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@ APP—amyloid 8 monomer— S oligomer— B protofibril— B fibril, V7t 1% FERIZVERT,
@ Vb T ARIA (amyloid—related imaging abnormality) -E (7# &) & H (H1f) &£ 25,

@ Ve T APOE4 REEEAIRITMEIRIA T, 40% T ARIAs 22,

® Vi e i IE APOE4 REEEA IR TRV L, HrikfE A (TPA %) fEJHL TV e 2 &,
©® Donanemab([E|N A% FDA 7GR L= MM H I st 1= 3 31, 2 5115 APOE4 ~TrEEE IR,
@ Ve T CDR-SB (Jx K 18 #7) T 0.45 J8i4 (HDS-R T 0.75 E5) . B CafHiizal.

® VA o AFEYE T T VA ~—T MMSE22-30, 3% APOE4 #4F, R4 E —&,

© IfHEp—tau2l7 IZAGTI0AL T2 HERE 90 % THEIRIRATIZ LK,

— Pt L T BRI A I TITZ2 W il EWEL 72, lecanemab(U 7V ENTETZZEFUTE
RARNFEIESNT AN TRGELHILHD L, Fl&G5-0E AFAE(inclusion criteria) 23 EEL <
B/ ELE (exclusion criteria)b W HIZHEX LT,
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- ZOFIK TR | GBI E (MCI: Mild Cognitive Impairment) 7> [#8# | ZRZ0JE (mild dementia)
IZLaMlix AL THUEE ERIRE R E B E 2355 Bl A 1 T,

F/ AR TAPOE4 BEPEH S ARIAs ($3l) 42 29~ D TS | T, FE-AITD MR (T4 T,
Bz 1E 4 DL EORUIN I (microbleeds) . X Z% 1 siderosis, JdPN H i fid B B 15 5 |

1O ED7)HH%E, BIE HEIRAREDRH-T- LR TT GEMIL 8 X H)

INORHLIGEIHEHT5E MRI ZAWMEZ A2 883850 ARIAs (amyloid-related imaging abnormalities)
AT TENELT,

ARIA-E(edema)lZ FLAIR (fluid attenuated inversion recovery) TElg = D ML S DR IAEETHE |
ARIA-H(haemorrhage) |33 7= 725N L, IMZR 17 D siderosis T

L. T A== 3 T ) O 7InAR B PG St alfe [Py 1 2o ehiet IR 22 1k,

LPLRT, RS R CRAVED BIZHSADIRIIEEL THN2OTELDICBR A IHELLZAET5 !
ZDONAINDIo L JEAIIVTUEWELT, /N ATATET OIS N-DIZZ N NERH T T,
FOE 2RISR =2t AL T (assistant language teacher)iEH i [E 3 AEIZIZ H RKDRT )
(728N AN 2y ) T KSAR X Tito TITEELT,

R BER S AT AT ~T2,

BIFE, 5T 4400 7 ATV v—IZREEL TR 2050 FETIZ 3 fFICETHESbIVET,
TIVINA<—D RS BRI AR AR [ 4% ) DTIeA/N B ibE S M AR N ) s Be{kay
(hyperphosphorylated tau) & [ OFREERRAEZS AL (neurofibrillary tangles) JER%D —->T9,

Major pathological hallmarks of AD are amyloid plagues and... | Download Scientific Diagram

ZORRTTIOANT 7= d=a—ny (FhiggH) D To4 ) | MR RRAEL (LT =y D TH ICH DT LI,

JEKRFE AL R AN B O RFAR D TA4 112734 B EEEE K (amyloid B aggregates) 372405 neuritic
plaque(E N7 7= BAL R EBEMERUICIEAE L E T, ORISR S RIE LAV B KD R HE A
{t.. FY tauopathy (ZeA L=a—nv[E+ TREYEL TO) BB IR ME L THOUWCITEREIEIRIEIC
ESVUE

