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Abstract

Alzheimer’s disease (AD) is a common neurodegenerative disorder for which there is no cure. Acu-
puncture, as a non-pharmacologic therapy, shows potential therapeutic value in improving AD
symptoms. This article reviews the research progress of acupuncture in treating AD by neuroin-
flammation and promoting myelin regeneration. Acupuncture can attenuate the neuroinflamma-
tory response, reduce the expression of inflammatory factors, and promote the release of anti-in-
flammatory factors by modulating the function of microglia and astrocytes. Meanwhile, acupunc-
ture is also able to protect myelin integrity and promote the expression of myelin-related proteins
and myelin regeneration. Due to the bidirectional regulation between neuroinflammation and my-
elin injury, acupuncture indirectly reduced myelin damage by improving neuroinflammation,
which in turn improved the symptoms of AD. These findings provide new perspectives and potential
therapeutic strategies for the treatment of AD.
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1. /R ERRAEILR

B JR 7% 5 BR 9% (Alzheimer’s disease, AD) &4 BRE N 10 fi i LR 5t o 1) #0228 AT PR [1] [2]5
29 (5 T A RSP 1 1Y) 80% . FLRFAE & CAZFIIA KT REIZRH T B, A AT Ay el A% DA K B AhoRS 1 25 & E 3]
[5]. #57&, 2015 4F, AERZFH 4400 J5 N EHFI/RKUFER, R EHE N 02803 hn[6]-[8].
1F, #2030 4, 4BRLAAH 6570 K EARR, F| 2050 A 1.154 G N BB RAE[7]-[9]. HAT, ©
CL A TH 90 Rl P 7™ ) A 3% P AR o), R SR T EA A T AD, HIELRIEHLEIAILEIIR & 2%, If
HARAFER KA EANER[10]. 124 ik, HIEIR B /R % BRI 1 771

2. BREFEMNFIRKEMBHETT

LT ARG G (AChE) 155 B BT 2 V697 AD I —4Z5[11]. Hhfhribk, Z2RIR5%. R ERITAmM
At NS E FDA fibiEZ54. Hoh 2 Z30R5% (Donepezil) F T-i697 % - 1 AD, ok 24112
T R P P L AT B o e B, SR B VR YRR R (K IR A ANEAEA, e R ERETRMERRL
PRAEBRAR B2, AT B N AN D RE[12], = ERLT Reade 3 P 0 ik Jo 5 o F it S5 S50 ALK Ach & 1%, JF Honl
PLUEE APP [T . oAt 24903845 B 3 1 B (Rivastigmine) « A7 L (Huperzine A). 5% Jii 5.5 (Physostig-
mine) S AT . HIX L TG 245 (1R IT AFAE — LB SRR R4, 1 AchE #il AN BEFHLIE 8 4 AD 197
PR, Ve AR A BRI A ARG SE AR R, BT R 5l L MKk, JEYE . RHRANL
PR RS RIVER .

Hazitate, FEFLIET AD B £ R4, 2t S SR A[13], H4EIRIT AD A
RRMN, AIARYEASERIERY, ASFERERIE, SRRl DLt 255 776097 R BeSGE A CREIR , RS2 itk
J& o MEF R EA AR w2 H vl R b s I BN TB i FEIEIEE %
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VERARZYT IS, AU AB VERMMEER AV, BRI Tau SEAEERERRKT, S S Iicicae i mft
$[14], XF AD BAT REFHT R CAWRER, EHRIRRIT AD TR H LT B, fEXGE AD BHK
H 5 AL 35 RE 0 5 T AT RELE 25 S AL [15] . TAFR, IXRhAR 254007 08O A B RS 2E I 56, BT
BoAT, ZaetEMmastseitEe, HBER/ NI R[16].

3. $tRFEIRK P AD RARIFANATHR

BFRITILAEZEr . AR IREN, R, AT R, SUERZEZMIGYT 7730 BEH R AL A i) 5
fili XN e, e I N FE R A BT R B E T A R Y T 2L R R KT, i 4 B P
T2, SCEE S SRR S RS, (SRR AL, RIS, SEFEINANIRTETE, AmZE
P EE A F D RE A2 1[17] [18] .

