Journal of Clinical Personalized Medicine Ifi/R/M%{LEE2E, 2026, 5(4), 262-272 Hans XM
Published Online August 2026 in Hans. https://www.hanspub.org/journal/jcom
https://doi.org/10.12677/icpm.2026.54248

R Z Lecanemab 5 L 8l 1 BE F AR E /R X
BERRIEMEMCLATT PRI EMER : —IgGRd

F2, MEAR
PRAS R 2 R MY IR B Be e e P RE, D)1 BT

Weks H . 202647130 FHER: 202648 H6H; KA HI: 20264F8H14H

HE

B /R IR UF BRI (AD) B i KA EHRAT MR, BN REAS (MCD /AW R R B, RIBIR T Bl
B B BADIGIT FERUSEAE AE, HMEAREHREN TR, B ITEFERERR. R
B-IEMFEER A B E YA Lecanemab ] i B N SR ELULAR Y SERBOWIHAIE; LTI, LMER
RRIBELAIMERBEEOR, RS RTTRMENEES. BN FXRGHMEAD XADFEEMCI
RIGAT TR ARE ERBIRHLE RIS WTAnAE, 205 iR Lecanemab I ZGEAE AL | IR RIT 25 R 4& S
PAR &R EE RN IR . SRR 5T R FINLH]: LecanemabfER T
TRELRTH 508 AR, TAMERERARER THREIBEMEES), —EWRRENENL. &
SO E RER R < 2 E R REERRRR TR, ARASRE. 2B TR,
SHBELRRRSERZEMENER, RRMUBEHRTRIRRSHEE. Bl RS MR
KT = BB BRERITHIE RS T TS 22 R KRR I RAE . 430 8 7E NADIEEMCI
KISk EIB T RO B, NESLEMB A ENKEERRESE

eI 4L
B RZ MG, BEEINAERS, Lecanemab, TAIMZREE, WhEIEH

Explore the Synergistic Effect of Lecanemab
and Non-Invasive Neuromodulation
Technology in the Treatment of Alzheimer’s
Disease-Related MCI: A Review

Zhuoling Li, Dongdong Yang"

Department of Neurology, Hospital of Chengdu University of Traditional Chinese Medicine, Chengdu Sichuan

EIREE

XESIH: R, BERR. HBE Lecanemab 5 LA A IS HARTERT /R ZMG BRI MC iR IO FIER: —IN
LR, IRRAMEALZE 2, 2026, 5(4): 262-272. DOI: 10.12677/jcpm.2026.54248


https://www.hanspub.org/journal/jcpm
https://doi.org/10.12677/jcpm.2026.54248
https://doi.org/10.12677/jcpm.2026.54248
https://www.hanspub.org/

R, MR

Received: July 13, 2026; accepted: August 6, 2026; published: August 14, 2026

Abstract

Alzheimer’s disease (AD) is a prevalent neurodegenerative disease. Mild Cognitive Impairment
(MCI), as the early stage of AD, is a critical window for clinical intervention. Current treatments for
AD mainly relieve symptoms, and there is no effective therapy to reverse the disease progression,
while single treatment strategies have obvious limitations. Lecanemab, a monoclonal antibody tar-
geting -amyloid protein, can clear pathological deposits in the brain and delay the progression of
AD. Non-invasive neuromodulation technologies such as transcranial magnetic stimulation and
transcranial direct current stimulation can regulate the activity of brain neural networks and im-
prove cognitive function. This paper systematically reviews the epidemiological characteristics,
mainstream pathogenesis and clinical diagnostic criteria of AD and AD-related MCI, and expounds
the pharmacological effects, clinical efficacy and safety of Lecanemab, as well as the application sta-
tus of various non-invasive neuromodulation technologies. On this basis, the potential synergistic
mechanism of the two types of therapies is analyzed: Lecanemab improves the intracerebral micro-
environment at the pathological level, and non-invasive neuromodulation technology repairs neu-
ral activity at the functional level, and the two can produce complementary effects. A hypothetical
clinical trial protocol with 2 x 2 factorial design is constructed in the challenge and prospect section,
specifying enrollment criteria, hierarchical intervention regimens, multi-dimensional outcome in-
dicators and full-process safety monitoring plan, to concretize the implementation path of com-
bined therapy. At present, researches on their combined application are still blank, and the mecha-
nism, long-term efficacy and safety of combined treatment need to be verified by a large number of
clinical trials. This study aims to provide new ideas for the comprehensive treatment of AD-related
MCI and offer references for subsequent basic research and clinical practice.
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1. 5|8

