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BE
BHiY: S7EmERA A E IREe ) & (small vessel diseases,SVD) : KT HEITETE (cerebral

amyloid angiopathy, CAA) F&Mm/EMEIEK (hypertensive arteriopathy, HA) [BJHES{ES (white
matter hyperintensity, WMH) #ERHZES .

Fik: kBT EFD, BIREMERSIA SVD HAMA LM (intracerebral hemorrhage, ICH) AJZE4E

REHEITHH. ¥ CAA F1 HA LAIE)H 4 FFiE XK E T WMH R #TEE i, WMAERSHR:  (1)
ZEHETERSM; (2) £KEY (basal ganglia, BG) ; (3) EMEETAEKS#H; 4)

BESEERETHERS . RAZEZE logistic BVASHTXEER SEH MG : SIFEAMMED (cerebral
microbleeds,CMB) . MM EEEIBHEY X (enlarged perivascular spaces, EPVS) X SVD IEKFRICIE]
BOFE K

L5 AFAFINLAT 319 il CAA BEF 137 flHA BE . EMAEETEKSWERE CAA BEh Y
WHSREREEZEST HA B (29.8% vs 16.8%; p = 0.004) . 5 CAA-ICH 4A#Att, ERTPEARSE
SHERXEZMTF HAICH A (19% vs 7.8%; p = 0.001) . AEZEZE logistic BVAN M, KETZ%
SRS R 5 CMB[ EL{ELEE (odds ratio,OR) 1.23; 95% CI 1.01~1.50, p = 0.039) FM=EF
GRE F.0y EPVS (OR 2.43; 95%CI 1.56~3.80, p < 0.0001) #3%. Kk, f&F# (OR 1.05; 95% ClI
1.02~1.09, p=0.002) . JREB CMB (OR 2.46; 95% Cl 1.44~4.20, p=0.001) . = WMH {#F (OR
1.02 95% Cl 1.01~1.04, p = 0.002) #1755 E £ KT X EPVS (OR 8.81; 95% Cl 3.37~23.02, p < 0.0001)
7= BG & WMH #EXFUIE =

ie: BT MRI /R0 B TN B FREA B A EIHER AT LUA AUA M8 B e i M B R K B K 4
LUR IR TR EG . Neurology® 2016;86:505-511

RiE
BG = £JET; CAA = M MER; Cl=A{5X[E; CMB = l#gtim; CSO =ipEFL; EPVS = ME R BB X;
FLAIR = A RBREREFT]; HA = SMEMRIBK; SC = KET; SVD =/MNILER; TE = EUKEIE; VBM = BFARIIN
SES; WMH = BREES.

A T i G Ry A I R (cerebral amyloid angiopathy, CAA) Fl /& I J& 14 5 Bk 7% (hypertensive
arteriopathy, HA) J& &4 N i I 2 A/ I (SVD) M. CAA 2T B iEkm A A iR T %
2 R RE S KT 51 RS, T HA D) 2 SR 0 R iR 8 A S5 A% 141 B 1 B /N2 S8k . CAA F HA
YR I Cintracerebral hemorrhage, ICH) ™ FA S0 Th gt (s W R . HH T 38 7005 B A 3
HU AR SR TS 7 AR E A RN A Y, Dy 7 SE At A A 0093 R T L A1) 60 558 A SR AR TR e
T E TR R R R

CAA I HA ¥ SEIEMERIA 2 A5 2 bric 26, AFRIN AR I Ccerebral microbleeds,CMB) . 4
Jii #5155 (white matter hyperintensity, WMH) U, 1% & Fil [H] B4 K (enlarged perivascular spaces,EPVS) %)
o Mt PR MR AR IE R S CAA ARG, IR M5 HA ABC e A 78 AR B R
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VEARE R (IUURLS WMH [a) 7776 [H 3R 56 & 107,
PRI, FHF % %) CAA. HA B A i /)N i & 575 (1)
I 1 R 2 A e S P R DA RRIE S R
MRI & A WL Z R akh CRotR) 3ok CARD 1
WMH LA 3T X (basal ganglia, BG) 5£kIR =
B5, HENE AR,