HEREA @ fibrillar amyloid B peptides PLA& (B AMET 7= IXT VI IR D EEIR— vy N CTHOTVIN 37—
ROJRK LoV ET, Amyloid B IFFHFREERE | #EIEITZ B —F | AV E A O RARHEZ (b
(neurofibrillarytau tangles JE) (ZAPFE ORI B V7 AR 22 I UET, /NEHMIAE (microglia) (3K
WA E L 5 G AR U RS 1 I B HEBR 3 DM O T A B SR MW (resident innate
immune cells) TTNZOREEMLEEILET,
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https://www.researchgate.net/figure/Major-pathological-hallmarks-of-AD-are-amyloid-plaques-and-neurofibrillary-tangles-B_fig3_337715716

TVINA7—"CHFE M TS | D B T7InA L Ll 5589 — D DOJ BRI FPRAIAE PN | D4y HIZ KA R
HEZAL T, 704 b BISARREHIIR D T [IZPEE L 928, R IR 25 (b A R Aa TN | C 9, 40
i?“)’(/J\M (microtubule) ZZ ElbLSHE £,

PN LA R (=a—ny) O H ol e k& O —F CTHEE D i E B O JO 72 O T Ml DB 4 o
71 T O Bl ZR SRR 29 ~ R BT A e AV — Ve U TRRE L 9,

B RN EZ L EALSE TOET DS, A7 AR b S T bay )T O FEY) lipofucin LHEE
L,“C oligomer ZED AR JERRAEZ AL, (neurofibrillary tau tangles) Z{EAH &M/ NE DS LEEIZRVET,
LU o0EAZROIHRBEFE OO Za—n N B L TNEFEL T VAV D XS T tauopathy E5 W
S5

FLOET LTI 2—DJF IR SR DTN B TEAE & MR TN Aot B R RRAE 2 koo —
2DTY,

2. APP—amyloid 8 monomer— f oligomer— {3 protofibril— S fibril, V7 E 1% FRRIZ/ER,

20 fRooE, KO BROEROIFFEIZIN O TT 0 LRI HO KB H 5y DHETIT 722 AR
HUE DR BT ST T BRI TRBEICRVELT, L2AMEAZI LT LZAMERE LR
HELTWDTIEHVEEAN ! ZNLIK, F2I2iE BTIRBEOEEAEIZLIZLELTZN, 2Dk, /NME
OHITEELR | DR ZE), DLITH 4 TLE,

734N BIF 36-43 fHOTI/ R T, M DHERRSIVIEE LEEANT VM v—TTIZINBITEVE T,
TIAN OB AZEEICHALE T, TREIELTZE N,

Figure 1, [Amyloid— 8 fibrillation and neuronal damage...]. — Alzheimer’s Disease: Drug Discovery —
NCBI Bookshelf
(73nANfE: APP—amyloid 8 monomer— 8 oligomer— (3 protofibril— S fibril)

%9 APP(amyloid precursor protein) 23 fa % Bl L (Bl ME & | | transmembrane protein £V)M)) |
ZHUTT U TREFR D B secretase & y secretase 73 APP Z M D5 ST D 2 2 pr COIWT 5L 2 ORIZTE
HDH amyloid 8 monomer T, APP D (n A RIIFE M VI M~—JRa i 2 LET,

B monomer 23 D)3 £ T amyloid 8 oligomers(oligomer & monomer 23 & L7 EAA)IZ/RDH |
#%4E &> C amyloid 8 protofibrils (2720 F 9,

Lecanmab(L7/ENEZ D amyloid S oligomers & amyloid B protofibrils Z#—4"yh 1 £,

Amyloid B protofibrils IF HIZIR [LIEEEE L T amyloid S fibrils (7°7—7) 720 Znad—r'yh 35D 0

aducanumab & donanemab T,
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https://www.ncbi.nlm.nih.gov/books/NBK566115/figure/Ch3-f0001/
https://www.ncbi.nlm.nih.gov/books/NBK566115/figure/Ch3-f0001/

