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Abstract

Alzheimer’s disease (AD), a common form of dementia, is physiologically defined by the accumula-
tion of B-amyloid and tau-containing neurofibrillary tangles. It typically manifests as amnestic cog-
nitive impairment and less common variants of non-amnestic cognitive impairment. Researchers
have found many effective non-pharmacological treatments (NPT), and epidemiological studies
have identified many promising NPT that can not only reduce the risk of developing dementia, but
also improve the effect of dementia in those who already have it. NPT aimed at improving the
quality of life and well-being of people with dementia are becoming increasingly important in the
absence of satisfactory measures in the field of pharmacological treatment. This article introduces
the effects of keeping away from loneliness, aromatherapy, animal assistance, acupuncture, and
multi-sensory stimulation on advertising. These methods have certain effects on advertising in
terms of behavior, cognitive function, emotion, etc., and can also promote communication skills
and social participation. These NPT are helpful to improve the quality of life and cognitive function
of patients with AD and high-risk populations, but more clinical trials and long-term follow-up are
still needed to determine their safety and efficacy.

Keywords

Alzheimer Disease, Non-Pharmacologic Treatments, f-Amyloid Protein

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5]

Bl R 9% 5 R (Alzheimer disease, AD), —Fi T IBITHER[1]. A HALH 50 7T ANRE,
50%~70% 135 1A K T AD. AD H 885 ZE AR T R H b & R IS KT 3G N[ 2]« ol W, 31 2050
L, RIRIRRE BR RGN, RS AD BIAEYIEGTAS R IEIR) E X, L*fﬁlﬂﬁ/l%l%ﬁ 3 %5315
Aloes Alzheimer 7E6 25 55 — 7 38 I ORIRI R I 7 IE k8 B BEIRFI R E A2 Tk, 2B AT
BB CAZA R ANPERS DA, R T 15 ik Dy RN 52 2 () ™ B350 - Emil Rappelling 7855 /YA #
o T B O IX PR i 44N AD [4]. A4 S b, AD 8 LRAEE S A B e E H (B-amyloid
protein, AR)FIZHLAMER FEBEHURIT FERERR AL Tau B A A 4H RN P22 S AR 4R gt . fLE B BT A A
VEMPE R AWML, AB IR AD RIWHLEIR EEIKS) /), A5 FEL Tau AR, SRR R
A P RATPE R [S]. N T T AD, ARXEZRA 73BT E. ZEE R, m e
JTiE BHEITIEMEI RITIE, XXt AD #e 7 EE/EM, HHBE—S W 7 AD T Fifs . Fik,
ASCLER I B B2 B AD B2 2 DL &N ER AD BIPER .

2. AD HY& wH
S EBRERAE Tau EEEE

Tau # AR MMEMKER, IEHK Tau EAREMZTTHMME T ROME, fedtmhaRER,
FRAHELAR . (2 RERGH E AT A0 Sl R s B M 2 A K. & Tau HAMMA R 4R AR A 142

ik
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AD ) FEFREZ—[6]. Tau BERRZ Tau WA FBERREG G M2 (AP AT, THRIXF-F AT 2
Tau BEERAC T HIAZYE, AT W] B8-S B0 Tau J84E[7]. HAFIEDT A4S Tau 8 A R O HIR R4 22 -
BN LT R LY, X ] DAA] WA I S R IR B B R  R EAT SRR et AN AD A 1) Tau PAZ FJ5 30
e, Bl B - AKBEAZ KA. 7R BERA TR S — MR BB G A E
ETACRT BE A2 H1 B AR A B A 2R 42 (8

Horp Tau BEBRAIL 2 Tau 5 WIBIBE G121, Tau 8 AMBERR AR E A G FIHE . Tau BHR
AR RGN AT RS B BOSRAN I FEAR, & SBUR RIARRE9]. R IEH ) Tau A 5T B
FRAGI Tau B AARSE A, TR 240858, (6 AD W, Tau & A BRI, REHEMETHR
TR IR IR 22 . Tau KL T SRE S G IRES, IS ERZLAZE[10],

22. 0 EMHEER

AP RETFENFERT A S H (Amyloid precursor protein, APP)EH g A y 0 WABEE ALV B 5 N LRI, 15
EFRITE R B 2 A DA e 1) T D i 1 AR AE A B 0T, A R THIC n 2 SR AT 4 v TR A 11
AT TE AR HISE ST i B4 A TR B8 d 25 & — P B e M2 48 S 90 MR A TR, {8
5T SRR P TOIE T SR AN BT R TS 2 EE VA BT, AT BRI AR T2 12]. AB
RKiaFE Ap RAMBERTHEIREYAA G A4 i3 BARAEMNE, 1S Tau I EHR
b, T JEFHVREE TR LTI RAR RIS, NI FECEACLE . L AR SRE[13].

