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[ Abstract] Cerebral amyloid angiopathy (CAA) is an age-related cerebral small vessel
disease caused by amyloid- deposition in the wall of cortical and leptomeningeal small vessels. In
order to further improve the understanding of clinical diagnosis and treatment of CAA, and promote
the standardization of clinical practice, the Chinese Society of Neurology and Chinese Stroke Society
have formulated the present consensus. Based on recent high-quality studies, this consensus adopts
the grading of recommendations assessment, development and evaluation system, comprehensively
weighing safety, efficacy, feasibility and other factors to form corresponding recommendations for 14
clinical issues of great concern on CAA clinical diagnosis, treatment, prognosis evaluation, etc. The
ultimate goal of this consensus is to provide guidance to standardize the diagnosis and treatment of
CAA in China.
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Table 1 Grading of evidence quality and recommendation

strength (GRADE grading)
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Figure 1 Neuroimaging of hemorrhagic markers in patients with cerebral amyloid angiopathy
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H- PR L) 2545 5 B CAA 12 W (B 9GIEHE | 5 4fi
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CAA 5 AD WM 1H 1 AN 2 (C RS, 55 HE7E) .
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CAA(CHYLUEE , s HfETE) -

G PR IB) R 4 B Ai1E FE Br CAA 2 Wir i Boston
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FAGAR BT N NG RIS W7 A I8 ki 13k
HH IS AT HERR CAA (I2 177

IE R IR 4.1 41 Pk S AR S S A

i RIS Wi -

H Al CAA {1l PRI2 W = 22K 2010 AR 42 H 1Y
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AT ¢SSP o {H 2010 RRIZ Wb o 3 BT X i H
I R X5 At H i P 1 R 3% 284 (N R0 e st
TEMAE AN ) 1Y BB IS WU B IR, I AP R — Lk
Il PRAFF 5% 45 A48 , A4 d B > B 3] rfuts PVS F 2
K SR A3 B9 WMH 5 kb 78 P A BB 1 89 52 5 2 A
BRI FEAE CAA P B — @ FefiE . Bk,
2022 4 H 14 I f bR o 2.0 RRAM A T L3k P b
FRi&W (F2) 768 PR S5 R 09 A5 B AR o] g
B CAA 12 Wr R 1 64.5% 32T 2 74.5% , i 45 5
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T — 35 BA GBI 58 40 N 443 151 5 L1 i 503, 6
BTN AFE 1S MR bR HE AR AT BEAY CAA 4
A 2.0 WL IR AR AT RE ) CAA L {UAF 5 2.0 iR
W ATARAE AT A 1.5 MU - ibs o B9 R AT RE A
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XA gE el R o, AGE i Sk ERR S P Fr2 W R
CAA BB, LG 3 1M 58 % e (IR T 1.5 Wi -1
PRUEIZWTIT CAA B3, T 53 CAA SR AH Y, $7R
2.0 R i bR o AR ER = T A2 W AR Bl i
CAA B T U (B — e B L RRAIR T A
it I 5 P RIS W R S

HEFE R A.1: (1) HATIGRHERENH 1.5 Bk
T AR HEIZ W CAA(C AR, s e ) . (2) W ATE
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IESE LR 4.2: A JF IR MG G0 2 75 7T HERR
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214 0[] S A7 O I AR50 S i (5% i £ 1
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XoF T M 1 00 AR, — SRR T A A A 5 45 R
N TR P I AR 18 G S I AR e XU 5 CAA i
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FE T ARGIF SSH B, FIRE L1 T CAA /&
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e i F A ot 2 AR AL, L AT CAA i
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Fz2  CAA MW LWHSWbRAE 1.5 MU 2.0 B EE

Table 2 Comparison between the 1.5 and 2.0 versions of

the Boston diagnostic criteria for cerebral amyloid angiopathy

5l Wb WA bR
) 1.5(2010 4 i) 2.0(2022 4R
MEM CAA  SEHEH TERERE
L BB B L ImIRE . A &Mk
T HiIliL L TFNE . cSAH .
2. T J¥ CAA Ifl % TA A i ol R
I e 2. T CAA A&

3. e HABZ Wi At
LS REIAR I R PERE RISV B«

3. JCHA 2 WAL
G ARG SR

ATREAY CAA LB PE BB LREE LG IR R B M i
T H I TFNE. SAH . TA %1 &

2ARART — i R fig ol
I CAA 2R AR —

3. T H AL Wkt

CAA
3. TCHAbZ Wikt

BATRERY CAA  1.4E1>55% 1A %=50 %
2. SR BRI 0 2 i 2 IR B . R PRI
I CRZ JR e 7 R, L TENE S AISERR i
LGNGO B 3. AR 2E R T, -MRI
MRz R R R B2 AN R
I+ R BR PR/ VE M MRk  B afL B fR
¢SS ML L eSS/SAH; 5 14>
3. HAL S HO A kL, AR R AR
JRHA R 2 2 B B o ot A

1A >55 %
2. Jey BRI - £ B A 1

A HERY CAA

JE Bl B B /22 2 s R4
AR TR ES )

4 TCURHS H ik

5. T HA S i A4 S

6. /NI H I PR AN B AR
VRIS A

1A >50 %

2 AR F AR AL

M R TR, TENE AR R
LG /NG ) B R R 3. AR R T, -MRI
P/ PE ¢SS 1A Ry R i - i
3. HAL T HC Y R B L R
JE A HAIL L eSS/SAH 5 1 14~
P15 A5 (- B
T IR PR ) e/ 22
KR A AR 0 I 5

i)
4. TCUER 3 1k
R
6./ L AT 5
VRN AT g AL

T CAA IR FE M RE LB 95 5 0SS+ B JR K WAk VIR ; TENE - 48 8
PR M I 28 R GEIEAR A 5 cSAH : (7Y THT IR 908 T 1 i 5 SAHL: k¢
PO JE T T 1 o MR« B A B A 5 B 182 2 9 [ o af A5 ) LI B
E SCR— =3R4 B[R po #8220 A4 MR RJ UL ) 1 %8 JE [ fa)
Bt s 22 S IR 3 A ) IR 11 5 R A o SR U B BT 1 5
104 B sk BR [BE T, AR 208 S R B P ) R s 5 s i L& 2

FE s I — T[] B A o a5 R R TR A
FE O IR AR42/AR40 A T 1E X HE AT CAA H

B2 I DA R LA A A A e SR AR R s 481 (]
Jiok E R B R B b B RN B ) o Sk R B R S
(MRD)T, 4] fit 70 5 22 I 8 e 1 8 5] I T Bt (A, 3K 5 MRI
WA D SRS TP 51 7% 22 D s AR A3 A (R i 11 B i 15 (B)

