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W E. F/RKIEGHNG(AD, Alzheimer 's disease ) & 4F A i AP 22 3R 17 M8 (neurodegenerative diseases) ,
2 R AE (dementia) B H ILAGIR IR . H: T BLEIR 21212 55E (memory loss) FTHEFT PR IN AT S (progressive cogni-
tive impairment) . B-JEMFELE 11 (AR, amyloid B)f&—FP AD KIR I (. AR TEA RN 4P i 5 AL B LU
K BRARTE IR B-TEMFE R R B AD I Rk JE, J&ad Z2BA BRI 1 “ Ve AR B R 3L (amyloid cascade
hypothesis) FJZ .0 WS, . (BECHT ISR, AR HERIK(ABO, AB oligomer) A JEHIFIAE A AD MA TR, AL
ZERT B-TEMFE R RS M EoRi UE R, FSA AT AR MY A TR AT R AR SERIRM 4328 I LM e stk . B
Jii s RSB G T AT LEAF AL T RENE AR SR MTT A IR0YT AD 25 I E ST e .

KEEIR : BIRIGGENG; APP; ARSERIK; MZ#HME; aducanumab
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AP oligomer and Alzheimer 's disease

LIU Zhian, LIN Yanling, HAN Aidong
School of Life Sciences, Xiamen University, Xiamen 361100, China

Abstract: Alzheimer 's disease (AD) is the most common neurodegenerative disease in the elderly,
and also the most common cause of dementia. The main symptoms are memory loss and progressive
cognitive impairment. Amyloid B (AB) is one of the key proteins in the AD pathogenesis. The occur-
rence and development of AD caused by the accumulation of A3 and the abnormal accumulation of
B-amyloid plaques in various brain tissues was once regarded as the "amyloid cascade hypothesis" for
AD pathogenesis. However, more recent evidences suggest that A oligomers are in fact neurotoxins,
leading to an "A oligomer hypothesis", where toxic AR oligomers trigger brain damages that causes
the AD pathogenesis. Here we review the latest research progresses on $-amyloid protein, focusing on
the process of production and aggregation of A, and the classification and neurotoxicity of the AR
oligomers. We further highlight new AD therapeutic strategies targeting the toxic A3 oligomers, as
exemplified by anti-A3 monoclonal antibodies approved for clinic usage in recent years.
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B[ JR % 1 R 995 (AD, Alzheimer's disease) /& —
R BT RS, PR N & A PR (demen-
tia), FEERAL 60 LI LS N, HHE2019
AR S BRI A, H A A T B R AR A
KL 5 00077, WIFE20504F, X —Hrk ik F]
15242 1 PRI AR S R E 2 X > 40 NS T I
Y R ai i N .95 4 [21FO (E W = 1S 1S S I S i R
SY ) .

AD B # BRI c e sk . BYERE )T
Fe . BT RIAM SRR B e 1 2 BHAERR A, IR
AORHR . AR A 8 A 2 BhoRE IR o S A g B
FRIEJE AD 38 BRI A i B-TE A AR AR 1 (AB) TIL
FRIE W 14 T M3 R BEBR (amyloid plaques ) A1 H i B i
P A 8 TR A G 2R 1 tau SRR T B A i 428 it 21 Ak 4
2% (NFT, neurofibrillary tangles) ., AD f¥) P> £ %
YR EY) AR Fl tau Z BIFFEE VI R . — M
IR AB DT tau 1Y 3, AR I 0SB 1 R A
1l 1% It =2 TR | S 7, 1T 52 W tau Y R ROIR
AR AT E T Z B AR EAE R A AR 3
=, HeAh, ABIERENSAL HF tau 7E 40 AR Z [A] 194" Hk
FIZ W 20, AT AD i B E % . AB A B /K
FetE L2 7 ke AR, TE AR R IA(ABO,
AP oligomer) . AP FERIRSIRGE il D g I T Eoph
ZIUMAETS, 22 AD BE BIC A2 A K T
fEo ULAL, AR ZERM YA B AT 28 a1 1 i 28
of PR AT BE AR I AR IR R L HAERT L E &k
A RET X AR SE SRR B [n] VR YT R W —
JEE AT, B JC A RO 258
R TR A ST AR B2 AR A1 i e FLAE AL, e
SRZEH SEEMOCR, YT AD B2 L ST kBT
RUIRIT ik B2

