAasana ICA ANumadN wiqn



21

dmsnFavesnszualainlunaeniaen ICA azldiinauludilianivaaniaon Al via ACOA NHaWIALAN
1 a 4 1l 1o a 1 1 o o oo 1 o [~3 a A
ndndnfvTallTudnlie uaenudnldfinouduiusiuszudnednriiireanszualadinluvaasiaen
ICA, VA uazmnumumutesiaendananasdquilane (cerebral vascular resistance, CVR) us
wudndnsirenseualaiinaziinaulugisaniausnuniunaaaaananedsn wiazgeunly

° o

e ANs U uaenIae AaNeIgeININat WEiEAATY(20)

o

e3¢

o =

A dlnﬂl ' A ¥ 3
IUIATNAIULTDIVAAALADANITANADUADALADA CoW AIUTLILALUIN AIUNNLATUAS |

o ' '

AnudnAtasinannFanisnnszwalain sl asuiAn1eannn1azlng W ldiaetFnudnesiana

o

|
B3 2

AR dIUTBINADALREA CoW NUTNTITaNsaNdAy A naanlaan ACOA Way PCoAs JnMsAnm
YUNALBIVADALRRAN AN TN NARALNUARAREAMANT 289 Hoksbergen wazAnuz Taanudnaune
209MABALAEA ACOA WAz PCoAs N18Es1914 0.4 Uaz 0.6 Hadmms asazaunsntiiaenduhlimaen

WRandaulangls(21)

A dl dl 1 o A = o o ° A ‘:‘,

UBNANNUADALADANITANFADNULANNADALRRA CoW %umwmﬂmiunﬁﬁ‘u%mmiﬂmm

= o/ a a dl A ¥ A zdlnl o o R
aummﬂmmi@mmuummimummuuwmm@mzmm CoW A7 YAaRARaANNAINA ﬂt‘l_ﬂmuﬂﬂblﬂ

1 A zdl [~ A A A a v n; 1 d!/

nasnrannlscnauidunaasiaan  CoW  AAYARALARALITIIUINAIALSANITIEILALN (collateral

. . PR | | P v i = , , )
circulation) NTaNAasziaanalaan lularuananed e aaslann ophthalmic, facial, maxillary,
) . . : = . A & L A A
ethomoidal, leptomeningeal, middle meningeal LWAVARALADA occipital InenuaanaaaaIiazil
qaaanseniuiiuium ety dural arteriolar anastomoses Tuglaalsatueniugn (Moyamoya

. =3 o o o A .é’ Y o QI 49( dl = a o
disease) %mu@mﬁmum:mmmﬂmm@qu@@m@@mmmuvl,mm@ummu WAIANNNNNTALYARULRN

“ABARAA internal carotid dauilanavivaasdinafluszazinanniafinn s eannaa N385 9 uaeALann

[~1 dl ' ' A dl 1 | o ] dld a A o
TUNALANITANABICUIWNNARALRDAN AL ICUINANUMNINUNITAUVITRYAR U (22)

neAnERgaiUANH Uz IaaeadeaUT LT uGd Ay lunn e SN daanis

[
o v a a

HNFAFAUARAARATNABINIT N T AN ANDILT N T [N IR eNAA1ZINAEeA 11 NFHNFR
\TanranAldanuALEnyinanAsteiunaanaeauaLTnaEaiuanes (surgical revascularization

with encephaloduroarteriosynangiosis with bifrontal encephalogaleo(periosteal) synangiosis)



22

ull A.A.2007 Vassil Papantchev wazam HnannsAneineaiuAuduRusaaIa ey
utlsreanaasaan Cow nunistlestuniniianinzanesanadenlunisensinuaenaean aorta wudnlu
) dl o ] o A = o A a a A 1 1o a
filaenndunisinsdianaeni@en aorta waripouduulsaasaanidan Cow ataauvaalddusniie
azilaniaianazanesnadenlfuinningieenivasniaen Cow Und lutdnunanesuinaenly

[ a o o

dy o A dld o 1o a a A A 1 10 a 1 A o
RenazduiusiuLTnrasadeanlanutuLlsuinlasiafuvre WAuanllnetdrslfadn Aty o

o

WingunalnnisainlannaenidenanessiLyzagafUAINaNNAAIARTI8989MARINNg) Poiseulles —

Hagen AeanN19I1989

R = 8In /mr*
d =
e R Wy AEUMILNNT YA
l WU ANENITRINARALADN
A A
n WU ANUTATRYAEA
o = A
r wu Salaeaseniaen

d!/ =3 P20 o A v A = o o 12" 1 '
anannsll  azdiulidn  FAdvieacundnaesraendenlannd1AyigaseiaIx
% dl U ] Cs A [~3 3 0% ¥
Funueednisiug iasandaniduiiuguina191eaaenlaenanad 75 % nazyinliaausnumiu
A dgl 1 A ] Cs A =3 3 0% k%
2DUABAGITY 256 11N viFRMINEUNIUALENANTBIAAABAAARY 90 % NazyinliAnuEuIuLeq
@eAgeln 10,000 W Astiumnddulesuaanaan  Cow  NNANRuulsTinrunaanusnEe
(hypoplasia) fiazilfpausununisivaresaeninavuinateilidadAnyaudesnasaniafnning
A 1= A dl | z ) A v a dl v ]
anasnaRenvnlifivaanidenfiundlidasandiuaninaaniden indiAeay  lunwnssdnulnadau
lunjvaanaan ACoA fanuanateainlaauiunaanlann PCoA 719aa9dne Aazaunsngdeniu
A A v dJ i A v a [ i % A
AananuaanLaan ICA Muuilsinunanniden A1 segment MBeaaiu 1w ACoA lilfavaanidan
v ¥ dl | z a A a v dJ o ] |
A1 frumsedn ielildonidasanssniinaeniden ICA dauansnesdndunilsgasiu dauriaas
=) & a a ' a [ B @ @ A . = v
wilpaeaidanuniAgaiualnienauilalidaanisldefundaden (antiplatelet) vFasnfILNNg

wiedhaeaian (anticoagulant) wrazdanasamIANANENNLTeAen N LTUFANWTaANN

Py & A
NIWUNNADALARANAARI(3)



