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Cerebral amyloid angiopathy: recent topics

EIRKZM BRI AIEAR 6

S EA O

[FLHIZ

7 3Iwe4 N7 ¥4 ,8F — (cerebral amyloid
angiopathy: CAA) (I#EE X RN O MAERE (F12
By ANIEIR) 17 I 04 FORREEERDLEET
Hbo CAAMIILAE LT I 04 FEMZ L > THA
SRS, ML X OERED CAARDH Y, K
DL VOIS > THML, 7304 Fp&kH
(AB) DILAENALNLIMFEN ABEI CAATH BV,
— . BT 22 E53% 1 L AHFEFRET S AR
CAADHIANERINTE TV B,

CAA DFBWNIIRHFMYIC 2 SN TV /225, MRIR®
positron emission tomography (PET) &\ 7z[l{§i%
Wr DA R, MR FI 25 2479 2 & 7% <

CAAZEIRZWI§ 5 Z EMMHEL oo TETWVAE3Y,

F 72, CAADERRIEIR & U TR D i i A% & <
HMONTWIZAS, P ZE R FRARRE R, — &b
FHEIR (transient focal neurological episodes: TFNEs
7z13amyloid spells) °4HiE - M % (CAABEIE -
MAER) &, bex REZEL L Z LWL
%o TETWh, ARTIE, IIENE ABEI CAAICD
WL Y %o

e

G ABﬂCAALi 7 IV N A < —J5% (Alzheimer’s
disease: AD) ICBHE L THEU B Z A% WIS, AD%
EbBnZ &b d b, bAEICBIT S CAABENH
MOMETIE. WMo ARZIZERE & I LA
L. I\ 59, 2015 4R IS D AYE TlT b 7 42
YA TIE, CAABYER NI & CAA B JSHE D

e BB I ZNZN 5900\ (95%1E HHIX [ 4,800-
7,100). 170N (95%fEHX #110-220) TH H .,
DERFIZZENZEN 464 N/10TT N E 0.13 /1007 A
ThHo729,

BAE & VREE

MEEME AR CAADERIZOWWT, MBS
THABIEEICMHBEML L Y EASIhEEEZLR
TWBASY, ABDSIILE BENTLAE § 5 #87 OFElE &
PPUAWTH L. MFEHIICBWTARA 7 I a4
FRIBREH L D) s, BRI E & D IZ AB
PHE SN L W TMERECEAE TS L ELOLNT
W5 BN OPERRE & LT, BIIRBEN O Mg
SV T 0 FRJE I JE PR & 3 o CHEH & 1 5 intramural
periarterial drainage (IPAD) & B o i J& PRE 2> &
MR NANAD . IR M PARE 2> TT 7
7R ¥ aHEE LEYEH & L5 glymphatic system 7%
HOPIZENTWE™, 2B, IPADD 5D ABDOHE
12 apolipoprotein EAYK & { B4 L T\ % & D
B,

HEBMECAA

WA, 8w T ) 4 EE LRI, ABDSE S
 NCEET A LEDMAPERIN TS, b Mg
PR EH SRR & FEAH S L7 9ER) 1V, BRIV E VB
G372 hef) 12, @R EAVEFTFTEE 23 B 2 R Bl 72
ETY, FHERIED CAAR CAA BN % 42 U
52 EDHEIN TV, FENE AR CAA 1T 557%
KiGOLEEZETEL L L3P L, BREShHE
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7 &R P HAZAT A LTz AR eIk L 72,
T 721X BT EAE I 5 T IPAD % glymphatic system
& o 72 BRI AR RE D3R S, AL
N BB ICER L2 e HESI N TS Y,

JRIEFMTR

AP DL IRENE I X USRI & /N Bz B o i 4
WL %0 BURRARMAEAE., e HE Tl
THiTH Do KIMEE TIIBREEICBWTRD B
BEICA LI, AIGASE, MIBAREE e X BHIHZEOIMAE
PRDEINIT V. BBy ABOLE T, MO
BIIRDIIAC, FHIRPLEMMAE IS DAL %,

CAA IS G 55 O MU IR~ T I a £ F 28
AETHILTHEY., FEmMEOZEL 4L,
AN PR RDT I a4 PR CER SN S,
7 IBA FOEAIC XY FEEHES N0 1J double

RIS O

Ny 3
% N

Wi
B 1

=

barrel appearance (L& BED —JE1L), 74 71 /4 F
WP, UNEIRIE 2 R R L (B1A). f/NEh RIS
R 7 4 7 7 4 FEIRZIMIMOER & % 5%,

