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Abstract

Sporadic cerebral amyloid angiopathy (CAA) is one of the most common cerebral small
vessel diseases in the elderly worldwide. Prevalence of CAA depends on the study type,
but the prevalence is more common in aging and demented population. Symptomatic CAA
patients could present with spontaneous lobar intracerebral hemorrhage (ICH), cognitive
decline, and transient focal neurological deficit (or amyloid spell). The current diagnostic
criteria are modified Boston’s criteria v 1.5 based on blood sensitive MRI sequences (T2*GRE
or SWI). The specific hemorrhagic events comprised of in ICH at cortical-subcortical area,
cerebral microbleeds at cortical-subcortical area, and cortical superficial siderosis are the
key diagnosis of CAA. The specific treatment has not yet been proved based on current
evidence. The high clinical suspicion of CAA and the early diagnosis could lead to proper
management, which might prevent further complication and results in the better outcome.

This review article aims to raise the awareness and provide the knowledge of CAA
among healthcare providers in aspects of epidemiology, clinico-radiological characteristics

and management.
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cerebral amyloid angiopathy (CAA) ThAinTn
19 (sporadic) \ulsafiinananufiaUndvesnis
azruldIndaduasudanaiudn (beta-amyloid)
Tosawizrianiswiuninazilu 40 67 (beta-
amyloid 40) TUHTI N AL 0ALAITIIALANLAS
Yu1anatdluilau s (cerebral arterioles and
small-to-medium sized arteries) naaaliaanay
Tusgwas (capillaries) TInfsusmnaanidonluia
‘123' NENBIFW arachnoid uazT% pia (leptomeningeal
vessels) lsa CAA Lﬂuiiﬂﬁwﬂﬁﬂaﬂumju
Tsanaaaidansnasrmainfadnafiioadeaiy
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(MRI = magnetic resonance imaging, CT = computerized tomography)
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810y Fegihennaeldiunisasiabudu (gold
standard) N3 HARLAIUNIINANLIDINLIRAINTT
\§033@ (autopsy) lasanuudneglun13ifiads
a4 v2.0 1iani1 modified Boston criteria
v1.5 agsludpadnlugaenldsunstuduna

an >3 a Aa . 20

WEIDINYIRIINIILRLTIN (autopsied cases)

uanmnﬁﬂ’aﬁﬁuﬁ%%vw PIUTNNAI WA

lanoisdnaufilaaivedsued (CT brain) 1w
wanlugil sfiandoidansanlususissnmionge
lfnauaaduasiusn (first ever lobar ICH) %a
“Edinburgh CT and genetic diagnostic criteria”
(21) laponduanwae 3 agslumsTiorinwaaa
wndulunadulsa CAA ldun 1) subarachnoid
hemorrhage (SAH) extension (SAE) 2) Finger-
like projection (FLP) of ICH (snmmzlfaaaan
Twiasuasfiniionduiia @Lﬁmaﬂumwﬁ 1

LEUALN AN NI RIRENDNAINITATIINITATIA

3’1/7"7 1. UEAIAI889Y8IA1NANLUNAYaININ CT uas MRI ﬁmmmwu'[wZu[mmamﬁa@mamm@

ian (cerebral small vessel disease) 7a511/A1y cerebral amyloid angiopathy

(a, b, ¢) w&@dNIW non-contrast CT scan of brain [a, b k&94 coronal view; ¢ L&A axial view] Va4

K1l aNuNesIRanaanlwaNadLuULAYwiad (spontaneous ICH) U312tk right parieto-temporal lobe lag
1R v = a ar v A A o | .
lafnnluUfeuSiam deep structure 3w (a) waz (c) zdsinalaanifianaanianwmeidn finger-like

. . A & A A A @ &

projection tafauiduzuiiiledudluluiioanas

(d) us@sn1W axial MRI brain tnaika SWI 1u§§ﬂ’mﬁmﬁm spontaneous lobar ICH (*) la Ugﬂﬂ‘iﬁLLm
a9y cortical superficial siderosis (cSS) NAadanuiionsaniuanas Tavzluivaglunusinifiady
183 modified Boston criteria v1.5 ("inﬁmﬂu focal or disseminated cSS) d?uﬁ’;@ﬂmﬁmummﬁd cSS
oezgunadudududaunulyiuAtveiloanainiaibaiuaneas wananfiisazfaunaiiu cerebral
microbleeds (CMBs) lagazgainaindugaddinan (blooming) ayluifleanas n3zagagay cortical
ILee subcortical area AANUGAILALS

(e) uaadn W axial MRI brain tnafia SWI AugasliiAun1snzansves CMBs wuy mixed AaWUnd
U310 cortical Waz subcortical area (left temporal lobe, right inferior frontal lobe) wazu3tIs deep

structure (left thalamus, left external capsule)
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WAz 3) NNIATIANY APOE 8ada €4 lidnay
unTATIIN IR IR s TanansarsaeIdans
Aoy dnwmshsauaansaTIeywn e dasd

- winlinudnsmslednsaeniassioi
Temansidu CAA 61 (low probability) Taafidn
rule out sensitivity 100% (95% confidence interval
(CI) 88-100)

- pndies SAH w38 APOE 8ada
€4 agslaadrniisazilonmdulsatinnans
(medium probability)

_ wIniivie 3 dnwmsian vie § SAH T
fusnanwoladnumenils fazlilomaduliags
(high probability) lasdien rule in sensitivity 96%
(95% CI 78-100)

mﬂmiﬁﬂmﬁmaﬂugﬂa ol30 CAA fian
e lobar ICH uazlé¥nsis CT uaz MRI brain
VAU 140 Aw Wu3n FLP azwumn‘lugﬁjﬂwﬁ
§i strictly lobar CMB uaz SAE azwuunninlu
ﬁﬂ’mﬁﬁ ¢SS uaziiioldnaininmainiinese
wuy simplified Edinburgh criteria (na12fadayil
74 SAE uaz FLP lag'lidasiinan15asa APOE)
azfinnuhlunsifiade 29.6% (95% CI18.0-43.6)
AU 87.2% (95% CI 78.3-93.4) flaziilu
probable CAA \eifwuiiuinmat modified Boston
criteria v1.5 [ winmiinasgiu droanufidana
VL’;@%"]Lmzmmﬁi"nwn:@iauﬁ’mga NIITLAILAUD
skt simplified Edinburgh criteria %¥13ztw3ne
sulunafengdia pfisadui19zidu probable CAA
1o lUas9aMRI brain Suiudely ualunsdifly
WUANBIULAINA1RL W RINITAdRAN NNz T %
284713150 CAA aanblla?