23

AMNNM3ANHIERY Yu-Ming Chuang wazanszlutl 2007 wudngilaedining A1 hypoplasia 11

' '
v A

Tiaanmeaniminiidu collateral Tiienne MNAANINZANDIINAERDARTINENBANINNIARTIN
wnndndilbenldiauiuudsiis) SelulseniChuang THvinnnsAneifaaiu PCoA hypoplasia 91
uiladedassianinzanasnnenud liln1zuaeniaen ICA gasiue)
X o~ = a4 o a4 A , X . = .
uananil fadnsAnNeaiuaeaReANNI LRI UNIABALReA ophthalmic Tu
Hilaendlsavaanidananes Tnanisdssifiufianianisivasesnssualadininunaeniaan Cow uas
P .oA A o o a P = = a
waanaan ophthalmic WafnaunisinemaEIniiannyanesadesiiunan 1.5 T Usuiiulae
= Y ] a o | X a = = .
NNIAPIANADALADARNDIAIE MRA NUGNIzUaTaim NN 08 AN BN ANININALABANIUNISAS A
A 1 A I al A | 1 al A ] ?/
1@an CoW tnaeunaaniaan Al aneiien vi3ad1 PCOA atinahng sanuig Al uay PCoA lu
vy e = o oy | em - = 3 2 P a
filaenfiuanaiaen ICA aasusnmaLayifaimnisnininfindnaeslsarasniaanduas WLINiANI
weanszualaiindunaaniaen Al uaznaaniaan PCoA ludnsnivaaniaan ICA gasu iAo
al o

Vo \ o o aa h aa y X , o & P~ o v
LANFNNUALINNUIATATUNINADE LL@@QQqﬂ@VLﬂﬂq?V]L@’aﬂbLﬂﬂmﬂL@ﬂﬂ@ﬂﬂ\?@quwmqﬂlﬂ@ﬂ Nﬂ@iﬂeﬂuaﬁ@u

unndnalnaesrasnden Cow Wiasasnane(23)

ANIANE AN AN Tt eT AU BRI L ANe I AR ARNNNENE A VAR A
\@an carotid (CEA) nn3Anm1a84 Rutgers Lazame %aﬁnmLﬁlmﬁumim?wtliﬂf;ﬂrifaumﬁmmem
\@an carotid (carotid endarterectomy 1178 CEA) 21194 84 118 Ineinnsld MRA @ﬁﬁli‘ﬁﬂ’ﬁiﬂmﬁﬂu
yaadanlunaesiaan ICA, BA, MCA LATVRDAARAT LTt AENE TN MARAAEA COW WLdNTANN

e vy Aa A A = o vy AW A
LLﬁ]ﬂﬁ]q\?ﬂuﬁ‘zuq’NEﬂQﬂWNﬂWQZQNﬂ\WﬂmLZ‘]@ﬂmm?quuﬂqﬂﬂ@ui‘wmq@ﬂﬂﬂﬂuQﬂ’]ﬂ'ﬂiﬂﬂﬂqqz@ﬂﬂ\‘l

= =

Maden lutnninmmtiuvaenidenlunisiidnvaaniaen carotid (CEA) Taaigiaanddnsnisiua
1eaRanngelunaaniaan CoW newidnuasaiaen carotid iantuuaaniaen ICA azilaniaiin

A ~ o P Iy R Aol o - ~
nagaNasIaRennaanLaInnisamamaaauiniiauesldunnafihenidnsnisluaseuaend

anlunaanann CoW Aaulsin(24)

= ~ o o \ - , A v =
NMTANENAMIANNANATY1R9EUIRIMARALARA PCOA faNNNzaNaIINA@Ran 1N nN3AnEN
989 Hendrikse wazAniy daanmnaafuAnna i luindenlildisasaniiuniaasnidan Cow lu

filaePfinanniaen ICA gasudnubes uariinszualadinriiuniaaaniden PCoA azilgiifinisniues



24

= a \ & . o , o prp &
NAMMZANANUNALARALITIUTDLADUDINRDALAR A (borderzone mfarcts) ﬁlqﬂ')qiu%ﬂ')ﬂWNM@ﬂmL@ﬂm

ICA gasudnaman uazliiinszualalintnuniaaeniaan PCoA(7)

a

= a o2 o o % 2 PN 2
ﬂ’ﬁ‘ﬂm:ﬂﬂ‘w@@uﬂ\m@iﬂﬂ’]iﬂiuWQL@\ﬂﬁ‘H'ﬂ\‘iﬁ@'ﬂﬂL@ﬂﬂ CoW Tnen1stita1A289aanLann

'
A A

\Nadviaamniaen ICA gasiu An N19ANH1209 Hartkamp uazane Inanismsaaninszualadioi ldoe

\wenaeanaenaananedlng MRA lugdiaaiivasniaan ICA gasu wudngilaanivaaniaan ICA ga

a o o

o = 2 . g a X \ o p~ a =
AUNAUIAAAIVARALARA COW ATUNUNNNLURLNNULANATY LL@xNﬂ?zLL@I@WWNunﬂQﬂ@@ﬂL@’ﬂﬂ

o

o

CoW dauntiniaausng doufjihanivasniaen ICA gaiwivassdnsnudiizunaesmasniaan Cow
uaznszualafimenuntavannidan Cow dauvauinaued elladAmy(17) wazn1sAneEnand
Hendrikse uwazane Sanudnaunnresasniann CoW feaunsadfusalilaunadnasmdsainnis

o

Hnfnaeniaan carotid (CEA) 14 (25)

HAuwanFeTue9smnsanszialainlunaasiaan Cow Uniuazuaaniaan Cow N
o = = o a & . \
ANERLls TasannnisAneneanunszialain liraaniann CoW 29 Hendrikse wazmniy wuan
nszualasialuvaaniaen ICA lufihandvaaniaan CoW Unk winiu 245 + 65 Hadanssaund, lu
o 14

il liivaaniaen Al nszualasialunasniaan ICA suassinnazgaawilu 303 + 56 Hananssie

al

1 1
a A

W WaBFauiauiunszualadinluvaeniaan ICA il Al windu 214 + 94 Rafanssaud,
oy A o = a Y = = o = a
gﬂqwummmuuﬂim@mmm CoW 7l fetal-type PCA d149iaenvisaaasdng azinszualaianluy

waanaen ICA nIuwsnszualalinlunassnidan BA anas ianBauiaunugilenlddauduuls

£
= o g ]

o X . LALL MY [ ¥ - .
11aT(26) eRs3aa09nszua lainninNuSsdenasie lrsiunazan lunilsiuluresaenlaan carotid
o = s = o = o \ o
AEl ANNNFANIUBY Lal. BK niAnneaanuviaasiann Cow ﬂumimmmumuhuummu (plaque)
= . ! = Aay , ~ | e P
YAIVARALAAA carotid Wuinvaanaan Cow wuiumiunﬂmu HuasednsnsivaRieuaeanszua
Tafininaw 1 lannaiiausai@ey (shear stress) siaueulusiugsan (plaque) Luniisdunaan

