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Research progress of acupuncture for Alzheimer's disease*
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Abstract: Alzheimer's disease is a common neurodegenerative disease whose pathogenesis involves a variety
of complex factors. As a traditional therapeutic method, acupuncture has attracted much attention in recent years and
has demonstrated certain efficacy in clinical practice. Delving into the mechanisms of Alzheimer's disease, we
integrate Traditional Chinese Medicine theories of disease with the modern pathophysiological mechanisms of
Alzheimer's disease. In this paper, we also emphasize the potential mechanisms and advancements of acupuncture
treatment in areas such as synaptic plasticity, neurotransmitter secretion, amyloid-beta deposition, tau protein
phosphorylation, and microglial-mediated neuroinflammation, and provides an overview of the involved neural
pathways.

Keywords: Alzheimer's disease; acupuncture; mechanism

BT R % 1 R 2 — M LR AT M A R 2 e A2 4

LA B AE S 2 R T B AR I B B IR T

AT O 52 0 F2 BEARAE A 2R AT VRSO , R
R EEFIN . LT, #2020 4, K E PR
KAEBIREF LTI, BN FBE R A 21
T A R 2 T SR BT JR SR I B O 22
PRAE Ze 9, H AT C i B #2242 22 ML 3 K
ZA D7, WA E R R H R AR AR R
BAMBEM AL BRUL . Tan S 5B, Ak

ks B« 2024-04-13

T B T UG R M AT AR R, T A AE G2 B
U R AR I 25 o BN BT R R I BRI 1 7Y 2
Wk 23 IR T R AL A R B B, andie B-TE#
HEA (amyloid 3 —protein, Aﬁ)ﬁﬁﬁéﬁﬁg . ¥t Tau
B BEDUR . BURE RAESE, (H I T RE Y] Bk
INFIZNRER 259, B 7K I it S8R AR 97 0 30 T
TiATy ik = A 2T B

*EGIUE - BB AHTRIUE (No: 2022YFC3600600) 5 LT TAfEREZS b 22 TUEATRIR RIS L35 (No: 202040366)
[EAEVEE | VFHE, E-mail: xuhuaemail@126.com; Tel: 18001642025



H1H

TRETPE , 45 BHRIGIT IR SRR RIS

AR K B, o B 7 vk BT R O I B 3R
P ERA — @78 (A8 ) BBl IR i B I3 T4
RE G, SR Z 5B TG, (R - 5
WHEZ ) R 2 AL, (R - #E R )
AR B R, MIBEASRRWE” B T E R
T AR R A L P VR . R Ak T g
JERGERN Z — . ks EE (GtiEe T - =E
W) R R B RE S RIBARGS AT, (A =R
) ARl AR EEE, RAEET. WikdA T
BRI HLAR G BE, 1P Z BRI T 4B 2286 . 5%
A8 A Th 25387 I 58 o BT T R AL A
KEIRIT 2 AN E IR G2 A O ik — B R,
B B SCAR SRR S T AR B 4R R R A AL
Mo BRUCLAAL, HEWG 4 B 5K ) sl B O ¥ e] AR
070 I SN = e 13/ A O = 1 R B L P i 2
T2 % . i T ik S 56 o8 BT J o T SR TA R Y R
FIWFFE, IHARAT— M TEHE S8

R R BE M —FEEA YT, BT
HIT, HRMERE /N, Zetdn, &R g
I B e KOS N R A R R, Gt %L
1A% T8 1 SRy RE . H A 2R VR AL
il o A A R PR 5% W22 B £ = 36 7 BT 7R 2 0 Bk
WA AP TT A, AE B R P R 1 B TG 7 A B
KB 5 38 kR KO R 2, B
AER- N - - v R DB
B R BN AKEY ) HE IR T B A 2 A UR
5 954 W AR A T 24 4 6F A AR A A T T BB AR
REAERT W T B AR G 7 IR T 0 R AL B
WHA MR, AHEFEH RGBT SERER, U
IR IE 45 45 o0 JEL % B4 TP P IR 45 S B 9 R IR R IR TR
D5 1] (R AR, WO 2RI B 7E BT IR 2K 0 BR
()9 BRAIL S S A, B BRER SR A 97 BT R 26 BR O 1Y
WELEALHI R H BT 5 3L