1 APPHIGSH 516k

NZEVE W FEFT R 2 H (APP, amyloid precursor
protein) eI T 21 S Y R, A5 1814
T R R BN A 8 Bl APPE A, HorpiR
B UL 3 R A AL B A & o R IK W
APP695 W I (547 695 MRS G, DI %
e S A1 o #3819 APP751 I APP770 37 Y (7,

APP & —FIBI S AR 1, E2 -S4 MAh
ZE MR (E1 FTE2), 45493, (TM, transmem-
brane domain), LM APP i [N 4541k (AICD, APP
intracellular domain) (€ 1) . P~ H14E A APP BEMS
T I R 5 8 5 U5 2R A, W DL A R S g 1 &2

Ry, WHFEFZHEREE . E1n] RiE—25 5
R AR TR B T4 A A, B0 Kunitz
R A G TS5, E1 4505 APP B K,
TR, MR TR I T 3% 5 Al S
290, E2 W4 APP WP 04545, (CAPPD, cen-
tral APP domain) , ‘& HAEWE /T APP K IE
o E2 & — AR B T 5 RERMS, HLA
HERCEF AR A 2on A KA g 1. AICD K&
H 47 SR LR R S 4l i, H B AR RS
YENPTY )%, J& 1 2 % 2 IR i DL Stk # R
Mas a0 s, RARADEULKESH TN
Tfg g

2 APPIYKIHS ABI= A

B-VEMIFEEE 11 (AB) B K 39~43 M2 EEFR 11
KB, & APP &l 3 AR 72 A1 10 AP
JPHLE 34 GXXXG HE By, HHivuGE APP
REZE R IR B AP BEIX, S5 42K 58I T TM 45
Pl (B 1) o XA~ 52 7 rh RSy I H R 2= 728
5L R 43 B 3 RS W APP N T LA B AR Y
FEaE

APP (8 G RLF T LUyl 2 it BIE R
FER FIN T a2 FEEsE M AR B i Tas R (B 1) .
UE B FE AR I TR AR — M & A T 4K (endosome)
FS A (Tysosome ) , B Ay DAL PAC I b A4S 11 7 P 34
BEXF B-or ARG e AR R BB Y, e, T
R I A9 APP S i P 7F (endocytosis ) i A % 25 1
W, FEE SRR DY BTk, K
PR I B -4 W U0 8 APP = AR WS B BE . AT
7 APP F B B (sAPPB, soluble peptide APP B) Fll |
FE R 99 A& R 1) C K 3 v Bt (CTFp, C-terminal
fragment B) . fixJ5, v-43 W (y-secretase) ]
CTFBJE i Ap BRI AICD "' AR B fA ] L) it
HMIMA (exosome) BELEIMIAM 17 y-43 WA RE S V)
AR AR B AB K, B4 AB(1~37) , (1~38) |
(1~39) . (1~40) . (1~42) FN(1~43) % ™", AB(1~42)
FTAB(1~40) 2 KM P b 220 AR A, Horp
AP (1~42) 52 5 | B ¥ By A BEHUE LR AD &9 114 ¢
HEABIEHY

APP i AT DL o HE 3 R A 2 R AR AT hn T
(Bl 1) . B, TR APP 8% o- 43 W B (o-
secretase) V), £ UJHI 5 B Al 1% APP Bt o
(sAPPa, soluble peptide APP o) fl % 83 4~ & & ik
AR LR 5 i B (CTFa, C-terminal fragment o) . H:
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Fig. 1 Schematic diagram of APP structure and the formation process of Ap