81013k INIIREAINIIAAKA (clinical

manif ion

81n1suazaINIsuEaInIsnainlulse
CAA fisndguaznuldvondsznavldan
TIWaa 3 SnEmenEn 9 otz

“ o &

1) 1danoanluanainuuLinlinias
(spontaneous lobar ICH)
Lﬁa@aaﬂluaummeﬁﬂﬁmauﬂumm@mﬁﬂmm
\Ransanluauasludgieny dszanm 75% lauwy
JuFanaanlunaNasnieitasiulsa CAA 2wy
UayuIImh cortical-subcortical region (lobar)
laglan1zu3in occipital waz temporal lobes
Taedwian s anIzdILANG193 I NLIRaAa 8N 11k
suasfinuadasivanuaulafings (hypertensive
arteriopathy) fazwuluuSimarudnvasaund
\T1 basal ganglia, thalamus Waz pons (Juaw
NMIAN I e AaRa8INWITULALIAUEINNT
NARRNURZNANEITINIINUINLTA CAA ThLTln
FunqUszunm 5-20% ve9iiae spontaneous
ICH Ny%ua

duasdinlngazuidivernisuuulag

=1 = Q

RADALNDAFNDILRLUNAY (acute stroke syndrome)
o o A . LA
NTa1IMIAAUNANIITLUUYIERIMEIR AR IWATES
(focal neurological deficit) FaunUaIN13U24
=1 dl v = Qo =1 =1 £ =1
Aswe aAuldo1duw Tn e Tuas (FRensan
Ysunmann) uenanidiaslsn CAA nilidea
aanlugvasuavzilaniaialiaaaan luauaIm
VINNINGNaK TapanaziAiausmniiaRanaan
\@u (recurrent ICH) lagannnsdinsuyuy meta-
analysis wudnfilanianisifialieasengigefie
Uszanmh 7.5% @all®

wenIoblsanadiialianaanluaNadllsa
CAA v hidapdin lasiladuizuanyvinlwnisnie
=} dq, Q = v 1 dl da/ =1
nyalualda laun 2yNNNIU IUIAVBILREG

d‘ =1 1 a A 1

aanfiunnialng uazliReasanlulniisuaiio
@78 (intraventricular extension)

HANAINNHIITNITANBILANLANIN
duaolse CAA fldTusndiunisudsdizes
=1 . A AI =1
\ae@ (anticoagulant) %38 YIRZAIYANLADA
(thrombolytic agent) HaNuLFuINIzIiAIROG
sanluavasninnindszrinini lnldTusngs
MIna1nanaqy laglanizninil 1eaaaanluanad
WUy SAH HdSu1awpes CMBs v1n #38d ¢SS

. = ~ A a £
TudSumann ﬂﬁ]:qummLammr]mmu’[ugmmu
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@
o

289 dose-dependent relationship® ?* G9%u3 9683
sedaszisadreslumsldofiiuanudesning
\Raaaaniugil sissspinasidulse CAA Geazle
ﬂa"ns']uazLSmLﬁuLauludmmaami@ua%ﬂmda
14

2) § W5 CMBs fUAINLFEINTILAA
\Renaanluanadlulin CAA NNNTANEILLL
meta-analysis 39UTINT8YA1N 10 BTy
Qﬂ’m‘ﬁmm 1306 Sufesinziiaassnluauas
Mrfefiiiuwan CAA (CAA-related ICH) uaz
Lifisatasiy CAA (CAA-unrelated ICH) Tag
Fl,uﬁtaaaaﬂ@:umﬂﬁl,ﬁm 1 CMB azlaiifinay
doslunsiaidanssnluanass dmiulunga
CAA-related ICH wuiin13nfisiuan CMBs
wnazfinanioslunisiiadeonsanlusues
NI A CMBs 1ag Uszunm 3 111 (N3t
2-4 CMBs) 4.3 1711 (N3t 5 CMBs) uaz 3.4 111
(n3th > 10 CMBs) lagszuziailazifiaiiensen
luauaa%’mgﬁﬂizmm 1-3 U dungy CAA-
unrelated ICH wulNg93191ndu1nnin 10 CMBs
srduRuEAUANUEBaINIiaEaasenluaues
Uszanm 5.6 iilofisuiumsled CMB e
§1WSU ¢SS MuanuiEsamItiaidaassnluauas
lulsa CAA 99nM3fN®ILUY meta-analysis 1t
113813 Neurology Gwawlud a.¢. 2019° F93u
Tayau19In 6 NMIAnwITY ii"]muﬁﬂwﬁzmm
1239 A4 WU n3latad ¢SS aztnanuLEesln
danziiensanluanadlszunm 2 v (adjusted
HR 2.14; 95% CI 1.19-3.85; p < 0.0001) WazN13
WU ¢SS LLuum:mmﬁ"m (disseminated) N&1?
fawy ¢SS wNNi 3 sa98wad (sulci) Awld ay
SouanuFsslunaiiaiiensenluguasnin
Twduszanm 4 v (adjusted HR 4.28; 95%
CI 2.91-6.30; p < 0.0001) &IWA1IWU ¢SS HUU
LWzl (focal) flazinnnuiosdszinm 2 1
(adjusted HR 2.11; 95% CI 1.31-2.41; p = 0.002)