1 $tRS5ED AR HNE Tau B AR
iz

AR LRI ] 1 I 18 5K 1) S b 22 B 2
fEZ— o B T~y 3 WA i X5 JE #93 AF HT K 2R 11 (amyloid
precursor protein, APP) Y S I T2 5 O T T
KR LT Sy 7 A, JFAE A 3R A R AR B
Pl AR I 7 A S B b S BOL R £

A D PR o E R RE B PR AR R, A R IR
(Neprilysin, NEP) . Ji# & = F& f# B (insulin
degradation enzyme, IDE) , 23 & % 4 J8 & H 1§ 10
(a disintegrin and metalloprotease 10, ADAMI10) 7€ AB
(1 e fige v b BRI A, o A R o I
B 8 H 32 MR H 5¢ # H —1 (low—density lipoprotein
receptor—related protein—1, LRP-1) /5, 0] A 305
BRI A Y AR AR ISUE SEIF SR B T LA IR T AT
i A 98 /D APP B -3 A TR Y e B R A AR Y AR
B, BGEINAITNRE . PiE 2 AL RN B P8 il A&
(senescence accelerated mouse P8, SAMP8) A] L % 41
B IR % M BR 9 1 3B AT M AE , APP/PS1 (amyloid
precursor protin/presenilin—1) XU 5& A /N AL T Bi]
IR U R BB A B o BRARRAIE . 2 T 3 S B
F W AT LA /N BUA N NEP B IDE B3R 1K, i
T ML 5 B LRP-1 %5 8 o 28 i e R B, B
AT . Eo . U IR AT AT RLREIR D U S TR
fL 2 4 (Flotillin-1, FLOT-1) % &, 3 /il NEP %3k ,
T FEAR AB42 i 7= A o A8 AEM L E R B
0] APP/PS 1 UL e [H/IN B 7 el 2 ¢ T R A 7T i
55 bR RN B I B 1 B e iz 3R 1 LRP-1 A9 7K F- A
Ko W BESRHLI M, ABRIENS “RiR” 1
CHLET MEEAERL, ARHEACE AL, AR
L, AR AR AT e XA BE
AR, FLARHUER 25 LRSI A IE A8, 52 W i
U TE DI RE o AR BRI UK P R ATV R R R
FCAE AR N AR AN ¥ M 2T 4 DU AR A ol R F iy o B2 9%
FBS R RIRASA AT RUR . 2R iK% O
P, BRI I 28 Dk 2 7R AT B AT DA kSR AR AN
2 B IMRAIERS, B BIIE R AR AR . W FEIESEAT
RV 22 IR FEIRIM K AB1-40. AB1-42 /KP4,
BRI LASE, 1R SRS R BT, B AT DL AR
APP/PST e KL R /N B F W AH G 2 Y B K F D
AN AR R

Tau £ [ J2 #1227 A 5 T3 20 8 A e 2 1 1Y
A, A B R T = BT R K i i 1Y i P
FIEZ — . 50 BERR ALY Tau 85 25 S BON A 22
JCHYFE T MIGE fil 451 40 o B o AT LA 9 45 PR 52 /)N
BT E5 A Tau 19 2381 PR ML BEAE P 5 Tau 2
BRI AL 1Y AH SC BB B, BERIBYT AT RE S i
Rk, B 2 A0 R RO B, T A e

e 37 -



FpIE AR ek

4135 %

SN DI REM A MIDG o SR BIR AE X APP/PST e S [
BT Z% T B 5 R I B R B BT R T 20, R B
B I IZ RE T HE 5, ¥ T Ser-396 {37 s Y Tau &
FUBEIR KPRk . Eh 2 B, XUl i /<
Al fig 5 22 245 1% Ak R F U (mitogen—activated
protein kinases, MAPKs ) fi ft Tau 4 H 85 2 1L A G .
SRECF S SR A B, O 2 R A AT
FL BT 96 7 AT G R 95 p38MAPK 3 fi% 3 41 ] i & p-
Tau £ 141k .