\@an carotid unndnung auenadena iudulatuaranvgreanligaraaninandoutlane1s(27)

o = o 2 & ! a A A 1o a Y
wananANHuLLvaaalaan Cow @ﬂ']:fm%“lﬂ@ﬂﬂL@ﬂﬂ‘ﬂu’]@L@ﬂﬂQﬂﬂﬂmMﬁ"ﬂiNNLLﬁlﬂﬂLumL@’J
mmﬁuuﬂﬂﬁmmamﬁ@m PCA aanu1a1n ICA Tagimss ﬁﬁﬁi@ﬁiﬂﬂ’]ﬂi@ﬂ‘ﬂ\i“ﬂ’]ma'ﬂﬁ IQEILQW’]%SLW&IQH

299 white matter munNsANE1Tas Grond wazauy wudndilaefivasaidan CoW anwnue A fetal



25

configuration of the posterior part of the circle of Willis a1aiflutladailasiundAnyansning

ANDITIALADALITIIOU white matter(28)

At FeuitednBiznINEAnIATRIARAIAEA circle of Willis A nEuLLshnuldves
a a a :l/ a dld A ] % 3 12 =2 o
wenidssanenivlunoznfusslunnsiilsanaenidenanassansg  inlfimannsonauieilade

o  Aa ) a = > o Ny Ao , Aa
LAENNHNAFIANITLNANIICANANUNALAD A ?QNVNﬂ”]ﬁ")'NLLNuﬂqiTﬂHqsLuﬂ?mV]EﬂqﬂNﬁ']LL‘Mu\TV]NM@’ﬂﬂ
= o Aaw o o A = = | Ay o oo
Lf‘]ﬂﬂ@ll'ﬂ\?’aqmmuL'ﬂWWZ‘VW]ﬁ]’ﬂ\?ﬂ"]ﬁ‘wqﬂ’]ii‘ﬂﬂﬂ”}u’]ﬂwq@ uT@Nﬂ@@ﬁL@@@mNﬂQIﬂQW@QW ’ﬂ\ﬁ/]’]ﬂ']ﬁ‘ﬂﬂﬂu
o | A a o oW 1 = = o . . o o ca
AU UNINHUNEITRANTN Iuﬂqa]']_luﬂﬂvl,llLﬂﬂﬂﬂq?ﬁﬂﬂﬂ"‘]ﬂqqﬂNuLLﬂﬁ"’ﬂ'ﬂ\T circle of Willis lagAmIMNANNUDNU

fladendelunisianinzanasanaaan lulssmalnaunnan



=)
w

un

28ALUUNIAE
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' 1 o

3. weAnndEuseNangileeluindinniuniInmanaeninenanesinsAduasiauly
' <3 o o v o . dll ¥ v
avNudnan wasimtisdeveeynyngauenislsmnenuiaqinansal welddeya
glagnan
4. AuABNMEE  MRA  aesfilasdiaseenuinneinsdaiaaniudanisdngn aan
a rdl <3 ¥ rdld 1
panfmasniiuguteyareslaaneiuiagiamnsaiangos

o o

5. ynstszifiuanuiuulsremaeniaenanestdnnguanes Tnefide 2 au (R4
o rdl = o . . dl 1

mmmzmmmwﬂ?ﬂm) WATHNIINT inter-rater and inter-observer WaUIATAIN
WANGFNTENINNELITTIEU UAZARANNEANAIATEINTFIRTaYA

6. Andenanzithenldiunimmadiamatinres MRA Aldidu 3D TOF without
contrast AMNNIINIBIAUINULIWANYITL 3 Tesla

7. uAANELLLT94 circle of Willis UazAN®Uz194lsANABALRDARNDIALTRAGY |
o L7 dl ¥ v
FAundimanaisyiusruulszainnagauna lugieennae

o

8. taenldrfinvasanuduulsiiuitiasnlunisinaus Taadgduunnisduuls Aai

G4
GRS
QIR

DINN 10 : ANBHUSANNAULLTFEIS 9 BBIUaaALADA circle of Willis

(ﬁm . Eftekhar B, Dadmehr M, Ansari S, Ghodsi M, Nazparvar B, Ketabchi E. Are the distributions of
variations of circle of Willis different in different populations? - Results of an anatomical study and review of

literature. BMC Neurol. 2006;6)

1. Normal (complete)

2. All hypoplastic segments
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3. Hypoplastic ACoA
4. Unilateral hypoplastic PCoA
5. Unilateral hypoplastic PCoA and ACoA
6. Bilateral hypoplastic PCoAs
7. Bilateral hypoplastic PCoAs and hypoplastic ACoA
8. Hypoplastic A1
9. Unilateral hypoplastic P1
10. Bilateral hypoplastic P1s
11. Hypoplastic P1 and contralateral A1
12. Hypoplastic P1 and ipsilateral A1
13. Bilateral hypoplastic P1s and A1
14. Hypoplastic A1 and contralateral PCoA
15. Hypoplastic ACoA and P1
16. Hypoplastic PCoA, ipsilateral A1 and ACoA
17. Hypoplastic PCoA and contralateral P1
18. A1 and bilateral hypoplastic PCoAs
19. Hypoplastic PCoA, ACoA and contralateral P1
20. Hypoplastic P1, contralateral PCoA and ipsilateral A1
21. Bilateral hypoplastic P1s and ACoA
22. Hypoplastic PCoA, ipsilateral A1 and contralateral P1
23. Others

24. PCA arise from ipsilateral ICA

InelunisAnE RS TiarasAn N ULl saaniaan Cow Anuldliaan1patinan 1 15a Aa
o a A @ o o = = . Ny o a
Anduutsrtied 24 ludneaizanuiuilsinaasaan posterior cerebral NunHAeanN1aIN
= ) R T o o aa a = R
waaALAeA internal carotid d1uiAeaiy TellAuAANNARTNIININATaRARERA ICA 9aRw Hilae
£1ATNBINNTHINNTIBINIINNNENBANINIDINABALAEA ICA T1211(29)
o £

9. tluinteyansesnisaslulisunsuads SPSs sun 18 Taaldnisfmsnzsiuuy Chi-

square analysis LA multivariate analysis neRg Binary logistic regression
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10. ﬁflmmzﬁ’mzhuma‘ﬁuuﬂmmmmLﬁ@mmumﬁmmﬁmmm
11, WANNENAUFIENINTHULLIRIABALAD ARNBILTI U UaNearLadE Aenalu

NMTAANINZANRITNALARA

aﬁtﬁumuﬂwﬁ'ﬂga (Data Collection)

Jeiugusandeyanugiuinnn UszdAiniaduiley nistadelsnszansaesdion
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.er

