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i =04 FMEREDRKE - HWRE(S
EDKSICEZSNTVSH?

OFIHEME7 =0+« RREH (AR B =0« FMEYE (CAA) TRRERMEETEESINI AB H
BEROPHBEECMEEISAETDEEIS5NTUNS.
[#EBDEE : BL, IEFVADHES Bl
OFBEBDEMBERENGD Y, ERMIC ABE CAA BE U T ENMESNBEFNREINTLS
[#EBD|ME : BL, IEFVADEE : C]
OBGFO/NU T NMCBEHEL GEGHR 7 =0« RMBEENFRIET 5.
[HEBDEE : B, IEFVADEE Al

)=

MAEBEICHEETAHT7 I 04 FR&EH (AR EICHBMB L VEAINSLLEZLNTVWEN, Ap
MIFRENLAE T 2 FOFMIT VI ZICAHTH L. RSB WT AN T I 04 FHERER
I msh, HMEEKRE L DICASAHE SN2 BB CIEFRICILE T2 £ 25N TW5, K
B OHE AR & LT, BhIREBEN O A 5 O RS E BH % 38 % intramural periarterial drainage
(IPAD) & BIIR o M4 T8 PHIE > S B FEE N~ A D, #IR o 10145 T8 IS L2 A1 > o THEH & b glymphatic
system DS S 2 ENTW B IPAD 75 D A g OHEHIZIZ apolipoprotein E 2S5 5 #2651
TW5,

AR, b NIRRT 2 A S R, RSV E V2RSSR, BRI MRAE O T
WEDS D BIFEG 72 &C, FAERRED CAA ZHEL-Z EAREINTVEY, BE SN, &R F
WEFLATAE LT 7z AR AMEHRR L7z F 7213 PAHRIE P 5 T IPAD % glymphatic system &\ 7z
B O BRI AT E S, AR BRI ICBER L2 L v o 2BE AR ShTw 515,

IhEFTICEEECAADRRNERE L LT6ME (AB, ACys, APrP, ABri/ADan, ATTR,
AGel) SHISNTWS, FHENEE 32— F3 58T (APP, PSEN1, PSEN2, CST3, PRNP,
ITM2B, TTR, GSN) ®) 7 ¥ b ERHL T3S,
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OLHEICHITZR7 =0 FMEAE (CAA) BEEREME CAA BENEDBEREREETNEN
5,900 A& 170 ATHY, HEDERERFZNZEN 4.64 A/10 AAE 013 A/10 AATHS.
[HEEED®E (3L, TEFVADMEE 1 B]

L))

MEMET I a4 Fp&EA (AR BT I v A FIERE (CAA) ke & DIy 5. 60 %Ll
D 10~50%12& 5, 90 bl L TIE 74% 1255 5. Alzheimer i (AD) HB# D 80~90% Tlx CAA
BHERENDL AT FY Y AL BT, MEREEN 2 HE T, PEESSHED CAA X AD
FEBIOD 48%, —Me NI 23% TAH SN D L OGN H 5% —J5, MRI 2 V724G Tld, AD BEHO
22%, —MALID 7% T CAA BALNEHE IR TV S

DOENBIT S CAA BRI B MO TIE, MBMOARRITERE &I LA L, iz n
2015 4EIC b DS E T b N - EENEETAE TIX, CAA Bt & CAA BEISE O E B EE T Z N
Z1 5900 A (95% 13X [ 4,800-7,100), 170 A (95%EHIX [ 110-220) TH Y, HEOHRFILZ
hzh 464 A/10 HTAE 013 A/10 HATH - 724
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O50 LT, MERORBMWREY < BETHMZSE Ui, 2RMOREICRET 3/t
MPPWRANEI T VB ZRH DR, ETHDORIEEEREE P— B BFHERERZRYELT
WBEEFI TR 7 = O RINERE (CAA) ZFES.

[#BODEE 1 L, IEFVADEE :B]
O2MD SHEIMFRIEDIBHEIR PERAEEEEES T, CAA ZRIEY 2 EIRFTE P ARIKNEEDIETTRE
DESBESERDBIHEIC CAA BIEREERES.