2 FRREEFHHRMREESHRIETT

Z fith T S8 Ve R A DA Ay S BT R T RO Y
BB IE 2 — Y S T AR T R A T2k
T RA MR . a5 R IIRE A, oA
N A ] FACAZ () BB 2 L A o BN BT R R T
B b L Y 8 Ak 4t g R) R, BRI O R B AR
R XS PEAL B T7 58, i o B Ik 28 fk 252k, e
O il 3 e, R O Sl %8 8 A 7 XTI 2R % 98 SR
PEAT R T ARG YT o AR K, BRI
DL i 22 P AL ) o8 3 5% ik wl S, K 2R Bl 3 e
IR B BN BE , BE AT LUE i 9 1 R
il B S5 K AT RE . 40 2 b KA A O i 2
AR O U3 % fil i A, nT LU it 2 5 R
P2 RRE SR, 0] Tau 25 F BEBR 1L AT AR A L5
KAN S5EPUHFTE % B, B35 SANMPS /) Bl i) T 3
BE A 98 3 SOBURMAR I 28 SR B8 1 W 35 1
] ity BH 2522 SAMP8 /) B iz 5 H B AR 45 SR 7
Xof FR 2 /N B S 235 g AR BT 2K, T AR A P B 4
/I BRUTRE T 5 b B B AT o A B L A P 5 0 L 3]
T 5y CA3 DX 1Y 58 i 25 B 7F 283 51 R 1697 5 B0 BREH
WESEIN, Xk — RS TR A X T 5% fih 45 A 4
P BATORAPAE T o 9 il 3y RE 48 ot 3 2258 5 1K I AR
pi i (long—term potentiation, LTP)SEE, HAEMEITAS
e N I (I Y (e Ry L ()
LTP™ . HFEHLHI T 68 55 2 A T 58 fih J5 25 B2
B 95, Rl R A KA OC 1 -43 19 Rk
S

3 R TFIRREE IR 15 F RS

JELBK B8 28 G2 75 I 14 DA R0 By BE 4k 45 T Tk B
FAEHT o Bl IR P 1 B 04 BB RE (B Ui A, I ik

RE P 22 SCIC B9 R AT P 32 2k 02 5 BOA R T RE T Y
TR A, BHEEEE S H if Al BES Tau 8 H 5
WHRIRAL . PRI RAE . AMRIH T, 2
i 25OV o XoF T A G A R R T BB R AR/ B
(5xFAD) B A AL, H AT Rl o /) B
Xof DA R [0 JE BB RE P 22 (] Ofe ke s L A AL X
e, I AR AR I, SR AT PRI BICE T R R
Vg R s R BRI A DG R I AL 1 7T R 1 & I
JIEL T A B e v P T U £ Tk EL R R 1, R
PR T LA e A 0% T R A IEL G RE el 2 £ 1B
BRI

AR N A P & BT, 7R
BT 21 R i R B9 e SR v L EAE T . WIS &
PRRELG W) T &R 26 PR RE 1, 7 A nO B
B o BE R LA A AR R Ik S LAk, IR
TR R IR s R R R, L RS S
SR AE 22 GE A5 BT IR it B HH G RO F 5 o y— & Sk
T 12 ( gamma—aminobutyric acid, GABA ) 7F 2 435 K i %)
At PR A P A D7 T % BT, GABA Y
I 8] P R Al R T | R B R R T B B R 2
— o PR RE A 22 3o T R A £ RO A e AL
Wy LB NRAE DT, (E R SEAE #D
KA E LAY FEAE IR T 5 RIG T 78 B R % g
B R E R EIREE . GABA S LR RE M 408 Tt R 46
AR