!
ol ¥ ¥

o o = o =y oy A > > o
Mdinoueinsesnis  Tnatuinasuuuutiuindeya  gulsensesnsldunainnsdumainsianis
pIvasnepauarTienluauINwian Ae RD515 MRI Brain + MRA Brain, RD516 MRI + MRA +
. . o daa o a o aa A u ey = o
MRV Brain uaz RD518 MRA Brain a1nununis@itady nadefaingn Tneduugiaenuniunig
nAauasiauluaNUNIANTTINNeEILNaqHNaINen] FEndNURUNNIIAN W.A.2553 — FUaAN
W.A.2553  uazihdeyailfudssiivnuginisindisesneanainni@ds Aumnmdaditade
d‘ 2% 1 =3 o k73 a o k7
pauszvieuluannuimdnuaeniaenaneslnanisidreniamesssungudeyaedlsanenuig

iaangd

35 ﬂ’l'ﬁl.ﬂ'i’lzﬁ‘lly'aga (Data analysis)
35.1  tuindeyadilaefidunasiaslulsunsatiaszinieadia SPSS fui 18 uarldnisdinsisid
WUL Chi-square WA Multivariate analysis #9833 Binary logistic regression Tagiuanmuaiia
o A a o o A o o o )
ANNEULLsIRMIRRARE AaNEILTIIRIgINaNEY WA a1 Tepdszansanidulladeidassialn
A (=3 A 2 1 o a o A
vaanenudazlsanaani@onanes  un  Tsaecwsulatings  Tsaladuluwdengs
Tsawnmanu  Usedinisquuns  Tsavaendeatiala  Useiflsavaanidanauasgasuuinou
TeavialasiuRnRszsta atrial fibrillation
o o o & a vy Ao A o
352  muwnndndiuanuduulsemasnidenanatinugiuanedlugiaendniaentd AN
o vy A o & a \ o o o A
UL NNANNETLLLII2IMAR ALRBARNEILTMFIUAN BRI U e AT
k73 & =
NNV AN
353  MANNANTUEIEUI A NI I189MAE AR AANBILTIN g TUANBIUAATAR AR RATTL

flade@sslunaifianinzanesanai@en annisaeseisaalilsunsy SPSS fun 18 #aeRd

Chi-square wacMultivariate analysis FneRg Binary logistic regression
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3.6 1a’NNALuN15Ia8 (Limitation)
36.1  dayaunadaudlu retrospective study waz hospital-based ananllideyaliasudon uay

analiifusunuaastssainsinalunuias

¥

362 liifeyatiugudnmuzanniuilsremiaenidenanestFionguanesteslszans e

al

fiau (Thai population-based data)

36.3 unguinlafuniamama MRA enailsrduninasenislasunlasgilineues circle of Willis 394
¥
eld
364 dearinres MRA fe iudayanulananiannszualaiinlunseniaen e1aluldidudouny
PN A 9 a o § = PN 9 o 4 A = =
1a9meAnanuiiase  inldienaianuianaaliting  lnaenisuasadesniawadnuasi

nevnalafintias analdiiuainnismeala

N1515EI N UM ANNLANAINTENINNITIATRIRIAEUANNLDI1NFANS N1

Lﬁmmnm?ﬁﬁmiﬂmﬁumﬁmmmwr:TuLLﬂﬂmmﬂmLﬁﬂmmumﬁmmﬁm@um g

o o

P o d‘d‘ o :I/ =2 a a 1 ¥ a 4 E ¥ o
A9 auaAnUara1anTaNTnNEN muum‘mmrfmmmmmwmmxmﬁmﬂi:mu% R RIS

ANNHNANANATRY inter-rater WAY inter-observer Lﬁmmmmﬁmwmmmmﬁm%’@g@ ATNTOUNAN

AMuAnsaasnslssiulufidausazaw Tnaldans Kappa statistics (K) 4Asn1saAuan Ae

K = Po-Pe/ 1-Pe
Po = overall proportion of agreement
Pe = overall chance-ecpected agreement
Po - Pe = the actual agreement beyond chance
1-Pe = Potential agreement beyond chance

[

IneIA1189 Kappa N9sfuANu@AtUANANAL Al

Value of K Strength of agreement
0 -0.20 Slight
0.21-0.40 Fair
0.41-0.60 Moderate
0.61-0.80 Good

0.81-1.00 Very good
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K = 1 agreementis perfect
K = 0 no agreement better than chance

K <0 worse than chance agreement (Poor)

Rater B Rater A Total
+ a b R1
- c D R2
Total C1 C2 N

(Ine?  Agree =a +d/N)

AMNNIINARBLNITLIUNUIENTINNED

emanuazanansenEnelugtlos 40 e ldnadadl §ide

o o

Winannslssiiiumiansy 8. 110 windy 38 978 waLlinani19Us i luA9iu 2 918 PINIAITWI N

©

AN K Tesatl

A5 2 : u,'ammiwmaaum’mmeﬁhwmmsﬂimﬁuewdw;ﬁﬁ'ﬂuﬁnLLazfmﬂ-ni{lﬁﬂ?nm

AN WA qANE + - Total
+ 18 2 20
- 2 18 20
Total 20 20 40

Expected R1C1 =20x20/40 =10

Expected R2C2 =20 x 20 /40 =10

Po = 18 +18/40 = 0.9,

K = 09-05/1-05

v
v o

AT ANAINLANGNTE NI WNEIRENANLA

a A o \ P A vy, \ o
ﬂqiﬂ?zLNqu?Qﬂuﬂ%iuLﬂmmmﬁ 'ﬂq@ﬂ@i@')qiﬂumﬂmq\iﬂu

04/05

o

Pe = 10+10/40 = 0.5

rdl a0 v = o ¥
ranasenLEnedAndas Iﬁﬂllﬁ‘:ﬁﬁ‘].lﬂ')’]ﬂgﬂﬁl@\‘i‘ﬂ@\‘i
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A1519% 3 uaAstayaNuguradlszInsnIuNANinsunIsAnm

Total group (n = 559) Percentage (%)
Mean age (years) 60.53 + 17.97
Sex
Male 268 47.9
Female 291 52.1
Medical history
Hypertension 188 33.6
Diabetes mellitus 87 15.6
Hyperlipidemia 164 29.3
Atrial fibrillation 18 3.2
Coronary heart disease 33 59
Cigarette smoking 3 0.5
CoW type
Complete CoW 62 1.1
CoW variations 497 88.9
Stroke 226 404
Prior stroke LFAS) 67.8
Recent stroke 85 15.2

b4 -dall ) U dld A a o ) 11/ -Q; ' o
Tayanugudihanaunilsanaaniaanaues Aanuauiileisvinm 559 18 anglauwini

o 49 U 4 QU 3

60.53 1 + 17.97 \ilunAte 268 21a (47.9%) wencds 291 e (52.1%) Hlsadszansaldun l9a
AusLlange 188 918 (33.6%) Tsatunmnnu 87 9e (15.6%) lenlusiuluiaangs 164 e (29.3%)