AT, FAT I B AR R B AE 4 ICH 4]
PAZI LA H CAA 5 HA AR F ) WMH A28 2
Fo MUk, XTI 4 Rl R T WMH Bk
IFREEE, JREAL TS H AR 5 S SVD IR AR
PR STAR M, I LA o 20 58 3 2 1 B i =
551 WMH 1477

F5 i BRECARRINEbRAE, X W PR R (4 % i
RIEICH (L7850 VRl 54 A SVD 5l ™) miiz
JRAE S BERE (MGHD  FZES (0 BRI T 4001, AL
A5 28 HIHEAT I MR AR 25 3 CO g\ — T I AE HEAT AU BA
FIBEFE (FERRT & R BB F R B )zl 1)
(EEN S RUNZ L LR A VI ON ) 39 & W W s i)
AR (B3 ICH A1 CMB) 4ih% 4 CAA. CAA H1%
[ ICH EWikRAERLTR: (1D Wiz, L5 P KR
ALY CAA;  (2) IR LRI AT A8 CAA, W fik
- ICH fEEANERH CMB & CAA BIRIESAIRE; (3D
A BE CAA, JEF Wit ICH AL MG CMB; - (4) A BEfH)
CAA, FANM ICH Ak CMB. A TRETTX . ik
0 BRI U2 16T 9 HA. HA W7 REAAL 5 8 i
FR, R AREAG FIESZ T R R 2 3R 3 Ak
CAA ARSI /NI Mo AR 2 T A 455 0 At 50 1l (1)
B, BIGRHS ICH FEECA R ES CMB,  HIEWi CMB
B AR 2 W AR &S [ 1 ICH A1 CMB
Sy AR A Ol ICH £F 38 #8 CMB. & 5 ICH £ figi i
CMB BT~ ICH f£HisiH CMB) ] (n=49) } 27 i/
EH LA 11 8 A 5 R o T SR Cn OREME CAAD .
AEONAL R BT CT MV EY / MR M A 1 R I
Wi L R A R A, TCH 75 [

WSER Ve B APOE BB, i N4l I bR R4
MRI ZERERAF b TR E pTig U 52, RGHkid
SIS 5 E LU R IRAAL & A% M 2 e g
THEDRIT v IR IMLAE S TCH g 52 LUK i 2 ok 24908 FE 475 5L«
o I 8 SO BEFE S o s U (> 140/90 mmHg) 8l
B FE 25 A R Pl L o 3 PR R e I SRR DU 4 )
SCRBEALAS B2 Wk B w0 7E R A R/ BRAR 2
XAy R AR MR EAT DNA $RBUFET APOE

Sy AL, BRJT e AL VR E O 456 BB RS
FHA 276 BIFRAL T AT BT DNA FEA.

PR R, SR BEAERR. A0 KIE MGH
WU B2 A 1R B SRR, RVFAHE
W EEAE MGH 2 I T A AR & TR

PERRBORIIRBRIT. K 1.5T MRI A1 (GE
Cleveland, OH) KMUEFH AR, RO 4
i T2 AL, T2 INAURS FE [519% 77 31 [ IR] e (] (TED
750/50 ms, =5 5 mm, JEMEIEE | mm]. BRSE R F R
H 74| (fluid-attenuated inversion recovery,FLAIR; &

Sigma,

i) /TE 10,000/140 ms, SR IR] 2,200 ms, 1 KUK
BESmm, EME1mm) .