AFEIRE . SH PTG R, SR RN BTN . IR BRI 8 S ORI TR
Wi X ph 2 DI REVK S, ATk AD BEINFIDIRERRRS, HARHLIR . RS BB T A Rl i e 2
JeRfs, (RS A IR E[16]. AR M[19] [20], RS RIGIT G R4 AD BETE
MMSE (1 55 & BEAS # 5R) Hh IF 4 B i1, ADAS-Cog (BT /R i BRI BT 7 3R) VP AR, RN K1)
REfSBIGE . [FIN, AD-BEHAVE (B /R BRI AT J9 i BT € 58 3%) P43 Al AD-QOL (/R K IR AT N
i B PP S8 B3R VE 43 (1 05 0 R AT RS R AR V& L 3Tt . 7 B DD ReRE LR BUZ (rs-FMRI) 73 BT 2
R[21], EFZA B M DS AT R E B (FC) MBI TG 2 4 BE N B3, JUIRAE i 5 5.
Pt B Ao DX IR (R0 R T, AR RAE AD BT T A IR A T D AR A AR A

AW RAEVRIT AD H A R IR AR R AR AR R AN TE 2, T A BIF 0 3 I P 448 9% i R i 28
i 7E AD Fik R vh B 2R R [22] [23]0 SUA ST AN S8 RE AN 85453 105 408 2 3R 0 5 nT RE VR YT AD
IAE ML .

4. HERRAESBRHH NI R

PREE JORE 5 HEEE B A XA A TTVE R o #HER SORE T DA U BB - 5000 158 2500 28 AT 52 o 2245 5 1) A%
S, MBEREE A I e R 5 4k R T SORE I DG[24], BERHSEMIMITIR 2 51 R 4k R MR A E, —H S
JHE AD FEREIR .

TERRZE SORERERE T, W00 ) S 4, 5 A L R /S Jd o 240 i T AR T RRE A B M4 i 75 38, X
SR RS EEE I RE R, SEURBERRAR[25]. /D ST AN A S X AR 4 2R G5 (CNS) H 47 53 T Sl A 1)
Y. (ERREMSE T, D IR A 52 ) 2 PR R I 0, LS A A DR B R VAR TR S 40 o
SR . B D B RN B BB T, EATTE R RE R BE 2 B IR . SORE RN A T B
B E MR, 3 T AR I B (1) S 20 RN /0N P IO A B S P e (T B 1 TR Tl T ) i3 — D B AR R Y
T 5 S5 R R A

W ieon, BEESPEM e R ], /NN A R S R R Al BRI N, X R 0 2R
AN BT 23 55 3 R TR 5 R Hh PR BB A A [26] . BB PR AR I, /0N 5T 20 B T R R PR o B 2 ) R B
PR TG AL, 51 R AR AR AR 2 ROE o B0 R /0N B 5T 20 S (WAMS) 12 22 4 /N BRI 1 T & 45, WAMS A7
FEF W E A TAT REAE S0 (R ERE AP R R PR T, TRt s 1 Bl 45 M4 R 2R T B 5 80708 e o 40 B i 3k
T, AT 51 R 4R R VML S AE[27]. BEAE RS HI3GK, WS BME MR M A T 4E S AR L, Gt
FUERY . BERERIRS, X LLEE L SRS A S I BE AN IR AL AT 0%, X AT RE 51D/ R T 4 e N, 3
R RIE[28]0 FLIR, /N AH M 7E TS PR BERE Y v (I fE v T B 2> R ILTh RERR, S B RE Rl TR T
G 958 52 (R I J o
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5. HBRAESFI/RKERBHI X FR

a Physiological conditions

* Surveillance
¢ Phagocytosis of debris
¢ Maintenance of neuronal plasticity

Neuron

Microglia

¢ Trophic support
e Synaptic homeostasis

Endothelial cells

¢ Regulation of
Blood vessel

blood flow

Astrocyte

Figure 1. Microglia and astrocytes under physiological conditions [29]

B 1 IR TR R BR B R AN 2 L AR B4R A[29]

b Pathological challenge
© Reactive oxygen species
o Excessive synaptic pruning
© Reduced trophic factors

e Dysfunction
* Apoptosis
* Synaptic loss

¢ Pro-inflammatory cytokines
(e.g. IL-1B, IL-8, TNF)

Activated o ®
microglia . l
e

® Loss of homeostatic . o Axon injury
function m AR i

o Release of excessive -

glutamate /

Figure 2. Microglia and astrocytes under pathological conditions [29]

2. FREBAR T BN AR R AN 2 T AR R 4R A [29]

FZE 9 RIS SE 8 AR RGN I SOE IR N, T B & AR B 51k, BRI Q1. SR Al
BR. SRR E R RRAEBE, B IL-18. IL-6. 1L-18 AIESASEE T (TNF). #ibH 1,
U1 C-C JE etk Al FHicfk 1 (CCL1). CCL5 F1 C-X-C FEF#afb A THAA 1 (CXCLL). /Ny TE1E, 45
AT HIIRFE A —F AL E(NO), LK CNS22 )5 K G i i =2k s Ml . 2 51X — R 1 26 K e % 41 i
LN O A MR TR R SR A AR [29], AF B 4 I P R A BT I 20t 2 3 O 2RE, IR Y
I fi% ¢ (BB B) 8 2 A= AL BB 5 1 [30] [31] A2 43 ¥ HIBE M AT 3 BUR fih DI e e . #P 2 JopE T Al
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ZREINHI[32], SR, TEMGBITIERRIIE SR, MAREEER M EEATHRIST R, #
N9 AD I EZIRF R 2 [22] (WA 1. K 2).