W, TR sSAPPa S — Rl A SR P W T, REWS
W2 B T A AR %ﬁﬁ%m It
Mg Tl MY R EEN/EM ™. M CTFa
B y-or I EEHE— AN T, AR 2 AN B p3 N
AICD. p3 B s, AICD W 88 76y 2,
APP 2 JiE 2 30 0 BE A g 42 U047 i TAR KRR R
T APP 545 Bl - IR 4 2 S 1 e 2
AR BIIE R B S 5 i AB AR . Rk
HMENL, AT AD A JE ., AB M IEIL &
ATE AD R, BEARFE AL Sk AR IR E SR
SRLEMIE BGH T, (B T AL T R i B £T
%&ﬁ%%ﬁ@,l%%%%%%ﬁﬁmiﬁ%
RHFRERMER =20, 1eah, AP B C i Met35 i
ALK A A, S O AT I i O 1R SR A i
] 20 ARIA AT DL &R S R A& AR A E A ek
X R A AE AD s AR R i X 41 21 rp B
F L, AR N B I R A H PN S ) 22 e 4 i
RAVURL, I T 32 &1 k4L AD M &
e o AN, R W BERR L . AL SE R R

JEABE , AR A2 R M52 e 5 AR Al tau £
o IXERT IRIE MARZ BB FIAHOCE H
Horp— 230 H R 12 B AT AD VR IT 59 T R AT
EE,'\J—ZA'\ [2728]O

3 NTER R B AR LR IR
feis”

AB YUK Ty AR A, 7oA A P A B 2 3
&, fuf5 AP H B IK(ABO, AP oligomer) \AB JEL 4T
4t (AB protofibril) 1 7E #3 # £F £ (amyloid fibril) .
ABOJE AT PER) , BEASY HLEIRE A KMo 1 VE#
FELYE R ARAT 4> F TR EANAT B, JFRAE K
TEMFEREH (AP plaques), AP JEEF4E 2 TE M FELT 4
Fy R 2, FE 304F T, Hardy % 2§21 T HA
RZFEM I “TEMPEGURARUL” o % AR EAE
ABTLBUE e M FE e s n R s & oosE T, Jf
RAFEHRARNEE . RNIZEMITF2UR, M
1 XF AD IR N KB Zr AT, R T VER AR BEHDTAR
FNGE fl i 2R 2 0] I AT BLHE AR G B tedh,

D}@
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TE AD 5 B PR /N RO il v S DU B TR 2 1, 3
SE/NEE . 2RI T I BRGNS B AT
HF) 19984, Lambert %5 0 JIEAH AR REMS F & T WL
INBY RS SRR AR, RZ O AB AT AE YT HLIC
A& (ADDL, AB-derived diffusible ligands) , fij X F
ADDL 7£ A VE MR AT 4 sl 0 IR AR I L B
BAMhamE . B S Bk 8 2 i 652 3R W] ABO 7E
AD B G IO A B3 T BT, IR E T
ELH AT T ARO A B0 T ARG 0 3 L[] B
ABO H5 5 M P A T LA 280 b 41 ) & AT A P 2 B
PESYS R, CTEMFERIRARUL” B AR5
RAMARUL” BRI N A S AT
ABOTEMHIATER, JidE AD B E G IHIE BB A%
PELF A B, 5 & i i Fic i iR o Rtk
AL PE ABO S P 22 85 2% 11 & B R s 728 17 AT
X AD % S L A B -