Tsavialadesuuiuindeuae (atrial fibrillation) 18 318 (3.2%) lsAvaasiaansialany 33 e (5.9%)

1
=

quUUYE 3 918 (0.5%) Avaaniaan CoW 1Unf 62 918 (11.1%) Anduwlsreswasniaan CoW 497

v
o

98 (88.9%) naiflulsanaamidenduadiiy a1l 379 e (67.8%) \ulsavaanidenanasiuniai

IFFunsinAauazieuluauuLanan auau 85 9e (15.2%)

!
vl

angrheviannn wodilinldiauiiulaesmasnaen CoW a1uau 62 38 Andlu 11.1%

wazlAMNHULIaIaaRLAan COW aNuaL 497 918 ARl 88.9% sauanalunngnei 4



36

A15199 4 - Lmm“ﬁ"agaﬁug'\un@:u;j’ﬂwﬁﬁuax‘hiﬁm’mﬁuuﬂﬂmuaamLﬁ'am'dum CoW

All CoW variations Normal CoW
(n =497) (%) Controls (n = 62)(%)
Mean age (years) 60.6 +17.9 62.0 +18.4
Sex (M-F)
Males 245 (49.3) 23 (37.1)
Females 252 (50.7) 39 (62.9)
Medical history
Hypertension 170 (34.2) 18 (29.0)
Diabetes mellitus 79 (15.9) 8 (12.9)
Hyperlipidemia 145 (29.2) 19 (30.6)
Atrial fibrillation 16 (3.2) 2(3.2)
Coronary heart disease 32 (6.4) 1(1.6)
Cigarette smoking 1(0.2) 2(3.2)
Stroke
Prior stroke 349 (70.2) 30 (48.4)
Recent stroke 71 (14.3) 14 (22.6)

Wudﬁéﬂwﬁﬁﬁm?ﬁﬂmﬁmmr:TuLLﬂﬂmm@maumﬁﬂmuﬁwum 497 38 mqm?ﬁmﬁﬁu
60.6 T + 17.9 \lunAaie 245 912 (49.3%) wwAnte 252 218 (50.7%) Alspszardaldun lsaaanu
sulatings 170 918 (34.2%) Tsawnmonu 79 e (15.9%) lealusiuluidengs 145 e (29.2%)
Tsavialadesuuiuindeuay (atrial fibrillation) 16 318 (3.2%) lsAvaasaansialany 32 e (6.4%)
@;uw‘é 1 72 (0.2%) wraiflulsanaandenduasiiu a1uau 349 e (70.2%) ulsavaaniaananes
FUAKTIETUN s AALEs el UL VAN 411y 71 98 (14.3%)

mué’ﬂfmﬁ'ﬁummﬁ@mmmﬂnﬁﬁmquﬁwm 62 3¢ mﬂqm?{ﬂwhﬁu 62.0 + 18.4 T ifluwe
g 23 318 (37.1%) twAnca 39 918 (62.9%) Hlsatlszandaliun Tsanauiulatings 18 s (29.0%)

Tsanmanu 8 9e (29.0%) Tsaladuluaengs 19 98 (30.6%) lanvialavisuusuindamns (atrial

fibrillation) 2 978 (3.2%) spuaan@antidlafiy 1 378 (1.6%) zguw?' 2 919 (3.2%) wneiilulsavann
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o

WeAaNesAL  Aaruwau 30 e (48.4%) ulsausesdenanesfuaanldFunnvinaaudsyianly

AUNULULYAN 911U 14 978 (22.6%)

Wannueneasesptinuednuiunlsvanniaan CoW wmpazdnmue tastinumndngnn

Y o

a I e s X
Wendluniwiaziafimus tasatl

A1599 5 ¢ wansuIuuasdndaudlemugiauazslnmwaasanuiuulsuaanidan Cow

il | Amdly
ANBUSARIANNAULLTUIRI CoW (total n = 559) Andou (%)
1. Normal (Complete) ‘Q 62 111
2. All segments hypoplastic 2 0.4
3. Hypoplastic ACoA {f} 12 21
4. Unilateral hypoplastic PCoA {} 75 13.4
&
5. Unilateral hypoplastic PCoA and ACoA 20 3.6
T
6. Bilateral hypoplastic PCoAs ik 202 36.1
7. Bilateral hypoplastic PCoAs and hypoplastic ACoA
f\ 55 9.8
“r‘
8. Hypoplastic A1 ff 7 1.3
9. Unilateral hypoplastic P1 Q 0 0
10. Bilateral hypoplastic P1s Q 2 0.4
11. Hypoplastic P1 and contralateral A1 -\} 1 0.2
N i

12. Hypoplastic P1 and ipsilateral A1 0 0
_ _ 32

13. Bilateral hypoplastic P1s and A1 ' 0 0
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14. Hypoplastic A1 and contralateral PCoA 8 14
15. Hypoplastic ACoA and P1 -{} 1 0.2
16. Hypoplastic PCoA, ipsilateral A1 and ACoA "> 6 1.1
17. Hypoplastic PCoA and contralateral P1 {} 0 0
i
18. A1 and bilateral hypoplastic PCoAs As 50 8.9
19. Hypoplastic PCoA, ACoA and contralateral P1 '} 0 0
..;&
20. Hypoplastic P1, contralateral PCoA r 2 04
and ipsilateral A1
21. Bilateral hypoplastic P1s and ACoA .{} 0 0
22. Hypoplastic PCoA, ipsilateral A1 ':} 0 0
and contralateral P1
23. Others 5 0.9
24. PCA arise from ipsilat. ICA ‘Q 49 8.8

A o = o o o =
Lﬂﬂur}llr]l,lﬁ‘ﬁlllLWEUﬂUT@H@@@@quﬂQqNNuLLﬂﬁ‘ﬂ@@ﬂL@’ﬂ@

CoW aastszanslnanansn

= o = \ = o o o ' =
L‘Ll?‘ﬂ‘].lLﬂﬂUﬂU“ﬂ@H@ﬁlﬂ\‘]ﬂ’]ﬁ‘ﬂﬂ‘]ﬁf’]sl,um']\'iﬂﬁ‘zL'Wﬂu@qﬂﬂ']?ﬂﬂ']ﬂ"] LW@@ﬂqqﬂﬂﬂwuﬂuLLm@Z?qﬂﬂzL@ﬂﬂ°1|@\'i

o o Y o X
ANNELLLT AelandlumnT19T19ane Aeil

AN519N 6 WAANARRIUTRAANNEULLTIRINARALARA CoW lulszannsnAnudFauiisu

nulszansUszinARUNLALNNISANENNINAY LASARIALNNLLAY 5 AUALILSN
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11.1(3

