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Abstract

Alzheimer’s disease (AD) is one of the most common age-related irreversible and progressive
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neurodegenerative diseases, characterized by dementia, memory loss, decline in language skills,
and cognitive impairment with age. Current therapeutic drugs are mainly used to improve clinical
symptoms. This paper reviews the therapeutic drugs that are mainly related to AD and approved
by the Food and Drug Administration (FDA) of the United States by referring to relevant literature.
This article systematically summarizes and analyzes the role of current therapeutic drugs in the
treatment of AD and the research progress in order to provide reference for the treatment and
research of AD.
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1. 5|8

B[ /R PR ER P (Alzheimer’s Disease, AD)& —Fii2 &R TSR, DL AT PRI B rs Alic 2 2k
FRHIE, A A FIFEE R OHEAT NI, iR, $AR. 8551, HRreEka i 5500 5 N EE R
e, A ER3 BEEL S — AN EI R EER B L, BT 1000 J3ETREBI[2]. AD S22 R i i I
P, AIRE IR 60~70% [3]. AD DN —MABR BB AIL AR, AU 2 H 4
SRR EOR IR #5771 [4].

X AD WYY EEAIEAYGIT MEAEZYRIT R . BT AD PRIEALE A e TSR, B R
TARVGMERIRIT Jrik. Hodr, Z9WiG97 /2 H Al AD YT BB FB(5]. WA G W K VB AR 245906
y7 ol Ldh S B AR B AR . REZR RO . JRERHERE . SGE N AR AD AT RN, PRE AR
JE . Z3WNIRTT AT LAAEBR R R AN FEIR BEA N, T SEE AD BT AIVE Y7 [6] [7]. — T4 B4 1 [a] i
PERABIBEFT, WEFRIEGINT 36,513 ZS 5 . XIWF KGR 74 AD 25903657 /E FIAMY v] LLIR 2%
INFIRE T R B, enT DLE KT8], et AVEHN, fEEHAE AD B35, 13%~89%ff H
REBREEEE A5, 1%~21% HHEEN, 0.4%~39%EH —#[9]. HH, S AB HIZ5Y) LBERRm M S|
AL N-FE R A& MR (N-Methyl-D-Aspartic Acid, NMDA)SZA&FEHUFA, A2 24125903677 AD 1 5 s 40,
H AR X et 7o 4iis o 25 LS 26 [ & i 2508 # 5 (Food and Drug Administration, FDA)FTHEAEF T AD
259
2. AD HYREEE TR
2.1. p-E M E B BV E R ATAR

BT — IR MR, FEAENER BFIZEANT, SAKPFE A SRR G T FEE K,
X 3R B IX 7 0 ] BEAFAE R BT ORI IR [10]. A KEUERIESS, A BERY R &AM EHEINRED,
it SE RV TEIE TS DB RIRE, 15 AD HR AR REXHER11]. AB THRAR
ANEPEEMFEAT4E, TRERPIEL, XFHRA TR G, AN FEGUEHX tau &AM BRI,
TR A AT A 28 S £ 2 4 45 (Neurofibrillary Tangles, NFT), BEHCAIZEZE A S5, BT B /N g5
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AN SRR, R EHE N T A AN R B SORE S N, JF B ATEIE[12]. T AB FE KN B A 5
AABTIRR, HE SR R R, X — IRl AD EERE .

2.2. Tau EHFF T B HERCLHI A BLANER

Tau AR —MRCEMBEMICER, iR g bl vl il il T A BRI A L B (1 72
ZiEMREME13]. tau B A RPREVER RS AD BHFINRIBES TR VIMR[14]. — B tau 0520
AL, EMa AN, AESHES S, I tau RRCRER, K4 tau [KEW[15]. 4L, A
WX tau BRRRALAISRENE A, I8 T tau S EEANEREE[16]. I H 120 7o 1 0 T S /0N Jo 240 e 2
I RE S AR AR, e PE tau M ERRRCNIRE[17]. TIPSR, RAER. W IR
AR tau A]BE T B AIE THFRRG LKA TTRE T 18],