4 ABO IS

i 1 RS HERH €835 2 (SEC, size-exclusion chro-
matography ) ' DA & BEIE HL UK 55 1, A ATTLAAE X
o3 it 50 000 24 5, AT LUK ABO 4324 i AH X 43
F Jii i (HMW, high molecular weight) FIE A X} 43
F i & (LMW, low molecular weight) B K 2§ 7,
LMW ) ABO 4% 5k . = RAKSE, T HMW £
ABO L HE — B ) iz H 38 19 T I 1 T R R AR
56 o FERIR AT IR £F4E (APF, annular protofibrils)
W BR TARYEAR X 4> T A2 Ak, Glabe
A 18 FH AL G M P AR T DL X 28 ABO 43K
WiKRZE, HI£F4EiR1E ABO(on-pathway ABO) FIFELF
4k @ 45 APO (off-pathway ABO) . £ 4312 ABO &
RERSIE B AR IR AF4E R SE R AR, AR R 4Ei% 12 ABO
W2 AN B8 B 2F 4 0 2 R AR, Bt w] LAE
Glabe [ 7325 B il ABO 1921 256 i 42 B HL 5 Ve M
DEBRI AR o

WELL AT ABO A R ELIE MM B K 7 474
WA ABO FIFELF ek 12 ABO J&: 75 HAT #h 22 bk
HEEE R /NER AR 2 1 ABO AU EE M 5 H 45 #4
UG, P ABO 4544 55 757 ¢ R B A 58t i
J TSR AT Y SR ABO &5 A8 43 AT A7 £l
o B RN S M (R LA . R AR B A i
Be ABO 215 5 AD BURAHSG, IR TE LI A5 T 5
K= Y ez X R AR SERIRAL] . —2L
B SE B, EAS N R 5T /N2 22 [) TG ok X B i
WATIE RN B e Y WTLAE E M, AN R Fp

K AT PE ABO LT HAA KM 45 # , JF B L
F 1 20 B RS (R B A Lo F )2, 3K 2 AT RE 1Y B0
B Z a2t
4.1 ApZEE{F

AR ZRMJE HETF R AT i 2 1 ABO. AR —
RARAY K F-AE AD F A FAD /N BUBE Y 1 Jii 9 5 2%
b, I BE A A W A BG LA U oy A B B 7 AT
ARG 7 gkAh, A AD s A B i
I35 ) AR Z R AR RE A0 1 A 28 200 B 1) < Bof AR 4
AN (LTP, long-term potentiation) ', FHEHLAY
AB ZRAKE AW B Y Kk 5 2 T BOHA N
BLp o, Abdel-Hafiz 45 ' M & T —Ff L Rk
AR RIRMEI AD /N AR TgDimer, I & #LiX
Fi/NRAESS 70 A BRI TAT 22 0, Ma
1o TG AL RCR PR IR A5 45 AD LA IO REAE . Midller-
Schiffmann 4 " 3@ i 4> 7 8] T T — &4
FRUE ) AR R AA, i AB(1~42)S8C HUMRAE AL T
Bl—m Rk, HEAWSEME, 1 Ap(1~42)
M35C AR REIE B — Rk, g IR IR A= 70—
R VU RIRFE S RIR . e, O'Malley
S5 TE T E R A2 HE AB(DiY AB), {H AT g
H T DIiY AP k= BTG RO S5HE , DR I S 28 40 i fr
LTP %A W& W . X e Uii] 7 AR 3Rk
GEMSREPE I R E BN . AR T RIRMEEETT B
HHEMPEUIME, FEmp ) —RIKTTREA
P dEdE, AR B R AR T RE S IR AT 4 LA
R Ve R BEER (A IE A 56 .
4.2 AB=BHE5 AB*S6