4 $RETETNERABYEES SRR
SRS

ZINJIE T 240 A BT 7% 2 U SR B4 e i R e
A SR o BT T R P Y B R 2R DA
s R AL A Tau 8 AR AT LLYE A 2 AT, 30 /1
JBE 5 A o 25 Fof ] 2% i S8R XL i AT 2R R A /N
JI58 J5 2 M o i g b, 2 50N I B AR S TP R AR
P I R A N 2 3k ik A A2 AR 2 A5 5 A AR AR
HIL am sl RAT A e /N o 40 M A 2 5 ] IR ok
iH R 4 i 22 9 E S N B[R] IRF AT RE 2 aed BE A I
AT J% T SR 6 R A 2 i A R IR A 3R
W] 22 G E 55 B ZK ST R AR G, AR I AMA &
M) 58 Jo 240 i e 3 9 R SN 1 TR IR, R 1Y 2
A7 22 5 5 APP Y™ A= 3 AN B 5 40 i 7 34
A REPED T it ph 22 oc™ . B, /N5 BT 4

- 38



H1H

TRETPE , 45 BHRIGIT IR SRR RIS

ML P AR A T ) L a0 DR T Y A ]
REJE DR I 22 RAE , A3 BT JR I TR SR R A A
e BHT G 7 19

BT ST A Ay, il I R A B it g5 s R A
BEAEAL, FEAREUR, AR ZASEMNS, AT bk
ALANBH N B B 2R T RE R BN 8 M R S A g
EEm R, i, B ol R4 s, [l
RN INIE S, *ABRFEAR . CATZERIXS 5 x FAD
ANEREEAT BT A B IS K B, BT S R R 58 i R
P, RN RAE, WD /N A S 1 AB TIT
R RAE W O /)N I 5t 240 1 J ) LA G5 A6y
M1 FIM2 KA, M1 RBA] LI A - B KT 1
T2 2 AR AR IR 1, 35 b B M2 78 /0N e 5 A Al EL A B ¢
FE A8 1Y XU T BE , 17 7 B ) % 1 R AH G 114 4
LS5 & B, AR AR /NI T 4 A 1) M1 2 Y AR i
B BT HAEEOE R a2, AR
XUFE L] APP/PST /NI T 4. B . AP 34
A& %R W IF VAN D i R C o R L e
BE K F —a (tumor necrosis factor—o, TNF—a ) B 53 Wb ,
WA 2RISR ) o XIE S5 8l 4 S 06 45 H AH AR
MIESIE, TR 3R HL AT TIN5 5 200 L Ak M2
FAL, PEMCIERAMN 7, WA R 1B
(Tinterleukin-18, IL-1B) . TNF-a F1 1L-6 £ ik, [d]
fisf 8 T 48 20 PR T (TL—4 F1 TL-10) 3k, HHLHI
A] {8 2 38 i 7 ] #% B F kB (nuclear factor kappa-B,
NF-«B) il #% , WG5S 5 M ERBMIEEA 6
(signal transducer and activator of transcription, Stat6 )
T [ R T R AE SN o B R n] DU A AT R 4
G B B Ak oh # d FE Z 4K 8 3 (NOD-like receptor
protein 3, NLRP3) R4 /IMAFH 56 35 1 il = A B8