7 Iu A4 FiLsaE O IZIE Congo Red 4L X2
Thioflavin St 2SI %ETdH %, Congo Red H4fl Tl
FRA L, LM FICTT Yy 7T — R
Fo FERPURZ MR L2 Rttlc XD, B LT
WA EHADFENTFETH S (B 1B-D). ABAELL b
F v A% A4 LF ~ (transthyretin: TTR) E! O H O
CAADEPF L TV 2B EE TTIREL Y I v A F—o
A (ATTRv7 304 K= R) OFEFTIE. ApL
TTR 2SRRI (27 L CEAE LT 72 2 & Ay
ENTws (B2A-C) 'Y,

CAAZERHRIEIR Z HED 2 W EIZ BV TH HEK -
7 8a 77— RO S, SEROG %
MitEd 562225 19, T/, MEREOHIELZ D

CAA JR#

MMEME A RIKT I 04 K7 U FH /85— (CAA) DHFEEE (A-D).

(A) BEBER KN B B OBIIRIC A U7z CAA, MAFREDREIZMZ T, MEBED splitting & 582 (KHY) . (B) MEREC
AP DkHEZED D, (C,D) CongoRed FtaTIIILAE L7727 I 04 FIdkP L, I TT vy FVy) — o fak i b,
(A) HE %efn, (B) ¥ ABBURIZ & 2%, (C,D) Congo Red %¢ffio Bar=100 um (A-D)o

2 ATTRv7 I 804 F—=YARIZBITSH ALEIE TTR B CAA
AB B L transthyretin (TTR) B 7 I T4 F7 ¥ FA/8F— (CAA) DFIFIZED SN/-BEE TIRE 7 I 0/ F—¥
A (ATTRv 7 3 0 A4 F—3 R) FEFIOWIRME O et Bt G, 7 EETHEOBIRBEICIEAS L7727 I a4 Fid
TTR (A, ffa) F7:1% AR (B, o) (3 2P THMA SN, W IXMERE THALE LTV iy (0. (AC) T
TTR HLfk & BT AB Hilh % AV 72 e R — B eft, Bar=100 um (A-C)o
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FIEHEMEOMBLZ M ) >/ EREHE %
PICRDLZEbdD (RO CAABERSE) 19,
P SE R PR IS 28 %2 A2 U723 61, ABOILAE 1)
CAAIZINA . FHEWILFE, V) ¥ 83k, =707 7—
VR EHEMIL ORI Z EA L Lo SEMEZ L, 1
BEEOWIE, ~ 707 7 —VREBEMNBIZ X %A
DEEGHFRDONL (7 I 1A F pREIMA A,
amyloid-B-related angiitis: ABRA) (& 3A-D) 719,

CAAICESE L=EREREER L 1IREFTR
fibd H 1. & 40N H 1

WAL TR - BT 2 ST MaE A i, KB
UL, BRETEZ T (RRANET T &
) 273 (B4A, B)o MIMMERAZIZIS U722 FEHAE
WRem L. CAA BN H I AR 2 E 1 7 o
JEERYG HE i oD LR AL IS DWW Ty DASENZ BT S

M7 304 N7 v ¥FR"F—  RED Ny 7 2

EEFRATIIHEHESR DL W TH o725 K
I EOREM = B LA, HIEFIIARICIEL
THIMAHEE A < FRBEHEE T M IMBHEE AR AR T
Hotz,

f/IMHBIILE MRI D gradient echo (GE) {23/T2* 5
W%, FEALERRFN R (susceptibility-weighted image:
SWD) THIE F 72 I3EMEORE 5 & LTt S h,
K H RO 5N (B4A). MENRAELZ &0
D JFENC & 2 s LSRN R A R SR, A5
B LB DR S Z L TERINTETH %,

RN Tk & — BRI (transient focal
neurological episodes: TFNEsZ7=z[Famyloid spells)
ENETTY YhAED D) by KIFEEO—EHRIC
BB L T# O LN S H D Idcortical superficial
siderosis (cSS) &MENTWA, BRFEICAETLZ2

X3 ABRA ®OJ#E
7 IuA FBREME S (amyloid-B-related angiitis: ABRA) DA AT .o
(A) BEPEIMAE OBENNE, splitting (double barrel appearance). PIZEIZHNZ MAFEPHICLEO Y ¥ 7 38kDiEH
PR BN 5B, MR Z L) BREEO SIEMILRE D A SN D IEO KM EICIEZ ) & — 2 AN
Abihtb, (B) MERBICISHEMBARSONS (LK), (C,D) HuABHUKIC XL 2HELATIET I 0
A FHBEE 2o THY . —ZBOEEMBONAKIZH AR PUATHRMLENTWS (D)o (A B) HE Jeft,
(C,D) ¥t Ap HURIZ X B GaEgeta, Bars=100pm (A, C). 50 um (B, D),