2.3. PBRRERIE

JIELBRR fi AR i B2 L JIELBRE, 2 T 2 A Tl 1 % P RN R i e J2 6 X3 ) 20 1t I (A cetylcholine,  Ach) 7K - B
fIK[19]. RHBRAEHHEE TCAE NI ) V2 2040, FRAEWEN R R IR o 5a02 R0 % S G M IR A (5 5 % K
#iF Ach [20]. Ach j2—FiEZEMNMNAEEMEHTE, 5%, ML ERBATHN, FHAETREE L
RS EIT I Ach A BN BCR R Ach ZKF[21]. fEAEBRAE L TG, REBE 2 BEEE 72 g M L BT A AH
WA K Ach, ZBEAHBLEE #5155 H(VAChT)¥ Ach BRI AR T, 2B RS B (Acetylcholin
Esterase, AChEYK; Ach 43 AAHGH . REBHFE 12 /4 (ChT)Ks RE B 35 W U 5] HE AR BE AR 22 70« ZEREBRBEAH 28 IC
FIREAS A A B HR, BT A X e EE (3R IR AR T CBEREIR AR AR S 4k s, AT OR 1 IEBE AR
205 H R b J5 #E ARVA [ 22] [23]. AChE & —Fh 2 ZBRE AN, EHHXH 2 R 4 (Central Nervous
System, CNS)FI#I 22 LA 12 Sk IR REBR R A% 38t vh R H5 CBEAE o —SBBF AU R, AD SR8 PR T BB L Ik
BB L, JCILRTE B E AN X5, SR I L X 3 E 2 %0 R AR IR & AR PR AL [24] . R, B B2
I BRI SR M 28 ik = Ach AT REZ AD 2R 7™ B\ A RREAS 1) B4 S5 IR 25

2.4. NMDA %24k

B RS R R 32 K (ionotropic Glutamate Receptor, iGluRs)f{]— /> E #4457 M B Eh 751 N-F 3E-d- R &
IR (N-Methyl-D-Aspartic Acid, NMDA)I&FEME 145, KA A 479 NMDA Z44[26]. NMDA ZAK{EIL1Z
TE AR K B e EEAEH[27]. NMDA AU H AD 564~ NMDA 32 R0 B 5mem 2
THIAR, FEEBER7E, #— P RERE UL NMDA B2 BRZ A FEB0E S BN . S
KT i 5 S i J5 RSt B 2 PRARIRAT MR I AR B A AN B T OC[28]. Tk, AR R HIR R
FEUNMDA ARG W, B AR (18 M DS A M B T e B 4 o3 R A ARG 29]

3. HEERAMTRHER
3.1. i[5 Ap 254

AP AE AD KRGS B EE MR, Bk, BEEm Ap HIZ5YIC Ry AD a7 i T #
Mo HET, $r A MG EEAGPIZE: ] AB ARG AB 2.

3.1.1. #Psl Ap £ R EVZE

APP # B-73- WA AN y-73 WA 22 = AR AU B 12 ABL-40 A ABL-42, Z3UiAR. APP 1] 43 54 -
I3 UABEAN o= 77 VAR EY a7 VAN p- 2 ARG V) EI S5 7= TEBR 1 AB1-14/15/16 B P3 (AB17-40/42). IXLLAR
WA GUIR, HEEHA B0ERR. Bk, FU a-20 Wbl 06 p-7r WABGRT p-73 Wl LR dsk/> APP 2R,
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SR AR ARG ) AD 2500 K 2 HENK[30]. -7 Wb 1 1177) AZD3293 . y J s Bl
71 PF-3084014 S5 MR8/ AB 7= A4 254, E A N — PR A FT5U0 AD YR 97 5715 Sk NI AR KB B [31]
B AP BRI o2 WA RS P BN - VRS MR Ap BEER . BT LLTARAFE, @it
S REAEIEVEMS A RAE, WM I MR, FK AB KT, BUNH SeEMma RNFE R, i
TEYRYT AD J7 T B A REIEIT T, AR R RMMEEZP[32].

3.1.2. BB Ap IEEH

Aducanumab (i 44 : Aduhelm)je —F SR ) $EIR) AB B e BE BT [33]. 2021 4: 6 H 7 H, FDA
‘B A aducanumab #HLHEH T¥8)7 AD ¥ .aducanumab & H 2003 E LUK E N RALH T AD 1 AL
(EABHERLIO L , 352 3 AN FUR 7 SRR MG OB L O 252, BRI TR 5 A BEBR[34].
aducanumab & — FUEFETEEN TR AR AB INE AN 1gG, B oaBEpuigk, @i i 5e st AN 5, 1%
S5SNI AB S5, T SR N AT I AN AT Ap PR, HLERI B [A) BRI E A PE[35]. T
aducanumab 757 -1 AD 10— Ib HANIE AN AR [R5 oF 00 T BRI R B, i Ap B 257
WD [36]. AN, —ANIKT aducanumab 1EFIALHI 1) E B RS L E R 0 KR, & 4 JKERTAL
REBRHFEM | mg/kg EME] 10 mg/kg, AUTBEHE/D TR, M HAERR RS T EREHRD TR
ZAE A A] B T B F aducanumab A1 HAth AR Y7L B 45 3L, IR BhHR 2 IE# B A E A B E AR SR I ADJTEE[37].
Herring 55 N7l T @34 Markov 4% 7774 1F% aducanumab 797 5 AD 238 FK IR PR 25 Ab - &5 3R TR,
55 R I b4 ¥ (Standard of Care, SOC)¥AT 15 # #H L, aducanumab 477 fif 14 57 B 1% A= A 4K (Quality
Adjusted Life Years, QALYs)}4/1 0.65, #'H A i QALYs #5i2& 78/ 0.09 [38]. H Hij aducanumab X ik
I+ MCI FI5341 AD, {EAREH T EEREE AD, £ H FDA @055 aducanumab J477 (1) % 7 2
T RIEIRARIZ SN B [39]. aducanumab i I, 0 At HEAT B R K IIROBIF A, DAAPA HAT
R RN 22 A [33 ]