2FD APP 75 amyloid 8 monomer— § oligomer— 3 protofibril— f fibril DA THEEEE N K ELIp>TUVE

\iﬁ—o
Lecanemab(L7 /B3 ="y b9 A DI B oligomer & B protofibril T,

Oligo 1TV 72NV E R T, DK, Vb 74 THAF VU YiEE 1 AARIRRL T2 ifiTLEL
726

BURX VAGECRELNITDEETHEATI -7 2= 2 R VUyEEREEELD ?) | LR, INED

B ZITHFNZI A=t (no) | V=2 (a little, AV E[FL) I TLTZ,

TTA TR B BIZHONL TREFLEEIT -T2 ZEbHVELT,
EOBHONRENTTZTINANFY ) TRY (2 0 L A o O 1G] TH,

TTADHiG TEN=-DIX7 Mz 0 © a ¢ 04 o(stafilo) EENTH-7-ZETL-,

FEOFETETInAN DOIHHT APP(amyloid precursor protein)—amyloid 8 monomer—
B oligomer— B protofibril— B fibril DJEIZ KEL/2VFET, Lecanemab(L 7 E) I B oligomer & B protofibril
(AEHLET,

3. LT ARIA (amyloid-related imaging abnormality) —E (F#8#) & H (H i) & =5,

INEDBRHIBEAET VI v=TUT, /INMED TREBR D ETZ72 ) LA S Te DX RO A DRF TLTZ,
BRNSHREIE AT T2 D T D, R M=t 2o o 1o Lh—T v 3BV =5
(L, 4 WERRDSToD | LR E 572D T, R AR UL 72D T,

FERHIEHEENRE E TS0 TT 0, BHEOBENEBNLI > THEEL,
ROFECLDEBFIT TS | PEXfiEL M OATAATLT,
BLEMERAT (BRBENALFEROBATHERR E) TRHELFIAD G272 572D TL X,
RN THELRRAT HEEATAREIE ) | JENARE E GATHEENMAPRZ) b E0L T~ 54
KA CLEVWEL, B H. B HFZOHOMYOEHiEs= kb b2, RITITHRICKDETL,
FZNE T B COESKPTLE, FHITHZ T 2 R, B QEET 23, 38 HE TIX
2 BALTHIEN0TT,

RHIFHILEDT | FEREEE N — AT E R UIAHRELTZ, RITEREE CLENTERTOZEZ 1
BLHICTRLL CAVT I3 RIFE AT, BT RB LA i CHRE L L E LT, I ETHTHAIOE D
TEFEHATL, JigR DT 4 IZIZ4E THRGHL TRV ET, 20X S ERA R H TX7-2 L1
ABNZHVNT=D -T2 T, ZRDRITIUTE D FHAREL TV TLED), TTDh, 4 ThiddliE

B O FEIIFEMAN A S EIRE TV T 522 B8O L TOET, BELFHED B AV
WIZRBHDTTY,

VAT IITICHTRS, KL, THRBITRIT TR EVODRHVELT, LolFERAALLY,
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I ~DH AR A (penetration) [ZKEETHA DM FIZR RIED L ZDHZEMNDT VI A= D fE R IE
IR EEE E DI T ELZ, LAL Solomon (ZEDTIRAN BRI LHUARDE FHDRIREMEDRHHT ENIRS
AN

T |Z Schenk |24 amyloid precursor protein(APP) transgenic mice (Zxf L CV/F/AZIOTInAN B L5 %
TR CEIET DRI L 720 ELTE,

LLTInAN BIZkt9-5 TaEdEh o | $5F (active vaccination: 238 H B O E A DIRIE) 1X 6% T

TBE B C e UG ) D3 RIE LRI DU E LTz, ZOREREL T/ 7e— T WHUR P 5IC LD T2 #h o % |
DHBLELTZ, L LIVATHUR TTIA N A FRZD EL T2 L2 AN I ASEZY | [FIUZ &3 Eh