&k, CAA-ICH Hl HA A 55 (¥ ICH 19 2 )2 F
(subcortical, SC)
WMH 44 A e 0 AT 38 (14 2 25 P 10 2 1 30 4 BOk R
ICH F K Ji% ¥ Bk 3 1 FLAIR MRI #E47 & &40 47 12, %
T SC WMH AN ELEE (A fill 2 PV WMHD #E4T SC
APV WMH WIE4 2, 5 AR, PV WMH H £ 5 fi
ZANE. WMH 7 it 5 L5 9 A J2 T ) 5 00 22 A0 4 1L
NPV WMH, & TN ZmNAA SC WMH. X347
FEG WMH (#8%, h3J8ik 5 % PV 1 SC WMH,
R AS O 532, X S AN T4 % PV A SC
WMH T R 5 10 2 PR 3R 43 pr e

3 3o 4R SR B ET 5K ICH R MRI A 5 45,
AT LA BEVEAS T 4 B AN [ (1) FLAIR MRI 5215
R WMH B (B 1) o 4 i eds. (1) 2k
B2 RUR A A B —— X Pl U IR FE SC AT, 4R
AN EDE BCSCIR WMH S /) s S 80T >10 AN A 5 X
—IEEE R, BT I FE A R I A S

il % % 5% (periventricular, PV)

WIE 10

A R » (2) BG A ——WMH H
BUFE BG FH: (3D EEE TR CRE AT

FUR > 5 mm) 434 —— K= 5 M 5 KT WMH B
i = 8] W) LI TRIRE PR PV WMHD 5 (4) i
R R TR AR AT CEF AL TR A5 >5 mm) [
AP 2 /0 / T v e A K TR WMH L 2
51F PV WMH. Eit&H ICH, #BF1dRA /T 4 Fh
AFEM R ZET WMH B A FEIRER A A BARHE R -
P2 LN 2R PPl 2 G A% — R A+ 58 SURI
B IR G TEE D 7E R KIBE R BURE MRI 5 41
AN AREAR S T, %8 B S AN 7] WMH 452 20 A1
FEEAREN 20 SURHIREAUEAT PRAY, KT LE 2 BVTAG 1)
SERR R A RAFRT A A ot 2 REET A
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{ E1 HFRBREREFII MR TAREETERSES (WMH) &

(A) EETZ% =K WMH 3. (B) EE¥3E WMHWMH #=; (C) BEEETAHKK WMH ##5K;

(D) BIEBR B T Atk WMH #83K.

32

R « {524 0.89, BG 551 « {124 0.86, Hi
B R T R AR A B A « R 0.82, TS ES R T
K AR « 154 0.70,

AR H TR SRR O, DU ) REBU MRT WA
CMB AR H ML R IR B . T F Gtk i,
KB RTRIE I 5 0y 1y 2~44 > 5) PR UL &
TR CMB B HEAT 402K

# I STRIVE #EFEbrdE U9 %t EPVS #4739l R A
4 5 MAEATEmR (0=TEPVS, 1=<10PVS, 2=11~20
PVS, 3=21~40 PVS, 4=>40PVS) P F BG Jz 25l
Hly (centrum semiovale,CSO) AbXf#lifi] T2 A MRI 5214
HBEAT VPGl VP4 BPVS I, PR B3 1 CMB RS &
WMH AR, SIbarif i —8, RATRA =ik
¥ EPVS BTG & SN m (P43 > 2 RN PR 43< 2 43 )0

VAl 2 7E AN RS I A R 31 25 R A 0L BT i
A MRI 7 kAT I .