AB R— R 5] K7, BT RAREMK AD Wt Hrh A BRI EE, HHE DK
IFEIGEE . AN AD il FRTSH IVEPE AB fR /N B S U] A A IR, X 22 PRI Ml 14]. AB ik
F R SRR FUUAR B aT Vs P T2 5 | S 41 4E AN 4T i 122 4F B (seruleplaque, SP)H, S & FEHHZ TLALTI[15].

2.3. [XMETINREREFS

i ML D RERR RS S5 AD IR FREEVIFIOC, %/ 50%I1 AD i o A7 78 L8 S5 o s 0L s A 2 Rk s A+
Wi, IERASMNIE, SEOTIEREEAN L. FER KRR, REMIMIRE)7)% 0B IR IR
RIAE, AITFP0R 7> T RO%aE, BEM 514 AD [16].

2.3.1. Ap ERAR AR A R B 2 i L E Th g

FEX FERIERAZTE AN APP [IEFE R/ BR(APP /N R, AR A7 A2 18 Jin -5 B0 A 804 BEOR ifL
EPORDIAEAR R F BN T, ALY, b A SRR S A A B B DA B — AR S AT
e JEL I LA K A AR SRR [17] o

2.3.2. $BEER E4 FUEHR

AD Wi KGR R & 2 — =24 IE 5 1 E4 (ApolipoproteinE4, APOE4)5 473K . APOE4 3 [X AU 56t 1fn 5
TEMREER 1A TU SN E R I AD #5717 % APOE4 547 3 K e by B2 1 i T AR & (18] 1FsL 1,
APOE4 S5 {57 FE PR I T A 52458 5 N ML 57 B (RO K, 76 S K RERE b, tBnide T AD FR 35 (1) if o o P o
[19].

APOE4 o IfiLfii J# B () 52 M 45 15 A FH BT AB SR S FE U I BEHLIG R 50 BoR,  S5 2 BGRIZHAH L,
TRTT A MR IR AR R DL /K e o Aok R R R PR R BRI ) I AR T 1, iR N TR R AT O MG e
[20]. FAVER R E ARG S TE APOE4 #5717 i, S B mT R A2 LW 4%, BT DAL i D) GE B i 5 APOE4
S
2.4. HERIERHF

FRE JORETE AD HIRTRALE P AR, b Sema BRI 2 R /N i I 40 i 5 2 T8 40 P F A2 4
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2.4.1. INEEFRAARE

i P SR A R R BRI ] L 4D /N 5 4 B P A B AT S0 2 AD ) — AN S8 S5 R AR [ 217 /NS5 &40 B P 7
ANEETD)RETT A2 B A YERE . BUAh, FERNERAE . ANE TR BR R T] R 4R RRp 22 To i R 7 THI
HORAEE EEAEH . IS APP H IL-18 (i B 32R5E/PST /N RS AL 1L-6 1 A 2 [ i) 2 7R W], /)
B2 I 20 A T 1R 980 T RE LG M 2 B MR IO A R P ME(22] 0 /N IR I A B AE 4B B X 42 R 4 (central
nervous system, CNS){5 4% /5 T K FE R E/ER . 76 AD FIREARA T, Ap M M e 48 K7 a4 /M s 4
M, SFEZPRAERFHMHERTRE W, XSEME T 2dmiET, Nmslk AD. Mk, /MK
JF AR AT DB R A SKIKSE AD (A fE, MIMTERYT CNS [23]. WHFERI, NEAMAE AB S HLE
HORENEAERH . —J7 0, NS EWER S5—J7m, /N4 ] DOl i B e 2 5 R
FI A JERE R o AB A B F2 /N5t 4 L0 Fph 22 2 FE (15 S 0], B0 2 AD KRR EM G —H &R
[24].