FER 7K 9 13 B9 (Alzheimer’s Disease, AD)H) 7 IBT By, %2 2\ ARG (Mild Cognitive Impairment, MCI)
(1 AR 5 R R DB DAL, 3X — B BOR T TRV TT 245 1 OGS Bl AD [R5 B8 A0 R Jod AL 1
2%, BHATAHSC AR SR AR E R B TR tau B I BERERR AL 00 . PR ROREF U0 IHBR
REFREE Sl 2 . BRI i 2 58, IR/ NIRRT RE 0 . MR IS oot . A R E R
AR F AR VALZ AR [1] [2]. RE AD JRIT WAL CHUS — @ bR, (R B v AR 56 4= 1 B,
52976 B A6 T KRS IR« FINE AD FUHREIR 5 5 1B W 2. HARSRAYG RARE, TS Wi s
R, ZEEETIZN S TR

MHT AD VYT 2 LRI RRE R N, R = % LW 33000 0 2R OB I - B . 2 IRR Y 5 A5
FROE SR PERE I, B —I097 7 BMELUE T2 85, MART R RE TR E9Kk, $#n g-iE
W RE R I B 50 BE TR Lecanemab [, ST AD i BBERE IR AL T8 7 MI[3]. SOt 28 pmims il
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(Transcranial Magnetic Stimulation, TMS). £ /il Lt B3 1] ¥#( Transcranial Direct Current Stimulation, tDCS)%#
TR PR, BT IILS . S AR 32 202 Kk

KICHLRRI T, BAERTT Lecanemab 5L & IS HIRAE AD Yt MCI 67 H 138 £8P [FAN
fH. Lecanemab TI{EFRIN N B-VEMFE SR FIUTAR, ZEZZ AD ERRERE; Tt & ¥ BOR v 17 D) e,
SR BFAAIRE S B AEIERE ). IS IR S BRI TR R B AN . AR SRS A B, 7tk
G ENIT RS A, Y AD JEPE MCI Im PRI T SR LR S 2%

2. RITHRE

BT IR IR BRI A e b AT e R AT M, A RRE S AL P A . RE 60 % KL A
FENRIBEAG EOW H0A 15.5%, ZRANEL 3877 TN HARiIREHEN 6.0%, FI/RIHEEERE 5 EE 3.9%
[4] BRKIAFE 65 5 JGhFERIGK L ET G, N ZERAME, 23k AD BFHBE K2,
BT 5 MR AP S AN I B[S ] A W T TI0I, A BRI RAH AT LA T 2030 FFIAF 2.54 J312.35 7T, 2040
SETFE 4.83 JifLETG, 2050 SEIAE] 9.12 JiLFEIC[6], AU BHE K ET RAETT SHEAE ], WAL
PAAR R S5 EGE & E Rk -

MCI f& AD (IR B, 2 F T IR &, BT E&miE. _AEREENRE. &%
RS KA. FRE MCI B ZHRL) 15.5%, BRI 3877 JIN[7]. KBFEBIFFFI MCL, BEi8%E
2% MCI 7] AD Ji R4k, il AD BARIGIT TR SRR TE BA EEE L.

3. XfRHE
3.1. SEMEERRBERIR

AD T BG4 A 78 2 IR, VER AR B BB 2 B AT AT SR e Y E IR B R . 1988 4F Glenner Al
Wong TESE g VERFEER FI(A)RE AD s A TEAD A BEB K% o2 7 8], 1991 4 Hardy 5 Allsop 15332 HivE
MRS N RIAR UL [9] AB HHUER L BT SR I (APP)Z B- 73 WARR - 70 WA BGAK IR R 25 il B- 93 VWA BB (BACEL)
T APP ] N s 5 ) E|, =408 APP-p S5IELE G C99 B BhJE -7l B G4 & C99 58
BE I, AR A AN R FERR B, B 2T AB [10]-[12].