AB W] LUK A HABIE A R AR . 1 %35 APP
1) e 36 IR /N BRL Tg2576 Mo 40 JifL 41t 30K 4t 1y AB*56
TR AT M A, 7E5E 6~14 D H & & ARl
TCEIR Y, MR, FEILA APP % 3K RN RS
AUp i B T AB*56 WU AE TR, 1120 | Arc6/
481 3xTgAD'*'45, X Sush LI AR*56 J&—Fh
AR AR LT 4R R4 ABO. T HUE A7 AE T 40
Sh RS I P R AT PR A B v, iR
A% B2 SRR N2 M AT 0, 9 1T g 5 #2480t
JORSE I (%) 2% 1T AZ AR AH ELAE S T AR R S
28 J0 1) 40 L 42 U BISR 1 55 7 v R A T 1) A
56 1, UL W %A 2 B AR 2850 77 A8 FiL o3 il
M. AN, TE—I& A 58 R AIFEAG A AD
TR R B, 40 2 % 321 G A 2 AB*56
FREERE, EHIKF5 AR Rk Ap KT,
M5 AR ZRAKREIEAC ™, X R AR =R
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Xz, . AP SRR S BRI 3

RE MG AR LT 41545 ABO W25 A6 B4

AB*56 52 AR I+ AR, FEECA NIRRT
R ' W AR 2T Se o i AB AR = 3R
e, TAE B AR, BL7E Tg2576 /N ERURIB RIS 14 K
W, LU A e AR =Rk, JF A B A
a1 FENRALSUT, AR = RIKAE 1 % Bk
FGHBLT 0 FEANRAR T, AR = RIKME
JE B A B K T AR L g kG i . AR
e, AB = SRR RLAEVE R A TR B L R 4K
TAEZRIRAFAE T 0 SR IEERRIT, AR — %
PR T e AR L7 4R 12 ABO Ay AR 45 4 57 1] 5 £F
BB SRR DL AP =B A g LA S5 ) 27
RENS AT B E KA SRR, RINEIA . LK
A T RAREAR L 4 vk 42 ABO. T FHEN AT ABEYN
Uit IO ZE AR R (A 6E10) sl BT IRZF
e RIRE A AL PUIARRE S AR I b M ARG I Hh AR =
RIR(13 000) , NEM(27 000) . JLE (40 000)
A B R (56 000) o PR AT DASH S 4T A B N
PEIX 43 AB*56 AT H Al Al £F 4k 1542 APO (off-pathway
ABO) ¥,
4.3 INKETIR &4

BT IREF4E (APF, annular protofibril ) /& —3
BA IR AUIREE W A ABO. BT APl i IR LF
YR R LT B B 7', APF FOAE X437 i HE
1190 000, FKBATHMAMESLEER, REIZHETIHA
I B8 P T ok 5 S 2 17T A A A 28 T N B T i -
PBFAMIBET: 52, APF (IR 25 i AR AR
WEYE, I HARKEE EZ BB m 7,
[i] i 3 B 45 A4 AR A B2 APOTE i Hh ] 45, X%F AD
) L IE S M A 75 B 2 4R o
4.4 BAABO

ABO T3 20 i 75 M 1 28 LR A 2 AR A WA B 4
AN B SE R AT = A i B, SEPR ARl
REfEMh A M N B R = A Re e B 7 ER
FEH/NER Tg2576 4RI, AR TR Rl gn 4k
PRI W4 1% PR BRI 1, HATICA LN AR R FR 2
FEIEHZENTH P EIME R T E ABO
A] LU A 22 0 ) a7 AchR 3244 (a7 nicotinic acetyl-
choline receptor) /1 S 1M W W, & WA AR R i 5
EAIMI M 7 Fonar 887 FH—Fh 4k 27 18 i 1) g
R aMBGEREF ML S a7AchR, FHAG T H

5 ABWLEE, dEmE N AR K, BH B
7 AD/NRAIEHZ .

5 ABOST SR BN

Butterfield 25 ™" $& 1} ABO i i3 5 41 Jifd [l AH
YER SIS BE RN o B MEMLA] AT AR AL F5 JE ok 5 3
W, oE G R s AR E S . ABO B —
FE MR RIPERT, RBAS IS BR e 0T 4 i i B A AR
E, ADBREMMA I E TSkl isS
ABOFLIETE LA 56, il an 34 i) BO0R fif J5 41 2 45
ABO B A BEAL I 1 4 A 21 I P JE B Ca> R 3
EWEFEER T, A, FLEIE A LT
Ca®" P L 48 0 17 5 S04 e 285 9 N 2 b 1R 1) B i
fit, dEMAES ROSHIK N, mAFESLICH
FT-RAET- 4