2.4.2. ERERRLM

BTGB R A R /r ATTEREA CNS I R4, B REEE I ZARRES . AR, &7l
FNEE ASME RGE[25] . RIS B2 T 15 40 0 R 42 1) 5 i o 28 330 o /K1 I i 45 4 28 0 ) BBL 1 38 158 e, AT
SKHUA MG T T o BeAh, TR AN T LATE 5 il (8] BB O 2835 M o PR BE JFU T, JF 3 i
RMEF[26]0 TE AD 1, VPRI R U B PE B T A R A P 5 A7 AE R T R 400 S 7 1 (R W 2B AR A
H SRE 2 51 R IR BE R RE[27]. DRIk, e B SR IR R AR A A7 AE RS AD . R IR R 40 A A
AB Z A HIAH AR R — AN B 2R . Ap ARE R AT 4E e 0 Jf /b S T2 B 4 PR R TR A e o BbE . TT J2
TR R AN @S 2 AL 5 AB BUERR. RN I EE L RIA KRR E A2, ARE
AR 2 FI )4 43 Wb APOE YENAEAR R 11, i#id LRP1 Rk AB [R5 RR[28]. FHRER, B IMK R4S
57 AgWiEE, HepEENHIEIE AS WP A RER . — 7T, SOSMER RR BRAN BRR R A R O S
FACRIE, XEEABT AB AR U7, BT A A T A R RS R e 2 CR A T R 12k
KABT A IERR[29].

3. EHYTHAES IR

L2459 T Ti(non-pharmacologic treatments, NPT)# A\ & — Mg & REIT RS, BIEHEAD, 62459
THIRET H R 2ERE, ARG R AD A, BT RO ERER . X L T i
ATy DU BEAREAR . IO FRIEIT « INFIT VR B AR T30 1X B8 7 VELE B35 s R A AR
T R AEAE EEAEH31].

3.1. mEMMITE

PO —Fh R, R T AR AN S bRt 2 QR 8] (R B 22 o BRARAIAS 5 JEA BT I PR
AL, (RS — RA AR RS R K [32]. AU ZMARUEYE R, U AD FHABA OCRE R
ISR ) fE b K 3, AT g2 i s S5 A R 9233 ] 451 A6 Y XA FH I FL 8 S W 2 40 A )
WA 7o b, AU S AN AB Tt o8, JUILZAE APOE4 i b, DLACE KHY tau i HE°7,
KR AT B E N AD i B A2 A0 B BURIG IR R £ . jEAE, AU AT 0 AD AHSGIE [
Fik, RIMEEHIFLIAAE /1 NG B2 lntk[34]. ARG ERIUS AD 2 AIFEREERR, 50
AL, U R AD [ B RS JEEDN 15% % 64% [35]0 IR FEAS IS4 I ) N B8 25 5 i
1 AD [36]. BHFFEN GURYE TR« 00 A0 IO ) B 2 5 8 28 11 L 48] JXURS: [ A AR Y (Cox [T JET A 2RY )
BonOxX et B LLEA 95% B 15 [X [ (confidence interval, CT)f) XU [%; Lt (hazard ratio, HR)Z7~)AD (HR = 1.69,
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95% CI 1.20~237)[FIREHEIN, 7% T — RENEEMIRI R, IHERRIELRRT 5 8 PR MR B 152K
HOAB R AR KRG, KA AD AR EEHR = 1.51, AD [ 95% CI 4 1.44~4.36)
[37]. MMXHAMIZEREE AD A AR, HhAh, T AD KU AIEEME K/ oA AN B0 R A
AD RS R E A, AIEAEE, W hPikS38]. A B AD KB E R B ABR L R AR AL A1)
bS5t K e B [39]. DRIz B I n] ALK AD R 1 AR E T = 9 R BT REH .