AB Gy RETERUE TR TR e, TER p-IrSaify, Hoh Apa2 Bk Ve o, RERIENRL . A
S PR AN 2 PR e T Re: — U7 B AR RN, e E T, BUE/NR A S B Y
JR AR, 5 RISV S 0E s T T I AR SEFAR VT HR A ST A, ORI IE M, 175 R SE AR
HERARDIRE R E, BIARALDIRE. Ak, Ap REL (LI tau A FEBEIRI, &R A4 gish
TER, &R T T S s b, 2P I A .

Aotsedatt, AR VRS SINAIDIRE N FEREFECHRIERLSS[13], (2 AB JR ) N Uew B B, i
ZRIE TN tau A ERBRICEE, T2\ FMEERIZOIER. A TIRE)y AD Jits FH1463)
i, SHA R R R

BEAE 2 2K BE ] AB KR T8 FEPLIA, 40 bapineuzumab. solanezumab. Aducanumab. Crenezumab.
Gantenerumab 55, IJHIIERIT RN E AN BN B 545 ) @2 1R IGPRIREE[14]-[17]. T Lecanemab FYJIII
Mzdt . WE. EFATRIGRK IS R BN, ZAYTARGER T AD EE NS5 IIReEIR, 7
CDR-SB. ADAS-cogl4 5 Z TP fabr R ARAER 3], BONEER AB IR T Ak ) SR PE 254

3.2. Tau EAE EHERLFHR
Tau HAHETHEMRER, THFHESEWREE, REMETOESEALEDIEE. £ AD HELRES
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N, tau AR R AL (P-tav), it BT I IREETE SO IR e 22 5 M 28 SR AT AR LS 18] P-tau W] AE
il PN B A 2 TO R, AR R IR B SR R0 &S i S AR R RN X, A . M ITAET, FHAS
M2 RY) PO H[19] [20]. BUABETTIESE, i EEBERRAL tau 8 5E AD A28V i E ZORBN AR, P-tau
EARATE YN R A F TR FR, 10 AB TR IR tau 8 FAH G B4R %5211

3.3. ApoE

WIEE A E (ApoB)EES 5z, MM SINAL fhmRiEk, W DLE R Ay ZRIE
YHt. ApoE 2R Z 1S AD K AR V)M O #5454~ ApoEed S AR, AD AHC AB fifar KUK 12
TF 3~4 1%, WL ApoEed AJ{f A THE 2 12 1. ApoEed s E Ik e AR B IR FE L. BRUE
FR[22]. 52 M, ApoEe2 i FEKXT AD & AR HA (R B, 1ZZE R NTERG Y A BEBRL
fugf BEAK[23] [24].

ApoE W HIEZ G IS A4k AR, AFEEAEHAAEZER: MET ApoE2. ApoE3, ApoE4 2
ik Ap R G4k, FEAR AR TG R AR [22] [25][26]. ApoE it Alilid £ fig e SR fldnts, HiE
2 AR R 22 o R R R, PR AR # A B, AR ApoE WS n] 45/ NN R A, ApoEed 21
SN R AN I A R AL, PRI AB IBEWRRE S, THEINE tau B R BRI 05[27]-[29]

3.4. HibZij

FEGE RE AP 20 57 B S R i AR I AD AL B, AD B Je 2 A A A A7 AR R e 42 T
BRAR[30],  H ATAE B B 7152 AD XPEIRST B — 25, BEEWIFIRN, BEIRZG AL R
BRANGEJAE Ml R R BT F R AR 4R PR N [31]-[33]. EIRRMFE T AD ZIRFAHLAHIEE
W, HEZHUIAETHARHBL ARSI S i AR R P IAIE, Hr AU 5 B I A i R M
(URIER N =2 S R M W