Tanianaunnsasnenaidaynr (cognitive
C - .
impairment) waznl1icdxNoILdod (dementia)
13 CAA nwluiladasannazvinliiie
ANNUNNIaININATIuaTA1IzANE TN
gy lagannisdnsinuatdnisniveanens
gnIwkuy CAA 1uﬂ§iuﬂs:mﬂﬂsﬁﬁauaaL§au
\ A A A oA
vinndngunldauasifon lapwuindaiiy
' AV 1A
7n8dlin 20-40% lunguuszzinifldiinia:
suaJLFaN (non-demented elderly population)
Las 50-60% ’Lumjuﬂs:mnsﬁﬁmamwadLﬁau
(demented elderly population) laggilaadaw
\ \ U
lnginiienzanaaonainlsn CAA inaziing
NIIUVBIFN BIL N RIULE NINFIND UL UN LA LT
= = v o
mwnﬂunwsugmq (perceptual speed) LLE\IIW
mwﬁhﬁmﬁqumicﬁ (episodic memory) o9
zuANaAaINInFNaILFONTRAD U
FIRTUNENTEFNINNIILATIRIIIVDIRN D
nrldifadyniainuunniasnanddayan
lugiholsa CAA % e1aiduain lobar ICH
(post-ICH cognitive impairment) 7vi11#%
2INNTLANIENNNIT2 LU ILRINOENITALIN HID
anaduwannwensanIwaneg ww CMBs, WMH,
microinfarction, EPVS, cortical atrophytdua
nmsdnelugiaungy probable CAA fiifia
\Ranaanluanadsha lobar ICH wadslaining
guauRaNlUTI9 6 @auLINnaRenaanluaNad
nanue 97 aun wuindisyszunn 26% asiiia
nmazanaaFauaunelulagfoduddsegin
2.5 1 (IQR 1.5-3.8 1) lasiladuigoenvinldina
- R LA v A
nazavadFenludtaunguitldun n1slinnae
unwisdnenadyyiuinewnin nsil WMH
USurawunn wazn1sdl disseminated ¢SS¥
gawnsanslugasngu probable CAA
nlafifensenluauas (CAA-non-ICH) ninua
dl Q 1 YV & dl
158 au N9l ladun1izauaszonluaanisn wu
1 a a 6 I d‘ ci =
31 fatansalazaulunandunnzansionn 11
WiNNU14 % wazi 5 T iy 73% lasifaduiasan
arviliiianzanaadenldun angfiindn ms
finzunwiaanmanddagrandewnin nInie
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suaIHalUY mesial temporal atrophy Wazn13
JanvuzveslsanasaiiaaauaduuialanyIunm
un*

uaﬂmﬂf:w snFanwLLy CAA §3ilanma
asuiuwendaniwuuulsadaloiwes (AD
pathology) & lagwingils pfiwegBannes CAA
uaz AD ﬁ’i]:ﬁ’]lﬁLﬁ@ﬂZy%’lﬁ&ladLgauLL‘].I‘].IE%LLNVL@T
ANNIANM TN TRAIWLLD AD LAegaenaLaen®

3) a n1sdadn@nIIszuudIEaIn
WUULRBUNAWZRATIAI1? (transient focal
neurological event; TFNE %38 amyloid spell)

91m13 TENE Wuarmsfinuldvessesas
wanifeasaniusued laadtaodnazandisanny
HauUnf@vedszuuainuian (positive spreading
sensory symptoms; paraesthesia) 131 3&n8u¢
T 11 lvhaud Taodnasdun g uszenns
ﬁﬁﬂwmmuuLamﬁ‘unﬂﬂ%\aﬁﬁmms AHEHE !
RepuansanzienmIsuasuannsdn (partial
motor seizure-like episodes) #3a 8ANITNAILA
NaUn@ (visual disturbances) Fadniduenis
WFauanaanady visual aura lulseluinsu lag
mms‘qﬂaziwf'indnmifuﬁmuﬁ@Lﬁ'mswz
nanlifuf wazliaasifin 30 wift nalnmsifa
TENE lulsa CAA siwidainfnanidonssnama
\enluaues 1w CMBs, cSAH %38 ¢SS uazala
Jusygrodonnauiiaiionaanluguasruwia
Ingjanaun udedrslsfaudaladinnaiudays
Iugmﬁayamm@‘lm@ﬁﬁﬂumﬁimﬁummf’gmmz
fnwazvaslsnagnianfon Lazuninisenmsinen
ﬁawngn%ﬁaﬁudﬁLﬂumazauaammﬁawﬁ"amn

(transient ischemic attack) 8ne@ae

ANNAALNAN19398INY" (radiologic manifes-
tation)*®
ANNAaUNENIITIFINgNAsTasnulIa
CAA waz3atdnRINTIINUNAINENDSIFNTIE
14%19@ (imaging biomarker) a1a9zuisaanlaiin
2 ndu leun senlsafiipadesiunnizifenasn

(hemorrhagic lesions) ot uanwmearayAnul

15a CAA (dsznaueas ICH, CMBs, cSAH uag
cSS) uaz saulsailaiifsadosiuniziionsan
(non-hemorrhagic lesions) 8N4 &14L mguluiiﬂ
CAA (dsznaudqs EPVS uaz WMH) %anain
f:@ﬂwmasmﬁawuﬁﬂwmxauaammﬁa@ﬁ%ﬁ
81710 @28 (silent ischemic lesions) Tufitias
°uaﬂéinﬁammﬁ@ﬂﬂ?]mﬁa%%mﬁﬁwﬁfyuazwu
vaslulsn CAA d1n 1w MRI brain tunanuas
mﬂﬁmuumﬁm_i\maﬂmmgmmwaaiaﬂkﬂim
AW MRI brain (agﬂlumﬁa‘ﬁ' 2 UAZUNUWNINT