] B ABO I8 AT LA 5 1 48 00 36 1 ) A2 1A 45 4
MR TS S, BB,
ABO W[5 20 2Rz 44, HlinA 2 IRZ K . 40
L& H (PrPC) . p2-B LR FREZ IR (B2-AR) |
P75 ML EFREZIK (p75NTR) Hl a7-4058% 2 BEAE
B3z (a7nAChR) % V. a-ZJE-3-F25E-5-H J-
4-57 W R 57 /& (AMPAR, a-amino-3-hydroxy-5-
methyl-4-isoxazolepropionic acid receptor) J& — Ff 4¥
RAMRZH, &40 WHRA GluAl-Ad4, T[]
GluA 1 Fl GluA2 78 2 fil v] S8YE FLTP A9 9 5 f #2 vh
EHEEMMEH . AR, APOS T3
AMPAR W %147 GluA1 F1 GluA2 B N4k "', Guntu-
palli & ™R D200 5 ABO W H 1~2dJ5, &
PRLTP 3 8] /4 2 sl i AL ) AMPAR ASF388 i, ik
I XF LTP 1 54 o

N-H 3E-D- R A& H R % & (NMDAR, N-methyl-
D-aspartate receptor) & 7 — M 2R 21K, R —
T s T3 38, A VR 2 Ml R RN 2 fd mT 9 1 ol
BHRHMMER . AUFRERY, ABO el F
NMDAR {1k, T4 NMDAR K {52 %, S
g fph F 4 B WA BESE A B AR TS TR A
A, B0 ABO £ 5 5 NMDAR i 1 5 % 34 5,
ABO i ¥ 7% NMDAR, S8 Ca” A il L 1] i 3 A
PRI, MM B4 B tE ™, BLsh, ABO
W HEVE T NMDARA W 2 e AN 3, i
T BE 5 B — Fh I8 2% AD A9 25 %) Memantine (324>
Wi, —FhIESE4HERY NMDARSEHH]) Aramdd] o,

20 L Joc B 11 PrPe — P E R 1. 7EIE
WA, B RS I B- 3 WA R 0 1
s /> APP il PN 45 #4388 (AICD ) /Y 7= A2 FF 055 AR 1Y
R Y W E R — R B m R R AR 2SS
P Lauren 55 0 3 O H AT A2 AR PrPC kg
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/NERZ 0] PrPe R ABO IAH LG &R, & B PrPe Btk
/N ABO X LTP 3 A7 77 AR i 52, A Ik
PrP° 5 ABO B 1 FI BEAFTEAH BLAZ HF MY E R o Taka-
hashi % 0 (1 K A BIF 9% % B0 AE £ 4F AD A1
ABO BEH rpa] LAG I 2 PrPe i AL B 7E B YL B
PEBEEE 1 (PrPSC) B4 28 o0 A/ B & BR a- 43 2%
fitt PDK-TACE #% N, SN L AB(1~40)F1
(1~42) %5 Fr Be i FL B AR ', ABO 5 PrPegt &
Ji 3 RE A P T 2 BR U4 Fyn, :EUNMDAR 8%
fRft, SIAEZIRDIRER I . 244 B M AN A 28 i [l
45 7, Fluharty 55 2 (90T 5% ¢ B PrPe 1% 2 Sk vty ]
LLZEA ABO JT HL 3R 2L il ABO X% 7% 1) /N Blifg &
MZITR AN, X R T HAE N ABO H
R o