4. AD B MCI B2 R

KB BRI BRI VR MR A B D RS 2T b B AR 2024) JFRAHSGEIER, iZILRAR &
2% NIA-AA AD 2 WiiE I & 2021 EH KL FIRFRUE[ 1] GRS WIRARIN . & 2o 4 &P g OB R
SEE L H R AR RE J1(ADL) SR FIK 32 R S MCL 2 Wibsite, Rk 3] MCI ARl TR 817, X
W2 MCT i3, 455800 S RR ARG 2 K 4 B G 7 5 i [N 242 W7 . FRF 8, 1121112 MCI i 20
BT 1 4F.
5. Lecanemab K& Hi1
5.1. Lecanemab BYZ5IR 45 M F{E R HLEI

B R Hi(Lecanemab) A4 AR 1gG1 HsaBEdufk, wRe R vESs & nl i K RER AB, X AD i
PR PE R R RS Ap B S BERFEVE[3]. XA PM AR, BE BioArctic. Biogen 3% [F#Ei
IGARBE L. BEAEZ3RE0 M AR B od BE BT RSS BRI T Ak sl 2 A 1k 1 44 1B R, T Lecanemab #&f Clarity
ADUUAIG RIS P BATE LS R, T 2023 4 1 HAEEESR, HTRI7 58 AD & AD WM MCI [34]-[36].

5.2. Lecanemab ZEIGARIRIE PR RN L2

Clarity AD X35 2ox: Bt 18 NH G, Lecanemab 41 CDR-SB 143 5 2 B I 4L FE MK 0.45 (95%
CIL: —0.67~-0.23,P <0.001); PET Faill &7 25 W 4L A Ve ¥y 1 2 1 874 - 350 T B 59.1 centiloids, 22740
Tt 3.64 centiloids (P < 0.001). #£ ADAS-cogl4. ADCOMS. ADCS-MCI-ADL Z& /R Z A Fadnh,
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Lecanemab H¥JRIE BEHMH, ARZEZRYWEE S FE X[3][37].

ZAVERWE IR, Lecanemab HEARIN 52 14 i 7], (HAFAE P T BN R RN : JEM AL M OGS 5
(ARIA) SHBUR N . TR 45 R IR, 13.6%%2 103 HIL ARIA K (ARIA-E), HH 3.3% K87 %
PRIFEH; 18.5%32 i I ARIA £ H IL(ARIA-H), AEIR ARIA-H KAEFN 1.7%, ZHCH MR i
BUR R UTE(38].

5.3. Lecanemab &K 5 PR 14 530 S5 o) &R

T BRI AR Z5%), Lecanemab 7E5 BRIV RN MIEER T HTHOEM, ARRMNZ
WLV, HUE. PERE, KUIHZWN 2R, &HT AD K.

ZA RN AZE BRI 18 AN ARV CDR-SB WX R 0.45, {XRER A 1T E 3 fF G247
3~4 AN H, LR B B T MG IR ZE 57, ARG T S st S e hn i, S R R A DL
BT 3%, Hlm AR SEPR M EAAAE G [39]-[41]. WRIEZRE PR 71 %, WK AD Y% MCI.
REEAD BEPAFREZ N85 L, @ ANBAAIHAR, MLIIEZ I & thAh, HATA R
KAMIHRIE 5 H, 254 Bt SRR A ARAY, w7 2. % MCT [l R F AL BHIBTE FH, R s K
JAH BERFEAREMAFTIRIE[42]. RN 25907677 S m &, SnEsh R i,

6. FRIMEFIZRATE AD FHINA
6.1. ERFTHMEFERARBFFESISKIERFR

OIS EARNIBS) & T AR @AM S M F B, FREAGHREEZZMBRMETMS). 20 H
W EHSADCS) . £ HATH H R (tACS) 25 [43] [44], tDCS MBIt Sk iz AN 1~2 mA PSS B R, B
A TCER R, (BT RE &R E TX, V8P4 DI BE[45]. tACS did it hnse 4% B 37 A il 4 2
WL 5, AT AR I A VIR IR, AP IR IR R P [46], SR EINLE] . 1E R IR
RS R FAREZR, 5 Lecanemab He& M It B4 7 8] B 3 fd 4 40F