1)
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@137 2. agUanwAnlndvesnessdinerlagnw MRI fiawrsanwy lalulse cerebral amyloid
. e A = < .
angiopathy swifinvinsaslsanaamiaaaauasymaian (cerebral small vessel disease)

9199 90azaaladann Charidimou A, et al. International Journal of Stroke 2019’

a ¥
WaIN mﬂwmtmu

(Definition)

FRHAAIMNAALNG

n'lii')'mnq:uﬁ's'lad

NNLING
NN9S9RINY Aadn@anwy

(MRI marker)

AN THLII

(Rating scale) (Classification

42

a ad A ¥ g =) o o Qs o @
aNnHadnantngIvasnutaanaan (Hemorrhagic lesions) - anwamzdnag

categories)

finulnlsa CAA

v

\RonaanlwaNDY
(intracerebral
hemorrhage;
ICH or

macrobleed)

_ STRIVE (49)
_ CHARTS (50)

CHARTS (50)

- Lobar
- Non-lobar
(deep/infratentorial)

- Cerebellar

- MINIIM
ANLAUITBILREA
aanluiNansoan
AURUINANV DI
\ReadnatuIiim
lavasanad

- laasifiagein
Tisuladunis
(uncertain)

- MIKUITWI
ICH assiulas
Tajauauniiafi
fiadneglundy
auadla

ALRaNdaN
auatanlnasad
(cerebral
microbleeds;
CMBs)

- STRIVE (49)
- Consensus

criteria (51)

MARS (52)

- Lobar
- Non-lobar

- Cerebellar

A A

- Twnsainly

Awladeune
LAl

gl bnu
(uncertain) 92
laisin 1 lunng
AW

- NMIBUITUIN
CMBs aziiulay
L gueELnUIN
a 1 1 a
iadnagluniy
Nl

- CMBs fiaglu
WHaRNBIN
(white matter
CMBs) 92141
vIJu lobar
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ARAANNAALNG
NN9FIFINY
(MRI marker)

IRanaan
azanluionu
d@xad (cortical
superficial
siderosis; ¢SS)

we
(Definition)

- Consensus

criteria (53)

v
NIRASIIbH
AATUUI
(Rating scale)

Linn et al. (31,54)
Charidimou et al.

(85)

NIIANANAN

AaUnanwu

(Classification

categories)
- Focal or
disseminated

- Multifocality

RNIELAR

- Acute cSAH
U ¢SS
- Acute cSAH %
@any cSS
=) 1 [
22D 2
A
saglsatihadann
o X .
LAY UALRZTI

VIRIN

anuAadn@nlaiiiardasnuidanaan (Non-hemorrhagic lesions)
- anwvmzanuawwnnulnlsa CAA
GUSTGISY

N132818Ya9vay | - STRIVE (49) | Axial T2 MRI CSO-PVS uivaantiu high
71950UKADA scale (56-60) BG-PVS (score > 2) W38
18aa (enlarged low (score < 2)
perivascular luldazaunie
space; EPVS)
R RR TR T - STRIVE (49) Fazekas scale - Periventricular
ANARAUNA (61) scale 0-3
(white matter - Subcortical
hyperintensity; scale 0-3
WMH) - Overall

Fazekas scale

0-3
\iau1naaaedl - Occipital Zhu scale (62) - Occipital Range: -6 to 6
ANNHanALA predominance predominant (> 0 e frontal
Twu3imanas and frontal- - Frontal predominance
CRVVER occipital predominant uae < 0 naNBdd
(occipital gradient (36,62) occipital
predominant predominance)
WMH)
aNuialn@uad | - Charidimou et | Charidimou et al. | Multiple
GETTAEETnRTY al. (35) (35) subcortical spot
HUUKAEA (> 10) WMH

(WMH multispot
pattern)

pattern presence
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1) qmﬁaﬂaan‘l%aum (cerebral micro-
bleeds; CMBs)

CMBs dayaiiaasanmiaiinmulusuas
fisunIna32950 lddsnIwnIaTIaRaRLlLAEN
IWdrviialidaldoa (blood sensitive MRI
sequence) laun T2*gradient recalled echo
(T2*GRE) w38 susceptibility weighted
images (SWI) \levih CMBs ldasrananens
Ingrazwuinfenisaravvadideanisluimas
uualaswia (haemosiderin laden macrophage)
ﬁag'ﬂ]”'m 9 waaalReanAaUnd FIn13aTIany
CMBs 3710 7MW MRI brain ifmﬂuﬁ’;ﬂa%ﬁdmm
\Foshanfinfonsanluanas (macrobleed) auaN
lunronasla

CMBs sunsanylémalulsa CAA uaz
lunzuasaifeatadndanlsaanuaulaiags
(hypertensive vasculopathy) agnslsiauans e
n3N32a186709 CMBs luiflasuasazfaanu
wandrsiulu 2 a1sdt laggay CAA dndl
N1IN32918627289 CMBs Lawizu3tams lobar
regions (strictly lobar distribution) Saforu
grunitsrasinasin i fasedlansluuda dam
lunzuaeaifeaiadndainlsaanuaulaiags
Anwu CMBs vSnmlassaiisludiuan (deep
structure) vo91flaanas 1% basal ganglia,
thalamus, pons (Juwan

uaﬂmﬂf':ﬂ”\iﬁmiﬁﬂmLﬁ'uluﬁﬂamﬁmﬁ‘u
microbleed UTIWENAIUBY (cerebellum) Wu
3791134 microbleed USew cerebellum L@awne
U3 b AN (cerebellar cortex Wax cerebellar
vermis) A=RANNFUANBSAIU CAA W1nnINTa
microbleed U313tk dentate nuclei Waz/RIDEI
8n2a4 cerebellar hemisphere®