GiohT. I HAE M B R T (PIREA RS
Wilcoxon Fk Fl % 4% . Pearson < J7 16 3 J& Fisher f fff fi
L) W CAA-ICH 5 HA A 2% (1) TCH #9115 FR % )
M AR 2 Bk APOE R BLHEAT Lh . {2 K &

© 2016 American Acadermy of Neurology

logistic [543 H1 T34 —28 WMH B (0T ARSI 2,
AEFRS . B WMH A il CMB 438, HHE CMB 7328
751 CSO-EPVS. /¥ BG-EPVS DL LAt A= 42 i 2R
B i) S BEERHEPR BRI (p>005) H
FRALR IS YR €2 B o4 SEAT RN 1 LS 75
16 APOE JE R U (E Sy 43 AR AT 43 M7 BRI logistic
RS 3 F T- 5P Al APOE 2 B e4 iy L H I 5 75
5K FE WMH B 5

AT KB 38 R R S A . B3 K
% iF 4y B 4§ H Stata % 7 C(version 11.2;
StataCorp, College Station, TX) . HRHEIGRFAT 2 h
NREEMERT TR 5 7 1 7 RS 18 5.

p < 0.05.

SRR RHT BN PR &S0 319 il CAA-ICH
B [ ARG W0S WiRdE ™, 6 P TR A
S, 18 4 B KA B AR SCHE T B
CAA, 173 BIEFMEIRATEEN CAA LA K 122 )
FFE AT RE CAA 27 CInRELIRFAZ G T ICH A1
CMB) #1137 il HA-ICH &% . B N4t ia)
2003 4F 1 A ~2012 42 Ao RHFFARERINE,
LR 2 ROAG S FRIE IR 1. CAA FR A I T w3 CF
PIER 74 % vs 67 %, p<0.001) , HPEFA R
ST HA-ICH 3 B 3 @) WMH fdl (i
fi4 PV I SC WMH) (£ 1) RIEFERE, B
A2 PV A1 SC WMH R L R E M 2R, T8
AR TR AR RS o TE P A2 B (CAA vs HAD 5
T U T 22 (1 i i J R0 CMB i 2 5 WMH 44
BRI R (p<0.0D) (AR ER .
&L ICH BA B J AR 488 12 W 1% 43 25 1) WMH #5%
BRI 2. SRS, R3E MR, 198 4
(43.4%) ICH & # % /> fF & —Ff WMH £ 2
141 491 (30.9%) HHFHALFFG L P, i 57 4
(12.5%) B W74 >1 Ffg WMH B, 5
HA HARLE, CAA U 2R 2T mUR A
B LE B T 7 (29.8% vs 16.8%: p = 0.004) . 5
Z FH X, HA-ICH 4+ () BG 5% WMH # 5 Lb 4
T CAA-ICH 41 (19% vs 7.8%; p = 0.001) .
AT R AR WA+ (n=271) , APOE 2
(MdE e4) S HERETERAFEETEZ R
R A3 48 2 BB e 4 8 A B ke % (25%
vs 15.8%; p = 0.075) . RIEERAMED [ tE
b Codds ratio,OR) 1.75 ; 95% CI 0.92~3.31,
p=0.088) J&, XM EEAIFRALE. HAb
WMH #2 R BoR H 5 APOE 62 5 e4 2547 3L Al



=1 CAA-ICH4ES HA-ICH B EBE A O REEFMERIEF (EH WMH GRFRE)
FHERTEL
CAA-ICH HA-ICH
(n = 319) (n = 137) p &
F#E, %, ¥4 (95% CI) 73.9 (72.7-75.1) 67.2(64.8-69.5) <0.001
i, n (%) 161 (50.5) 59 (43.1) 0.147
BIE, n (%) 211 (66.1) 115 (83.9) <0.0001
$ERAS, n (%) 44 (13.8) 35 (25.6) 0.002
SEBIEE, n (%) 139 (43.9) 55 (40.4) 0.502
ICH#&SE, n (%) 38(11.9) 9 (6.6) 0.085
APOE £2, n (%) ® 39 (20) 12 (15.2) 0.373
APOE g4, n (%) ® 75 (38) 20 (21.1) 0.044
faM CMB %8, ¥ (IQR) 1(0-3) 0 <0.001
REBCMB #H, i GEE) 0 0 (0-14) <0.001
B WMH &8, mL, ${i# (IQR) 19.7 (10.6-37) 12 (6.1-29.3) <0.001
PV WMH 38, mL, sh{i# (IQR) 14.8(8.8-282) 10.7(5.7-221) <0.001
SC WMH {38, mL, 4% (IQR) 2.3(0.7-7.2) 1.6 (0.4-1.6) 0.029
£%SC A, n (%) 95 (29.8) 23 (16.8) 0.004
BG 3 WMH, n (%) 25(7.8) 26 (19) 0.001
BIEB SC Fik4#, n (%) ) 49 (15.4) 7 (5.1) 0.002
a#E SC kR4, n (%) 28 (8.2) 12 (8.8) 0.995
=R CSO-EPVS (>20) , n (%) 138 (43.8) 24 (17.5) <0.001
= BG-EPVS (>20) , n (%) 12 (3.8) 16 (11.7) 0.001