3.2. #[E Tau 254

Tau ¥0 A Z9PAR R ELEE 2 4y 4 N4 tau BEERALINHIF] . U Fae . H9% tau JEFRA tau 3R
SEHIHIFI40]0 tau B AR FERERM S BOLW RSB R E RE, BWMALRFIVR. IeiZmms
TCARA )R EE[41] . Tideglusib A& — I -1 MG (1 2454, W DASE G PR30 i B )5 & BRSO 3-8 (GSK3-p)
FIBGIE TE[42]. FERIN ZRIE tau 1 AB T3 B FE R BRASE Y, Tideglusib P T tau B EBERAGET AB
AF, B3 T ITIETS, HR T IAAICIZERIA[43]. FE tau BT, AR CLMRAIE I fE GSK3-p
20 it ) 90 2 P A A 3 S (cycelin dependent kinase 5, cdkS)FIHIF, MM FEMK tau 2 AR 1L[44]. H
T Tau FAZ YR 0 RS 082 M, IR Tau 85 10 B AR 2 5 A0E () F& 5g 1 [45] - Epothilone D
(BM2-241027) 2 —Fh 2 & i g e e 71, Beis 58 -G i B (1 R4 FLR 2R [46] . B FLIE R B, BM2-241027
A /D PS19 B tau ¥ L/ R A R IO REFRAG . #hE RN IANEEA AD FRREL[47]. 4ERFRE
F R B AL AT DA XA 2L TAEE B e E . 198 tau 15 BRI 55 T35 416 tau W LK B 5 A I
R, FEHTHREZFTE AD. AADvac-1 25— MHT AEHPL taw 1 SRS T RIFH2 2048
R, BRBERZHEE DA ERM I tau POk, D MIBFHE 22 FCE T 1) p-tau, FFIRZEFR
BFBRAAIRE ) FRE[48]. M H BB U NE tau B I RAERINHIF], (HTE 3 WIRIKIRIEH, S5x R4 AR
b, RS BN KN TH REREAT 98D [49]

3.3. ZEEBEREHDEIF
BHHWIFAUESL, AChE #H155)5% SRR R & oA S bR ic WAL R B, BT RE S8 2 R
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fl A, R AR B AR B R S AR 2 e R R A, DA Ak ONS IHBREE(S 5 [50]. X g mlig—
M AD [ER. 540, BT AD [ Z R A2 A0 205 5 Y EFE, [Atk ACKE #4175 B 72450 Ach IH&,
TR SRR RE A ) R BR K Ach WRFERIFEAR[S1]. H AT, AChE #7854 ) N 2 ik 7
AD —2k245%), EEAFERRAEE . 22 Ab B0 2 RIRSY, IXLL25)i@ % FH T 52 AD B3#[52]. AChE
1177 22 R WRSF R B =) A BA S8 Ik H0H1) Ach 1 FH T 9l 5 0028 70 5 B 20 AR, 390 S Ak 1] B 2 Ik ELRG )
H s AP 38 T A FH S IRI[S53 ] 75— TRPPAl RN o B AD SR#T7 U0 /NREAR I ek, A8 2 2R UR 5%
TBIT 48 JAJE, B T BGEINFIRE J1Ah, IR 1 TS, RS T IR TR taus IOBIASEIR F-a A IL-18
) mRNA FIHEE A RIE[54]. IN=ARGE A — P HIMIERIBIGEEZY), H T XG5 24 AD BEFINAIL)
B8, HRILBEA BAWH] TNF-o 1 IL-15 2502 R AU T 1) 20, REHIX B ZGPITEPUAN S RIGITTE AD H
AT B IIVE FH[55]. 45 P28 253 0 M4 HL i T FDA ILHEF T AD FIE0AG 0384 58 500 17 ORI 2k,
Het H AT THEA . W TR R, AChE MHIFIEN A SCRE T2 4R, b 2 A doR £ 245
WR S5 ] e A2 5 DA AT 40 i 4 DDA DG 1A TS e[ 56«