7E AD B ORI 2, 53 W 5= BINS M A 28 A RE A B R o IX P SRR NE R IR A0 22 e S5 40 B 1) 4%
PEANE S ZRMI R T HORE . WFAC T, R RERT AD Jd B4R ELA B2 54MA[33], AT AE2 AD Rl
il —o A N7 A LR S B LR, W hs B R R AR N, 38 I S S S R R b BAL
T B BB R E R . 53— 7 TH JORE IR SRR () K B B SO & S B A S 4, XL B RE
1 DS A TR B SEC D (R R S, X AB VE R B 1 B DURRRN Tau B IR A P bR o 2 f i o e
(BN, SERRE TR, M RIEAE AD tHIVE I K 22 Fhdi B A0 235 /KT FAE B F[34].

6. BEFSFI/RIEBMBEEIKX R

AD JELL p-E M RE R AR TRR L Tau 28 (1 158 W R A T R o £ 5L 1 4 2] 90 g 93 o 3 B0 B AR A
TERIPRZIRAT I [35] o I T IX PR FRAR 4k, AD I8 B A 92 KM A ) — Pl o ARTAIE ST 2511 )L
HH, WMARBERY, ARMERMERER 2T S AD IR FIERRA G, KRR 15N
TOERFFIES, PR RIIE 5 X B0 5 8 AD 19— AN E bR & [23]. D X B & R AR A KRG AR
(B R 4, e X BESH R SRR B AR, W IR DO B A AL AR SRR R ) S B, g T (X fE R
FRAVD ST AH(Ols, £ 57 i B DX Bl A 7= RO 4E 4 (40 ) JE A8 2 i 5 X B 543 %3 /5 Ols w4 i
(OPCs)H4HH . 7 BT Ols FE AT HESH K FA[36]. I 5 X BEHH R T REF T Ap BEERIRI R & 0 4F
YEAUGH[37], IR X HE A T A A B A R BRI R AB BEER T K [25], i3t Ols f BE AN mifs o [X il 4
FEAEPERT BE S AESE AD HEJE A R4 [24] [38] (WA 3).

b,

Coll sul

Non-AD 1 Non-AD 2 Non-AD 3

Figure 3. Fluorescence immunolabeling of CNP and PLP (myelinated fibers), IBA1 (microglia), and Me-04 staining (AS
plaques) in the medial temporal lobe of AD patients and unaffected individuals (non-AD) [24]

3. AD BEMAZEMMEGEE AD)RMFAMHh CNP F0 PLP (BE84F4E)F1 IBAL (/MNZFRERAE)FI Me-04 3268 (A BE
PRI I ¥RIE[24]
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7. S RIVFIHBRAEMNTEE AD FER

LR RRE /S AD MEEIKFIF R —, MERIEA—FEGIIGIT FB, T RAE AT HZ 20 |
B0 AD REIR 5 THI IR B TE FIVRIT B . BT R BE % 38 R 1 /1N R T 41 (M G) R T2 s T 40 B (AS) 11 3
e, JRIRINE RRE RN, MG FIl AS J& FFARIHZ RGTH 0 R BB 4, BT R BOE 2 5 BUE R MY
TR B O R T X LA B AR AR, (R R RBYMTE R,  HHIR 2 R AL A, NIk A 2
JAE[39] [40] - £ A& AE % 12 2 BRAR SORE AN M F 7 (3R IA, W RIR BB F o (TNF-a)« B4R 22 (IL-6) 55,
[FIR e3R8 R F OB 40 IL-4. 1L-10 [39] [41]. %1% AT LTS NLRP3 E/ME, HoAN— M2 5EH
T RB N E ARG, TS S EUOE R N AIMAET . AT 2 nl I ] NLRP3 4 5E /M
(TS, IR0 SO R T IR, TR A 2 JE[39] . A WF TS, HLEHAITIEHRE T 5x FAD /N
APP. CTFs Il AB IIREAR, FAMikl 7 /N B0 G [42] . XK [43] 50 FUIE B T s AT BRI/ BRI
X TNF-a. IL-1a F1 1L-6 FIFRIEKF, RIFIHIE 2R B FEH, Mg AD 38 1% 2112
VA

