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Progress in pharmacotherapy for Alzheimer's disease
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[Abstract] In recent years, with the development of disease—modifying therapies (DMT) such as monoclonal antibodies against
amyloid—beta protein (AR ) , drug treatment for Alzheimer's disease (AD) has entered a new era. Currently, two antibodies targeting AB
—aducanumab and lecanemab—have been approved for clinical use, attracting widespread attention worldwide. Meanwhile, remark-

able progress has also been made in the development of drugs against non—AR and non—tau targets. This review highlights the latest ad-

vances in the development and application of drugs for AD that have been clinically approved or in clinical trials.
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i —— I A TR K i /s A I (amyloid—related imaging
abnormalities with oedema, ARIA-E and/or microhaemorrhages
on brain MRI scans, ARIA-H) , & 4= 4351 K 35% 1 36% .
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Ui R B AL L2 B 4048 27% , 2 70 Go i L (P<
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Ao AHRBT tau HLARTAYT B AT RIE U B 300 AN
AT AT R U S AR A ran £ H AR DR R 5 9K 3 tau
EAPYE 59— R tau 28 AR IR PR AD B (8] oA 0
TEIR TR AT 1 A I A AT tau 2 (TIOR3, 9140 4 FH 2 )
B 4% T 12 (antisense oligonucleotides , ASOs ) I [a] I [ fi# tau
mRNA %% SRR . 72 R AT/ N BB B 10) tau 19 ASOs [
8T tau 85 F KT, 004 T 06 B8 tau 28 TR, 1390 [ b
I PRAFE ST IE B T 4 ] tau 2K 1A ASOs FEAZS &2 4, L
S tau T pTau181 2 50 AR 2> o 1 T 5% 1F A i o
1] tau 1 ASOs BE 75 U6l 2% 54 J8 DA 01 B Ak 502 B2 AD B8 1A
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IS 4 A0 N 3 aa BR FIBEER AL . W S RSN R PR YT
P20 SR AESK, 56 T Sigma 2R (1 #12) B IA P I & R
GEPR I R T AIG R SR 58 2 . F5E M Sigma—-1/2 25940
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IR s R R4
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I FBENF A S 2 TN N R AR TG A K ST
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RN RSk % . TR 58 ATTENTION-AD ¥t —
A VT A5 Anavex2-73 7E 96 J& L b 36 97 09 R R0 22 4
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S, R TFIRITAD W 2R W . I R T 5% % B
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TAHIBRE TR RE 2R R aw i B 27 | LA RO 2R A D) BE B 5
A RAE WA R W, £ CHE R T I RS 8%
(NCT04442945 ) et e 5 S8 H , 45K 5~200 mg AR A ™ &

AN RFF, ANAVEX3-71 9254830 12 (1L i AF710B i
HE) 5 i35 160 mg 0970 5 i E e, B AR5 e H 8]
SETCNG R AR,

CT1812 J&— MBI 5T i1 11 AR/ G35 25400, ] 235 i figi
BB IRRE ML Sigma—2(0-2) Z KB SGWLS 4G . Bl
5 o2R4E5 G BLIE AR ZERAK 5 M2 045 & IR LA 22
JUEZAK EA B AEAREZN AB PR T I R, 24
F k3K 560 mg I, filt G BEE h HBL T R /NS RS A
Xt 42 4x (NCT03716427 FTNCT02907567), £ 1 W4z & AD
SRR X A AR A s it b, B R YT
SR AH L, CTI812 3R Y7 2 A I i A B 55 2R (AR vk 2 W
I, 22 fil AR R B pi 28 UKL AR (1 N 5 ik 25 5 AR 1 AR
THEL BT, CT1812 BLIELEEAT I IR 11 391 START A 5%
(NCT05531656) , B 7E PFAl CT1812 %F AD H & A5 7 34 I
Y A
3.3 TR T mAasT ke shit ik

