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[Abstract |

In 2022, multiple research milestones have occurred in the field of Alzheimer’ s disease (AD). The genetic and

pathological mechanisms of AD continued to be deepened and innovated. The rapeutics went through a fundamental transition from

symptomatic modification therapy to targeted modification therapy , with amyloid-B targeted drugs gradually moving from clinical trials

into real - world application. Encouraging findings on biomarkers and risk factors also marked the ongoing shift toward sprecise

diagnosis and early prevention.
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J M HE A JE B PANTHOS (poisonous Anthos ) 454
APP L EGE i NI R Ge e iz ZANMUIR , PANTHOS 45
FIN & A Kk APPKAFIE U AB , S BRI 2T N BT
HOE i ARELAT 2T RE I R B & T AT, I
WLl 2 T BESRE B AL A o IR SRAIESE
VERYREBEHUE U —Fh A 32 s 72 i AR 1k
BT ABTUERRY LI F 2 — G A RHA IR (L 2R
BEECR] S ADIRTT BT

Medin V&R HEER F1J2 H RTC A 5 I pg A2k
TEMAEE L, 2 FUIR T 3k 3R B AE K 5 8 (milk fat
globule EGF-like factor-8, MFG-ES8) & [ ¥ %l 7= 4=
(L 50 SRR A Y IR B , T B ITBUE DK &
i, 2597%19 50 % LA BRI A HE T AETE Medin 3T
HY BRI B AD 5 /N ik Medin €
KRR DO 3G ™ {H Medin 25 U5 AD
MR M ANTELE . Wagner %" LB, APP 5 3L K /)
BRI AD J85 1, Medin 1 AR 2 [ J0AR T 1M 45 2
Medin %5 ABAH AT L W5+ R £ 4 i AR
AL, W T Medin £ 11, BT 25035 ABULARG 2
() LA 5 P AR RE T T R o

1 AD BB % N Tau 25 FUR B K P B
B IR ESEZ 4 (positron emis-
sion computed tomography, PET) % 7w, 5 B WA
[, 2o PEAEDRIE B [ B P 2 28 1 BE Tau 25 FR
PR a] WA R AD FEHA Tau 85 995 11 XU
T BN ARE22Z RTINS . Yan 5
R, X 2 2R SRR 11 (ubiquitin specific
peptidase 11, USP11) 4 52 Tau 212 F AL LT BRI
51 Tau 28 R ELACE o TENRIGIYT , BE 7L
S BENLTE 14 X Qe @R, DUk 5 X 348 Bl o A&
WPt 2 o (B80T X Gk By UPSTT RN 2x ik
I X G (0 1A 1 DR i A /D BRURTAAS Y USP1 K
V-1 g T, 235 BT ™ 1Y) Tau 25 9 P
WU A FIBERT o R USPLL )5, PS19 /N ELAY Tau
AU BRI RAE 5 fl RO R 45 3 2

#4720 I5 85 1 E4 (apolipoprotein E4, APOE4) %t
K& AD FE AL K R 2, Blanchard 4518
TR APOEA JE PR35 5 R 455717 5 EA T 50200 ff 2
ST IR AR T APOE4 3 K (1 7R FIAL I .
WF5E & A APOE4 JE R I A, b 58 i o 241 it IR
[ [ 328 H A7 7F B B A 3 5 M B2 1 (myelin basic
protein, MBP) 7K V- [, JIH [&] BsEE 240 i 9 AR 3R 255
S P JBT DO K B S s D, R BOA RS N
FHAR 3 B [ it 2 3 1) 24 ) PR RS 0 4 APOE4 ik
PR/ AT IR T, n] LA EBE RS IR 1, 25 /N B
R IS TR VAR 18