6 J&JF ADIZHYIH &

HRAE AR SERIAMBN, WIHETE ABOTE NP &3
., iR R AZHANCCES . T ARO & H AL
R R P AN SR BRAE U8/ AR 1Y 3Rk 7K F- 5
i AR YR, WARA AT REVNZZ AD 1Y i .
L B-3- DA il 1 -3 VA T2 2 AR AT W TR e . R
T 22 4 D0 T AP+ 300 B 0% IR R B I IR 5 L (E2:
WIRASGEAT BB NN FIRE 1 % y-40 WA il
1 8 15 751 Tarenflurbil §& 8 47 %0 i Jak 2> AB K Y 7™
A, EHEWERS T4 NOTCH (5 5@ i, 4 i
B 9 A AU

P AR B R —Fh A ARG . AT R
B — 2 KR Y epi-inositol Fll scyllo-inositol HE
WELE A e AR A, BRI AD Sh ALK
o AN M AB(1~40) F(1~42) (7K LK BB 1)
JER D AR, TERE R AD BH 1Y
I PRI EE H ,  scyllo-inositol At SA EAZFH 11 ABO
PTG, HRRE Sos B AR DY 5 —Fha
e Z AR PTUR A tramiprosate ', BEMSLE A AP
(1~42) Y K16, K28 il D23 5% I 55 AB I I 42
Ak, NI ABO TR V. IR bt =3
TR 5 4 %) 9 N R T A e A T L
4> 75973 (PD, Parkinson's disease ) LA Sz FHoAth (1 fif 28k
AR AR, (HFEXT R 2 b B2 AD SR IR IR
3R 56 b, 9% 24 W 3% AE R B I 38 19 &K
HLDod IR I tramiprosate AT RIS T B B 2 1Y
R A e #4598 1™, Jiang % 1 MR A5
AB IR T — T B9 o B2 E £ IK HAST, H
5 ABO S5 & WM ZBEIRYEMTT, Won T A

ABO MM B MBI 1. LA, Z K32 2
AT Z i E A, HAG S C 55T
B S R, R AHE MY 2 BK 25 W OE 7E i R I 56
wh LR B T Bk = A R AR AN 2T
A, [HI HAST 22 R I FR 4 AT

HAT A 51 FDA it ifER /N T 25, 46
3 A JIE Bk FiG FEF %) 90 ) 7] donepezil, galantamine Al
rivastigmine, 14> NMDAR ]I #il| 7] memantine "',
syt e 5L T BT AD ibLEIMERE, JFH R
REAC B E 2 iE AUVE T . A LR, $E ) AB Y
BT BEPTARNE: H AT B LR S ISR . BT AR IR
seREBUR B A R Ak EE, JF Bz ks xt e
ATE T 324 R 10 S5l s A TR AR R B iR £
5 Biogen I Lecanemab Fll Lilly ) Donanemab, #
FDA ¥ WG I7 R P25 . 5 Lecanemab 28 {2111y
BA T REHTLIR Aducanumab, it 4% N Aduhelm, 1
i Biogen J &, N A Wil #% FDA #t i S H F 45 Y
Z o B AE IR AD i N B I R 25
Aducanumab FT X ABO B A BE £ A0 = 25 M T,
B H — R B K S RE 65 15 420 s A 1 K i AR
TR 25 VRS ) AR M e /D, I RE VOIS o Y SR g
24, VIIEBR KRG ABO DL K JE M HE BB 112
FE G 21K 78 T I IR 3 55 ' Aducanumab 1 i
PRI R AD i A B E e T B
Aducanumab FL47T 1) b7 0] H2 304 AD FLH R 1Y
“ABFERMMUL” MR IERM:, (HESFEARK
(3] 5 A R R 1 ARO, BRI b LTI I R 2%
FILANRE 7 53 VLI A &

7 M5 REY

M 1907 4 Alzheimer &4 1 HRIE T — AD
W, F 1992 4FHE A “VERMFESIRAR L, FE]
BAER) “ABTERMMRUL”, MIEAIIANVE By FEBE
et ER, BIIAED N ATIEE ABOME i
CIRTEZS 5 TR S L E I & EZ ] A
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