5 $IREEINARES RAIIESER

Z W) W) SR AR ST T BT Fe vl TA SRR G 1
5T o AR R L R BT R % v BRI A O 43
i KR YT SR R 1WA 2 5 T T R A OC
HI 22 I REAH SIS D7 T o B 5 3R A 5 15 5 R A
A LSS W E by R 2 B IR Tau 25 1 0O BERR 1k, W
fg Bk LB 3— 18 i ( phosphoinositide 3—kinase, PI3K) |
T 1 31 B (protein kinase B, Akt ) F1H B & A% it 384 it
-3 (glycogen synthase kinase 38, GSK-3B) & 5 B &
fi 5 ¥ T, NF—wB [l 4% J7 2052 i %k 42, NF-

kB. p38 MAPK . & [ i B/W 7L sh ¥ & i 25 2% 0
#E M (protein kinase B/mammalian target of rapamycin,
Akt/mTOR ) % 5 B i 122 fish Jh /)N e Jo 240 L 6 ke 42 i &4
M FHT, ZHANG 2R 5% 2 B, 8 =41 1BI7
AT LA 3 4 BT 2R R SRS R B A SR B R
S\ R EZ B W i R 7 N 1 R TR L
T B 3 N RN D RE o 22 BRI 93RS T 4 4 AT LAAD
il PI3K/AKT 3 B i 0E S, s SR, %
X PI3K/AKT 3 [ 2% 35 (4 300 i) o] LA 3G 5% 20 i 1 s
gk F Ik SEIF Y & B, mTOR . p-mTORZE H %k
W, EINGEWNES AT A e
SRR 3 A s KB, HER IR YT AT DL
p38MAPK il %, /> TNF-a £ik . A W58 IE 524
T TRt 1T LA SE 2 9 ) NF-k B 238 w0 A 0l

RESRE

R — PR S i iady A, FERT R R
BRS04 B 5% R ING PR S 3 P 28 32 O o A R X BT R
PR B IR YT T RE VY B 2 fk T YA M | ph 2
KL MG ER AR L 2R R E K T A I 4 L
il /I LA L B 20 ML 4 BF 5 A 7 A T
J'& o R IA YT BT R P B I R B R 2 4R b T
X% 5y R SE W I R 8 b AL 48 AR S R AE B+, Hik
I PR A= W0 5 25 0 10 Tau 25 R OFFE AN B2 o ARl
3 [ [ 57 2 A AF 5 0T 5 BT R 0 T R Tl 25 4 1
Bl IR 2 U BR O B AT (N) FITHEZR , BR LA EARAE
Hb, MLV 28 2 Yt 22 55 5% A T NEL Al B 1R R I
AYIAREW T T, AR T LY FE 6 NIL & Tau (¥
I o SRR YT LSRR M OF e 3t T L
ASATRE . B, KE A BRI 9E BOE 4 Al 5 BT R 2%
T BRI 1) 22 500G DRSS 7 T AH DG, 4R vh - AR TIL AR
PET SRR B R RAE T . EF AR AT LA A T AR
R e oo 2 ) A il 10 AB I BRI Tau 22 14
WL Ak B 5 IR T R S R AT S AR A OGS Y )
AR A= N Tau 25 B FR 1L . HL BT AN T RS
P28 9 K JiR K 25 R 6 1 % 34 48 40 PI3K . Akt
GSK-3B S HH G . 1 28 8 0 B WA 5 Bo] 7R % it R0
(1 % A e AR DLRRVA 26, 10y T T 9% 28 THR 5%
BERIGYT /NI A B AE AT, 40 NF-«B . p38
MAPK . Akt/mTOR 55 [ i A OG5 5 Sl . M
HEER AR, FEZ S5RBARES MG, AR,

6

+ 30 -«



FpIE AR ek

#

TEARECR, NI, 6 BRI RO B R R R T
ZENACHRAN BT 1 AT, R A BIL A 9T
B AB UG S Ao 22 JRE P TT T o BR A L
b, B BE R Gt 75 A M D) BE IR T Ok E AR AT,
073 S Wy S B IESE T B Fo A Y A B RE 22 1R
BB AT, EWF SRR 8 o A Ok S ik A 3
B e R Bk, AR AT TSRS T A R
10970 5 fi 25 ¥ S 5% fil 2 R PR AP A T o Bl R 2
T B DU e b, 2 a i o B, W
il AR TSP AR Y, SR A
I TEA R D REAR S B R o [/, R
PR A S B ST A REAS SR AR /N, R 5 B EE R LA
. ZHEB . KRR m AT .