Figure 2 Neuroimaging of non-hemorrhagic markers in patients

with cerebral amyloid angiopathy

HZ ) TESAAR ST, — JGURE W T BIF ST 4 R AR
FNRAS T I AR S CAA 2RI WMH g AL
T B8 Ry 32 1 Bl Pt B e 1 435 A, — TR
PRBIF 5 45 R 7 T 23 TR 5 ot A6 I P T[]
FEAE CAA I/ NS Ik ok A R Ak 14 B SO 7

FEAR G R IR, — TR BA A AT 5 45
PR TR PERR T I A8 5 A CAA B B LAY
1A AR AR A WMH A kL (PVS P73 (H R
PSRCEE 2

WFEBR4.2: ()G IFHEEMGR 1A BEHERR
CAA S W , 477 45 5 Wi R A H A R iE E — 2D PP A
(BYUESE , SRAHETE ) o (2) R 5P 1 i 28 255 7 il - 114
I/ ik 32 5 A I eSS B, HEFZ I R 7] 25 18 CAA
W (CRAUESE , 52T .

e R 8 3 5 2 CAA AH SN AN B 517 SR FH B L6
LU R IETR ALY

TEHRMR IR 5« DA AT ORISR 2 CAA Y B 20l
PRFIL, H 28 W] g BT ol P 3 e
I, R BE CAA 119 5 5 R AT 280 B2 P a0 T
CWORBUS TR+ B CAA T LU BN IA
M2 R I AT IIRE AL B R
Hihe LA R e S

FEXT CAA PR 280 B 5 R AL HE - BN )
REPEAl CIA 0 i ) 8] 2 A FAR S A A B 3%
(Mini-Mental State Examination, MMSE) . 52 4% ] /K
A A PE £l & 3% (Montreal Cognitive Assessment,
MoCA) . IIfi J& % % 3F & = & (Clinical Dementia
Rating) . H & A= 1 1% 8l BE 71 i1 2 (Activities of Daily
Living, ADL)">** 5 X5 8> DA K1 4l (1 4o 280 200




- 1058 - rhAE R 22 Bl 2R 2024 4E 10 45 57 %55 10 8] Chin J Neurol, October 2024, Vol. 57, No. 10

e e g g (1) 0TI PEAR - QT 5 37 72
> ) g (Auditory Verbal Learning Test, AVLT) .75
i 12 7 & (Wechsler Memory Scale, WMS) %% ;
(2) P47 Py B8 VF Ak« % 28 I 39-B (Trail Making
Test-B, TMT-B) . im0l ( Clock Drawing Test )4 ;
(3) 4b 2 3£ B PF Al . 3% 28 I 55-A (Trail Making
Test-A, TMT-A) | ¥ 5 75 5 % % (Digit Symbol
Coding) &5 5 (4) 1 7 Tl B8 PFAl « 5 - i iy 44 D 3
(Boston Naming Test, BNT) 4§ ; (5) #i 25 [1] Zf) GE 1T
il s BUAR BT (block design) A58 #1445 23 (] B
Il 55 (Visual Objective and Space Perception battery,
VOSP) 45 5 S R HE #2800 0 X060 65 Ao 225 o IR
[A] % (Neuropsychiatric Interview Questionnaire,
NPI-Q) . I % /K 1 £ [&/AM AR & % (Hamilton
Anxiety/Depression Scale)""

— TURIT 5 38 2o X 2 A AT AT B ) 4 4
4 (Informant Questionnaire for Cognitive Decline in
the Elderly) , % Bl 24.7% () CA A AH &1 H 1fi 8 2 17
TE M AT AR Z 402 — S22 3 Al o il
S B ITIPEAG 0 gt s 0 O i =5 )
61 H ) A 9 Ol 3 i 2R 45 >6 1> ). 55
—TWTSENA T 97 BIFERK I 1M 6 > H 5 i AR 12
W S (1 AR T BB A CAA fBE R 3 25.89%(25/97)
1 8 E AEB DT 2.5 (1.5, 3.8) 4F J ]t B 8 , i 11
iR E RN IFERER = IS R EPRY S/ 4e T /St ]
N7 O PR R RIS A B 819% 1Al i i 2
CAA R F1919% 1t 1L B CAA 3% ¥ A7 7E 2 /b
TSR 52 22, il 5 IR sz i o i,
UONRAT I REFI AL BEIEEE | PIZH A2 3 1A I OC
2R WA BT LB CAA B35 A0 L T BT
WE AL B B A58 BN 1 SO i P AR T 2 AL
TR I 221 ZIUFR LI CAA BF L
1203 IRAT I RE A B R A A R R R T
faglaes omonom8l - TGRIF Y B T AB-PET/CT BH
FIAB-PET/CT BITE (9 CAA [ 35 1 A 1 30 45
&P AB-PET/CT FH4%: CAA #3 i) BNT Fl MMSE
SrHEE 7R CAA BE TR S DhRE SIEm AR A
TER N DU FE A OC™ . A 2 il i BIF T 7 s B
JE FUESE T b AR CAA B PO 5
ZEM R B G S ie IC A O IeAh A 2R
K CAA A WA BE T R S8 i B
A, HAFGE & B CAA BB 2012 D BE
AR A B TR B AT G . WA ST K BLTE CAA
SR D IR G A IR R 2 Y Ak B R A

Kl — TR GE L B M A i Ak B
FALZS [T BE N R G BLAh R RIUEE R 72 CAA
BE P A W AT 2 B, CAA
R R R DL ARG fORE TR AR BB, IR R 5
RIRFaE OB/ e IR AR, 5 A TR AR
AR B AR

KTtk CAA, —T X} 16 4] D-CAA 245 #;
I D) e 191 o BRI 5 % B, TE 4 AEBE DTN
TCHE PR RER Y D-CAA Z3 748 345 3 2 K 1 90 b
AT RE TR, $R 8 DA NI T R N B
VE R s A5 CAA P95 1 R (R U B

WEFEE IS AN CAA B3 PN k4T #h 22
OB P4 | 5 DG TE Hd 12 Dy AT T RE AN Ak
PR JFUEAT H 8 AR TG G 3 BE 7 FIORS I 25 1
fifi o TER A EEEHEARPR T MMSE \MoCA (AVLT ,i%
2R 56  BNT . VOSP . ADL . NPI-Q £ (C Z%iE 4% , 3%
HAE) o