Complete 14.5(3

2 All hypoplasia 5 0\ |/7 0 5(5) 0 0 0.4
N7
3 ACoA 9 (3) 11 (4) 1 45 0 14 (3) 2.1

4 Uni.PCoA 20 (3) 11.5 (4) 13.4(2)

5 Uni.PCoA— 4 6 3 5(5) 4 (4) 7(5) 3.6
ACoA

6 Bilat.PCoAs 27 (2) 23 (1) 36.1(1)

7 Bilat.PCoAs — 7 (4) 10 (5) 14.(2) 17 (2) 4 (4) 16 (2) 9.8(4)
ACoA

8 A1 5 2 0 N3 0 3 1.3

9 Uni.P1 5 3 0.9 2.5 0.9 0.8 0

10 Bilat.P1s 3 1 4 8 0 0.4 0.4

11 P1 - 0.2 0 2 0 0 0 0.2

contra.A1
12 P1 —ipsi.A1 2 1 0.2 1.5 0.9 2 0

8 Bilat.P1s — A1 0.5 0 0.7 0.5 0 0.4 0
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type Config. USA Morocco USA France Iran Srilanka  Bangkok
/n /994 /100 /414 / 200 / 200 /225 /559
14 Al — 0.7 0 0.2 0.5 0 0 14

contra.PCoA

15 ACO0A - P1 33 4 0 2 0.9 3 0.2
16 PCoA — ipsi.A1 2 3 0.4 1 0 0 1.1
— ACoA
17 PcoA - 3 0 11 (3) 1.5 2(5) 0.4 0
contra.P1
18 Al - 6 (5) 0 5 3 0 2 8.9(5)
bilat.PCoAs
19 PCoA — ACoA 2 1 T 0.5 0.9 0 0
— contra.P1
20 P1 - Contra. 1 1 ] 0 0 0 0.4
PcoA —ipsi.A1
21 Bilateral P1s - 1 0 2 0.5 0 0.4 0
ACoA
22 PCOA — ipsi.Af 0.3 0 2 0 0 0 0
- contra.P1
23 Others 0.5 1 2 0 0.9 0.5 0.9
24 PCA arise from 0 0 0 0 0 0 8.8

ipsilat. ICA
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andeyalumeiild woindadaupruiuiliremeaniden Cow uszanslnefidnun wy
17 afipaneeuduilsiomn 23 1ia siefnanniigalulssansnedidnm fe ain biateral
hypoplastic PCoAs (36.1%) 384114114 unilateral hypoplastic PCoA (13.4%), complete CoW (11.1%),
hypoplastic A1 - bilateral hypoplastic PCoAs (9.8%), hypoplastic A1 and bilateral hypoplastic PCoAs,
PCA arise from ipsilateral ICA (8.8%), unilateral hypoplastic PCoA and hypoplastic ACoA (3.6%),
hypoplastic ACoA (2.1%), hypoplastic A1 and contralateral PCoA (1.4%), hypoplastic A1 (1.3%),
hypoplastic P1 - contralateral PCoA and ipsilateral A1 (1.1%), Others (0.9%), all hypoplastic
segments (0.4%), bilateral hypoplastic P1s (0.4%), hypplastic P1 — contralateral hypoplastic PCoA
and ipsilateral hypoplastic A1 (0.4%), hypoplastic P1 and contralateral hypoplastic A1 (0.2%) Wag
hypoplastic ACoA and P1 (0.2%)

Al dusuaiinaniiumaeniden Cow inuluusiazszng 5 susuusn Taiuansing
Aunnn IneaiinAnnduulsuaeniaen Cow ﬁwuﬂ@ﬂmﬂﬁqmiuﬂixm’mﬂmﬂi:mﬁ‘ﬁ'ﬁﬁmiﬁnm Ag
bilateral hypoplastic PCoAs 78989NLIU unilateral PCoA, normal CoW, bilateral PCoAs and ACoA

WAL hypoplastic A1 and bilateral hypoplastic PCoAs ANNANAL

Y o

Puuanailudngaulunsnanan wenaNaiaesANEuLLlvaanaan Cow lasail

Med CU, 2011

Bilateral P1s - ACoA
P1 - Contra. PcoA -

PcoA —ipsi.Al -

s contra.P1
PCoA — ACoA - o
contra.P1 $9

Al - bilat.PCoAs PCA arise from ipsilat.

PcoA - contra.P1
PCoA - ipsi.A1 — ACoA
ACoA-P1

Al-contra.PCoA__

Bilat.P1s— Al

P1 -contra.Al
Uni.PCoA- ACoA

Bilat.PCoAs

P1 —ipsi.Al
Bilat.PCoAs — ACoA

WNUDHT 3 uaRsdRdIuTATRIANNAuLLsUARARan CoW aavlssansinadivhnisAnm

Tnaszyluginuasanaduuls
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All Stroke
(n =419) (%)

Non - Stroke
Controls (n = 140)(%)

p value

Mean age ( year) 64.1 +16.4 49.8 + 18.2 -
Sex
Male 213 (50.8) 55 (39.3) 0.018
Medical history
Hypertension 161 (38.4) 27 (19.3) < 0.001
Diabetes mellitus 76 (18.1) 11 (7.9) 0.004
Hyperlipidemia 144 (34.4) 20 (14.3) < 0.001
Atrial fibrillation 16 (3.8) 2(1.4) 0.165
Coronary heart disease 31(7.4) 2(1.4) 0.009
Cigarette smoking 3(0.7) 0 (0.0) -
Stroke -
Prior stroke 334 (79.7) 0 (0.0) -
Recent stroke 85 (20.3) 0 (0.0) -
All CoW variations 382 (91.2) 115 (82.1) 0.003
CoW type 1 37 (8..8) 25(17.9) 0.003
CoW type 2 2 (0.5) 0 (0.0) -
CoW type 3 10 (2.4) 2(1.4) 0.407
CoW type 4 55 (13.2) 20 (14.3) 0.728
CoW type 5 17 (4.1) 3(2.1) 0.291
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CoW type 6 156 (37.2) 46 (32.9) 0.523
CoW type 7 49 (11.7) 6 (4.3) 0.011
CoW type 8 5(1.2) 2 (1.4) 0.828
CoW type 10 2 (0.5) 0 (0.0) -
CoW type 11 0 (0.0) 1(0.7) -
CoW type 14 8 (1.9 0 (0.0) -
CoW type 15 1(0.2) 0 (0.0) -
CoW type 16 5(1.2) 1(0.7) 0.234
CoW type 18 34 (8.1) 16 (11.4) 0.234
CoW type 20 1(0.2) 1(0.7) 0.414
CoW type 23 5(1.2) 0(0.0) -
CoW type 24 32(7.6) 17 (12.1) 0.103
Anterior Cow* 106 (25.3) 29 (20.7) 0.273
Posterior Cow** 362 (86.4) 111 (79.3) < 0.001
Unilateral or 287 (68.5) 76 (54.3) 0.002
Bilateral PCoAs***