Tt MRI TEIZ2X41 ARIAs (amyloid-related imaging abnormalities) &4 17 541, ARIA-E(edema),
ARIA-H(haemorrhage) s SV VET,

ARIA-E % FLAIR (fluid attenuated inversion recovery) Ciifg 5 DML E S OWRIKETE THY, ARIA-H 1%
e/, SR D siderosis T9,

THROESRZEATT,

Mlustration of serious symptomatic ARIA under lecanemab (Clarity AD... | Download Scientific Diagram
(Lix<7128% ARIAs, KD A 13 ARIA-E#E) | B 13 ARIA-H (M) TUV3hub APOE- ¢ 4 81572038
LEHFETY)

ARIAs 1 lecanemab (W7 /b)) THIEIZ/ZAD 9,

72TV ARIAS [IIER BN OHn H TR IV EF, ARIA-E (M) 15 8 BT L £33 ARIA-H (fH1fi.)
ITIEELER A,

AN TA Y TIEHURE I ARIAs DE=S—ZAT EFNZ L > TR IELET,

7-77 ARIAs 1% Alzheimer @ H 2R TH /541 amyloid angiopathy SRS ARIE CRONET,

7o BRI CAM R IR &2 A T 72 KO 2 il 23 & D RF 1 amyloid angiopathy 245 2 97,

Amyloid angiopathy IFAM I FIEAMEF 9% EIEFIZELSEOZKITEE T, iFllE Fitd ZErEs
AN

conference_2019_02.pdf
(M H M., Series The Lancet, Oct.6,2018, PE{A 5 EEiH77)

FEHFET LT ARIA (amyloid-related imaging abnormality) -E (F# &) & H (i) #2252 &M
HVGEIZE - UFH DM ETT,

4. Ve fdi T APOE4 REEAIRIISERRIR 1. 40% T ARIAs 225,
FBEEDENEEHE N V=2 TO N T E 12 HWHLE9,

V7 EiX 3 NOWRIZIEPED T 2T DD TTH_EDO — NIFFELERE (Hp-ou L x))
LCEDTHERB A LDIEEZ S DUVVET,
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https://www.researchgate.net/figure/llustration-of-serious-symptomatic-ARIA-under-lecanemab-Clarity-AD-ongoing-phase-3_fig2_364033884
https://www.nishiizu.gr.jp/intro/conference/2019/conference_2019_02.pdf

LNURIBOI=T AT 2557200 THIZE S FITE 20 S5 T )7 BT LT, LUk
f. EiZ EOZAOIRIZEGON TEE ZIBWH SR 2 S EXWBREET, SAIES/Ro72) 7 £ida—
TUITEH R L TORA, ROV EE A,

AME LT BR 2 BN D LR FEI X E T £ T #7550 T,

Btk BE LT Tea—=T AT 248 THEMLL > 7 EILEME X £,

K2 E RS HBRWEBA T, VeI AL T OFES DB IO DEMTT,

ARIAs D EYAZK 115 APOE4alleles (RSB 5 T : FEER D DHHHBAG 1) T alleles(Rf SEB AR )03
e 4/ ¢ 4 Tl 7 LB FEIURERES IR (homozygotes) DA 40% T ARIAs 23 LGV ET,

T9 0D APOE4 alleles TlIv v b 132 =G4,

APOE4 #4513 SRL #£5° BML #HCIE A S 72V EE A, TRtDYA M Ol ELT,

APOE JBARFHR A - SREED VAV 2 F1 > T TPILEL LD | fEFEZE - AR Y2 | S<OIRPE

ARIA-E TIEMEIEZRDIF9% THY APOEADFERESIRIZ LIV, EFRIFH FV TR, BAfFRE Tl
PUAHG-H T OOERIZIE AL EFT DA FUCEE N R E SN TOOET,

