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Abstract

Alzheimer’s disease (AD), also known as dementia of the elderly, is a prevalent neurological condi-
tion in the clinic. Its foremost clinical symptoms involve mental decline and reduced learning and
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memory abilities. With continuing advancing years of people, the prevalence of AD is increasing.
Western medicine has not yet found effective drugs to treat or reverse the progression of AD, mainly
due to the complexity of the pathogenesis and the lack of clarification on effective drug treatments,
which has hindered the progress of AD treatment. With the continuous research on scalp acupunc-
ture, acupuncture therapy for AD is playing an increasingly important role. Many research results
have shown that scalp acupuncture therapy has definite therapeutic effects on AD and multiple tar-
gets. Therefore, this article reviews domestic and foreign literature related to AD, and summarizes
the causes and pathogenesis of AD, including neuroinflammation, oxidative stress, impaired neu-
ronal autophagy, and dysbiosis of the intestinal microbiota. On this basis, the present piece also
explores the research advancements in scalp acupuncture methods in improving AD from the view-
point of traditional Chinese medicine theory and fundamental studies, serving as an overview for
both the avoidance and management of neurodegenerative diseases.
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1. 518

BT 7R P BRI (Alzheimer’s disease, AD) 1) A& s AL 44> i AAS LI AR DR, Sl A A2 558 1L A
T RGN 255 2 ER R LU I L5 A 45 R [1]. TiiT 3 2050 47, 4Bk AD KWK RIEE Bk, #A
1.39 [ N B FEMRA R R [1]. HE AD B R MIEARWIE &, XS5 TA RS0 R E KR
[1]. &4 M1k, AD PIASARRLEIfSBI3ER, B4 SN e #E 2 -8 (B-amyloid protein, AB) KRR IE i
SEBE (senile plaque, SP)FIZHML N tau 25 [ (P-tau) ik 5 i R 1k 3 B 48 I 41 4 4 45 (neurofibrillary tangles,
NFTs) [1]. BEAh, M RRE. AR, BEMAEMH R . BWRE S5 AD R4 KRE[2].

HAlT, ZRIRFT. EERZIRIT AD &Ik, (HEAREMIE AD RERE[2]. THkK, IhK
SCRHIESE[3], XS R AW EE 2 MW B IpIE R L DR M ERELEA R KM Bk, S
AR AD WHEZITIEAT B A E ] 72235 103G I FE[4]. SREHT IR E AP RS R A —,
BEA SREHTIE AR 7L, VF 20 74 R W SEHTT 20 AD AV RIIT 2Ot BA Z A8 S [5]. A
A 5 FE AN AMKET IR AD HLE], SRR

2. KA KRR EAERHLH

SREMT I R A HE, RIEME ST RIS FERE L, LA KN B2 2 Ths e f o, 78 ks e
S = A B A A BT R, AR 2 R A I 6] B SKEM IR IARWTE R, TRIT
PR RBEZ G, B RGN N, 4 E. )L BRI RRE[7]. Ho ke T
XM RGN ), i I 50%, AR XS EAE . BOR . THME. WHE AR AE[8]. SkEHEid
@45 RFERT K B ZAE R, BTG TT 4 BB, (AR IRANIRT .

Sk B A DR 1 40 22 T 8 T RS = AR - M - ARG - KN ISR S E[9]. AR
K= XAPE, a0 M P R AR S, W e A 453 ML B, IXR B 7 = X & 5 7E
AT B R[10]. WEAR[11] R, = XA A5 IR 2 (VL) AT 22 (V2) BT S L AR RS i A2 e AT A TR B 1 S
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T RTVRGE G M A A 155 5 B0 S R o el T RN L e R e 3o S B T N = Sz, B T 4 K
RSB FL[L2BAESE 1, SREE LRI F i gk (et a2 A% 5, 0 T A4 X Kl B2 2 A I L o

3. ZEMHRZHILH

FRT, S-UERFEER A (AB) TRETL I Z B (senile plaque, SP), LA tau & (i FERE MR AL 7= 2E b 22
JiR£F 44 45 (neurofibrillary tangles, NFTs), T4 A A B 7K HEER 75 (AD) ) B R L« BRIt 2 A 2s
FIE AP, AV BB E YRR T B S8 AD RAEKRFE .

3.1. HEREE

122 58 R 308 5 A R Sy AR 2R R R TV BTV R BB I SO S N, LI P R R R A TR A
IR 5 200 L PR S AR 8 B BB 13] [14]. /N5 4 i (microglia, MG) A2 T2 IR 5 41 il (astrocyte, AC)
RIS RS0 R e R A, EHAEFDRAS SRS n i T 4i . MG R AC TRIESAE T
DROE, AE N AB RURIEIC. T RMBRIE 2, IF o ksl A (2 2 4 i B 7l 40 A 36-6 (IL-
6). IL-18. IL-18. JHRI¥RFEA T--a (tumor necrosis factor, TNF-a), BRI NS, SB AW IMEHE
PEVEZN[15] [16]. BEE RREF ML BERIL, FIRES FEROS M7= A I o R 453 £ DA K 2 T2 12 Ik 448
xS, JURHLRISEEERT, Xarg— B mE A Ui, Tau & Hd BEBRRAG[17].