&R 18R 6: CAA-ri 2 WibRifESEAT 247 fT4
LT T ZE AU G LSRG A (TG 4G ) 2

IEHEAE IR 6: CAA-ri J& l YT RUE M 5 % i Joit
/NIALAE R Y AR I B Y 2 PR SN T B, J& T CAA
/0 LA CAA-Ti IR 5 CAA S,
NAH A BN 2018 FF—THZEFE WA T
214 15 28 95 FEAUE 52 1Y CAA-ri, FR 3 21 h B4R R
5, RIS AAE IS g 67(42~87) %, To ik Wil 5] (5B
P 55%)1, 2023 4E — TR T A T
378 M5 22 BR SR I PRIZ W 11 CA A-ri, J5e 5 UL B9 I IR
FI RN RE TR 70%(95%CI 54%~84%) ], H:
K R JRy kb w28 D g Bk 45 [55% (95%CT 40%~
70%) 1, Wk G IR A 475 2 LR L s B A [ 54%
(95%C1 39%~68%) | i K AEL37%(95%CI 27%~
49%) 1 k9 [31%(95%CI 22%~42%) 1", JLF-
JFA 1 CAA-ri REWAFTE AR W, LR %
AT S R WMH[98%(95%CI 93%~100%) ] it
4 i [96% (95%CT 92%~99% ) 14 J 22 W, , 1
R M KL sR AL [54% (95%CT 42%~66% ) | (445 %
ik B i, A 0TI S B R A ) L eSS[51% (95%C1T 34%~
68%) 1 JitH: 1M1 [ 40% (95%CI 119%~73% ) ] Fil ki 4
BE[28%(95%CI 16%~41%) 1'% 1,

CAA-ri BYBIS A TE G 22U B2 A A, e LA
B 55 A i BB i A e AR TTORRURN 4 P 400 A Ok L 4
JitL MR AR A% A A )R AR R
20 it 5 10 A5 BE 457 B O 2R, CA A-ri A 43 kg R o B
PR —Fh R CAA(inﬂammatory CAA, ICAA),
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S A R T 52 B2 i A RE IR I A RE LR 4 o
B B CAA ARG A8 JA il 48 5 ) — Tl AR AH G Il
K (amyloid-B-related angiitis, ABRA) , % £ 4l Jifg
TR A RE N R RE R 2 IR B, 5 B0 A5 RE
Z A, B CAA AH G I A BE 355 BE 85 "™ . i TG 1%
T A AE— 7 KU , A< I PR AN MRTAFAE 9 TE A1 12 Wi
FAEHET EEFBL, 20114F, Chung ZENTIE IR
TR AT S #1127 CAA- (1912 Wi b v
(#3), 20164F, Auriel 25" 5¢ 36 T “fRal GE" 5
“AHE” CAA-ri FYIZ Wb i, B SR T CAA-1i 1)
FEOEPE E BT A2, BIVEE AR K B iy AR X PR M WMH, JF:
K cSSHIN T CAA-ri 2 Wik, Auriel 55 i —
A0 1 HE B 17 B 205 B2 B CAA-r R
37 1k CAA-ri 3 &, %12 Wibr i xT “ AR T g~
CAA-ri B2 Wr R A 55 52 53 00 82% F197 %,
“TTRE” CAA-ri 112 W B5URR B FIVRE S5 3 43 301 Ky 82%
F168%.

FoAh T B B2 W AR R Y 46 ApoE BEIR 43
Bl eq/e4 "M B AR AT AR A B LKA
amyloid-PET""™ 3T J7 it () PVS 4% . X S84 PR
BT CAA-i I IZWT (A FEilE— 2P 5

CAA-1i 75 2 5 DU N B A7 50« e P AiX
P22 RGNS 58 PN IR s 7 B B S T

i BEA G SRR ROV I B R M R
S50 R EEEAGRE SR . P PR R
BRI RFF S 1T CAA-ri 12 Wrbr i 5 24
Y2 W A A IR A 1 D0 0 2% I % A6z B 1 12
Wt TR R HERR AL 2 W, I K 1
CAA-ri I}, AT S I M 2 7 W B BT IR AT, 4 1
Hgead 3 RN B SO AR IR YT IR RN
GPEIN IR, 75 25 A A W A 2

HEREER 6: (1) MRYE Lk KA ifE XS
CAA-ri FEAT MYEALIZ B (B AL , R 4T ) o (2) 1l
PRAF & B3R CAA-ri I RS AR A2 Wi, m] S ik 4
YRS T B BURGRIA T, A FE 22 3 AW B il
FARYT JCRE TS TN A S e et R, 75 25
A7 i 5 A W 712 W (D DGR , SRAERE) o (3) I R
12 CAA-ri 1115 AN BEHERR H A 5 48 50112 W I M
ANFERFEEIZWIRIERS | 7] 2% JEAT ik 165 B 12 T
(D ZUESE , AR )

Il PR 18 &R 7 : 470 A IR ¥ AH S TE 3 2 1 AH G
A% % 5% (amyloid-related imaging abnormalities,
ARIA) 5 CAA-vi ) 5 [7] 257

UEARHEIR 7: B AD B ) AR B BTG TT Y
T, 5T AR SBES T I NI T R Z — Z T B
TET B 0 PN GE R FE BESR , (B[R] It W58 B3R 7 AR G

£3  CAA-ri 2011 {RFI12016 {2 Wi ixt 1L

Table 3 Comparison of the diagnostic criteria for cerebral amyloid angiopathy-related inflammation (CAA-ri)

between the 2011 and 2016 versions

Sy E| Chung #7iE(2011 4 2)

Auriel FRifE(2016 4E1R)

THER) CAA-ri -/

RTTRERT CAA-ri 1. AVES 2R
2. 4 =40 %
3. BDAETELL T LA G IRZR I S I8 RS b (30470
AR Ry 22 D RERAE R %2 1
4. MRI { R BE Rl il & (9 T/FLAIR @& {55, 3l
KR, A (BTG A7 00, A (BTG ) 490 i 512
Jpigitia
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B BT i s A A i A (B ) i A el B A i
H If
6. FIEBR AR ke ol A 5 P
WH2HI CAA-ri B RS IIAL iR 75 A SURHE IR S LT 28
1. I T P 85 O B A () 1 A5 B )
2. TE 32 B0 B I 5 4 S 0l 5 R PN A7 7 JE A AR

T
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L IIREIRAE IR AE CERRERAS 2 AP i s 1 5 350
. MRI St 75 B0 B I 1) 14 ¥ e 55
L BDIEAE VA B TR R A < I L 0 £ i eSS
- HERR bR e i A i R
L AEY=40 %
CEDIFELLT LG IR B SR BN AT s Rk
PRI REIRAE IR 2 A LR IR AS S ph 0 S ol 422 5 380
3. MR SR Bz J5 B Jo T s (0 B kb sl 2 bk A R s 1 55, A2
T B | ELE it 28BS40 7 I A 11 o DX 3 5 A8 X B AS 2 v R A i
H IS 5
4. FDAEAE A B2 T BB T HE I AL < B R I B B I B eSS
5. HERR iR kg i H A 5 P