[#BOEE 1 L, IEFVADES :B]

OfEH

W7 I a4 R (CAA) TN, —@BMERIHREIR, RASERESAONL 2D, Z
NS DFEIRD A SN B EEE GO E) TCAA OFEEZEED L T/, 2 Sl AMEIE CHIT
PO HEI 2 R AR e RS 2 % 32D B IEB Tl CAA BAMLIIEZ SR H T B LEDH 5.

BAE O, BT {RR A CRNBER O M I, KN B RS 3 5 v i, BUSEEOMEANE Y
TV VIREREBEO BB T RN E 2D BRI Tl CAA BFLEL TS IREEDTDH 5.
FEEZTH-TH, BEHBPEREOHRETCAA ZHELEI LA H 5720, CAA BT 5 MWIE
TR A S N2 A IR B L O RN R CORMBOF L &2 THRT 5 LEN D 5%
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R7=0« FMEBEZED K S ICERTHH ?

OEESZHAICTRIZRES WENERR, MEERREMOSEEZER U IE?—E’Jffﬁ%%ﬁi:th\Em 5N3.
[#EBODEE : 1, IEFVADEE Al
OR7 =0 RMERE (CAA) ¥ CAA Fﬁﬁ%ﬁ@?z\l&ﬁ(:‘E%b@f%ﬁﬁ%&%ﬁafﬁbun RIRESHTESE
EAVNDTEIRYTHS.
[HEDBE 1 1, IEFTVADES 1B]

OfESH

7 3 a4 FIEE (CAA) OEEZIICITHRHEANRFAILETH 2. HHEMBINI X 2 LWMOsF
il & ML 2 4F D WA IFEMATE F LS, ML U C o NS 14 2 i A e 2 & C %
SNMEZFM L, HHENFMET) S 2o ohs!, HERAIImEZ, 3> T—1y Fjtas
thioflavin S T7 I 04 FOFMEHET L. 7I04 FLEA (AP & EDRRYIUEE V2%
PERAL T CAA ORNEAE % FET 5%

W RET % 7z CAA ORZEEHE L LT, CTICX 2 MMmAT & APOE #1510 ¢4 OF %
HAADRET, FAFED SFED CAA OFBEAHEET % Edinburgh J#05% 5° £ 72, JEdkS CAA
B O R R OM A D LMol % 4 U2 FHER OB C, (ZIFMHEFE L CAA B LU CAA Bl
%# W4 % Boston criteria version 20 HIEEINT W5,

CAA BIMAIEIC B VT D IEE SN IR 2 A 2L B CTH %A%, AETIRR> MRT Wi {7 7%
B DR 2R S WL ASRIE ST v B2,
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i’ =0« FIMEREDEZERICH MRI ®7 =04 K PET (&
HREN3Ih ?

OR7 =0« FMEE (CAA) DBHIIC, MHEMPEERE, REDIMEELRRNEITU VITE

DIEHD=HIC gradient echo & (T2*3@AEER) +° susceptibility-weighted imaging (SWI) %
ZHTMRI ZIRIET 2 T ENEDH SN S.

[HEEEORE 11, TIEFYADEWE 1 A]
OCAA OFHEICH > TP =04 RPET 275 T & I3 HETHB.
[#EDEE 1, IEFYADEE 1 B]

)=

f7 I oA FIAEE (CAA) SR SRR M, /NG, B BB R FVEME, K
PAEZE, BEDOMENEY T Yika (cSS) DMLY, TRSDOMBICMRIZEHTS 5.
Gradient echo % (T2*5k#FHM{%) % susceptibility-weighted imaging (SWI) % &% T MRI Z#i%§
BT ENEID SN DY B T I A IR, SR, AN IO T H B A,
CAA OfyNMNRIIZRE - BRE T T4 WA SWIIE T2* ik mif% & ik U TN Moz B v T
JEABN T WA, 5% EOIEEREEY & MM E DX PIAHEER Z & 535 51

7z, PIRALOZ B o B 2 A R FRE O R, KNEE T FEICZEMICA SN D T2 5
%% FLAIR Wi{%TOREE 529 MmMEo MRI <~ — % — & LT Boston criteria version 2.0 TIRMH S h
TW5,