2) Lﬁaﬂaan‘lﬁlﬁaﬁuauammmﬁﬂﬁu
189 (convexity subarachnoid hemorrhage;
c¢SAH)

Spontaneous cSAH foiseasanldiie
ﬁuawaaﬁl,ﬁ@%maﬂ@ﬁvl;iLﬁimﬁaaﬁ‘uqﬁamq
wianaaalfaallanes Tnazwuaglusasaues

1 a Q a d‘ 1 1 a A
wane g sasdanuusmlasi inuindifeasan
UINmIuaNaduaig luuisniaieasanlaibe
Wuauad cSAH A9199RAUnLATAAGaNULRAA
sanmuluiitosuadld gUaudiunniid cSAH
VAEIDE9L R8I NAENIG288171T TENE

-~ A o .
3) Laamaanamu‘lummjuaum (cortical
superficial siderosis; cSS)
=) 1 A
¢SS AanTRERNVRIRINYIZTNaLVRILREG
d‘ = 1 “d a a . . 9 a
AGanin “Gludiaaiu (haemosiderin)” U0
TuanNUoINIFNaY (superficial layers of the
A 4 a A o A o
cerebral cortex) wjmwm@mmaa@aaﬂ‘lmﬂa‘@u
anad cSAH manduazlufonisudaninlugnis
FeRUVaY haemosiderin LIIRINITIAATIAND ¢SS
v Y d. 1 =1 =3 U
laaran1wnisasrananudinan WA ialada
ol (blood sensitive MRI sequence) 1o lay
Q dl = v a o U =Y
AN NaTIINVLL D WFWFAN LAl auAIRN DS
(gyriform appearance)
ﬂ']i?mwuﬁmﬁuﬂfnu‘*qﬂmaa ¢SS Wy
31 ¢SS wunnfis 60.5% lugillsn CAA uae
VL&iwmau‘luﬂszmmmuqu NANITANBTLLEAS
T#1HA%IN ¢SS dawdadarnuawiziulin CAA
310 waztd o luwwinidinuinusin1sinasy
modified Boston criteria v1.5 ¥inb#AINI NN
. . a A Q A. d?’ 1
(specificity) lunsitasslsainuuindulasldaa
a1l (sensitivity) lunsifiadslsa®

FINMTANEINIITIFINYITTUZ I MRAANY
{U2s CAA 1iavin MRI brain @aa1awuin
U 1 o o o =3 dl
gﬂ’mmm@umnwm:msmLuuiiﬂmaa cSS N

P ) -
IWUIININTW (cSS progression) lazan99sdl
nInIzABiveITenlIalau (local extension)

=1 AI dg’ o 1 1 .

nIaM AL UVaIA wALlns (new focus/foci)

lapgtufd ¢SS progression Huazfinuiy s

NaziiaRaasenlusuadluawiaa (symptomatic

ICH risk) a1nnd1dszanns 3.76-5.90 11 *
Ko a = A A '

HANINBLINNITANBUANNLANNLIN ¢SS
U310k cerebellum 117N b Uz 10% VB
f1lan CAA Taon1sfl ¢SS luduniafiduualduag
ﬁuﬁuﬁﬁumm;uumaﬂiﬂﬁmﬂﬂ’h uazinwuln
Hieniasdleei@ ICH nvinlwianisiaUndnng
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J2UUUITERINDLNITALIW mnn’i’m&juﬁ"l,;iﬁﬂiz*fa
aInan>

4) NM3VYIYVAIBDIINITOURADALRAA
(enlarged perivascular space; EPVS)

EPVS #an8fdn13ue1810d7093193a1 9
wasalRaauwaLannaluliioauas (perivascular
space, Virchow-Robin space) @Waitiaanuaaa
Woavwainluanaslugdiolia CAA dufing
AIWNRAUNGE 39LAANTIIAIA1IVDITVAILRAIDN
mauﬁﬂﬂémwmmaamad"ﬁaa’haiau6] A
1aA6INa17 EPVS #1010 NaI AR AT
ﬁq@a’mmmnaﬂﬁuu&imﬁﬂ"l,Wﬂwﬁ@ axial T2
lay EPVS tfuanuacnwulanslulsa CAA
wazAEraaatiaalaln@anlsaauanlana

. 1 1 =3

g9 (hypertensive Vasculoplathy) LL@]amjvl,iﬂm’ml
139 CAA 3:Wu EPVS figuwnudluiitoguadn
a%l'au Wi USLIT centrum semiovale ¥1ANIN
@?%mﬁaﬁayjﬁﬂ % U3k basal ganglion &%

U d‘d =} a a >3
‘lu;dﬂaﬂﬂum’;zmamaa@mﬂﬂ@mﬂkﬂmnmu
lafigeiuazwy EPVS fidunud basal ganglia
3INNI1 centrum semiovale ALLAN LAITATLAILS
N13N32918@2Uad EPVS filaiuasiaafeny
AWAUINITNTZANAIVDI CMBs lulsa CAA uaz
lunznasadeafiaUndainliaanuaulaiags

U

5) arudailnAuadiitasrrsgNas
(white matter hyperintensity; WMH) %38
leukoaraiosis

WMH ﬁuLﬁ@"L@Tmﬂmmmmq LAANT
ANUL8ADANNRAUNAUDINRDALADATWIALAN

ad - “ X oA
Tuauas laa@ainnatniiaainidaa liassusm
Aqll A 1 d%' ar o %
LTIV BI LN eI Na B930S uazd U lulsa
CAA %iTainiannianaln @an137 blood-brain
barrier gnviaisananuduisveszatadoaoud
ﬁa:auagiuwﬁqmamﬁa@ﬁnﬁaa