3.2. FEITE

75 B TR RAEI T IR AR B CRE AR B A R T 25 ), ROk B 07 B (R4
B ORPRRARIE I L AT S R B A ARG I SR IO g i R ) REU S0 S AR AT (40, I
75 B 28 24 BN IRSORS il R0 B 2 R G, RIS R GET I SON[41]0 5575 9792 0 I R ML
Di A&, MTEERE N, DA B08 . X —MAR GRS 07, 80T TR R B B RIR,
AT BERG RIEE AE S 5[42]

3.2.1. BRIEHMAER

A B AT DL A B AR RS o AT RS T 2 R R 4 2R 3K E P EUVE IT , oa BOBR BN I I RS (431
H AR SR A i R FO ZH A 06 258 NI 5 SR SRRl A AR [44] . BB E . IR BEARIAE O4 o
PR TR SUAMAM 2RI ER . EATEER G H WM RGPM N1, B4 AD. HEk
i~ i Sk FEAIARIBEDG[45]. Pengelly % A —IUHET, RIEFRN(750 Z50), mBEHLIEH LW S5
B, 0 28 HEEFENCTFEIGER, 75 &) CIZE (A RN A TARCAZ sp R A5 20 75 A 18]) R
B EM, IX AL RE PRI BT TN SR by . IXEEEE R AR T3 D FA R R IR A AR AL
IS 18] Y HEAZ AT KD B RE i R A [46] -

3.2.2. FETr AW

AW FERWILE AR AR IS R AT A5, DURRE R ) S0 IE P AR A . =T RRE, T
FEULE R A A B, SRR B 5 A2 3 t R ARG il O A DR BIA A, R A2 b = 1A 4k 3
P . A2 IE N RSt s, AL ERE R AIGRYT W B RS 2 R . RS
Kb, J5 A AR/ RS AR ANIRER o AB R FURIBEIR AL tau 2R /KT8 35 FRAR[47].

3.3. $t&RITE

BRITIER TR B T AR AR 25167, AT LAORI 4 T8 S S AR AT VE I (U AD) IR A (2 it i
RFFAE . MR TURIL, Bt It i S5O 0 S 5 M DR B vy 222 1 27 S AL AZ BE (48]0 B F AR (e i 25 AL
XS AD BRI, ISR R AR, R E A U, IR A ER, WARETEA, BuEiiA
ThhE, MEIFLRAE, IR R A BHRAAEN AD RABIATT I RE, 0 G2 2 A AT B B
FIEIEFI[49]. AW AE K AS AREESBCRT) 2 N T AD 7 . ARHTFER B, AR K B (R 7R 4 e A
R 3 B ORI SAE T FRAL ) A 2 DI RE ™ B A2 40, FLAT AN AR FUAL B W R Y 17 K SR 5 o 0 el 2 A
B I EE FHARIL[50]

SR IIRYIEIFE

G RIT R EE TR B R R G Re il s, PN, XS0 AR A By R ok HL%
B2, IF H AT DU 25 3 Se i B A BT A 7 PAA IE B AR R b i % R4, A e e T IR A i)
Ki[51].

H4:(GV20). KHE(GV14). RUF(GVI16). ME[T(GV15). #HEE(GV24)F REXTIATT AD A BT H1E YT 3L
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Ho TR FAIAL, HBEBHAE S B EIASIC A 2[52]. KA S PR LR IR T 2 2 H ik #% .
B AT(BL23)— 1] 1 B B I 28 RUK ik B R KRG % . Kk, HE. Bar, X =552 KM
S K. HEH(BASTRO)MAZATH. B BB, EILMHE = BEEIRT R E LU .
(B2 2% [SP] 10) A1 PY 4B (EX-HN 1)t H TG 77 KRB [53].

3.4. SHHEENTTE

H 20 tH2d 80 ALK, 5B T Ti(animal-assisted intervention, AAT) E A8 F 15 25 Fh B2 77 A0 B 505
FIRNTEITIE[54]. AAL LS BI04 BAYT (animal-assisted therapy, AAT)5 sh#4% Bl 5/ (animal-assisted
activities, AAAFIZNWIFIBIEE, — e 2 H T m I 2RIa 7 R [55]. DRIt iR B, AAL
AR BRI AR TE R, ST N, Nt HEN[56]. AAA TR RN B HE L ER K Zh Y
EEINES), AR AU EA — R R B R . AAT 483 R+ Tida i, B 7o Lt
BEWGE R, HPANEEZIRI[57]. AAL BAEMR L 2RI IS SRR BB IR 1 o 2 4 k. 2R3 |
53z B3] DA BRI g, 3805 00 F1 45 G AH S s A0 S i 7= A, 3R R SR T BB
b TR BURE RURS #1417 9 E IR (behavioral and psychological symptoms of dementia, BPSD) [58].