D= W

TE: CAA-ri s [l GEAFE MGG AE OCJEAE s MRI: RESLAR AR FLAIR R B0 S S M ST 51 5 oSS s Je TR MR UTAR 5/ TCAHI N 25
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AR, 545 2 H PR I A VA 7 i < i £k o
17 5 S0 FR B, 201 1 AR K i B 15 I X w44 0
ARIA™

ARIA ) R A R W AN 58 A is A . HETIAA
Sk 55 SIS ] P KRV B AR A G BT AB IR YT B
D PEA A B P PR S ) I RS L i R i
553 T AR TE R BE T, 2 Al I A R B ) B IR
UL NP T AR P AR RS AR 2
S 25 5 ARTA 43 00 79 Ff 2 A0 . — Ff J2 K i 784
ARIA (ARIA-edema, ARIA-E) , L6 4 ifil 45 i i3 P
B L R B o O R T, AR
B FLATR | 3R 3 hy il 52 o sl 40 i s 5 15 5 L 7R HIOAS
32 FR LRI A PR AR K M B 5 Dy —Fh R i A
ARIA(ARIA-hemorrhage, ARIA-H) , DA/b A& 8k
W8 o E B U T, INBUS 8 SWI 41 I3
LA G S 5 DA /N R R i ) i [T £ PR AR A 5, BRIV
Tt i (B ) eSS 5 49% (1) ARIA-E 7] 4 3F
ARIA-H'"™,

ok B MG AR 25 R R 9T AR IRYT 3L
ARIA [ & A= 15 50 52 B2 A S R AR ik . 7
ENGAGE F1 EMERGE 5 1 , /& 77l & (10 mg/kg) B
I8 B HE (aducanumab) 2 A9 ARIA K& 4 & & ik
41.3%, ARIA-E [ & 4 % Hh 352%™ ; ¥
TRAILBLAZER-ALZ 2 X & " , £ & 1 $ii
(donanemab ; {ij 3 ¥X 700 mg, /¥ 51 1 400 mg)2H ARIA
) & A A ik 36.8% 5 I i FH IR 22 BR BT
(solanezumab, 400 mg) M ARIA K& 4 &K g%,
ARIA-E Fl ARIA-H 43 5 1E 0.9% F14.9%" > . %
FIRE 5 BAHUHE ) SR VE R AR B 45 25 S 06 A
FHF NSt i BT 7E T bR AB B for B 28T B fE 3
BT ) AR, DR A EE 1R 1) v Rl B 3% C i 1 Bt
A, ARTA FEAE T N i 14 il 351 o A o3 oy 2
S ARIA 550 AB IR B YIAC A DT 1% 1
NN T BE IE 5 9538 A SRR YT I Y R T
ARIA-E"™"™  BRIRIT A, ApoEed 55 i Jk M 1 /2
ARIA & A BB VI G I PR 2, 4845 12 L TR 19 S8 7
FEZ 0 AB RIEIRIT IS , I8 ARIA-E I8 /& ARIA-H
B 2 A R B 0 39 o A

#id 70% ) ARIA-E f14s K 250 ARIA-H %4
I RAE AR, AN IRy AR 2 L iy g A s e
o R R R ] 15 90% LA L, B/ BRORE IR T R
T T2 e R URR IR W 4 RS B it o % LI AR
R B R]R FH 25 003 3~4 4~ A 8k Sk
B PR SO KIS B 2548 15 Bk A

RN EEI S N 2 ey s w A L ESI R S RIS
W IR s TR

ARIA 112 W 2R SE 16 R & I M AR 2=
. BT CAA R AD 7505 B A= BEHL I J7 10 A7 e 2L
£, CAA-ri TE2 R E 5 ARTA & BEARARL, 75 2 F
%% 4),

R4 CAA-ri SPCABIAITAE ARIA [ 57 Al sl Ho L
Table4 Comparison between cerebral amyloid angiopathy-related
inflammation (CAA-ri) and anti-amyloid- treatment-related

amyloid-related imaging abnormalities (ARTA)
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i e 4V 7 45 I EZSIEr e s
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JRBLRRAE B REREIR , 32 SR T BT W/ N TN T bk e
Yl A E IR A B VR AR B
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U N EFN
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ApoEe4 %5y FE & — F L A fE B I 28 2 45
A 2 s A R 22 BLE 4712 W (D ZUE 3 | 5 4
15 o (2) 55 S A 22 532 ARTA Il CAA-ri 1) 5 %2 58 1)
MR Z YU ABIRIT Ja KR IR E  HETE S &
ARIA W2 Wi TTHL AB IR YT L & T % IR
CAA-ri 2 (D FEEYE , 55947 ) .

I RIRBA G Fr X B K TR

Il A< 2] RE 8 CA A AH Gl H 1l 1) 2 A 7 O
A MpLL?

IEHEARIA 8 H [ i 6t = 3¢ T CAA FH MK H 1
SR YT I BENLXT RBFSY , v S AR R 2 St
20 S o3 e 11| K= SR 2 i o O KW RY S R o (IR
F& B (2019) )1 R0 5 [0 JE P 23/ 96 [ A v pp 25 42
B A A R A B R ) (2022 4R
AR BN AT B AV i 2GR O % AR R
HITFIMNEHAYT -

N OB YR T OF O, 2023 4E K R
INTERACT-3 i 55 A1 A Fiki 4 1l 5 358 4 35 e KHRAR
B REHLGT BRI 9 A 7 036 15 &, 45 AR R TEVA
SR G 1 h PUIAFR AR 2 A 40 4 LA 35 0058
AR R (46 1 B #5 o 130~140 mmHg, 1 mmHg=
0.133 kPa) . MUBEHE il CHwE 5 s R A IR 3
6.1~7.8 mmol/L, ¥ IR & 7 : 7.8~10.0 mmol/L) {&
TR (R TR H bR R<37.5 °C) A5 FREE R 25 [ %R
FHAETE AR 558 (8 6 D I 3R i35 1 il i 2
BT HLEE A IE , E BRrbs AL H R (international
normalized ratio) HFr<1.5 | A] i Z AR 24 3 & T
i 3 1 £ 6 4~ A B9 AS DI RE S HL i S e B
R0 kAR [l B s R AT T
BTN CAA BFAL N 5% o4, 8 PR
S A T CAA R S it i) 2B AT s Lk — 2
Bk

H A v J6 56 F CAA A S i s 1 8 & A RHA YT
B Bt AL BRBIE 5, AR B0 /DN LSS [l Js A A 7 285 1, %)
T A AR CnE it b >30 ml) g H afi S 20
BRI B AR A& B 107 B B 2 2 3 (Glasgow Coma
Scale, GCS)PF4r<14 41 |8i#h 4 R e i s Ak
) CAA AH O i th o 28 2, & AT 4h B F KA
JrI s RGLLEAR SR B AE 45 R R TE CAA A
OG0 H o £, AT AR R YT SRR R A
B4, I B A B A R v R i R I
H I 52 B U AH AR i i 88 (275 %) L A Be it il