= d‘ 1 Q/ aa

ANBUNNWU LA L AIWE18NIITIRIN Y
“ - - & 4
ﬂaLﬂummN@ﬂﬂmaamammuawagiumu
anvad cerebral hemispheres (deep cerebral

. 1 a o &) A
white matter) mﬂ"l,u;mmazuaﬂwmuﬂufgwsa
Lﬂuﬂﬁjuﬁaumzmﬂé}g’hLﬁﬂ"ﬂﬂﬁMdd’;%ﬁﬂ AN

;mmfﬂuﬁmﬂuﬁmﬂﬂﬁjuﬁaumm@‘lmy'ﬁt%u
370N% (confluent lesions) Fogunafiaulade
WMH fifieananufinUnfuasmasaifanauadin
in ldwuLAMLSIa e subcortical U fibers

§1%IUMW CT brain aswuauialna
asna12tdu hypodense lesion &2ulunTWMRI
brain fﬂzm’m‘wummﬁ@ﬂﬂaﬁaﬂdnf@Lfauﬁq@
lu T2 weighted image wya T2-weighted fluid-
attenuated inversion recovery (FLAIR) image
Savzwuidu signal hyperintensity laoanume
NNNLITING1VDY WMH ‘Lfmzwumsgﬂﬁwmﬂ
2p9Uaanysean (demyelination) NNIRARIVEI
ludszan (axon loss) waziilasuasanainias
(mild gliosis)

Sneizves WMH fia329nuainnw MRI
brain Tulsanasaifansuasvwainisan CAA
wazAuanlaiagy (hypertensive arteriopathy;
HA) avazuieldnonua 4 sjduuuwndng Ae
1) nazaedndugaiding eagldfinauas (multiple
subcortical spots 41MN41 10 99) 2) 781U basal
ganglia (peri-basal ganglia (BG)) 3) ‘ﬁulmy'agj
leRauassiunag (large posterior subcortical
patches) 4) ﬂyua%ﬂﬁﬁ’aauaadau%ﬁh (anterior
subcortical patches) lagn13@nunlu cohort
E;:’ﬂ’.]&liiﬂ CAA 319 au uaz HA137 aun Wy
anwakz multiple subcortical spots ﬁm’m*‘gﬂqx‘m’i’l
luw CAA wnninlu HA agefideddgnieada
(29.8% Vs 16.8%; P.004).uazWLINFNN WS lobar
CMBSs uazcentrum semiovale EPVS lun1andu
fulugtlin HA azwuanwmezved Peri-BG WMH
NN (19% vs 7.8%; p=0.001)" wananiided
mfnELANANRe TuiuENBIMEN1INIZA067
289 WMH (WMH distribution) lun19nsinnas
(anteroposterior distribution) wu31gaulia
CAA tiuasfiansmsianizifeWMH Sinaziau
28 UTII MM UNAIVEIFNBY (parieto-occipital
area) NINNIN1GIWATN (frontal area) walunig
naufugiie HA wind WMH Afumwalvuiad
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ANLRUINIZANLAININIOTBABININNINA TR
PYIFN DI
6) NMIzANDIVIALADAIINANNAALNG
A [3 . .
Jasnaantaanawiatan (cerebral infarction
due to small vessel disease)
hadnlsauas CAA 1nlsavasnaaaiion
PYWIALAN WBNINNNISLNALRaANNLTWa1NT
LLazmmﬁmﬂﬂ@éﬁﬁfymadﬁﬂimté’a NILNAFNDI
°1n@1Lﬁa@]ﬁﬁmﬂuﬁﬂ%aﬁwuimﬁazfl,ug?ﬂw CAA
LT I@ﬂ;&”ﬂ'sﬁmw:méﬁm%awaamiauaa
=1 =3 B . A =1
PIALRBAVUIALAN (microinfarcts) ®IB1INNTT
< & . e
V1AL U89L ka1 U8 (white matter) 71 lanan2
TUudr1196% lagauasrnatfeauwIaLananazwy
LU cortical-subcortical LazINITWULND
R ~ o A A o A
dusfinsaniiulsafizuussuds lasdadina’n
MINAENBI21AIRRALTIAIINNTYAGUNRIBAANTT
Inal Uy aI%a AL oAUUIALENNINITREFNVD
beta-amyloid®
lagin@uan cortical microinfarct (CMI)
JruradeudIANUINLAzINYNUITBNEIN
SNBUENIINUITINNTURAN daN1LUanIs
AIIINITIRINITANNAZL D IANINTWIIRINITD
Hufwlaarna1w MRI brain ANNALALARILEN
319Me (ex-vivo MRI 7T) S28AunsENanens
NI NAIINNBWIILGYINITALUALANT
@329 MRI brain wuy 3 T dalidiNaasnundn
LWINIINNTIRASe lasfouuas CMI Alaa198
A . . . A A o
Ao hypointense 1w T1 (isointense L{aLfipuniu
CSF) sansnasany laatnasias 2 YUVBIANDI
1T WUTIIULD sagittal waz axial lapdasatianis
USMAENY (cortex) WLAzLENAANIINUIIMN
1% EPVS wazawialitasninwiavinny 4 mm
-fl' = IS . A
wanaNhaITaclansmeLdn hyperintense w3o
isotense tlaNpuiuIhaguading (grey matter)
T FLAIR uaz T2 MRI Weoansmsuadsay
Tsanisndnwutiln hypointense 1w T2 aziivuan
J150alsadenandlaivnls CMI wazenaaziin
JalRanan WIia naaalaea wiafiulaniaey

annisdnsigiaslin CAA Manua
102 a1 Wyl CMI da1uTnis 39% 1NNIN
MRI brain wyy 3 T mﬂ@:ﬂmwud'}ﬁ CMI ¢
a A a a A A
fanuasslunisifadsuimveaiosuasnanad
(total brain volume) uazwu cSS ¥ NNINGUH
1 a,roz 1 g o 6 o
18 wananfidenwuin CMI S9quRwEAUANY
sunsnlunisdaanlafiugas (impaired executive
function) uasAAADUAWEIIATIRY (processing
speed) {ilapNiil CMI sunitiazdanuiieanag
annzavandenanldgandingui i CMI®