3.2. |

WHFC[18]R B, BAR ML RANT A8 2 FEGEAT M A T RE RS, 3T S B 2B 47 M7 [ L
filz—o TEABKMT, FAFAMPUEMFZ HAFAE A, (0 240 A R K P i B A R K P
2P KE ROS, RAEFAMSIE, (M8 Ca BB dEM5I&R M TS, ARsstid, HEE S5
PREE A AP T2[19] [20]0 R HH Ik 6 £ R FRAS AN P47 o A O SEU A 1) s R i P ik DA S 2R R A4 Ty i
RS H 4 S B AD B K EAL N A N [21] . WTAE[22] [23]1 0, EAL RO AT AR -4 WG B y-
Iy ULERTE TR, B AB AR A RRL, JEE BT tau B A BERR L AIBE IS NFT BT R[24]

3.3. & T B

PERIE[25], ML T0EME - IEEEAIRE . LRI F VR D) BERREAS 2 T80 AB 7 IR tau 5 IR
b, A TCY)RERERS, S8 AD. R H VR 32 A TTE B A Y 400 B RE R i Ak . B AR
W, PURHILZMRILSCE, SRR AN, B RRAHERIEZ T, A& nTh R
PERIOT, MR OSBRI BEA . R4 e S5 ThRE[26]. RAME KA TIREIR L2l ROS
REER, &AM PR R, Wi —P i AD S & IB TN KR . BHFA[27138W, B
WG B R I T RE SR N /2 AD RIR I O R R . VBN LA —Fl i 2 IR A R4 E &4,
M A ATP B (vacuolar ATPase, V-ATPase, V-ATP), ‘EFIH ATP KI/KMRGER:, # H* A ZHADJH 42 i%
BT EE A P9, I (758 Bl U s S B0 M T B R M [28] 0 V-ATP Bl 3 IA PR & S 8 B 1A s 1) PH (T
AR ARKIE AR R H IR, BV - WA RRE BN, ARG IOETE R, A
il AB IKAEAN tau B FIERR, & FHAD MIRAEKE.

3.4. IHENEMEELN

BEE A - W - b R AR T TR A AR = 4 Rl e 51 AL 22 S RE AN S R G 3R AL
BET 3 AD [29]. BEE SR, B AE R BB, P EE 2 HE(LPS). 14/ 3 (inter-
leukin, IL)-15. IL-6. fJE3AFER T--a (tumor necrosis factor, TNF-a) A4, S {AdA0 2 480 [
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TR i bR (BBB), M0 4% R40, Xtk —0 F 8 AD [30] [31]. iFHE[3115RM, MEREEINFNRES 2]
AD i35, s YA dnng| k- 3- TR R R R R I I kAL, o L AR A R I R R 4 T
WACIRZF MO B . 8 B BRI RPROIR TS . BB R E M. XL i, MiEE#sS AD 1
WA 25 VA %

4. KEHTRRTTEEMRARMRER

AD 7EFE B “HiR” Mg SRRV . TR AIE AL T, AR Z IR A
RE B EEIR R S I AB AR  DRESR R, T B AR Rk S LS B ) DR, XL B ) 2 B 2E
. HRITHATEINGENEEANS, AALEAN ARKRMABA. R0, AR RES
FEIRIT I A AR, HANE R EMVES — IR 77 % S8 TIE R e PR 22 36 5 S B AR 25
o, PR TARFE R RIGAE AR T, TR 1 2 Ry G i Sk T i

4.1. “BERW” $E

B E R ENIBIR 32T 0, B BRI, LS SR, IR
PR o IZENE R EIREUBIKIN B 22 EPAL L 7KV, A7/ MIERE BRI T8 . 22 BN HIBE I S S0 AR 78 [33]
RO BB A AN LR AD BRI R L] 102K, RN BB a4 AR B
A 4 (GPX4) 2RI KA AT IR 2= P B &8 2 (ptgs2) I3k, i AD A F Hh 1 8kaE
T2, MRIARBUE AL, TSI SOEAR G A IR, RIEMARYER . BHR[B4%xR, “EEREs” &
iEiE I ] NLRP3/Caspase-1/GSDMD i@, /b 2 VERF BB, MM ek AD /MR BTIAEIZK P HELE
WFFTRTHEN, R E b o ] A A IS R I RIE, MR PR AR N, ZELE AD IiERE .

4.2. =5k

AL BRI A, HESIRA SRR E —— R o ZENRERUE . P
AE. R M, SR, LURBIEY L . N S ERER .. DU AL, ke, B
Bed, [EAR T, WSS, BIT[35]1% M, =M4NET BIEERART AR T Lot 7244 4
(SDF-1a/CXCR4)iE %, INHIFPLE R ER N, Wb AS fEESIX PR, MimH s AD /MR =2 EHEZ8E
K25 7T [36]38 ok = A5 F U AN 2 0 A 5T I 4 RIS DL AR R 4 G S kT S, AT 250 AD /)N
R I FNEAZRE Ty LA BB FER I, = A vk vl 3 Jok 00 1) A 28 9% i S 9L B MO 8 o T B8 M, AT
WELE AD it .