3.4. NMDA Z{&$EH7

NMDA ZZ k1) srd e £ RIE T AD 2945, %255 NMDA AR BCRELES &, 22
e S RS PURIMER[57]. A TIRITHEZEZN AD, FDA T 2003 FfbH 7EEN], EfFA—H
NMDA SZARFEGUR, AIE/b A Z R RE FE AL T 5 AT ) AD MasPEERIE[58]. KNI a4 & FF M
NMDA 245 ERI5EE, FHE NMDA /M SHIE Tl &, JF o m B s 2 K- s S B & oo )
RE RIS IR A N [59] 0 FE 4 NIVE N —Fh T ICEE B 77, AN ATATE AD R AL B I NMDAR
it R MR E R S L FE[60]. 5 HE NMDAR BB RIM L, & BA B IFHEYT 2 m
RAF 24k, BONE REs It e B 28 fii 4 NMDAR, T4 ) NMDAR S4BT 82 B0 A
K[61]. F4h, FELNIRTLURIE T (k20 B R RY L, o nT DU IS B 32 it 4 o Pk 5 Dh e Rk
JEAR[62]. NMDA 2RSS HIIZE SRR b R B AD B ARRCR L T2 Ei763]. Hoh, ARiES
NI 771 5 CR S BIR G I R mt, — IS S NIBCA I ik 7 AD I gerh, BREAH: Bk 11 4.
UFEE 26 . oK1 B, JRIT SRR N 97.37%; A BAL6 Bl Wik 24 . TRk 8 B, WBITEA
BN 78.95%. BREHBIEIT BA M m T A [64]

4. WEERBBREPMERAGEER S
4.1. ALAEREBEZAEER

W2EE AR 2 — R RS S 2 E A . @RS b B T H A& R 29 o T 45k, W]
PSSR MEAE T TR 52 70 7 SRR o SRS A 11 R WK 2450 T LU i 3t 7 5 T A 2 i R 4
ERRABERGE. G, T AD RITRUL, ATBLBCTTH L AB B tau B FINZGY), JFED T4 LS
0 B DASE I AR AN R II[65] [66] XA IE 1] 25 B 27 1 J7 2 7] LU 245490 S A ROt A TR 58 32 14 B
fil, Rl AR B AR ZAR KIS0 . X WA LU RIVERT, Sem it i et
4.2. ZPAHIANHE AR

WA G BREG AT TT P22 28 G0 IR T W PR — A F 22 ) RO 2 A QBN IR Pk . L2 5 2
AR AR VT RUR 508 . R 2 B2 W il i A QA A B I FHE . (EZ AD RS (RPN ' i
ThEEFTRE LRSS, X7 Re SR AMTE IR A AL RANFEIE R N[67]. MEAh, AD MBEIE T HEZ A
B, XA e AR AR P, T B IAR TR R A ARG . A2 RGO R KR
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7, MALSEG BV fe B 1 R IR AR AR I R A BE RV E I o XA R 2R EAMUE A ¥R I A
SEOYIRIAE, RIS a0 1 250 EAE R A RE AR R

5. ZiR5RE
5.1. HEIARERNRRYE

B HATET X AD 29906 Tt ulis 17— € ik, EUMEEVF 2 RIRME. H5%6, W2 Crm
I AR E AR T AD, EA X BESARAEIR SRS o WL o« L, V2 29I AL B T B 22 4
PR L. BEAN, 25 H G BRI (8] (I F A A RIS, DAORAIE I 22 s PEANAT 20, 3t 2 SNt e
AN T8] o

5.2. RREZRAEHRE

EHXS AD IZGHIBE TR TR BLE P IRR, TP RE 2 RE RS RL R IO 258,  JF B 25 ) 25 50N
T REFNAY A& BT KR YNGST . INsR 29 Pim R IR . teAh, AT LARZR
X AD MEZREIRIT TR, BFRAWIRT . REIS. OESFE, AT IR ENRTRCR,
NI - BLAh, IEHERATIA AD KIARLGI R B A B AR, DL 8RBT R LR 254, i
o BPNRITAERRIRYT T R R AT R A A R ], REAE 2 AT AT AR R, DR 2
Wiy 2t S IR 55 N SRAERR .
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