N13AKaINY1 (management)
u 1

lufagtiulsa CAA 3laifiisnssnusnf
Fumzaalsn (disease-specific therapy) lagn1s
%’ﬂmﬁfﬁ”]wazﬁuﬁaagluﬁumamaamiﬁﬂwﬁﬁﬂ
fmunmsinenlasnald (general care) ilaifia
LROADDN AN DITLUTLINUH LN LANGAIINIITLRDA
aaﬂluauaaﬁnﬂmqﬁus} ﬁuﬁamimuqum’mﬁu
Tafaatradusnaiailasnunisiiatiaaaans
Tayd ayaaﬁuaqumﬂmiﬁﬂm 1% PROGRESS
trial® 1Juawu

ﬁm%’u"ﬁagamnmsﬁnmLﬁ'mﬁums
fasnuwnrzunindanlulsn CAA laun niae
=} d‘ | U
L ROA0N MRNAILATNIZ AN DILRAN waaglilude
unzUang g laaan

1) NM3AILANANNAKlARAULLITNGIA
Taglzuranarnuawlain (intensive blood
pressure control) %adanaunInaalananis
a A & oA ' A
\iawdeneanluanainslunguiitasuaz i
LRaaan uaNedld BANITIEINITRTINTEIRBAIL
n@nawam@ﬁﬂtyty’] (cognitive impairment) W&
maamm;mmwaaiaﬂBﬂﬁmnwumawm%
Ane e

= t:!' £ ] v

2) m‘mamamms‘lﬁmngum%ms
[ g = . -~ 1
HBIMIVDILADA (anticoagulants) wWIBLINAN
[ s % ® =} . .
AMNIIIVAIVBILNAALABA (anti-thrombotic
agents or anti-platelet agents) (41) A18#*a9
iiatianaanlwanas (post-ICH) win'laifide
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viafiFanuiiasnialamansiadanaanly
auasunauninnslaldsusnadnann

luﬂifﬁﬁgﬂ’m CAA fanusududosle
Susn antiplatelet 1w 1Julianaaafoaauasdu
(ischemic stroke) udiasiiaiianoanluguad
Wniaw 0199 TYANNNANUIIEVEI RESTART
trial”” waz Extended Follow-up of the RESTART
trial® undn9dslunedanla I@ﬂmﬂﬁaﬂaﬁzﬁaaa
muﬁﬁﬂwudﬁmﬂé’ﬂaﬂﬁLﬂﬂLﬁmﬁa@auaamﬁau
YueNI893ULUIENIUET antiplatelet WRIGBINIS
nav'luiSuiudsznuen antiplatelet Tnal wudndl
anuasslunsiiaidansanluanassn (recurrent
ICH) Vl,aJ'Lmﬂ@haﬁ’uﬂﬁjuﬁ"l,;i"l,ﬁ%“uﬂizmumazi'mﬁ
wpdaneana (nauluSugszniuen 26.8% vs 14l
lasudsenuen 32.5%) lapa1dsag unaIn1sniig
@@mmag’ﬁ 31 LL@iaﬂ'Nvljﬁmu@ﬂmﬁLﬂu CAA
wazanuEssazfiadensanluauasgtiunaniads
\Jpad19 9 a1avzdasszdaeTadufiassniu
@TﬂLLuzﬁ'}Lﬁaaﬁumﬂ@,%mmzy““ wuadnlugiag
possible %38 probable CAA fiundgemyases
P1ALRAALAUUNWAY (transient ischemic attack)
vﬁaauaammﬁamLﬁﬂuwé‘uﬁ"l,;iﬁémm (minor
stroke) N3lWeN antiplatelet 813130 TIVIAAINY
Fosasnsiiesussnnaidanstlddszanm 8% 7
3 Laan LWﬁ:mﬁ?umﬂﬁ antiplatelet 8193zW8
Iﬂulﬂvl,u;gﬂmmjuf: waagn lsfianaudimingaod
fnsmrpes CAA fianudsaionsanuinudds
fanwsndufizdadldonietlosiuanasnaiion
\fioan1nidw high risk of stroke a193zRa ol
8113z 8219819110 (time-limited treatment) (%
31dou I¢ iflasnnavasunaidanesiilomadugn
lug29usnINNINT1IRRS

wingie CAA Aflenusududeslesuen
anticoagulant 11w lsavalawasuniunia (atrial
fibrillation) waziiazuuu CHA2DS2-VASc g
Twnmeiidasldsusn auauuzineas Journal
of the American College of Cardiology (JACC)
Ua.q. 2020 leanaunzinarsiasanlinisinm

wuv'lalfen (non-pharmacologic management)

Aantitasersanalawesuudie (left atrial
appendage closure) wnwieaannaifoalunms
Lﬁmﬁa@mammxﬁuLﬁa@q@ﬁu“s

fwSunslWen direct-oral anticoagulants
AfauiAnsaeasantesnin warfarin d9iiu
LﬁmmnmﬁudmﬁamﬂQL%U'J%']@LﬁnﬁuLLazﬁa
P10 IANBIITIa95 U EInann UL E e
mufiaiienaanlaaienialy nagiinusdsfadn
ﬂ”a"l,ajmsﬁﬁ]:xlﬁmmju‘ffl,uu%umaaﬂizmﬂvlmﬂ