PRARDE 22 A1 ki 22 P9 S 1 Bk SAH sl A% R 1 I
FU O CAA 5 FEFN 9 5 0 s 5 R 5 AN B 45 )R A
S SEAR R B TR R R R T R IR
J7EERE , ENRICH BRI B IR A T 30 35K 9 PH M
S5 IR 208 ik i R I 92 48] i Y
DX HR IR A, T TR A & 24 h N2 T 2 I i
H5E A TFA G BRZH He B T R TS i A T hm YR
I7 , 4 R F A AE -t (30~80 ml) i HY i £ 25 v
O A 2 AR 30 dFET-%[9.3% [ 18.0%,
ZAH-8.7%(95%CI -16.4%~-1.0%) | , H.REA 2Lk
HBE 64 H U aE WS [ 180 d &% FH AL Bl K
Rankin PF-43 (modified Rankin Scale, mRS) 0.458 [t
0.374, 22 {f 0.084 (95% Ul -3 & {55 X [A] 0.005~
0.163) 1o ik —25 X figi Hhy i35 007 A7 43 2 , 4R S Ak
FE 45 M a2 AR M B AR 2 gk
%5 [ 180 d U AL mRS 2218 0.127(95% D - Hr &
{5 X ] 0.035~0.219) 1", bAh , — 30 [u] i 44: BA 5]
WFFEAE 21 151 CAA FH O Hiq i 1 £8 3 v & B0, IR 55 =
BRI B PR G R DRk 938 A1 ot ik o5 057 28007, 2
S JE] B A i v e B A 1 40 AELTZ B 98 R AR i
BN, BB Z I TS 45 5 . A — L [l JE s 4]
R ANHIFGE 00 285 A0 25 W 25 1 IR0 P A 7 L ik
iR PR AT, BT IR RSB T
R ARATYTE A 1 PRAIE 5 PFA% FEAE CAA HH G
ot 1 £ ) e A A R

HEFE 8. (1)XF T CAA A SC M H 1 i # i0
SENNAYT , IR 2ok i I B TS R A AR DG
WA W, , P25 R IR AT AL 5 S 015 AL B AR 42
il AR AR A B R S AR Y B R A A
PH(B A , SR ) o (2) % T CAA FH S H 1 i
H MR ARG YT B AW (CYOEE , 551
A7) 3 X FHE b 2 7E 30~80 ml, GCS P43 1E 5~
1453 () B3 A SR DL T W HE & 9% 24 h Y
Fr B o Beb 5 B A (AN B 2 I s A B FR)
FHAL I BHAYT BEA AL E JE T35, il ks iR
H DR TS (B GUEHE , SR AELE) 3 X5 T i i A FR
HEATPEY R R PUKCE BB 22 R G e P s
AR T, T Pt ek 3 B AR 5 25 R R R 1] e 2
PR A A RCF B H R I 3R 25 9 R B A (D
GRS o

Iifs R 18] &3 9: CAA H i A WIF £ 52 5 & 13 I3 I
ik

IEHRMEIR 9: CAA PRIEMEIAYT 1Y s 2Bl 1k
TE MR BB 14 30— A5 U R R s/ S 452 1 S A IO
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ML, HATE A A H eI 259
FHT CAA BB IRIATT o — L2l R0 S Il R i
I ETESEAT ARSI AE IR TT B HEVE R
TR,

CAA B IEIGYT FEA LU T JL M .

I AB AR, TE AR AR R R P SC
57 F B AL ALVE By B TR B 8T VI 1 (beta-site
amyloid precursor protein cleaving enzyme 1,
BACE-1) ey 73 il i Je 26 4 o JURP B
XA R0 R R BE AD LA Ko AD XU A 1R Y
BACEL # ] 5 (verubecestat'* . atabecestat™ |
umibecestat lanabecestat “*F1 LY 320262645 ) {1 lIfi AR 12
5 PR BOA N B B8 WAL BT REPE AN R B
5 o TE -4 W g HD W 57 semagacestat'™ Fll
avagacestat' " | y-43 W B 18 5 ) tarenflurbil ** | AR
SRR 0 U A AR 7 A 25 W) e PR
50t WL B TERLEA A T BEEL OB T4
AHIFZIE S, DRI PN IRT7 L AT IR AR

TRYURN R AR RE B ML BT
Bro HUA T AR RTEBR 2 AD IRITIFITIY 3%
A, BT AD 5 CAA B AL A9 ALY | b %
& T CAA FRAE™ ., AD B I RBEHR 4 DL AR
42 0 3, 1M CAA I B BEGTAR LA AB40 1y 2, P AX BR
AP (ponezumab ) J&—FPHT AB40 IEL LUK, A L
P22 T CAA BYIR YT 76 CAA By B S50 I
TRARCEER A —THYA 36 BFIFR 7] g CAA &
A L BEAL BSOS PATZH 2R IR
90 d i 17 i 5 42 JE 0 ZH A L, R 8 X 00 3R 35 14 fii
I AE SR B, e W 0l A8 T BRI L IRAS SR IZ
29 TIRTT CAA™ . EFXTAD (3 ] AR Y254
B KL AR BT AN B R 2% 54T (lecanemab ) AH Ak 38 3 56
B & & 25 o B % B )R (Food and Drug
Administration, FDA) gt b 1iv, Z2 43 sy 7
AD 1% T35l R o JBOAS BH P 45 2R, T AE S AD £
PR T H TR FDA SNE R X s 4 R 40 2)
Vs W2 5t o SRl HE2E 2 s BT TRy T R
I AD (835, 9 FDA IERUEE 2 22 B R A 2
1 T S B 52 5T AR BEBR A B AR fie 2 1 i
) R BRI AR B 1 I, 2400 35 i L7 10 25y o K
PE 5 20 B BE R A IR, 51 E ARIA-E 5
ARIA-H, 7= /8 5 CAA ARL B b A, 78 JROAS A
CAA Y 8 R Wil G os ifE— D s m A 4015 o A7
7 4 R A BT AL IS B BT LR N B T AB IR T AE
CAA B P 122 A A RO AR TEAR R B A1 2

P BEAZ BT FE IR PR A CAA 23 ARIA Y & 2E R Hi
THE R FEET X AD BRI AR rh S PRl 82 21 1Y) &
4 3R (ARIA-E 35% 1 ARTA-H 21%) , H K Ifi. & AB
TUBRW BT L BE TR ) B R HC BT PR N S 0 0
BR8P AB IR T B AHMETE N T CAA B
H7 L, EBR CAA Phas H T s Bl AR S
FIRIT RSB AE P CAA AYIEIT ™ (HA g 0F
FONNC RPN Z 22 BYTRYT ARIA 19 XUR 2
AT B, I S T 44 DA AR S I A CAA
S AT P VE M A AR B 5 BE BT A (anti-amyloid
monoclonal antibodies, AAMA)JEYT , LA AAMA
AHIE ARTA [ XU e