FIRT B 72 36 77 BT 2R 2 T B 1) A9F 5 348 Ak T 49
AW, HAMEO R N E, HAreg i N —
Oy — MM — i R SRR i, H 2 AR L
B UE 2 8] 77 7E A L 2SS oy o O 1 i — P RS
S rh R T T IR O BLED O 56 R I R A R
B H AT C W X e s R Sh, T RUR 2 R AR
AW RS BOR B B R 4 AR AL
A AT LA 200 3t 00 8¢ FL 36 T i Al 2 2 B DR R
HHFREE s, AR N GRS AR
TE F T S W JE A R S IR R, T LR
WLE BT ZR G T R AB LRI Tau 8 FBER A 1521
XL FAR A BT 7 B B9 A AL
i il DLPEAG AR OR O B R 0 T RO AR 7
S E RS A A i Al

7

%

Z X B

—
—

JU Y J, TAM K Y. Pathological mechanisms and therapeutic
strategies for Alzheimer's disease[J]. Neural Regen Res, 2022, 17(3):
543-549.

L, RS, R AN S BE T X AR A R BRI
RAFZUALT]. PG BRSO I LW 248, 2020, 18(12): 2014-
2016.

TRSCAS, TLMEAR, B3], 45 . /DB 2 BETRVAYT BT IR 2 BRI 14
Meta 43 #7[J]. B RO R B E 24, 2022, 31(15): 111-118.

Tr A, X ar, FE, 5 . B R AR YT BT R E BO  rA
5[] AL T EESRE, 2024, 51(4): 158-161.

VEIIHE . BHRIC S ERRR 2 A0 UR 55 367 B R SR Y 7 380 %
X AT K . i e TR A S R [0, o RS, 2021, 29(15):
67-69.

JE, AL, £, 5 B IS\ SE G 2R IRSFIRITRIR
DI BRI A T RO 45 (). WAL b 2 2 SR 2 24 4, 2021,

[2]

[3]

[4]

[3]

(6]

23(6): 109-113.

SR, SRR WSS ARG E IR AT AT 30 BB /R %
TREERI A RS [J]. #5885 & R 2%, 2021, 12(16): 1-3.
TIWARI S, ATLURI V, KAUSHIK A, et al. Alzheimer's disease:
Int J

(7]

(8]
pathogenesis, and

Nanomedicine, 2019, 14: 5541-5554.

KIM N, LEE H J. Redox-active metal ions and amyloid-degrading

enzymes in Alzheimer's disease[J]. Int J Mol Sci, 2021, 22(14):

7697.

[10] HRIBUE, BRAKLL, JEARAZ, 45 . BHIK LB X APP/PST XU A R #i

SN B JZ AR 45 S APP . BACEL 4 A RYRZ R[], 41

KL=, 2019, 35(8): 75-79.

2210, JRER, A%, A EFHIXT SAMPS /I BUIfE T Flotillin-1

NEP K AB42 23k 1 52 i [9]. L Bt 72 4% 35, 2017, 36(11):

1356-1360.

RO, IR, 4B, BT 2 I SR X APP/PST XU A

PRI/ R TR S B ML 2 1 AR B R B 1 A2 (AR DGR -1 K

SRR S HIESE, 2015, 40(1): 30-34.

F2E, INEL - BRI, 2558, 5 B X APP/PST AU SR

INERAT 2 B 7 AB1-42 . LRP1FARYSEIR[T]. Hhfkrps 2y

Z&is, 2015, 30(5): 1513-1518.

VR, i, SRR AR T2 L TR IR YT IR S B

XFIHE CBEAOR . B-TE R AR A2 R [J]. T3 B2, 2018,

13(11): 2855-2857.