%72 APOE4 I EZ N EAL T HB 5 THHY Apolipoprotein E ¢ 4 allele (RN {nT) 0 A E M E G
AL 3T ET,

FLHOFEFT LV L T APOE4S alleles REREARITSERRA 1 THY 40% T ARIAs BSEEZDE T,

5. Vv e AL APOE4 REEEA IR TRV &, Pt Al (TPA £5) fE L TRz e,

LR, HEF DD 80 D R LES AW L — N T/INVEDS RIZk L,

1 NIRRT NIE 90 il T DFRSAL 2 NEHL T,

WOh ZOFRIANHIZES A 2 NEFTHE THPEIZRO-TRHDO T,

B F|SANTE BIZEZAMTATE ST 2 |1emRITHFEREERFTECSH | 1 EEHE
[d>, 712, FHI2 1 EMELE T, L2A0 10 IR DEFLZEAT A HIZEZAMTATE ST 2
EJ|NRDHEEID T,

MEDES T Y PRI RDIHT, BN OBAE TIEINER R -> TRkbNET IO EBHTVLT
FFBUR D IOTRFED TG CTHAZRDHEEID T,

DRBEDIERINATHRKIZHEEITTN? JEE->THIN, FHFRIZESTE R RV EDOIRFETT,

2, SFELTHRIANIELRY, ZOFEDOEIAHCN CRAVEERVFEFX I AFTSIVELZ, 2 4 A |,
ZOBESLDR TABESN., BoT-LZ A/ NEDEHEA I ZEZ TWELTZ,

IV TORLIV TOEBEE VTS BASRICERESILTNVET, 20 FEY,
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https://www.sakurahp.or.jp/dock/apoe.html#act2

TIVINAv—="TCREBSE (V) F o Hefd) 8RB L Ce B s VR 8 (FLii e 5-) £72073n4 N B monomer (T
AT 5% 1 HRoPUA (bapineuzumab, solanezumab) 23BEFE SV D TTNZYEITIZ ULvo7=D T,
LU 2 AR B Jufkid A THOW T 7b PET scan TN TInAN B 23 LT VI w—D
NAFZ=I—bl L ELTZ,

F5 2 HAAHAD aducanumab (7304K B fibril 12674 5H1K) 28 EMERGE, ENGAGE @ 2 - 18 7
HOMATVCRESNEL TR 72 kS E Lz,

2021 12 aducanumab [% FDA IZXVFR AIIZILEL 7225 2024 4 Biogen 3R EE R IEZ R KL T
MEZIZ L,

—7J7 . lecanemab (L7t",200mg /2ml, 500mg/5ml, T—4%"1) % amyloid B oligomer & protofibrils (Z
%P9 AHEMEE/Ju—F ViR T 2 IEE <, Initial phase 2b, 18 /7 H & 5 Tl HMIE T 2B LN T InA
NBILEEEOLELL,

CLARITY AD Phase 3 study T lecanemab10mg/kg. 2 &5 CiREEMEIT2H BIESY OO

WNIAE-EEES RO FELTL,

Amyloid B -PET &84, HFHEWK D amyloid B 1 —42, total tau, ptaul81, neurogranin HiELFELT=,

717ZL amyloid B 1—40 & neurofilament light [ZIFZZNRAHY EEA TLT, L4 amyloid B 42/40 Lt |
. M AE p—taul81 84>, glial fibrillary acidic protein J8/0 23 RS AUMLAE neurofilament (8 L £ L7,

L7220 ARIA-E (GFAE) 13 13% T RO, 3%IFTIEMBEIED ARIA-E TL7z, ARIA-E [HIFEAETBED R
3SHHAWNTHELILA A LN L E LT,

— 5, ARIA-H ({1 1) 1% lecanemab £ T 17%., 7" 7Y & EET 9% R 40, KH M. (macrohaemorrhage)id
lecanemab £ T5 AN, 77VKEEC 1 ARGILELT,