SR ABYERR R . F B SN AR Y
B KR I A L R it A5 ] BB 5 3 ads 42 i T B L (EUAH
KMF5E H BHAE S il b JF e

BRI ZAh 51X AR TURR Y S5 223500, Pt 484k
PR IP S CAA PIRIBIIGIT iR Z — o KIsH
FRNARFIEN —FPrE R, vl I8 RAE IR
it 3% P R0 A A R, B o [l T A A 0T 5 20
AT 16 I H B CAA B3, IR R 202 4,
KGR ZIGYT I e sh AL BE DT 12.4 4 H 1% s H i
52 RFBREMF A LA H 0.21(95%CI 0.11~
0.42),P<0.000 11", t4h, IEZESEFT ) BATMAN
52— 00 11322 S350 o REBE AL AU I RIS ,
T KR Z BT X CAA BRI I8 1, A0 355 X 1
VO ARAE | I e A& A A 0 b 7 A 1 B 7-T
MRI H} AR 259 | 038 A= P bm P i VR L 245 5 o
KAiE"

v A A A0 KT UK I RSP S 56 K B
PIRALREGE AR H AT IR RS B AR,

HEEET 95X CAA MIBRAB 1A T A e F
FEAELE I HTIT R, H A JC 25 P A I R 56 PH 1
S5, BRI O A R BRI B IR, BV G T
AD 1 8 AR g BT AR iR YT (B ZLIE
R AR ) o AR H ATV 2R R I PRI 50 5 I
Bt S 1E 75 [R] IR F e, 5 24 Ja RE AR BIUA 3400 9
BEMRIRIT IR

Il B 18 8L 10 : Q] TR CAA FH OGN H il & % 7

IESEBEIAR 10: 75 PG 210, i A K RATA
BEXT CAA iR 1l & % FLR); ( BEAL G BEAIFSY . O A
— B8 SRS B 5 s RE AL X REAIF 5 B4 3041 /2R ) 43 B vl
e X CAA Jii 1L /9 — 9% BB 5 B A — E R
EHS

TR R H IR 97 7T B 23 B AR CAA A G (4 figi 4 1t
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AU . PICASSO B985 43 Hr , 9 1 454 151 ke 1.
PERE A I BEAE I8 L 1L/ 22 & i s i SR 3, R R
1 150 ok s 25 45 9 v MAC 4 T 8 3 1T 2 i 113 i
Wz i 25 T i, AELIZBI 5% 9 2 DX 40 B 4 1/ s 64 14 1t
A —T5E [ PROGRESS W55 19 35 43 4t
HN 6 105 4 rh BB (11% R it i), ~F- 34 B U5
3.94F, 16 11 B 5 & CAA FH G Hi 1, A4 RE A
A AT R I 5% R R RO R 1 o R 44
138/82 mmHg) AIRF A< 1 B35 CAA AH G 4 1 7Y &
HE AR 77%(19%~93% )"

R I 10: BUR FF G T 1T BE AR CAA i i
142 2 A (C BAEE , st )

Il B 18] &% 11: CAA AH 5C TA H1 ) il 8 % 11 B 3R
it A e

IEEREIAR 11: 4 3¢ CAA B3 F By ol ik 35 0\ 0
TIfe T Bl R E L/ 240 T 3 S5 By
BE - TRBFSE AN T 24 632 W R AR T Ak AT RE
() CAA BB (FEFE 1A 2 A e R A g i ) e
FZ e T HNUE BEHLXT BEAF 5%, R & AL 43
32, 43 i 10 AR AS ] 590) 2 40 s A ik R , 465 51 i s 1
R 5 AR R VAT 12 JE S CAA HR A AT SR 0 1 R
P AL B RN A 4 B R (Alzheimer’s Disease
Assessment Scale-Cognitive Subscale ) #1017 2 ETF
ISR KA L TC I ek . HFERIE T
30 AD I CAA B 3 10 IR A M HECBRG G it 400 i 55
ZZSWRFFHCA J5 , MMSE 34315 21 8 2 32 755 (43 1)
J15r 950 74 N T Rg kg I S, R O
BRI T IR my ks . — I BRA Y & B
JIEL ] 2 0 55 AD S8 A T ™ E A CAA S B SR
A S S S e & B, % v A R e R
TRE Y AD B /N BRI 1M 45 RE AR DR 217 36
G W AT /D APP23 7 35 PR /)N UG IfiL A5 BE (1) AR T
U AR TCAH G R ST o BT CAA FIAD A G
FEAETE, UL B X AD B AEZ iR 7 (s 1A &
SR s B EEIR B AR S RT h CAA A OGN
BERHATT AL S

S PR i P L L CAA R R A S 1 i
PR 100 B b, A 3 2T T A o A e
2T % I B T T CAA DRI B A )
Bt B R X, IS KL, CAA-i e
UL I PR R B IA I BE R B (70%)', 55 A 2
HIN R SR SO S R B A D) R R R BTN
U R CAA-vi 5 DLASER™ . CAA-ri R T 3R
A BN T e T R R ER R 2 8 B oA 1 ) i

W, 283k S B8 YR T JE I ARORE R AT A4S 21 B 5 ol
e R X T AR INABEIR 1) CAA B
HRYFEIIE A G RRI GEARERHE  RE IR TT AL
SEAETG I | B AE TR CAA-Ti 2R

EFER1L: (D)X FAHEHJE AD I CAA &
0, T2 SRR v IR e AT o 7R i AR A
KA (D Uk, s HERE) o (2) X5 FIA A B fi i i
B EER, CAA W B3, I — 2 1Ak 2 5 A7
TE L IRTT NG , BUIA YT CAA-ri K G TA N B i, kit
B AETRIZIA (B IS, TR AEAE)

Il PR 18) &% 12 : 44r] 7597 CAA AHC TENE?