K4 CAA OWH{§

IMFEME AP RN T 2 a4 F7 ¥ FA4/3F —DFHEE MRI @ T2*5H % (A, B)o
AREESER E oMM (A), AHREEORE THIME HEONED T VikE 2205 (B
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EFETFHMAICANE DT »HLAE L7 IREE 2 s
LTWBEEZEZOLNTEY ., GEH/T2* i i %<
SWITHIENZIR - 2 WMEDEE T L LTRRO LN
(B 5A),

eSS /NI AT LB A B OIEB TR O S &
ED% . CAABE ORI E ¢SS TIXFHIERT
MR DUREED D 5o LA L. ¢SS b & [H]
FRIIE BRI O PR H T & 72 D 1520, cSSid
TFNEsDJER & 722 ). F5E»2>— B O R H KA
RLHIET ., HEREENAL S, ) S50
g Bo IR ANE YT Yk ) KM E O
— IR R AR BEAK T (cortical spreading depression: CSD)
MEEEZZ 5N TW5B 20, — @i I H
ARG ORIIRIEIR, TADA L DEHDPEEL 2 5,
A — P o6 R I S8 7 0 75 W C P MR SR 5 % 2 5
ENYE. CAABIEN I AT & 5 W REEAS
HYVEFEEPLETH DL 2,

Kb B R ZE OINAEEE & SRANBEREIES

BB O/MEZER, RIABEOIEREEICL 2 L%
AONBLAEWIENALNDL Z EHDH ). ADIKE
DB RN L 7204 T CAATFRIBERERT . 45
WCRRAIA Y — FORTITEET L 2 e ST
W32, F72, CAAIZADIZ X B BABREDIET %

BETHEEILND Y,

MRI T2 51 2% PP LI B 2 IAE A PR
DK (centrum semiovale-enlarged perivascular space:
CSO-EPVS) RRIHFREAL O KM EHZ 1E CAA &
DREA S STV BY,

CAA BRERSE - ME X

BRI 2 F 72 13 B2V O RN PR BB AT )
RHEROD T ENE L, BRI
EHETALOND, HBEZRD L I LIIHM T, WT
ResE, AREPRE S, HURRMLR Fr R, /MIJGER. 2P
ZEERL & v o 22 BUERIER B TR SN S 9,

BRIRIRASHT WL Cld, AR PEO SSREfT oS 3K
<V RERERRAS CRITI BN S % 528 2 DIIHI R
TdH - 7229, BB OPtABIUA O HUkfi o L5
X°matrix metalloproteinaseZs & D RHFE~ — 7 — D 5
DG N TV 272, W{RET R CIEFE W 2 3E.
MRI @ T2 5 3 ] f§ % fluid attenuated inversion
recovery (FLAIR) B COHEDERES (K5B).
Rl K E DOERRNRDB L OEND 2 23D B A
(B 5C). BIEIFE < w2 PLEoRT RIS 2 T,
GEFE/T2* A M R SWIi & v o 72 |RIRIC L D oK
MRz BB X OB T O AR S5 2 & HEH
HThHs (B5A),

X5 ABRA D[4

7 IuA F BB (amyloid-B-related angiitis: ABRA) SEBIOWIRATR (K3 & FH—EM). (A) HHHEE MRI O T2*
SRAN MR TR B EE R WA TESE CTINERAE Y 7)) VR MR OWAE D AR S Do (B) FLAIR B TAER.O
TR AT S TSR S T IR AR O, RO AEORGEE B ALN S, (C) F FY = A% Hv/ziER MRI
TIXERTHESE R T M BETESE O B OB M ED A SN, LHTEFEREO—T L EEREEZ R0 L (KH),
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CAAMD Bk

CAA B o M 1ifit o B PR 22 W 26 #E & L Cld Boston
criteria?’ R DA FIHENTEB Y, TOUETRD I
RENTWB, 72721, MEEZWIITREENZ
Wi AL EECTd B MRIOD GE ¥ /T2* iM% 3 5
WESWITEIC X 5 B B/ IR ¢SS D F i 1d CAA
DIERZWIIEFICEHTH S (F4A, B, E5A),
% 7z, Pittsburgh Compound-B (PIB) 2 &7 I 1A
FIZHAET S L= —Z /2 PET iZ CAA Z
W3 55, CAAT I 04 FIZHFRPTIERV0,
EABET IO REDXFUNTE 2\,

CAABIELZHE T b BRI 2L SR S T
HH5 BlEpECZar ey AR SNTIA L FH
ENTWVD S DOTIE AR 230, FEE B I I3 AR
e LN X BN RB S LETH D (K3A-D).