* Anterior CoW Usvnausnssiinaanutiuutlsvasniaan Cow Nianuduulssiniuvize luAnfliaitsinn
1] A ] £ d’ v v 1 o a d’
Arur99UaanALRan CoW d9untin Talsynauag ACoA waz A1 ACA ldunadnuduulsatien 2, 3,7, 8, 11, 12,
13, 14, 16, 18, 19, 20, 21, 22

** Posterior CoW Usznausneaainnanuiunllsvaasiaan Cow Niauuulssiniuvize luAnfiaiFinn
. - e d Y . . - 4

AU INARALREA CoW daUnas Teilsenaudae PCoA was P1 PCA ldunaanuiuulsstiah 2, 4, 5, 6, 7, 9, ,10,
11,12, 13, 14, 15, 16, 17, 18, 19, 20, 21, 22, 24

** Unilateral or bilateral hypoplastic PCoAs lsenaudaaasinainuduutlsuaaniaan Cow AN tRia
= = 1 10 a Aﬂ. a ] = Aﬁl [~ 3 al = £ v 1 o a dl
Auvize lAuFAn AN LT g uTe9aanlaan PCoA Teanaiiludnaimen wiraaaddng Ieuiaauiunlsaiag 4,

5,6,7,14,15,17,18, 19, 20, 21, 22
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1HAaNuanaluingnNseN 7 WATANNRANIIANHINLTNAANNELLLARAIABA CoW TRATIHIL PCoA

v
o ar o

. & o 4 A al' 9 o R o o & ! o & A
hypoplasia Lﬂu@m@qu'wwqﬂm%ﬂm PNUUNA BRI ANNANNUE TEUINANNEURLLINaaARaA CoW NN

@114184 unilateral %78 bilateral hypoplastic PCoAs 398618141
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foyanugrugihonguiiilsasendesaues Sduouttlerionn 419 ¢e argwdowini
64.1 1 + 16.4 \flunagie 213 912 (50.8%) wwAnile 206 918 (49.2%) Hlapiszasaldun leananu
Aulaiings 161 91a (38.4%) laawnmnnu 76 318 (18.1%) Tsalusiuluaengs 144 e (34.4%)

T3pvialadesuiulandaay (atrial fibrillation) 16 37% (3.8%) lspuaanidansialany 31 e (7.4%)

1
=

quULT 3 918 (0.7%) waiiulsavaaniaenanasiiu aauiu 334 91g (79.7%) ulsavaaniaananes
RAunseEsun I AaLaseuluAALImEN 4119 85 el (20.3%) ﬁéﬂwﬁ'ﬁummﬁﬂm CoW in#
AW 37 318 (8.8%), AnuEullsuansaann CoW anuau 382 1 (91.2%), \umauduutlsvasn
Bon CoW aflaft 2 47w 2 3¢l (0.5%), 4Tip7 3§19 10 518 (2.4%), 5Tpd 4§19 55 518
(13.2%), 5Ted 5 41wy 17 918l (4.1%), 4Tip7 6 41U 156 (37.2%), 4Tip7 7 4uau 49 3
(11.7%), 5Tod 8 San 5 3¢l (1.2%), 5Tipd 10 Suaw 2 3¢l (0.5%), oTipd 14 §1u0m 8 3¢
(1.9%), 4Tipd 15 §1uou 1 e (0.2%), 4Tipd 16 41uau 5 e (1.2%), 5Tipd 18 §1u9u 34 518
(8.1%), 5Tipd 23 41wy 5 e (1.2%) uazailaf 24 41uau 32 el (7.6%), AAEULLTIRUADA
1@an CoW dauntin 106 318 (25.3%), AnNEuULLsasuannlaan CoW daunds 362 18 (86.4%),

ANELLLTIaanlaan CoW 1ia unilateral viza bilateral PCoAs auau 287 518l (68.5%)

%’@H@ﬁugméﬂmmjmﬁ”lﬂﬁimmamLﬁ@mum farusugilheriouua 140 18 a1eeAEwiniL
49.8 +18.2 T iflwwetna 55 918 (39.3%) Wil 85 218 (60.7%) Hlsaiszardalaiun leananusiu
Tadinga 27 9181 (19.3%) s 11 318 (7.9%) Tealaduluaengs 20 9e (14.3%) lsavialatias
FURANMI (atrial fibrillation) 2 378 (1.4%) lsanaamdanialasyu 2 2 (1.4%) VLaJﬁ;:J@uw?l Y
;:iﬂmﬁﬁmﬂmﬁ@m CoW 1Inf A 25 9181 (17.9%), 5Ted 3 41uau 2 e (1.4%), TR 4 Suau
20 98l (14.3%),611%1‘71' 5 a7 3 918 (2.1%), 5707 6 411U 46 38l (32.9%), 5Tod 7 411U 6 318l
(4.3%), 5Tip7 8 A1uu 2 318l (1.4%), 5Tipd 11 41uau 1 e (0.7%), 5Tip7 16 41uru 1 37 (0.7%),
5Tip7 18 S1191 16 318 (11.4%), 5Tip7 20§91 1 378 (0.7%), 5Tpd 24§91 17 98 (12.1%),
ANELLLaanaan CoW dauntin 29 7 (20.7%), Anuduulsresvansniaan CoW daunad

111 718 (79.3%), Anuduudsrasiaanidan CoW 4iia unilateral e bilateral PCoAs a1uau 76

318l (54.3%)
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utsuaamiaan Cow Nnatia ANduulaanidan Cow 1Hal 7 AnAuLLsuaaniaan Cow i

o

Aundd ANEULINaaAIaan CoW Thia unilateral %38 bilateral YANIANWIUMNANNENRUSTLTIA

o

naanaananasseldaiAin1sAMZdae Chi - square TRHARIH

AITNN 8 WARAMKANITATUANWIAT Crude OR  wasdilienaunmiidnsunisdAnmn s

ANMNANNUSIUTsAYAaALIARAANDY (Univariate analysis)

Crude OR p - value 95 % CI

Sex (male) 1.60 0.018 1.06 - 2.41

HT 2.61 < 0.001 1.62-4.32
HLP 3.14 < 0.001 1.85-5.55
DM 2.60 0.004 1.32-5.59
CAD 5.51 0.009 1.37 — 48.06
All CoW variations 2.24 0.003 1.24 -4.01

CoW type 7 2.96 0.011 1.23-8.63
Post. CoW variations 7.28 < 0.001 3.51-15.72
Uni.or bilat. PCoAs 1.83 0.002 1.21-2.76

tladaidesdrsiudmnuduiusianiovanasnmdened WATad Ay (o < 0.05) T

a Y aa . . . 1 ac . . g . ¥ o dal
wneilae lfans multivariate analysis 89T binary logistic regression IR ARaTl