IEHEBE IR 12: CAA B35 T R K TENE, A7 B
AR 7 JEL 5 e e P e ot e AV o oA b 22 R
PEMEREIR X207 . H ETER X CAA AH5E TENE IR
I7 BB ST AN A 2 B0 191 410 sl 1) R A HRE . £
B B i 1 25 S R B, R SE A PRI 25 K B e
SLIR 25 W) (GL 36 22 S AT P I R B = R
I N R NS D) A 79 & AT | R £ 1A
MK ) IRY7 G RAEW A . — 3025 8 43 #r 08
248 f5i] TENE £ 35 il R BORE, it B0 25 9iR
7 1) BB A S5 B, AR R OC B R R b
59.1% , %W T AN SHUIR 25 7 30 . (AR
5 191 41 3 2R WO 24 ) oK 0 R RE IR
I VE 75 09 % , TENE 5 cSAH 5 ¢SS #H ¢ , 22 500 151
38 Ve 6 BN TENE B H 35 30 0 i A 0 22

WEE I 12: (1) CAA M TFNE 7] % jEiz
PO KA 259 BT kI 254, BAR 25 ) e 8 0
HRAE H 3 A SEBR AR B0 (D Gl , S fERE ) o (2) W ilfs
PRI R 50 B e AR MR 12 T 22 i, T
VEIE RSN CAA AH5E TENE (D G , SR

I PR [B) 8% 13: CAA-ri [RAYT 5 S AT Wik L 2

EHRBEIA 13: H AT~ 1k, CAA-ri ¥ T DI R
JPT SR, A HABZE CAA , CAA-ri B9IGYT T-BA I
Fr 5 H A T REARAS TR

AMER CAA-r BB W e LB AR A B
PEFUIAR AT T, B & A TR S H B
LI BRAT O, DRl G 22 56 P S e M IR 7t o R AR
38 v A R LA IR BT . — T3 T 4 35 A
PR 17 30 5] B CA A-ri BASIAIEST 1) R GEPEM N 2S
AP HTEE R WOR , — IR YT 7 B e R T
3 RS s At A S 2 R A HE A SR
ISR AN WA (LI PR 38 v 2 6 P b g T
P TCRL AN 2 50 18 ™ 5 R 1), Bk 25
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FE AWML N A 2 T g A s RS Dk S T
FRERE R 22 B A ™ HTC s 1Y
KA CAA-ri AF, g A 48 5 i 5 WF5E 45
S8R L S IR T R A AR I R AR
S48 Ry, R FH a2 B0 TG YT ml RIVAE B D B BT R
TR ST RPN & L KB . R 2
i KT R e B  AERRAE IR S G IR
W 2 R Al 7 R 2RI Ik e e 1 g/d
ik i 3697 3~5 d, JE R IR e A | mg-kg - d ™ (B
60 mg/d) IR, JLAS H Py aze it fss >, (EAR R
FA) 2 , 20 T D457 110 Ao R WA L1 i ik b o Y T 1)
RIRPIETRES SR CAA W E &™ ., BT
CAA-ri X 25697 SOV BEGT ik ZH 2T A6 vl g 12
W B 1, AR AR R IR T B . )
o R R Sl S 7 S il (O RV S B = I Y
G

JRUAE I DR 28 503 A4 40 B R0 PRI AR E AR
AR R T AR bR A UE S B I RA T 1Y
Bl AR H A JCAR X IS G R YT 1 B AT R O
TE, FELAE I 57 R0 X RWAFAE G 1L, X R R
T e S e M RIE I BUE CAA-i B H 2 55, A
2 BT I PACHE AR Ay B A A ) A AR AR L A
JENHIRIT 1E CAA-ri 19 52 % By Be AT vl 68 & 4597
B2 CAA-ri AS[RIE R X B YR IR T Y SN 85 R
1> ABRA ] RE [ ICAA T 75 B 04 Hifth f
PEPD AT

HEFFE DL 13: (1) CAA-ri H A B &G Mg
7 JE AR bl S5 B e e R R YT T R (C
GUEYE , RHETE) o (2) U3 RN 25 i 15 ™ B S
BT, A s A A S e i 5, A SR P |
M)k 52 % P I 25 (D SR , 55367 ) o

Il B 18] /8 14 : CAA & - Wi A5 58 /5L Lo I /o0 5 B
BT BN MR ETEEG YT I K G I RERT, 4n
Al 3L Tl R SAR 25 EAT CAA 20 B LU SRR YT
NS

TEHEBE IR 14 5 UL AT HUAR H6 AE 09505 Qe s
Wi sf) A AL b0 A5, H R R AT A 1 K T
W b TE . R, B A DB, AT E YRR
JT ) CAA BREHAD UL, HATET CAABIFAT
FEAEAE SN BRI UE A X 4D | R | — Lk
(e Ji 4 BA S BIF S AL FR 6 1 IV 2 43 B L2 e A4
ARGV , P A I PR 52 B rh s E T B

YT CAA BB AEAE AR 32 5 10 F 2 P A s o
WU (AR5 e B2 h 7.4% ) A B2 58 1+ 53 24 110

AR R A B AT AR PEAG , LS SR
J7 o ZRET S AT 45 R0, R A A ikt
I 58 A AR R R B I I Y A R LR 3 T
AN, A i i ) CA A RE S Mg H i
SRR L, L G 1l B 2~4 7 (5~10 1 >
104~ B £ 3 7 1~3 A Bt 17 301 P A6 i S i &2 2 XIS
B ORAE 73 ) J 3.1,4.3 3.4 ZERE 3 fr g L
W, cSS AYAFTE LA S ™ B F2 B 7R 55 A f figg - 1 afi £
R HE B T RV (A8 Tl ST AR G220 CT i
cSAH UL BE T CAA AH OC i H ifi £8 35 A 510 o i
SR TR RN, 2R S R R
L TENE IR CAA F8 A 5 i 1 A S i H 1 %
AU 25200 Tl B 5 TFNE H & o cSAH FlT eSS 1 Eb
B A . B, X HA IR i 52 AR A AE
S0 CAA B3, W25 IFAT I A A6 /5009 /o0 5 B
B A TR EPURIRTT PR , AT RE T 2 AR A S Ol
AU P 24 ) ) B

HRAE v A e 2 2 4 225 2 40 2 I I 5 9 2 4
) S i A HR 2R R e 2023)
BB AT f5T A HES L S Ay e s A A R AIE L 1~10 iR
Bt I A AR T AR S IE T X A N s A
CAA B3, A IJF Atk sk i A p e, slie iy 6 1 AR
HARG 0 M AERR YR Tty . — T 25 A S pr 4
YN 2 479 15432 52 w5 KO A Y v fle il 1 AR b R
H L EE S s I I AEAE (RR=2.36) 5 B faf (1~
104~ : RR=7.01;>10 1~ : RR=12.1) 5 % 44 J5 i IR 1
i EE X RS (%) 15 o 5 2 R 5, LR 4 1S ot 1 7
R AU TE OGP s DL RS S T A e R A B
LR, IR ARER X CAA FIWFSE . IS [ CAA Y
o o PSS B 5 DR e 00 % i A S i 5 A 1~
1010 CAA B, B ki ke B — s 1Y M I XUR:
T i i 0 St A Ao 10 A4, ol JRUS: 14— 20 18
BEA , — T 15 2R 5% 9 A 15 18] 482 o2 i ks A
9 CAA #2245 B 7R oSS 5 VAR i IR 1 1 A7 78 I
TS E (P=0.057)"" 0 X4 I K ML 1A ZE 1)
S Bt M AR b BB, — TR RE 1 BA A BF 5 & R
CAA B HAE NS NIRYT I 315 90 d REFHIS I 1L
TR, L I IR T R E T AR 1 CAA SR T
REBORIE I R A 2 015 R AT (36.4% b
0,P=0.031)"",