CAA IZET HiaE L Tk

CAA DGOV, BRI TMERE~ND T I 1
4 FOERZTPHLAZD, EHLAT7 IS N2k
L7200, BEINMEREOBRERLHEZ PRI L
720 TE& BHEBEIT RV AR B PukE W2
SIEHEE DO IRRRB DT b 725 ARPEIEFE &
N2h o723,

FBERM ORI Z 4 U238 1213%  DRERIT
IRFEHR TR E AL Z LT TH L, 7277
L. B2 BEREEIT) SRS BY, 72,
P 8 R BUSE B9 221 CAA I & 2 i i % B
BT 2D H 5 DT, CAADEEDNLHITIEZE
NOEERFFTLEREEINTVS, LA L, JEIMHEL
PERWMENRIED ) A7 BEWEELH Y. T0
K70 M5 6 CUX A T o Pr AR R 1 22 O B PR SH AN 72
EORD I E D BHED R ENTWDHY,

IRZERIIN N IO FEIZDOWT, bAEICBITS
MRETCIE. 97.1% T O Tz B 5 F i
ROl i BBIMOFFEIZOWTIEF
Y3537 HOBIZHBNT31.7%IZO 6, F
LT1137 ARIZALNTz. ROOBIMAS 14 H
BICBIFHHTERIT122%T, 127 HETIE 19.5%
EHEENTWBY,

CAABIERIEICH L CRIT R EA T4 FRiR
RSO X D E L7z L ol 3T
WBM L LAt h, EEICUD L WIRER]RR
FECBIORE D H D  KAER EILUAFRE L 72 B2 E
CAAIZ X A IMEREED S { 2 LM E L Vo
TN e AL IARE RIS U770 & E 2
L5,

W7 3Iaf F7T o35 — mED MY 7 A

ADZEXRR E LT=ABICX T HRE AR & CAA

1999412 AD DENIE T WX $ % AP42 DFEH)
RIZIZE D WEE~D ABOILAE D HESL L Ok
RENF2ZENFLOTHE S NP, 2D, AD
2B B REENRIER IR & B RO B TED
frbizi % < DEFRRERTIREBAERE O 2
RO LN olelzOHFIEEN TSN, ZD%,
20214E 12K [E @ FDA (Food and Drug Administration)
AADITH S B i HEE L L TH ABIUKESRTH 5
aducanumab % 787 L. [EIBRDBEHEADAEIZ B W
THRRICH SO0 H B IR E oo T b,

ABIIX§ B REE)RIETHE (AN1792) »¥fThbhi:
FEBI OB Tl IEE 5D ABDRRE L
CAADBEIMAHE N33 [PAD DS APASERZE &
N5 WA TMAERISILAE LCEERZ LN TV S,
F 720 ABITHT 2R CORIEH & LT, R
Ji 9& 400, N 92 BT o v M R B oD AR B 23 o B R
(amyloid related imaging abnormality-edema/effusion:
ARIA-E) . B/ R ENE Y 7 Vb
(amyloid related imaging abnormality-hemorrhage:
ARIA-H) U5 Z ARG SN TV 544, 51 AB
PR DH 5120 D CAAD TN & o Tl &tk
DILHER MAEREDNEFIILAE U, L M2 A4
B EHEE SN TV DY,

BEhYIC

IFEE ABEI CAAIZ DWW TR L 720 CAADSEE
L7z =3 ORI L CEAR 2B E IS S h
TETIEV525 MEBEICILAE L2 APOFRE LW
5 72 CAAIZKT§ B AR 2 G HHE IO W TIE RS
WHEV. E N T vy, F720 ADICBUIT DABICHT
HRIEERIZI D, CAAICHE L TWwWAHEER LS
7 IuA FRHEERRE (amyloid-related imaging
abnormalities; ARIA) &\ 9 7= ZRIRREDSH & 9 & 72
5720 PLABHIREREDERIK TOMHEL Z & 12
XD ESHMEE o T TREEDSD 5 INAVEET
MiZe EN2HE D AR CAADIMP O ERINTE T
BY. CAAIZODW T OIREMIH LM - G IC$
VYU AR Y S YA A
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