CLARITY AD hATVif& T £ open-label extension G hn4h 2> T HIREE CalliRaf5e 7 52 &) T
e BEHAE IS 4 Bl ZE DI B 12 Filidk I | TLTZ,

W38 random trial TIXEATD BE LA N 00D FHEAMN, MATV#E T LT open—label extension
(A=7"V I~ MIE R COF 5D LKA DN a0 ET,

B> 1 A1E 79 1%, [APOBA-SEHE A D LMETT TYR 7 V—T7"CTL7=M3,
lecanemab ® open-label study CTEf{E 3 [0 B I 23520 MRI T3 PO, ff/) Hif ks hna
O 5 HHEIZH T LFEL, FIH CTEAE DN amyloid angiopathy—inflammation IZ kA mSiVEL T,

MM OHD 1 ANX 65 5k APOE4-HREES A D oM CRAMAN 25 H 12 TPA (tissue plasminogen activator) |

PHRESIMEEOLZEMEHmARIL 3 A RIS TLELE,
T b KHEMIFEARLL CBREFHE THY I 3o/ N 1B E T o TPA i H CIIEERWV TS =N
T,
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2023 4 7 H BIAE, lecanemab | X8R HE % (MCL: mild cognitive impairment) . §8¢ & ZRENE
(mild dementia) D EXRETOAf A FDA IR A S#LEL Tz, — 5, the European Medicines Agency
(EMA) T 2024 4 7 41213 lecanemab (255 an!’JTL?U% 11 A 14 BISREIEIM TN
[lecanemab Z ¥ amyloid 2MfEERI AL APOE4 @ non—carrier £7213~7e#2 514 (heterozygotes) T
AGBILFELT, 2024 4F 11 A 14 H O EMA FfERGEIE T i@ T3,

The European Medicines Agency (EMA) issued a positive opinion for lecanemab on November

14, 2024. This means that the EMA’s Committee for Medicinal Products for Human Use (CHMP)
recommended granting a marketing authorization for lecanemab for the treatment of early
Alzheimer’s disease in patients who are apolipoprotein E4 (ApoE4) non—carriers or heterozygotes
with confirmed amyloid pathology.

The final decision by the European Commission is expected within 67 days of the CHMP’s positive

opinion.

lecanemab |XELAE ., KIE ., AR, TE, §#E., {277V, United Arab Emirates, JeE TERA[SIVELTZMN,
APOE4 homozygotes. HréelE Al (anticoagulants) f#f HE 1XbRExE 9,

A=AMITIFSCR L E LTz, BUTE lecanemab 137 VA v— B PEIEAR DXy N =T N ThIAT VM THOIV TN E
T,

FEOFT LV L L APOEA REEA A CITR AT, - HUBEE A (TPA %5) 2 L CA AL T
XEHA,

6. Donanemab([E|INA)I1E FDA AGBL7=23M H AL 1 3 41, 2 FiliE APOE4 ~TaH2 AR,

T730A NI AH i EL T lecanemab(W 7 E NI Z T donanemab ([EINAR) &4 F T,
donanemab %% ABE (plaques) PNIZ&H 5 truncated form of amyloid 8 (N—terminal pyroglutamate
amyloid B ) Z4—F ybeF HEMEE/ Ja—F MR T,

704N B ILERRZEICIX donanemab 10 mg/kg 23 BT EARFEME T,

Integrated Alzheimer ‘s Disease Rating ScaleGARDS) DI/ At —N D FRIEDS B, FREN,
ERRTV N EAVMIA B E BBV ELTZ,

SINFE D 68% TTIAAN B FEMEL72DE L7228 tau-PET (213 B2 21kl i%@iﬂ'/u'@b

72, TRAILBLAZER-ALZ2 MATVCIZSMNFE % tau- PET75 S [N RN =1 N AN 2V 7R % £ 2

TIARDS & F OBIEN FLHAVEL 72, Tau-PET 23O EETlX CDR-SB (% donamemab &7° 74 CH E 72
ZNHVELI,