TRFRIN, SRV, R, A5 . RO I R PR R /) BRI D 200

A B-TE YRR AR 1 M H AT SC A 1 R IK A SN [T]. BERIBESE,

2022, 47(12): 1048-1053,1059.

XUFRWE, FLHEZE, XBIGEE, 45 . FH I PRt 4L/ B 5 Glil

Tau 5 [ K AT R 24 09 52 Wi 7], 22 [ BS [ 2, 2021, 32Q2):

509-512.

SV, BRTHE, B, 45 . AT B 25X APP/PS TR /N il

I8 71 B Tau 25 FABEER LAY SZ R[], op [ 2 R 2 2%,

2015, 30(5): 432-436.

b, fLA7LL, FFRVA, 45 . HUERXT SAMPS /) B 15 X 41 i )]

SOV B P ARCHSE P B 5 M Tau 85 11 A9 52 IR [3]. B RIDE5E, 2020,

45(7): 529-534.

TR REEAR, TAER, . HET S p38MAPK iE [ [ K AD

K BRI EL B AR AL tau 2 1 R IKMF ST, mE o h R 2 R

2, 2015, 31(3): 261-264.

JOHN A, REDDY P H. Synaptic basis of Alzheimer's disease:

diagnostics, therapeutics[J].

[9]

(1]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

20]
Focus on synaptic amyloid beta, P-tau and mitochondria[J]
Ageing Res Rev, 2021, 65: 101208.

[21] KAN B H, YU J C, ZHAO L, et al. Acupuncture improves

dendritic structure and spatial learning and memory ability of

Alzheimer's disease mice[J]. Neural Regen Res, 2018, 13(8):

1390-1395.

a3, FLSEL, B, A5 AR EE X SAMPS /)N B 5 44 IR

PHF1 35 1952 M [J]. T 5 b P9 B 45 45 2% i, 2020, 15(4):

642-645.

REEG, DR, S, 55 . LB AR PR R U Bl 208

fil I A5 T I M R S A RIEFE D). h AR AR R 2R 24, 2006, 5(4):

[22]

[23]

« 40 -



H51W TR, 55 FHRIAYFRR IR BRI T e
369-371. NI 2 J22 NS T AT TNE -0 2635 RO AR [0]. ik SR

[24] PhAger, FEET, 2800, 55 AR AB_(25-35)iF% SFHYFI /R IR AR-r AL, 2016, 18(8): 1327-1333.

TR SR T AR 25 Vi I IR 184 5 4 S M [0, 4 TRIAIFE, 2010, [37] XIE LS, LIU Y, ZHANG N, et al. Electroacupuncture improves
35(1): 3-7. M2 microglia polarization and glia anti-inflammation of

[25] BORE, METAE, TR, 55 . At S el BT 7R i SR 2 fik o] S PERIL hippocampus in Alzheimer's disease[J]. Front Neurosci, 2021,
FIBFTS UERT]. £T R R AR, 2024, 40(4): 100-104. 15: 689629.

[26] LIL, LIJH, DALY L, et al. Electro-acupuncture improve the [38] fAT)l, BT A:, MR i, 45 . TUER % BT JR 2 1 R A R B2 >
early pattern separation in Alzheimer's disease mice via basal T 1ZRE T Bty By X NLRP3 4 M/ IMEAH G Ry 2 ma (],
forebrain-hippocampus cholinergic neural circuit[J]. Front Aging Ft4%, 2020, 40(12): 1323-1327.

Neurosci, 2021, 13: 770948. [39] NI H, RENJ Q, WANG Q M, et al. Electroacupuncture at ST 36

[27] ZEUT 3R, wofh, S ERMG, 25 . Sk ORI BT SR v 6 R Uit ) ameliorates cognitive impairment and beta-amyloid pathology by
X ChAT. AchE %3k 1 5% i [J]. ¥ B % %4, 2019, 39(4): inhibiting NLRP3 inflammasome activation in an Alzheimer's
403-408. disease animal model[J]. Heliyon, 2023, 9(6): e16755.