WAL, T 3 BB A T IS R BL T 2 AD
FHOCEE A H A8 5 o gt — P44 AD 42 2L K]
2 & BK WF 5% (genome - wide association studies,
GWAS) FREA R WFFEF BB T 424> AD 55 KUK 5
PRI 558, & AR A3 M7 Sk s 3k 26457 505 B2 AR Tau 2R
AR /N 5T 4 B D) B B oA AD A S B AR
H GWAS B FEA7AE— RE BRFE , 1% 7 150 L e B 2
(ZE DL AE 5 . Holstege 5 I FHAM -1 - A 42
38 AD AOC Y 5 LA 57, AR T RETE GWAS filf
ST & B TREM2 .SORLI R ABCA7 &K, 34 % #il
T ATP8B4 HI ABCAT FEN 1A FAL . LATER L2
JLI Py BIF 5T 22 5 AR R AN IR 2SR M 22 TT Y 5
JtE AT 20 T IS 40 . Yang 55 & T H
TN A B LA O3 R AR A AR R, RIS
AD PR AH DG 14 30 A PRIFE i 1L 48 FR e b 3Rk
W e N BCHE 1 2 338 07 1 B 5 R 200 i A/ i I ik
o BINHETC LK ZA AD AOCHHE P A2 5,
R AN Gt AL DX 3 35 R A2 S i ) B — A — AR
RIIPEE . Cooper 55 FH— M R KB AT HL 546
W75, Uit 5 AD FHEAT A% B AR BRI (progres-
sive superanuclear palsy, PSP) A1 3¢ 1 27 4~ i 15 Y
320 DI REPATEAL 57, Bl T CRISPR 2 K 24 -4
AR XF 19 ARG A 2% e S L [R]E BE PR A7 1 R 1]
AN o

2 ADHIEM R ZEGIREWISE TR

AD B2 Wt AD YRR B G B T
PRAEPI B9 AD 2 WE SRR U Ik PR AT JCAER AD J7
7 JRE B — E (L3, Sl T AD R 7 S i it
JE o Ak AR AP ST , B TS 19 N HEAS,
O3 IESE T BT VORI HE T PET 524800 A (BE K
FEEE F1)-T(Taw)-N (P28 ) R S W2 WE SR/ R



A3 EE AW
202344 A

L, 5K — B4 FR. 2022 AF B R Y B T A ST R L) ).
B R ERR SRR (HARBRERR) ,2023,43(04) : 563-568,576 © 565

S RET AD B 38 BRI IE 5 R i 8
T A 0 BT — i Hu 462 Vi IR TR TA
PHITE () P R 2201 T AD JEZEE R (AT N,
AT N AT N FIAT T N KA, BERN TR A
TEATN HESLRLBERY 2S (o BEAR, AD 4003k — > 1 A
ff D) B AU, AT THINANE B AR5 20l
FIIRESER 208 . Ossenkoppele 55 2 FE—Tji K AU
LR A T 1 325 AN E HOEE  BFSY
R AL AT AT B HE, PRS- /s g
F2 A ABA Tau 2 G FERAE (AT (9 AFEDEE N
BT RE B (mild cognitive impairment, MCI)
4 AU RS R ) il e B 2 1 T

T IRETRORT PET RGN A: Db s ) 2 A
FEAR > AR AESE B, PR TE 0 ) i i bs il ik
AT A IR ET AD B A A E T, Eilt
5 22 A T AV i I A bR B (p-Tau181
p-Tau217 . p-Tau231.GFAP  NfL Fl AB42/40) , Mila-
Aloma %5 & BN p-Tau231 Fe F B H , 13K
p-Tau231 . p-Tau217 5 PET K | i ABUTAA 1R 5%
HYAHSEE . Ashton 252 %2 ), p-Tau231 F1 AR42/
40 i R LR, H A p-Tau217 R I W] 1 1Y
AR AR AL , I PR AT 0 R R 22 4
A%k AR AE A ABE AR 3] T 500, B2,
M p-Tau231 Fl p-Tau217 78 B 5 1) ABBREEL HH B2
A AT DA A 4 b Al 2 7 0T P A AR B b, I HL
p-Tau217 5 lfi AT ARG IR AD % E it 3 A0 5%
AT AD I PR AT FE /9 58 8 2 AD /9 5 1112
Wro BLSRIMHK p-Taul81 Fl p-Tau217 fiE 9 45 4f F
PET 6  £] (%) AB AN Tau 2 H %% H 2 48, {H Mielke
G R, 2R A IERE (R B IR i
X LR ) ERBETH S p-Taul81 Fl p-Tau217 /K,
FECHBUBRFHME, T S X AD A ) TR 2%
BEONE , X5 1A I A N2 T T JR I R O 2 A2 il
WEH,