#EBEIE: BG = EET; CAA = EMHIMER; Cl=r{EXIE; CMB = {tim; CSO = H5iE
duly; EPVS = AMMEREIER; HA = SmEMEEKR; ICH = MAHM; QR = F4HEE;
PV=fE3%; SC=KET; WMH=HERESES.

25197 5l CAA B&#1 79 5 HA B& ) APOE EEE AR TH.

E2 HREES (WMH) BXESFMANM (CH) I RIZISH 22 hiy SR

35 =238 ICH
30 mCAA-ICH

“HA-ICH
25

BREE (%)
o

Elm

SC Tg#;i"j% HERETEWMH  BIFBSC ik /B3P SC AR

BEWHRRELE ICH B, CAA-ICH BE R HA-ICH B4 WMH #EEFT SRIELH]. Gt i
#*1. SC=HET.

AR

1E 2 K% logistic [FIVA3#T R, fIEER. &
s ¥ CMB. & WMH AR BG-EPVS
Ja, KRN 2R ARSI CMB - (OR
1.23: 95%CI 1.01~1.50, p=0.039) A1 & 2% %
CSO-EPVS (OR 2.43; 95%CI 1.56~3.80, p < 0.0001)
MArASE (R2) o TEMERINZEE AR F,
5 BG 55 WMH 5 xUR SG A 2 T H %A =i COR
1.05; 95% CI 1.02~1.09, p=0.002 ) - ¥ CMB (OR
2.46; 95% CI 1.44~4.20, p=0.001) . & WMH &
1 (OR 1.02; 95% CI 1.01~1.04, p =0.002) F
& J¥ BG-EPVS (OR 8.81; 95% CI 3.37~23.02,
P <0.0001) (F2) . £ CAA-ICH HlE#HF,
B2 2 R moR A 2 S s CMB
B A1, DU ALiE EE Dy 0~6 vs £
$o, PUrilalEE 0~2, p = 0.0032) . BTl fE
CAA B3 (n = 122) FIAERIMERAE CAA-
ICH & (n=22) 4, HEBUEMES A
QPR 5 — B H B A A AL 8 &

JEHB BN KR A A S AR AT I R EAR
A5 K 2 8 CAA-ICH BY HTN-ICH A~ B3 Shor
M. 762 K% logistic [T, FIEFES.
Z# CMB. 7 £ CSO-EPVS il BG-EPVS J&, Hij &6
KT R AR A S WMH AR FUAH ¢ (OR
1.03; 95% CI 1.02~1.05, p <0.0001) , 5 CMB
AJHERSE (OR127; 95% C10.98~1.63, p=0.07) .