[28] CUI LY, DING Y, ZENG J, et al. Spinal glutamate transporters [40] AKHTAR A, SAH S P. Insulin signaling pathway and related
are involved in the development of electroacupuncture tolerance[J]. molecules: Role in neurodegeneration and Alzheimer's disease[J].
Int J Mol Sci, 2016, 17(3): 357. Neurochem Int, 2020, 135: 104707.

[29] NGUYEN A T, WANG K, HU G, et al. APOE and TREM2 [41] DHAPOLA R, HOTA S S, SARMA P, et al. Recent advances in
regulate amyloid-responsive microglia in Alzheimer's disease[J]. molecular pathways and  therapeutic implications  targeting
Acta Neuropathol, 2020, 140(4): 477-493. neuroinflammation for Alzheimer's disease[J].

[30] TADDEI R N, PERBET R, MATE de GERANDO A, et al. Tau Inflammopharmacology, 2021, 29(6): 1669-1681.
oligomer-containing synapse elimination by microglia and [42] ZHANG J G, TANG C Z, LIAO W Y, et al. The antiapoptotic
astrocytes in Alzheimer disease[J]. JAMA Neurol, 2023, 80(11): and antioxidative stress effects of Zhisanzhen in the Alzheimer's
1209-1221. disease model rat[J]. Neuroreport, 2019, 30(9): 628-636.

[31] UDDIN M S, KABIR M T, JALOULI M, ot al  [43] Hilf. BUGHIEE PISK/AKT/mTOR fif S HEXT AD FER R
Neuroinflammatory signaling in the pathogenesis of Alzheimer's SHEAZINRIBE I FD]. 0L WL B2, 2020,
disease[J]. Curr Neuropharmacol, 2022, 20(1): 126-146. [44] SRAIE, #60, RAE, %5 LT BRI PIBK/AKUmTOR {5 5

[32] LIN L, ZHENG L J, ZHANG L I. Neuroinflammation, gut W HEESR APP/PSTIUFEHEN AD /N WKFAOBTSE (). 11
microbiome, and Alzheimer's disease[J]. Mol Neurobiol, 2018, FF%, 2019, 39(12): 1313-1319.

S5(11): 8243-8250. [45] EH, 1R, 4= S3CIR, 45 LB X BT AR G IR /N BRUIE 2 X

(33] BT, ORI, B E, A L e I B W2 1k P3BMAPK Fll TNF-o 35 [ 52 1 [J]. B 7P B2, 2017,
36 0 95 BL 15 940 9 (9], 0 o B 2K o L 2024, 4403): 38(12): 1788-1790.

461466, [46] A1, B2, BRATAR, %5 . BSTAIAS AD BEK BT IE1 A

[34] CAI M D, LEE J H, YANG E J. Electroacupuncture attenuates B TLRA/NF-B fri SBR[, SHHERSAGE, 2020, 36(18):
cognition impairment via anti-neuroinflammation in an 2510-2514.

Alzheimer's disease animal model[J]. J Neuroinflammation, (St i)
2019, 16(1): 264.

[35] XIELS, ZHANG N, ZHANG Q, et al. Inflammatory factors and 5| AR R PE, B M B2, 5. 5FRIGIT I IR PR IaEER
amyloid B -induced microglial polarization  promote SR VR D). FP E PR EE 22240, 2025, 35(1): 36-41.
inflammatory crosstalk with astrocytes[J]. Aging (Albany NY), Cite this article as: XING Y X, ZHOU M, XIAO X D, et al.
2020, 12(22): 22538-22549. Research progress of acupuncture for Alzheimer's disease[J]. China

[36] HBT-HA, 2= 5L, W EE, 45 S ik A FL g% APP/PSI Journal of Modern Medicine, 2025, 35(1): 36-41.

41