X FAF AL/ A AE ) CAA AH A H3 i &
HLEFPUL/MORIT RSB, — i
ORI A S BIF 5% 76 127 450 i - o 1 S 77 2 ok
K IPL ML /NR IR T 5 R & 1 Sk (HR=0.8,
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P=0.73)"" R, 55— T4 A 104 4] CAA AH 5K
WIS A Y A BT 5% B, i S 1L 07 BT )
VC Ak 5 fiwi v it &2 KURS: T i ik Sz AH G (HR=
3.95,P=0.021)""", 2 5 BB A I 0 15 A8 i 14
A WF5E F BAAE S JF R T RESTART Bl AL P56,
LGN AT 537 A PR HE AE B BE A R i
F A7 BE T IR ] R 2.0(1.0,3.0) 4F , 45 50 B R H RS 3
RN TREEAZS AR A NI e N i Ll 11
RS S I = A SN L 9 ST T Y
3.0(2.0,5.0) 4 J5 W45 A7, 2 3 B 45 2R
S8R 0L /BRI T AR B G - a0 5 R XU
[ TE J5 9 XU [ (adj HR)=0.75, P=0.23 1" ; i,
Gh, it — 2 G 25 BT AT 77 91k CAA AR
SR H I AR, IR R & BB I /NI YR T 4 B T
153 R

XA IO 5 B 8N A T BEFR IE 1 CA A H Gl
IR BUBEIR YT B RO 2 A v AN o
—T0 [ P 22 Hp O B0 T R 190 .0 s B sl
IF CAA BE M A dl B WoR  BLiE iR IT 55T %
BRI REAR AN L 47 S AH 5. COCROACH Z5 4643 #r
EIRAR , OIRPTEEIR YT T 0 3 /b S Bl N
(ST = o o i i 1 s ol 1 7 N = BTN 11 5
F Bl AT A R R A BE T, HLAE R 5 M o A
Tk (HEMSERNIE, IEfES TR Bk ot b
HLAF FR A 5 ENRICH-AF #F 5¢ (NCT03950076) , H:
B W 2% B 25 A X8 AR 699 1.0 s B B 4 F
i+ i £ (L HE 174 50 i i 1 10 A0 341 SAH) 119
WG DT 2 AW A S, HEUUR I A cSAH Y R
HORUEE R332 L2V INEYT I H AR AT
AAUL WA R . X HRIRAE LA X R 2y
AR B v P s RS DR P i s 1t 52 8 1 XL
EnY L R eSS 5 ¢SAH 7E CAA B 3% A Al
49 o DRSS T 00 A0 {0, 7 A 33X Yt P A o
(cSS.cSAH B fi I H 155 ) 1) CAA B8 35 H I XU
LR A IR BB, 1 IRTRE 25 3K 35 TR
A

Xk 6 I 0 B B 2l 1) R H I XUBS: CAA FR
L 200 BB R B0 PR B IR YT A — ik
B2 NBEACR Y CAA A IF 0 RSN R 5 1 A
GBS, R IR 2 A, H K BIBEUIJ5 A&
B sl ot A A e B o AR e A U 2 ELAT
T SRS B MILIG R0 A UE 38 SR o

S G IR AR RIR T AR = B A
CAA BB a0 Y BNt . — T4 A 38 A

5 20 322 {5t i P A e b P i ko e A R
FHARBAR ZE A BT LB, I 3 bk va
Y7 I R 52 D PP A 2 v R P S o RS L LA P
H I 4 B A XIS v T et A A K B B RS
JeH IR AE G 05 22 AR (Rt i B i
I PR o & K i i 5 A B2 LA L s adj HR:
455 1.47;10 4 K L) L adj HR:5.52 . 1.43;20 4
KL I :adj HR:8.61 [X 1.86)%, B ICIE i fd i i
B 22D Bl A rp ) 24 6 XU 4 2 5 A5 P
HH IR 25 X6 AU, FE RS AR 25 RO AR AT RE ) CAA
P2 A O B AL SR SR AELE LR R AIE
IF, XA B H I B CAA BB 3% HEAT — 20 T 7 2
HLER . HARATTAE CAA B RS ik — 2
IEPURE 25 %) — B 1A S e A
HEEE14: (1) 1E CAA ST HEH R I T
W 110 B TR AR I AR b R A -
M (C HAEYE , 3R HERE ) eSS (A FEHE , L7 )
cSAH (BZLUEHE , 5 HEFE ) PEAS CAA A SN H il i)
e K B2 TR RS 5 A8 P Ry R et ot 1 5
TEAR CAA FH GG H 1M ) e A B 52 % U (A GAiE
Pt SRR ) | T KBS VAN 25 S48 S HURIA YT 1%
PE(B YGRS, s 77 ) o (2) % T BEA A7 g i afn sk
[ CAA BB, A I e B P A v i, 2 B rp AR R
2 O PP A o T A 2 2 R A ) L
B RS P2 FE i 202302 R HEA T ER KA
FEIRYT s X T REAE A it i 58 9 CAA BB, &
I 2Pk s P A P A > 10 AN I o, AR
WA ST H KA B R T s A AR A 1~10 S I A 13 1f
S AFTE ¢SS, AL IE I % 5 i K A4 (D SIS | 55
WeAE) o (3) X FREAEA i i I sk 19 CAA JB 4%
A BB P INEGATT TR AL, S 7 Sl A =,
BL5 FRE TR AU R 45 5 KBS IS 5 R R e
/NG YT AT B , 26 ARSIz 25928
R B bR A W 4 (B JEHE , SR AfETE ) .
(4) X T BE A A Mg o o o, 52 s eSS (I H B &>
3N ) B cSAH AR AR H Il XURS: 388 0 (4 52 1%
AR CAA BE A A IF AR R 0 5 B B
(CHA2DS2-VAS #F53=2 43 , U _EAHERE 1 RPT
BELG AT B (C YRR, 5944 ) o FEA &A%
S Be , 1T % R e A O H B S RAE A BARIGIT
R 75 L0 22 KHBE BEAILIG PR3 A E 9 52 47 (D 2%
EE , S HEAE) o (5)XF F LA Jmy BE A vl s it 1)
CAA B, QNS4 A HiAs (B FE B /M S5 P )
FRAE, AT 25 JEOR PR IR YT #E AT 17 (B ZIE
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¥, SRAELE) o
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