3 ADHIFGGRAA RIBITHER

24k 2021 415 4> AD FE 1] JHAE G 9T 25 9 Adu-
canumab 2k 3¢ [E £ i 25 i 5 & 8 2 )5 (Food and
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RIS TRAILBLAZER-ALZ4™ | 8 7E PF4 Donanemab



- 566 * (2= S PN

43 B A
20234F4 1

AH e Aducanumab 7578 AD H 35 JE Ay HE B BB
HERIT IR, SR ER,IGIT 6 HJE, Don-
anemab 41 JE B3 FF 87 11 BE B 58 40 R 1 A L A7)
(37.9%) . 2& =T Aducanumab £H(1.6%) , Donanemah
ZH M RE R L BREHR K PR T BRI AR B (65.2% )
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specific 6, Gas6) 152 AR L, 5 SRl & T AL, 5 44 4
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o AB-Gas6 i AT LA o it /N e Jo 240 i AR T Je Jot
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RS I SEAN RS2

AT 3 Tau £ 1L 1] 25 W A0F 8 B IS 1 — 2
J& . HMTM (hydromethylthionine mesylate ) j& — Ff
B B 11 Tau 25 115 30050, 2 I 39 i R 10 56
LUCIDITY £34% 121 H BB L5000 AT B
24 A IR B0 7 B S — BB E 58
B, AR 7R HMTM A] RLFFEE803E MCTR AD %
AIIANFITIRE , T AR R A Il ZE 4 R, s
USTEREAT R SRR A A 5 I BERI A 2R

AD RIFHLHIE 2% , B ABFI Tau Z 51 i AR Z

HA 36 Y7 #0825 . Cummings 55/ X 3 2 2022 4F
1 H 25 H clinicaltrials.gov {F M4 1 /117111 AD 2454
e RIS HEA T TR0, AR 245 W40 A E
BLEIHAT T 4028, — A5 1434 AD 2597, Horp
PR RHETRYT 2590 5 83.2% , 445 20 FHHE ) YA
FEAE R 259 . 13 Bl 1] Tau 25 19 A 254 . 23 Rl
[] T T AR AE (1 24540 L 19 e [ 5 fh v] 98 14 1) 245 ) B
44 BT AR L Ao 28366 0T A5 FLA AR S5 250

25 WIR 97 W& AD 1Y H 20697 T B, ILET A
WESEHE I IE IR FAF 18 3 X R 2R
RS, SR —JHLEE T 585 il rh 24 AN B BE LI
PRIRES & B I N AEUA T 12 3 T 1 6 4>
H O EMNHTIRE T B R AERIE S 24 NI
MINRETFBA B, ZBFIET — B Boks 4k 2k
BEXEEZ I 54, U T E VIRV SAF 2
Bl T B T8 SE BB AR A RE ) T RE

Br T E 2t Al RIS 697 7512 ol k3R
) — LB RS AD IR Y7k TRy A 22 . Tram
SR AR RN B IR R A B AR/ NI A
S5 R AR R N W P B AT e A0 i A R 17
(fibroblast growth factor 17,FGF-17) ] LAJE 1114 2
i Rl (serum response factor, SRF) 5518 %, K )
JULBl 25 1 20 2 o DA T AR a2/ 2 J 5 240 L
B, R B AR/ N RUIA N ZNRE . IGAh, Xiong 45 K
L, DRy & (follicle-stimulating hormone , FSH ) 2>
W% CEBPR/AEP i i# , ELHAE ] T S F i )2 22
JG, N AR Tau 25 IR PR , 51 F N HITIRE , {2
HEAD &AM, ) FSH RS IAR SR FSH 56 R
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4 AD IR E FE R BT R

TE AD Fii 25 T B AR b 2R TRCR MR
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R, — B T TR G IRIR R R A 10 4F P9 HE B
T REEES, AR N T 4F sk 5 Yty 2 2 b |
AT G AR RS RN R . IR
S A R A 7 3 CRLAR A B R AR 2l I
J1iz 8l AL B AWM AR D ) AT
PUIE RN T3 AE NI REIGR 7o ARk
BT Z2 N 1] 0T 5 B PR 1 56 D o 4 kB A 7
AEHESE AD A T ThT 4
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