T AL | &M ICH B h i iR,
WMH #2205 LR R 2 A, IR 2 (A =
FEH I MRI 45 B ERR IR ) BLS5 52 16 SVD Bt
2N MRI FRACHI . ASHIE AT 3 2R B R
B CAA I HA #2 5/ WMH S8 AR 5% /N 30 fik
i, AREAT 5 BE AN E ) BN WMH A0 G
B2 2% 0K FLAIR & {5 5 3% W T CAA, H
5 CMB K& CSO-EPVS fl e, iX— Ay
B A2 00 0L A S M BE TR B, CAA M FRD i 1 R i s
HHTAR IO . R 2 /I s IRl Z AT AT AR G 1,
PRORZAE A Z A R, A AE N CAA F1]
PCIR AT REYE. B 4h, BG 55 WMH AR W
T HA A H 52, & WMH fifd, %5 CMB K&
7 BG-EPVS MG,

CAA Fil HA #8238 1 J¢ 2 F il i & 52 15 5
FHWMH f 205 5, MRS CAA R HA B
AE K H0 A 2 r Ai ANTE], BE T AT
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#*2 5RETERARBRESEAM BG 5= WMH X XH% EE logistic EIASH 4
BRERER BG ¥45# WMH
OR (95% CI) piE OR (95% CI) piE
£y, B 1.01(0.99-1.03) 0391  1.06 (1.02-1.09) 0.002
EIE, RF% 1.01(0.62-1.64) 0.961  1.00 (0.45-2.24) 0.996
&t CMB 24% 1.23(1.01-1.50) 0.039  0.75(0.53-1.06) 0.105
a8 CMB 24 0.66 (0.34-1.28)  0.218 246 (1.44-4.20) 0.001
£ WMH 8, mL 1.00(0.99-1.02) 0.416  1.02(1.01-1.04) 0.002
B CSO-EPVS (>20) 2.43(1.56-3.80) <0.0001 0.56 (0.25-1.25) 0.154
=8 BG-EPVS (>20) 0.64 (0.22-1.87) 0.418 881 (3.37-23.02) <0.0001

#EBEIE: BG = £JKT; Cl = A[{5XiE); CMB = fifdin; CSO = HBREF:1; EPVS = KAIM
ZEREEEE; OR=LtL{ELL; WMH = ARSES.

34

(1 WMH 7670 A X 35 - RHH B3 25 (G
H CMB vs if# CMB) ™, & NI K2, Al
W9 R I CAA (12 WMH b2 5 HA AL IF 6
B 2 S M0 e 7 B DK ) DX 3l 0 A =5
FEL, EON W == HT /S o W e, RUIER S ZM
A5 0 DX sl b, G P 5 P TR N L A g
I i U TR R ML (voxel-based
morphometry, VBM) £, REAN[FIAK SVD
WA SERANTE, B AR o A AR [ . R A
K AU 78 BAF R T 5 2 = R R R 2 TN WMH
RUE BT, EARKIL CAA FI HA fEEZE R
Rk, AEGE 3T VBM IR AL e & F B T
WA SVD (¥ WMH 43 A1 AN BURK, Ry % AE XS
Re R paest, T E gl N ARGE ) F B, Bl
— T Y E S IE IR R W] CAA B3 WMH 7
AR ST S5 0 Y, S R B HE A b I e A
REARVE S 5t BLLE J5 3 g 22 DX a0, AR, AE
X IPURE 70 HR A P 1) B R AR T TR SR R
B TR, fEAETF RIS bR A A R
PEo AHEFEH B9 WMH 15 200 58 9 fj 2 b 32 FH I
PR MRI 25, H A5 1 P4l 2 18] — 350k o SR
A FLIN R A G E — B T2 Wi TE SVD M AA
R R R B ) T WMH 1Pl R G0 — I
PR TAE, 1245185 568 g 2, &1,
WMH # & /£ CAA-ICH 1 HTN-ICH £ 3%
FEAMMARNES, KR AR SRS
HEHPIRHZHNE. A, CAAFHA KR
BER DAL EANMEPRBEREX . RAA
7] WMH #5504 y DAL A9 2 5 10 22 A8 N HHT