4.3. BR=%t%

MR =R U DR AR BT, 00 2 4R I PR Sz e i 45 tH I — A LB YTV, R IDad i s XU
A FNEN S =5, Be 3 SGE R A JSREIR, LIRS AD VAT . BT AD BN AT,
BUF AN X AR WE T X, MR =T R AT R @ B, AT S X TRE, AR S . BRI AR
Tk AD HIFER o KR 2% B BA B FE [37]38 0, MR =4y ] gl o WOs 4 i S 5 R 15 2 1 e
(ERK12)E 58 S LWL c-Jun S LRI IEF(ONK), AN T ML EETIER, =T AD ME
MIPRZRAE ST FHULHEDN, M =4MvEnT i@ fh e A T2, AR AD /N RBLE il 5 AB URAILA
Je A Tau 2 (AL ERERR AL, 038 AD /N RUARITHRE.

4.4. B=%t%
B AR I S T BI “B=A7 Z, R T 2 FIRRA AL R E T, d AR T
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MRENAL, AIEIT 2R R PR [38] . VFERRMR[391HH I #8 T BT R =412 AD /N BN KI DI RE
SN, R DU AD /N BB KRR B 2 A PR R A6 FH /b, T R Tl e AR R A R R
RELMITA A R . WHFURHI[40], AT =4 W] BEIE I B0E Notch {5 588K, SEmf2dnfgn] 281, i
AB WA TS AD /NRIIZESICIZRE . BRILZ AL, B = aridad 55 R LR Rs 4], 1
PEARZE I TS B [A2] HE T AE 22 AD 2. i LL R TURT o, B =S rnE I AD AR R 1) 22 I B
RRAERN, B FEIE A it BT

4.5. LN MRIGE

SREF RS T BUBR B IE T ZE IR ARG, § A K Gl TR, 24 “41157
FFAESE A b 45 & K B R Dh R A S A28 BE, IFA 1 T BCSR i X -E XK 7k [43] o Sk AR 4t &)
OVEIX S THIX S THATC . BUX . BRI BER IX LR TRIX X BN X, AN XA AR B s i 96 R
Flo v, XL T 9K A0 M1 50 e R D7 T R B o, T T X U0 5 JRent I8 3l D AR
[ € 7 P 55 75 T A 22 O . ORI X SGE R . 152 012 MRRIGSE . SRONARIEIE L
AN KNG B2 /2 25 Zh e [X 3 18] (R Ik R AR BLAR AT T35 AD IR ZE R R o Wi TE[44138 W], koA
Jriknl et AD KBRS Ach I0E &, JF RIS CAL AN R IL-6 ERIE, (Lt sdn
JEIE T IL-10 B9RIE, TG AD KR EIZ SARIZhRE . LRt LR ET, SkoX AR AT JH L £ e I Bt g
RGUHMHIR A RAE RN, BRI T, M AD 231212 T8E-

5. /g5

TR — M IR RGURAT TR, PRI RO REAR X 2218, (HEEE F g, £ZEAN
HERZEHH . EEENARE R T HICIZ 8 TR, AR R AAT NI BE AR . A S T
SRR A A ALE SR SO . EACR I E A R . AR E DI, ERE 2R
AD [ R R AR BRI X AT RES AD (AR LR 2 R0 3R I RV 45 R AR G . BEE B TN
AWREN, SKEHTIEXT AD [T T0A] R AR AT /. AR A8 KA R B S AD R DR LA
gidr, QUG VBl EERAT BE. AEERA MEENEAL B =AM ARESER RS, AR0h
i AD 1R AN S -

XTI IR T AT, RO SREHTIEATT AD R4 7 8 IR AR, EAAE - ERA L
55— DA RS 2l B — IR SRR T AD ITEENLH], (HEk = 2 X AD Br[RI4E FH 7T .
PlE, RRE T DB E LR RLETIIT, RIS HERN AD RAEKR RIS ERINLSE, kitia
77 AD MW IIRRDTFL 5. 9, HEEKEXT AD (T 7 2 RIS, 1 AD 10y —Ffidt
JFEPEZR, ShZEHAIT AD KIS . Bk, ARKRWFFEATAWRRNLEHAST AD AT R H =,
LRSI AD BRI WHIERR, BRZ RIESS ST PR, b, ROREREER SN AD AN RS,
e REHAIT AD FIERIRIRYE . 2510, AD ZH FE LI AR —, 2R B GBI i A 28 e
FAEAL, Toik B R RE ORI X BN A T3S A B G AR EBOR, KA. AT Ll g
RS RI SORE, B RGST AD SR FRAE 5 A0 S BE At
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