Ademaunavim uusihliduuzilu
msnwuuuidugiisanizagly (personalized
therapy) lagainuszloaifiezldsuainnisisy
g1 anticoagulantLLaz‘imﬁxﬁﬂﬁ]ﬁaLﬁmmaa
mItiaLRaaaan 1w N8 previous lobar ICH
cSAH ¢SS lazianizuuy disseminated lobar
CMBs 91434310 w38 Laafia1n1s TENE a2
[RUAINNLFIBaIN TR e NnaIS YN
anticoagulant LazATAAANNRINWITeIREUNAG
@' aVLﬂzs, 44, 46

3) msgua%’nmﬁ'u 9 leun n3snm
@A1481NNT (supportive treatment) SETETRIL TN
30770 (lifestyle modification) M3tinailyningg
Walnyey1 (cognitive rehabilitation) N33zd@sz 33
nInaaanunas tuan

§195un1519e1 Aducanumab @9idw
LaBAUBANTANUTIUNIZAaTDAa A EI LU
ifuﬁ'd"l,ﬁ%“umsmgﬁamuaaﬁmimmma:mlu
UszinaanigowinuiloTud 7 fguwion 2564 14
IFgmsusnulsasalmuesifasanisasaues
beta-amyloid Twilosuas (intraparenchymal)
waagalsnawaniululss CAA Fawuinlaud
wmj”aHamu%%’ﬁ’ﬁaﬁuaguﬁaﬂizaﬂ%‘rmwslumi
SnunalsenaInaudatila lasanudaiAnain
International CAA Association LA®31 A5
anlfidudraiuaulsa (disease modification)
113z1du sporadic w38 hereditary CAA #anain
f:mdaﬁnsﬂ’ai&iaﬁumgﬂﬁﬁﬁm aducanumab
lusnwuandasald (off-label use) Jwagnsds
tlﬂL’?fuLL@i’j’]Lﬂuﬂ’]ﬂﬂuEﬂLL’LIi.I"lJEl\‘]\‘]’]u?J{fEJLﬁ’Ylf‘HM
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gmsumsliaasiuidan (thrombolytic
agent) lszdaseTounniu lugﬂaﬂ‘ﬁ'ﬁ CMBs
FIMIRNINNTT 10 ilasaniianuiFoaianiae
\enaanuarmIfinamssnenlaid (poor functional
outcome) niim3lweamsindenld udagsls
Aaude Ll laidudavalunislden thrombolytic
agent uaagnala™

gnsumsineginlin CAA Alesums
Afladuszdiu possible w38 probable fiandaulsa
{NBIVIALRALALUNAY (acute ischemic stroke)
waziinnsAuduvasnaaatioauuwialng (large
vessel occlusion) 1InMsAazideyadanluves
German Stroke Registry Endovascular Treatment
(GSR-ET) trial wuinninlasunisinusiuuy
wann1slas1usIwnaaalioa (endovascular
treatment) 8199z32ufUNTIR B EABENLR oA
(thrombolysis) #ilulia CAA aldtszlomiban
mssnEnanni T lasnsn feudinansinm
luszoe m’m:vl,li"l,ﬁﬁLﬁwﬁumjuﬁ"l,;ivléﬁﬂu CAA 1w

wdva9 functional outcome 7 90 TWAFINNTINEWN®

garwn1saidagUnunwIanionis@nslu
aw1an wazyayI192a9AIINg (current
situation future direction and gap of
knowledge)
AINMINUNIWITIUNTTUNLINTBYANS
mnsfeaivlsa CAA ludszinalnoiuds

)

'
v =~

fapunn asanidulsandslidesdunian
Audnnluandie wiludlunguetgsunndszuy
Uszaniadnay Ussnaunuinuyinisinaaslsa
1 [ Qr dl 1 =1
fnlndasodaNINNITATIVARUILLARN TWAN
I%a dalRaadIa199z bl lein1Ivinad sunInans
luadia uananfinisgananesinelugied
mMaziianaanluauasn b laviniulasnaly Fevinlw
aamIInaaslsa CAA ludszinalnaiinaraas
#asnINaNNL U39
va 6 a =~ 1 = =
NIgANUSIAMARIY AIEnIANEA
uinwafiulsa CAA slugduuunis@nm
aa = CZ2 n{d 1
nsadfinlas@nslugusfiinnrzunwias

a =1 =1

nmanddagmianiziiensenluanes uazlu
=< an X Aa

sUuuunsAnBIHawen 5 IneeIfanninii:
\RanaanlunaNadlwuintn tNalwnlaniszes
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CAA ludszinalnoanniu dwih ldgnisguasnen
dinlsn CAA adafidszanTnindaly

s%’m%umm;?tﬁmﬁ’ﬂiﬂ CAA 789919
Tayadaud19u1n fa uwInenisinszasln
CAA ludvasnsl#en antiplatelet, anticoagulant,
thrombolytic agent lLaz mechanical thrombectomy

=3 a dl' a 1 v
JrulddeniIwaw s iNaTeaada e balw
LRIR I@u;&"ﬁwuﬂauaa'ﬂmm::ﬁﬂmsﬁﬂmﬁﬂu
Uszinanouazluszduainusiudatuwiui s a
nu asangie lnsanszlianuuandaan
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(small vessel disease) sfhanianwulavaslu
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=1 = aa CV] 6 v
mamsmwm"[éﬂmpdﬂaﬁmaazmwuuwmmﬁ
81N1778901NzLReA0aNnlkENY (spontaneous
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aa [ % 6 . )
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criteria vi1.5 fﬂ:mﬁyﬁagamﬂmwmimm
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MRI sequence) laun T2*GRE w38 SWI W&y
A A o o A A . .
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LAZNIIRINIIINIINEITANYI81992 T8 1 NT
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ldfinssnunannizdalia wan1sinaaslsauas
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