© 2016 American Acadermy of Neurology

WAL, B SRR AL TR A e, (H AR
EEMIGIR . R T 2 K mUR A i XL T
5 CAA MAMET 58, SPIRNHERFREY (BF
Wit CMB) 138 S SRR IZAE . Hok, £
DA 2% [E0 U 3 A v, 3 oA DG 14 8 S T i WMHL 7t
0, X TR R RUR AR B AN [ s
AR ENLE], FTRETE 2R S KR R EER T
R (/R B N 5% . BG 55 WMH R 578 7E
F A ] 43 A B /IS RO ¥ % 3 20 ik v i A o
GG RLF ARG SR, A0 R I IX —
AR5 5 WMH W kAR B GRAR OG, I AT A S i
T WMH S b 5™ e s B A B 0K

FAEE &R AR SVD Hh EPVS 3 41215
7L % 57: CSO-EPVS 5 CAA # 5%, 1 BG-EPVS
5 HA A2 B Mk, AT A B RAT
WF 7 ANJE s CSO-EPVS (T -JE BG-EPVS) 5
2 R RUR ARSI ARG, 1M =1 B BG-EPVS (i
4k CSO-EPVS) LI % 5% WMH #xUH K. LAk,
XL AT SRR ' (AT, CSO-EPVS/
WMH £ & iR #ifi:0; BG-EPVS/WMH BG 5%
SRR AR B A [E) /N LA B 2 T b
DR AT IAE R B A 3 2 P A AT RE R R

AU T 2 2 B LA 0 U R A PP Al 3R
FARAER SVD 8 IFE R R, & WMH #4F
{10 7 B VP A7k RN T4 52 ) WMH A58 50%F MRT 41 3¢ 33k
1T REVEVHl o AT FEI 53— M3 2 AR5 5T A
B e 22 1) ICH 5 49 A A B KA A9 FR AT 4 DL 57
SR I 2 R AR A DR AR AT 9 SR PR AR
g AT MRI AL 75 P I 2 40% )38 #6 = APOE
K, 3 AT TE AR AE T AR 10 38 19 O 175 1D JR B A2
A5 BAFI T CAA-ICH B3tk HA-ICH %%,
XA B A 12 A0 b A B A R e . (R
ik, AHECEHET BT AT, AHT T I HA-ICH &
HFNHEZ P, H-AN R, ERRZ R
A P 1 150 T 6 TR TE 1 20 Bk AR 1 4 A E A KT
AT v, RAEBRATE R K% 1 URIUE X
RAFIIA2H, XA HE s g CAA AHIRI H
M5 AR H L, € 5 9F CAA HA SRR AH G .
XS WA E T R R B BB, RIS 2
HESE T 2 B AR S Anic S SVD A 7E i 3 AH K.
F5 bR JOE B AIE 52 1 ICH A B 1 K FE A
TS EAT LA_E R

TR AR BT E R FH A
R IS AE 10 06 /0N B Ik 9 A2 1 10 34 28 2 DL v TE 1Y)



I AL R A0E 1 B FLAIR 91 F £ K& IR
m{E5 5 CAA J CAA MR REAR Ehric M A ¢,
1 BG 5% WMH 305 HA K HA KA b5
W FE VI G A T 25 AT 75 72 AN [6] 1) BA 31
TP IE, JUHORAEFI CRERAT) A
SVD £ ZEHA L) K5 72 10000 75 1T 6 £ 3447 75 2k —

_— ]
Pk
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Gurol. A. Charidimou: project design, imaging analysis, data analysis,
writeup. G. Boulouis: project design, imaging analysis, critical revisions.
K. Haley: imaging analysis, critical revisions. E. Auriel: imaging analysis,
critical revisions. E.S. van Etten: imaging analysis, critical revisions.
P. Fotiadis: critical revisions. Y. Reijmer: critical revisions. A. Ayres: data
collection and management. A. Vashkevich: data collection and manage-
ment. Z.Y. Dipucchio: data collection and management. K.M. Schwab:
data collection and management. S. Martinez-Ramirez: imaging analysis,
critical revisions. S.M. Greenberg: funding, data collection, critical revi-
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