LOLEWER T EEABBEDSOGEA 9% THLIT TUR FETIL 0.5% TLTz,
E7ZHE ARIA #ET 3 BIOFETAHYELTZ,
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1 #5] B % docanemab700 mg @ 3 [0 H $&5- 10 H £ IZ1R K (confusion) . A~F& (agitation) |
SnfEEAEIL CT CAAMMAR Al EEEE, 6 HZIZITZERE FHmA#IL
dexamethasone $¢5-, 14 HZIZIETLELTZ,

2 Bl B 1% 700 mgod 2 [B] B 5-1% . FEMEIED ARIA-EGZAE)., 25 H HIZ ARIA-E #4938, ARIA-
HHIf) . FioimiEE oL 3 A% LEL,

3 B H X 700 mgd 3 [A]H & 5% . MERE D ARIA-EGZE) . ARIA-H(H 1), ARIA-H
TH1ET% 1400 mg 3 [B1FE 544, TRK, X5, M-, dexamethasone 23 5-SLE L7208
20 HIZLICAE L ELZ,

FFLo 3 A Eb PR E AP MR 513 7e< 2 AlE APOE4 ~TaE A TLIZ,

Phase 2 TRAILBLAZER ALZ ’NATVClX donanemab 1% FDA |ZAEAFESINEL-N
Phase 3 TITERFEZRAIEE 2% LT FDA OEEEAEFL-, L L EMA 21T F7- KR
NTWER A, 2024 4E 10 A FEETYMIM =K RINELTZ, 7272 APOE4 &EE5 K%
frEEd,

FLHF T L donanemab(E PN F)IE FDA IFAGRLEL M IMIE T 3 BlO®RENHY .
Z® 2 f5li% APOEA ~Te#E AR T9,

7.V T CDR-SB (J¢ K 18 #%) T 0.45 A (HDS-R € 0.75 & EF) . B 2 FMliZe L,

ERINOTANF 2 X% THEET 0O, M, BHEAZT X TR T PV EFWVRDD
M<OZENTDT LI ENWET,

P EOE NI ZDOA4RTZHEDSDT BN E L HTEET,
KIRIZHWAWAFENSHHDTZZEH T, H 5 KB, BE KRR, KRR, 3 KR, FERIR
EWVANWAI WL E I _RAFRSABUNVET,

WEH 87 M ODES AN D FElnE i E ORISR AL X T CRALHRTIE ST L EODTT,
—RENIBNE DN BREELT-EZA 16 BDAR (TUN LY TAAY Bl )a, 794N ) ST T,
4 K50 1 i REONET, TO%BIOMEECST2% T, 16 MOBONFZ 2 THEWHLT
EFEESIOHDEEITT,

WSTZNEIRHS TR A TEOMNB-IELIZEZA, TVNIAY, T4 8l )3, 7IANVIRBEE LT
TIRTERRTZEEHIDTT, /M, RKLABRHVERE A,

Lecanemab (L7 t") X2 donanemab MO FD R -5 (effect size) 1 CDR-SB (clinical dementia
rating scale, sum of boxes) &V \)FRENNE R B CRHHS LTV ET,
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CDR-SB &1 FRLO X ZRFREE R E T,
i PR 28209 K& (Clinical Dementia Rating: CDR) | F~— X HLE}

*@x:7tnm%ur®17~ L, ROELBYTT,
«0~4.5: MCI (B FE 38 iz
*4.6~9.5 : R L ERAE
*9.6~16: H1 55 FEFRFNE |
- 16 8 = LR E,

- 18 RN TEARRHYE

CDR-SB IZIEH EH ) 0 j., 52 R7/R3RFEN 18 J572 DT M3, lecanemab(V 7t ,CLARITY AD FA7W)T
0.45 HIB/D donanemab(TRAILBLAZER—ALZ MATM)T 0.7 mIBVZBGEEL TWDHD T,
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