6.1.1. ESEMBRIH(rTMS)

rTMS IR T FL AR B iR B, 308 Jok kvl a3 7 G P 75 TR FELIAE PTG B P 50 K B JE 48 0 %
PE, RS (SS Hz) 3R Th B Bt 1k, AR B(<1 Hz) ik i 2 0451, VERIRFE A 2 F 2~3 em.
PR 2 ) A B s, AURS VSR R e I T RE X, i SR R SR(LTP)FE M & 98 8y, 2 B AT
DI A ST 70 B 7873 1) NIBS $2K o

Il AR UESE S5 % B 2 BUREN L UL (RCT) 5 2525 70 Mk e, rTMS A &35 2503% AD P MCI K42
[ AD BFHMEAINMINGE . BRICIZSPATIIRE, RSSO PSR AN AIZRIT 804 — 25
PeTt, Hom S4ERR RN AL T B — 3. 2023 AF— TGN 23 1 RCT MIZ 2T oK, rTMS F1E AD i
& MMSE P53 505 B I582 T 1.82 45, X MCT NI o3 i B B 0 2 3 47

5 Lecanemab A L% MRAIE T 25 MIFL A VESR, WA HESE FH T AD 7 B3 PO A% O i D90 265 75
2, 5 Lecanemab HJJRERIEBRBN LR “HiEE - SRS BORSUHEYD [E); RSB EOnT ML R, SERCA
R BB . BT R BIEFLE WA RS, MELSEIMF MK T s A7
FEG SIBIR IR AR, 5 AR TERR TR M A A BE O B N, H 15 M Ay PR e KU R g — 2P e
ik
6.1.2. ZMEFRERH(DCS)

tDCS JE it 3k B2 HUARBE AN 1~2 mA IS TE 52 B R, BE AR TH b 28 0 % B R L 3 i s

DOI: 10.12677/jcpm.2026.54248 266 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2026.54248

R, MARAR

AR RO B A e, B I PR B 2 e . GBI N 2 AR, (E IR AR B, =
L2157 575 50 1

I ARUESE S5 2% : tDCS 7E AD 5 MCI SUSHIWF AR 8 %, (HRE T LI Acs, B AIEdE S5 20K
AR . 2 T R B tDCS AF T2 075 AM R AT I, AT 8 TG R S5 HE
ATERE ST RGN EN VI ZRIT XS 15 5 D e 0 S5 RS B AR, (B — T R T S E 4 [47] [48].

5 Lecanemab BAA I 5% RBLET RGN R RS WL B RHE . K4a), W&
. AEER, WSRHlE RKIFLERNGIT, 5 Lecanemab WK JAIAG 25 0E BEIERL, "I1E A2
fill BB IHAERF T B e BAAET ARG BEA L, e DURE ERE ) PR X s SRR R AR 22 A
K, IR EMSS T rTMS.

6.1.3. £2Mm3Z R (tACS)

tACS I it IR 8 AR ) A2 AR HL sy, DA R R ) oo 22 o B e Ay, 55 i R 3 5 IO R [F) 28 AL,
T 428 ik P9 2 4R 3 R iE .- Herb 40 Hz y SRBCRIBORT WOE /D BT A IR R DhRe (23 AB TERR, 1B IIRY
BT BRI, 2 AD U 2T T T NIBS HiR .