A5 9 1 UWAANHANTAUINMIAT Adjusted OR aasgdtlaenanaafivinnis@nen Midluilads

\deamnalsAnaanidaanduae (Multivariate analysis)

Adjusted OR p - value 95 % ClI

Sex (male) 1.554 0.034 1.034 - 2.334
HT 1.468 0.227 0.787 - 2.740
HLP 2.084 0.052 0.993 -4.372
DM 1.230 0.619 0.543 —2.787
CAD 2.640 0.212 0.574 —12.147
All CoW variations 2.827 0.095 0.834 - 9.577
CoW type 7 2.562 0.041 1.041 -6.306
Post. CoW variations 0.479 0.219 0.148 — 1.551

Uni.or bilat. PCoAs 1.661 0.047 1.006 —2.743
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nan1sRelugndnfunsdneienun wudn weene, Audullsiaanidan Cow iia
bilateral hypoplastic PCoAs $a81iU hypoplastic ACoA LazANNEuLlIuaanlaan CoW 4ia unilateral
A . . o o ' A ' Ao 0o o a
%98 bilateral hypoplastic PCoAs Lﬂuﬂ%mmmmmqmummmL@@m@mwuﬁmmy (p < 0.05) Taein
fladtausanisauiuusreaaanidenaneringy  ansagdlidniluiladudasaasisavaaniaen

AND
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#siluansian

PYNTNTRIPNNELULIIIRIMABAAEA circle of Wills lutlszannsineannnadnen winfiu 88.9% e
viaaaRean Cow 1Unf wuiien 11.1% windi FaflewFauiiauiunisdnenlusinelssme wudnansegnaes
o = . e N o = | o o =
pNELIRReARen Cow Tlumnsineiusnn Tnamnsaiismesrnniiulsfinutes 5 duduum Ae
bilateral hypoplastic PCoAs sa9aanLEy unilateral PCoA, normal CoW, bilateral PCoAs and ACoA

WAL hypoplastic A1 and bilateral hypoplastic PCoAs AINANAL

ANERLLIRReARean CoW THm  unilateral/ bilateral hypoplastic PCoAs, bilateral
hypoplastic PCoAs $9u11 hypoplastic ACoA LaziAte NAnudniusiLnmedauasna@en wazily

tladaidensannrannsnadaned A A UMNEaRA

aflsananisaan

ANRaNSANE T wuindadumnuiuulsremasniden Cow ludszannslnefidnm wu
17 aipaneraduilsiomn 24 9iln siainuanniigaludszanslneidnm fe e bilateral
hypoplastic PCoAs (36.1%) 7a9uil unilateral hypoplastic PCoA (13.4%), normal CoW (11.1%),
hypoplastic A1 - bilateral hypoplastic PCoAs (9.8%), hypoplastic A1 and bilateral hypoplastic
PCoAs(8.9%), PCA arise from ipsilateral ICA (8.8%), unilateral hypoplastic PCoA and hypoplastic
ACo0A (3.6%), hypoplastic ACoA (2.1%), hypoplastic A1 and contralateral PCoA (1.4%), hypoplastic
A1 (1.3%), hypoplastic P1 - contralateral PCoA and ipsilateral A1 (1.1%), Others (0.9%), all
hypoplastic segments (0.4%), bilateral hypoplastic P1s (0.4%), hypoplastic P1 — contralateral

hypoplastic PCoA and ipsilateral hypoplastic A1 (0.4%), hypoplastic P1 and contralateral hypoplastic

A1 (0.2%) waz hypoplastic ACoA and P1 (0.2%)
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ANdngIuANNETULIFIaY Circle of Willis AENIN13ANMINLIN drdunesnu ey
Cow  dszrnsinesiuliuansnsandszansmenfauluedauaznziunn  gulsanguiniaoudiuls

o

299 CoW WudHdndauninndngiaeil Cow Unfisnn auanasgUlidn Cow iflulaseainaludianied
- . o a A e . . . ¢ o = .
Aanusulsusinianuanssiuninlulseansaaulunjaausazilssime AuALTiAAINEWLL S
A dl 1 o o 1 1 o a o A
waaadan CoW wuluwsasdsymd 5 dusuusn luuansneiuann Inesfiaaanutduudsvasniaen
A \ dl A o = = ) )
CoW wwuufaﬂmﬂwzgmluﬂixmmmmﬂixmﬁﬁnmmmﬂm Af bilateral hypoplastic PCoAs 9838411
il bilateral PCoAs — hypoplastic ACoA, normal CoW, unilateral PCoA Wag hypoplastic ACoA
ANNAAL
NaeAaan CoW ANANNEULUTLANITA WURIUNA ANl 497 se Andi 88.9% Taawudn
\umnnuduulsntin bilateral hypoplastic PCoAs #1N7gANY 36.1% sevasuniiluaiia unilateral PCoA
uaz normal CoW  dauannudunlsresnasnidanduas Cow dauntia laun hypoplastic ACoA Wu
2.1%, hypoplastic A1 1.3% fluanuduudsinulsidudndiutunureudnedes  WaAnwain
o & 4 X o @ @ a v A ] ° ] o
WanwInsrenasnidan Cow aesgiasfafluinuaniia wudndihanasenneuiuaianuduuls
A b2 1 L dl o v o 1 a
29388ALEDA CoW MHunndfilsafinaanasuinvug LaznszLuNsaisuasWmunglieuariiAnig
& % cy o A A o ! & ) o ) o
Pe3naanLaen ANy it AuBunuaenannaiu iz uinaaeniaan CoW AauntinuazaIUuas
FUTUNINIATITNIA1A89T89 CoW (A7 11) waasn13luazednssualaintiuiaaniaan Cow AN
& | a @ - \ o \ P P o
wasadensng 7 AnduesAlsznen vnlugasimuinisiugaausniinszualalind annaiu anaas
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mldldfinszualadindunaemaen PCoA 16 aumlfiim  PCoA hypoplasia  uaziilaiasnzy
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ANANALSIEd e AN ireae aldenanes B uanes lulsrans e funioy
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a = Py & T = P o a
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LFNUAIUNAY LazANNEuulsIevaeniaen Cow oiim unilateral %138 bilateral hypoplastic PCoAs &
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ANNNANAUSFARN1ZANDITIAADA LHBANUIIMNANNANTUS UL multivariate analysis 9HA binary
logistic regression WU LWATY mmﬁuuﬂmmm@mLﬁ@mumu?mmﬁmmm (circle of Willis
variations) €@ unilateral/ bilateral hypoplastic PCoAs az bilateral hypoplastic PCoAs FANAL

° o
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