LI LRI [44], BENRIT BEGE T AD NREA IR, JF X FhcE 5 s et 1 i ge
AR HN] ARG SR N . FATIARIT R, AD /NIRRT AR QU R B B R, RN A
22 JAE SN AS BN, RN/ B R G 35 A 9/ R 98 RE A PR R 17K P B A . S8 B SR [45], HAHA
FY AR T 5% FAD /NERIIAEBRAT, I8 FRAK T /N BR AT AT B 2 5 48 20 98 R A S A B SR G B d
Tk Ko dbAh, HEHRYTIEER T RAT M, WD T R IIR A, FRIE I /N R A T
RESRIE> AB TR . B SCEFRH[46], FENTEFHRFIAMNEMHE SORERE A o HH BSGEA R, AL RS
o JOBH R AERSZ AR 5 i B P2 BUREERARESZAR . HIHIAZ IR 7 KB IS N R NOD 21 3
POE /MRS . X Begh FALE R, ENEYTIE ZFLEIEE TR SORE, AITEGE AD FEREIR .

8. StRIEHABIHBEMNME AD

AR, TEMEA RGP INEITH, R B R X BER 0 R4 A AR, 32 ot 8 2 1Ak Th
A, o AD [REIR . DFAURIR, EFRIGITREMS ORI BER SE M, IARIIE SORE[47]. HEFT TR L1
MBP. NG2. PLP Z:HE#AH G AR IA, MBP (BRI T 1) =2t 48 Je BB I bR S R OB E5 M 1 o
TEYERFBERHIE A S5 AN ThRE M AR e 7 T R ¥E AR, JL080/b S Th R s mT e 5 S0RE 0 3 A0 e 2k
NG2 (Bl 1B 2= B 11 SROM) 0 22 ol /D> S I 41 i Wi AR 4 L (OP Cs) i S M il , A2 ot i i J B A P 2B 1) 2
BRI, PLP (REW &R IR )2 PR A RABEH M EZEA 2 —, 5 MBP JL[RI4ERFBEN 1 EHTE
FRANIhRE, SRS TOAEE S S R OCE B, 1K B HE T Y 7E BE S I B BORN 4 R v R A DGR E
[48]. T RIBIE T A KK FRIE PR A ARIR I A IR 5] 50 TRIE . BRI A
FIBEHH A EAE K RE 4%, (e skl AR FIBERS F AR [49]. ZE4U% 0 “BEMNRAK S 187 IRAEIRIT TPk &
RO AR ON R B BT R S IR, RV E CARER, R BH DARIRKAL,  f B LA
TR, B RGEREIR[50]. X Legh IR ITE R AL CERER e M, M e AD AR
9. B4

A IAEMBEE B0V AD it A RPN BRI ER, KL ep /NI B 4 R TR IS o 4 M At 2 5 e
LRAER) BB R G BRI, AR e DR ARIE B A f A ) A 3 AN 5% 1) e BBk (O BB M > e 2 1 R o
JEA AR PR o T8 2 o A P O SR A A S T /DN R i 4 L Y 375 A £ RS DA T ek P2 9835 /N R 4 a1
PERAPLJAE o TAE 55— 75 T A 25 b J5 DR i B0 RS OAE A5 Hh B 280 2 PRT S8 K G 3 A B P R TR 1 20 PR 1
TN ZE BEH B0, TR BAsh 28 JOAE 5 B 1 0 < 1B AR T (et 1 — A ole R 2A . T Btk RE S a7
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REL

i A

N AN TR SR AR B T RE, IR AR 20 SORE N, FRAIRJOAE PR - Rk, AR SRBEIA 5 o (TNF-
)AL R (IL-6), IFAEHEHTR AT PR, AR 2R JORE - [FIIN IR RE A% DR 47 B e 4 1k, (st
il AR < 5L 1 I RAA AN BB A

HI T 20 SOAE S5 R4 0 2 (B A7 A2 AR AR BE AN B AR 2R, 10 I 0 R A L R S A e 8 SOE
Pl A0 IO T 1 ) B A 40300 7 O A 4 SOIE TR ST AD AR IT, T A WF FE R W AT 2 AT AL
A SOEAR AR BRI A, BTG T AD BIREIR . MOERATRE SN RIGIT AD T REIE R AR 4 ¢
E 5 B 2 18] BRSSP E PR AT RS BB T AR T ROR, X/ B — 2D (0 SE ARt T in BAEIIEE .

E&WE

2025 F R AEQUH QY I H FE T “fiwdh” 2% B PR B0 38 1 BH B 22 V6 97 B R 2 16 BROE R ATL I A 7
(AL (Y5 : 202510572067).
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