I AR UEHE S % tACS 7E AD USRI 78 AL T AR B, DLW 5/NEARR R IR o E, i
PRUESE SE R EAR . B SLE0UESE 40 Hz tACS ]/ AD BEAU/INEG N AB fifir . 08 423 3 5l
1288 73[49]; AM/NFEARWE I BR H T2 B 2 MCLUERE 1S Sd 12, (HERZ KA RCT %

5 Lecanemab BtA IS5 3 RALE T al @ R A BT AB iSRRI L2, 5 Lecanemab
RV o) 75 AV FH T s 382 THD P A (R B R0 AR IR AR 3 JRBORT SO AR S5 A 2 LI, TR 245 5 Tl e AR
BEEA RN . BHRETIRRKERERZ, &UBEIR, K S8 AM RN, FERILRER, 52
I I B B I RN 55 ARG 1 A5 T o

6.2. ET AD HZMERIBARBER SRR

6.2.1. AD R HARRIAR ML (DMN) B FRIR R 5 HHE

BRI 0 2% (Default Mode Network, DMN);2 A B RS i 2l B e i IR DU RE R 2%, A% 00719 1
LI 5 A0 [ B2/ T (PCC/PreCun) s WIIHITARH B2 J=(mPFC) XU A [] e S 4y, 2 #4057 5 3K
ST L2 A RERA N T,

AD JREERE T, DMN S f 2 I 2 22—, B0 LT IR 2 /T Ap TR e Hofw
F AT DMN AZOIN X, JCHGZ R0 B S BRI AB SESRRTT AR DMN 5 s8] (U Zh e &%, &
B LG AR« DIREIERE N B, 3T 51 A SACAZ R F AR IR » J5 2 tau 28 1 B 135 DMN
PRBRBEAT S N DR AL, BE— BRI 2% 5t S AR IR . Kk, DMIN & AD % MCI Fir Bt i1
TRERZ D REIN S, B0 OGRS R BEAT A% ] B S S 2% 45477, BELIT s PR

6.2.2. #ZLRIMIBRIEFESEIRRE

2T AD 51 DMN #5345 R FLRFAE, 454 AF NIBS BOARBIME FHEE s, A SCTHE H 75 2842 00 ISR A5
B3t

st — XUTE SMUHT AT (DLPFC) Jy ZE Al 0 A #25E e #5702 il DLPFC (BA9/46 [X)YE Jy RH AR il
(tDCS)E =4 rTMS #E5, £l DLPFC n 5 H| . BibikHs: O DLPFC &#ATIhREE. TAEI1Z
M2 X, AD FHARD BT REIGR , AE 1206 X ol BB B ER . AT ThRES H HAT %5 b HE g
71; @ DLPFC 5 DMN FEfEIhAEFEPIOC R, 158 DLPFC 247 PE Al 132115 DMN it i 4z, B
WX 28~ 4li7 s B M X B RIS ik, &8 NIBS HORBIRTARAER, 2athm, & HArl
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BT NIBS AfF 50 H B 5 )i HOHE s, PR il R P

it J5 40 [Bl/BLET H (PCC/PreCun) Ak 11 3L () 4 S PCC/PreCun RS HETR T AT,
KRS rTMS B FS BE tDCS AT T 1. BRI Kk#E: O PCC/PreCun #& DMN Fi%OAX 4L, 72 AD B
1 AB DU SR AT e THEREIESE N IR B M IX, BRI IZ T s ol i KFEFE 18 2 DMN N4 ThRg: @
N X i T G B A YR, R PCC W MBENCE I S & 8B, (i Sid L ILE; O
Lecanemab J&Fk A J&, 1% DXOREE G NP PP ICARIRA TGS, MR N eh £ 84 ol A 8his 5
PREERTIEE, I O P GE SR DU RESRAL B R] AR .

BEAh, &FXF 40 Hz tACS oA, AR H A o FTA P R0 A, 80 2 W IE R A S Ay 3R
%, WAl Lecanemab 3858 /N AN G W DI RE, 3E— DIk AB IR

7. Lecanemab 57 8| BIZH ARt E1ERH

Lecanemab $B[AEFRMIN Ap BEHL, MWRELZHAELE AD R, BLIEEE DML IIRE. Lal
PRI AL W T B Z AR A vE . A A 2[R 20, M Thae 2 g A maids, —#E R A
P E AN

