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[Abstract] Based on current literature and expert panel discussions, the recommendations for drug treatment of Alzheimer's disease (AD)
have been updated in accordance with previous guidelines on the diagnosis and treatment of dementia and cognitive impairment. The update
emphasizes the advancements in anti-Aff immunotherapy, with the aim of providing a reference for early and comprehensive intervention for
AD. The content covers the following key aspects: the principles of AD treatment; symptomatic medications, including cholinesterase inhibitors
and NMDA receptor antagonists; management of behavioral and psychological symptoms; disease-modifying therapies such as Aducanumab,

Lecanemab, and Donanemab; the use of Sodium Oligomannate; and the use of traditional Chinese medicine.
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WIEZR/IRST . RERIT, M2 asmy ., £
RURSE . R EHTT RN A MO e A s R 2 v
JE AD AN AITIRE . BMRED G R H H ARG RE S
AR, 2R RN, 28R, REb
T LA ROEYT R EE AD. FAd ] ChEl A #] T
WUFHTFRL, TR AD BE TR 2 huO kg,
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WA RSN B4 AR B e T 15 Tl R IR SR 25 SR 1Y)
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FrE AU HIDI ARG BT 5 me/d Fla4l M
i —THETAEEBR 219 Ao A Z b BEPL . XL
TOUT BRI AR50 X B g 7] 1) 2 AR R SR T R A T
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SEARN R R B =5 T 10 mg 41, 4390k 73.7% A
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AR SR Y, kR4 O Uk B AR B s AT
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) AD LRI, HARSE A B JREF 4K T
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INHEERIED T 27% TESMHTIGP A B G faf 9 37 £
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FH£TF Lecanemab X AD Jji 1& &AL B IE S50, FDA it
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o BEIR T I ) B g s B o HL I PR 4K 5 %) F 2 A
# . fF Lecanemab 3 HAMFFY, ™ HE fll /i N 19 & AR
TEIR YT LN BRI A 30 0 14.0% F 11.3%. S5iRY7
FHOC AR R A Kk A B AE IR YT AL RN & B AL 43 51 Ky
44.7% 1 22.0%. ARIA-E [ &4 R ARG YT 4R 22 5]
A4y 5 R 12.6% A1 1.7%, Hod ik P ARTA-E 43 51
9 2.8% 10, ARIA-H {9 &A= RAETR YT AR B 41
535 R 17.3% F19.0%, H 5 Ik % ARTIA-H 435 4
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ApoE &4 4i 5T EAFR S50 H 10.9% F1 32.6%,
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[HEFEZE ] WHZWAY AD WA 52 R A0 s

T AR S i SR A9 SR 25 AT DL BE FH Lecanemab 1897 . BTG
Il PR 5 F B E B AD J 5 7T M\ Lecanemab R 77 H
Rtk WA B SIS AT e TR T R 45 M
ATREH PR A KLV . ApoE e 4 3[R 51| 7 jj & A
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38 58 A Tau YUK TR 323808 20 AR BE Tau 9%
PENHELL K5 Tau BB, 25 % MMSE W53 0
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PEI B A2 4. A Tau J BEHE 29 80% 55 A B
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o BN AR R P 20 I 22 1 35.1% il 22.3% (1)
AR, 5@ AH L, Donanemab V57 £ 18 1~
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BYIMIE, AN ARIA-E 7€ ApoE & 4 244 F 1 ApoE
e 4 4i5 TR AR B R 22.8%% 1 40.6%, TMTE
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ApoE & 4 R EH U 15.7%.

[HEFE ] WHZSWI AD W 55 B DA 0 s
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231 HERFN
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