FF 9% & BRI 38 5T 40 B i A L AR B s T3k g
JT B R S5 5 W BT AR A, X LA L AD R B
RO S B L BUB DR, B IR T M4 R 5
PRI EE TR . I RS NIF R AT 1 HUR M 5T
T T 240 B R YR P SN IMA S R T AD R R BRE AN 1710 I
PRIXEE (NCT04388982) o iZMWF S IR AFRIS T S 4K AR s 8]
FE T A IR 21 AR (allogeneic adipose—derived mesen-
chymal stem cells released exosomes, ahaMSCs—Exos ) X 4% B
Z R AD B TR AE BRGNS IA AR PR At R
T SR A AE AR N AR I A5 570 T RE T I 9K G EL , TR
AV A 2 Jer ke RIE ) P T B I O JE R Y AD T S T B
ZG PRI LA 9 i AD [ (5 BB M 4 6l L i), IFAR
P AR FIE AT T ahaMSCs—Exos 7341 AR & 4 B =2 T+ &
2x 10 IURE | 77 ek 25 4x 1080 | o 511 i 2 8x10° DKL . i et
BRG] AL 12 RTINS 58 B R EZ M UGRYT , JHE
75 55 16,24 .36 11 48 J& HEAT IR ) BEFIAE M) b 35 0 3
filio SR NIR TR 12 FNAYT G , v R 1 41 R85 BT R 2 v R DT
i NFNE 43 (Alzheimer's disease assessment scale—
cognitive subscale, ADAS—cog)ﬁ'ﬁﬁ’? [, SEARJRINHTPEAS
e fili i (Montreal cognitive assessment—basic, MoCA-B) 15443
T R A S B 36 . SR, AR £ 0
B2 R E AN R R B . AR R R R R
M R, A T ahaMSCs—Exos I6 7 &4
3/ FR et 2 R A A E R R B R taw B TR T JC A S 22
S, VLA AMMALT S B BRSSO AN 6] o XTI R
B 78 T ahaMSCs—Exos 1y BT R 9% 1 R0 35 784 vl BE VA A
T BB AR G s SR A T HL i HO B e AR A E AL HIE 75
FRIRTE )z Z il XU FEALXT LG
3.4 %97 AD 48 % 1 8 3h (Alzheimer's disease agitation,
AAD)®#7 25

OB AD TR PSR 8 R L AR R A
BB IIRER o 4= R ERE AT e, B il w2k
TEBE T, AT oy AD S5 R B R MG R AR 25 . 2023 4F 5 A
Rexulti(brexpiprazole) 34453 FDA it , & FDA #EUHERT & 1>
ME—— K FIRYT AD K # AT AR 1 259 . Brexpiprazole
S VR E BB HURES B0 /N 23T 259, X6 KR A 1) R e 22
&3 RZEHAHEER, & 5- 01 1A Z 4K (serotonin 1A
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receptor, S—HT1A) F1 £ EL % D2 32 AR 40 B s 7 S- ¥R (i
2A (serotonin 2A receptor, 5S-HT2A) Z K F1 2 ¥ F IR K i
o 1B/2C Z M B 8AE HUF , X8 el roi B BB 52 14 I 284
HI B TR

4 & i'

AD AW I S 2R LR R R G 1 fa I PR R 1Y
HS, RPTE RS, LR O R M L2 . 18
AD 25T RAE LR AT — Z BT B s 25 ) IEAE HEA T OF
o ARIVETIALHIANZE MY AR, tau 2R T, B4 2N SR AE |
S il SRR A WIRLE B 5 0T REBE A5 5 o T TR, R
REZEAT HEA RLAIR T 25 I TITARAS 547 A 7 280 2 IE A 4R
R, EZ AL YRS S | A I R
T AR R A bR S W SR B VEAG D7 2
T B i e YU 25 ) — 22 SRR 22 S O RE O, AT AE Sl AD 1Y
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