AB VTR RIARE JONE . M5 1% . W AR S i S5 B8, 2> WA IfL i 57 f%(BBB), H. BBB
PR T AD IGARAEAR I, FEREm S 2 R FFEE N . Lecanemab nI 98/ AB UTHY, J&%% BBB $iifh; I
AWFFHER, NIBS [FJFE A DR A L0 5 B (17 EAE (5070 PE 207V T 3 3] 5038 i N IO B2, T o 31
+ DR T [ A

AR AR YEEF , rTMS LR HESE 7%, 75 Lecanemab JE R “FEHERELIE R + MHERERIZE”
BB PR, JE N RS IR X e AL B R MCL B35 tDCS Ffm etk 5 RiEhe e,
A[{E N Lecanemab FEMlATT 5 B BAGEREE S F B, ESPmidt s tACS NInf@ st y T IR s AR
TERRME, 5 Lecanemab 7EJ B ZTHITE A MBS, #E—BHETHR BT TORAL . = REOR AR B
MBS INFIUGRHIE 51697 f5 R IEAT MR RS, MBS ZREGIRITR R

8. Ptk SRE
8.1. YR EIREIZ LB

H T Lecanemab 5 76 BIFF £ IR A6 77 AD YR 1E MCI B FE34L T2 F R Be, 38 Bk B T s
Z 7B 5, BeERIT B> T S I 1 AN, Lecanemab ci38 il WIMIA S, fig A
ML IE R B EE I (R B 5 70 B RN O R I R Z SRR T S B, ANE NIBS BRI E AL S
A, RIBEL R 50T R MR G —britE, BEFCSRB RS, XELUE ST IG5 =, AD &
BAERERHELE B, AB T4, tau EREFRBUIEE . ApoB 3 K LY £ S 2440 5 1 22 4% (19T 2
WREVR YT IR e AR NI 2509, RS iR T K 2 & MEA f7 58 1IE, JCHJE Lecanemab 51 %) ARIA
RS S 2 YRS (R B NN, e ApoEed 4l 48 i AR N A 10 22 4 RH 1 A I

8.2. RFMRAEEREMIEBFRALGR

BEXE EIA B, RKFE Se T LR BT FU WA G iR ROV RN, 38 I vy o PR 6 B8 E 7 &K
et NAZABEIRIT BIMR SR AR, A SCBT— I X AD 5P MCT AR 2 < 2 #r 5 it
BENLXUE 22 R s R ey %8, BRI .

8.2.1. FAZIRIt
KHZ b AL WE . 2RI 2x2 SR, #2ilE % 1 WEREL A 4 4. %
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B + R4 . Lecanemab + M4 . 2B 7 + H NIBS 4. Lecanemab+ ¥ NIBS 4. S T-7il)H
124 A, BEVTRE 18 N H o HriE Bt vl FEIRT P4 Lecanemab. NIBS [IJHALZR, PAR —F A2 B B
RIS, BRI E A TR IT I RN A

8.2.2. MIEHR

MANFRE: O F#d 55~80 &, MHIAIR: @ Fré (BRI ERIFIR MR N F RG89 o B & 5K
L1 2024) 1 AD M MCLiZWiksdE; @ MR EL PET UESEAA{EM P AB TR ELFHPE; @ CDR-SB iF4y
0.5~1.0 43, MMSE ¥¥43 24~30 75s ® 77 Wr Jnl e &HP & I S WM&l T © Z2ilE 80
€ M3 N A R 1S

HEBRbRitE: © HABRBORIR B4k R NIRRT s @ AP i AR« A S0 El LAt ™ FE e R
Gipchi: @ FEELL. B B IhREA AT, BB MR B; @ RN SREAY . LIRS % ' TMS/DCS
BiE; ® i 3 ANMHWEZEHAL AD BRI AYIRTT S S AR T © 7 N .
ApoEed 4l Al gy \AR T 53 )2 504

THRIGIAFEA R 240 B, % 10%BEFITH, REA MR EAET 216 4.

8.2.3. FHAR

4T RIS R A ARAE Lecanemab 45277 %, MGG A& 10 mg/kg, & 2 AR 1 IR, W€
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