CAA BI#SHE - M4 4 TIERIMITE A T2 WA % %> FLAIR BRI CRETE2 2L, FEORM%)
WD ZEHDH DA, FERNZFTRTIER WS

7304 FPET BMERICIEAE L7 304 FREHE (AR [ZHEMT L%, EABEE LTORM
BEAND AR OERL ORPIBTERV LICHESLETH B7. FRABEREEH B 5 ML 0 M4
IREDEEDNBIERIT CAA OFFEMBISH M TH 2 W REENTRIH S h T 58
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[H#RDES 1 2, TEFVADES 1B]
OCAA BIERIE T3 REBERDM AB P ZRAIET D L ZEBLTHELL.
[HEROEE 12, TEFVRADESE : Cl

Oz

W7 I aAf FIEE (CAA) Tida v b a— VR Alzheimer 8 (AD) #f & bk L CHINERER ©
APAO DMET 55 L DIMEN L ENTWES, $72, Ap42, AB38 R AP43 LILT LTV 5 & DS
HBH, NIBIORHTIZE EF 5T 5. HEMROY YEBLS YEHICOWT, CAAR, 3~ b
O— VR AD B2 R L RIS oW T—Z LA 2w B THV 5T 5 IR BEH
< — A OWPWHEIZ DT, Alzheimer 75T b MR 2R RATED LN LW REEA D 5 720, MEHHHD N4
3= —OWEDOAT CAA ZEREW T2 Z LIZHBETH 2 DOHHIRTH 5.

CAA BIHZLE - M TIIIMFRIE O AB PRSI E 20, BHFBRIIKT 3§52 2GS
TWAS, JUERMMERE LKLY 1 b A A O LR CAA MM EEOZIO—BI & 2 2 W ikr H
57
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77 =04 RINEREDEZHRIC APOE BIENRE(X
WiETNnNshH ?

OAPOE EIGFD €2 ¥ e4 [FMFEME7 =04 FBEH (AB) BN7Z =04 FMERE (CAA) SKU
CAA BRERHIN S BAE T B, RAEVU X T ICEIT BHETH Y, CAA DEMDIEHICHREZITHIEL
CERBFETHS.

[HEEEORE 11, TIEFYADEWE 1 A]
OABEI CAA TORIBIMOFEIETAEZENE UBE, APOE BIoFHRBEZZEEBLTH AL
[#EDEE 2, IEFYADEE 1 B]

Qg

APOE 1 Alzheimer JEDFAE Y A 7 (S5 2 S WHRETTHLH L E IS, MEWETITA Fp
®HA (AR BT I A FIEE (CAA) ICHMHET 5. &413 CAA L, 213 CAA B &
DRELHE SN TWBEL —7, MFME AL CAA ZZRTEBTHY, APOEICE > THOLNS
TEHUITHEY A7 1T R TH B, CAASEH D APOE BIZFEMAIIOWT, B—E{EF K
BICBU B BEFHRED L D 2B ERIZ L.

72721, W2 BI$ % Edinburgh 4 T3 APOE #1{5F ® e4 DA MEATHEEE 7 5 5D CAA A
GIET A2 RTHEBEOO LD L LTRSS TV A% BRI b 72 % Bk EHE: okt & o
P LT, CAA Dliff~—7 — L DMAEDETHRIMD ) X7 ZFHTE S EOWREDD 5.
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OfZH

W7 30 A4 NI B 2 i % A U 7234, IRmic k3 2 408 ia# (Es 14, L
F—=T, WE-MEEES v v b, AR WEDR R L) 2MTbhb 2 EnH P, ENOOFMEIT-
7oA 15 B O 1 B0 AR AT S L7z & 5 2 G R FMH 0 54% 2l RiFCh -7z T 5
Whhd B T2, 97.1%DIERITIZAM P RM O I % o ISR T b h . —F, &
P O MBEYS 1712 & > TERAPNETH > 2WME D EH AL SN TW DL WARFM 2 2R B 2
T 3 a4 FIEE & BW S 7z 99 Bl 2 4 A 10 & OGS CTld,  22% OFER TR I i %
R, 16% BT L, Mo KK X 2 MO FARE R L MO RETH - 72 WMENIME 75 L
ETHBI Lo TTMBORTEOIMATID 5725, WMIERI I U bR EM %17 - 72
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R o Pl kA UETH 52
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WMDY 27 38 L vk o 228G 5 51
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