3.4.1. BABHT AAILHNEH

e AAT H T EXN SRR IT R T AT RG89, EIRIT BRI B T,
W T AFRIThEE, Wrd. TERIS. T BMA S PEM RGN, FIESFEEST (RIS T
&, Blng B AD JEBE[59]. 55, BYIMSGEE R — N BRI RN EEGE. 5=, HEFE A
ity D15 A0 47 1) I A RE AN 5 52 [60] 6

3.4.2. AAI AT{THIE R

TEAH FH I 204N R ) B A A AN AR M 20 R LR AR R e, @ AAT 380 A EL R R 4
INY N 2 B RG ER E HA JE R R A AT R R A AT AU B 2 T, IR R ], AAT TR
A B2 A R A AR [61] B FH UEHE R W, AAT o] BE BT AD 35 AN ARREIR[62] .
I HLA L3 VAT R AAT, RILAT DU i KRR FE b /b B sh Fl A R 512 1 AT R (v A B e 1)
KL AD B3, [FIRSGE T AE R EM S N2 B E0[63].

3.5. ZRRERE

% JBH ¥ (multi-sensory stimulation, MSS)& 7E & [ 1152 11 55 [A] RS2 HE 25 AT DL, Wi, ik Al
ML, 5 R BERR S RO “ LR P L7 57BN R A BARSE ¢ R A K[64]. XFp
JTVEI S A FR A “ Snoezelen (2218t HIIBOA ) 5 (0] 7 B “ 22 )8 il ¥ % (multi-sensory stimulation room,
MSSR)” . MSS #/FIEF PR ER 7, KGR0, Gl mgi. 558577 LR,
A S ARBUERKRE DU Tl st B SO ERE[65]. HHANITVEALL, MSS J7 ik i Esr
RZ—R—X—WREMRA, X2 MR SWmTE, S EE A e CEsErERE. rele
R/ DHOE A B TR EEEER M E AD A TTEZ —[66].

MSS SHAFITHRET A IR LERIR I

FEPELARIBENG B b, TR RS A AT B T AMA G, T ZRE IR T7 3. AT, ATk
TR HLAEACF IR F AR AN T BE ST Th 2 28 B 2, LLfn MSS, 1A M 22 R S0 2R 5l
o BEENFIDIRERTEAL, ARG AT EARRR), 524 BB DU T B A7 3
1, R T R A (AN AR S R EEE M PR B SRR, X RT DU R TR S 670 2 IR I
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{1005 3R R 22 JR it R ONH AT R U R A R A AR RS, 9 B A RS YEAT 0 D SkIENAT N,
AEAT N SRSl A A A T R PEAT [68]

A IR RN H 4 H MSS 3R B R B R IS G AU G BT IZ 5 . 5825 B
X HRZEAH EL, sz T TR 8 8 AR /K- W8 DG . [RIRE, SX IR E AL, Bz B R0
S AR PR AR I 52 . AT B 25 R B8 /D AEAT (6910 HLAT R T Jes b PR e 7 Ik B 8 A7 A s AE
B —REWE 1 HREIMASE G SHE% . 17T AFERA BRI, HoeE T A BALa1iL
LAE N A R R A R (R34 38 s T 14 RS, B 0T LA ML (blood pressure, BP), B {0 % (heart rate,
HR). 14 hns A EE[70].

4. AD 5 NPT

AD R ML RGLE AL, WA R, 50T, INIMIIRERES[71]. B AD
MIZ BT — BEASCE T EE AD B F FARIAAT AR Y B br. KBS sUs e esry, UL %
S TR AD 5%, 5 B2 EHRE B 6 75 A0 SE B W 2R T, V697 AR H s L A& [ 72]
ARG YT W 3 AD JE BRI DI REAIAT NBEAG I A BIPE, MO — Mk, fEIR4H%
T IR, A R R P R EAT T PRI, DALVRAl NPT X AR K IE sh i se i, 45 RaR W] —
B F A T REAE NPT Ja i R Th REA B RS BRI E 3, X L83 fp I T 22 mT B3 1 73]

5. Zit5RE

L5 LRk, VR4 IR T AD RO N S AR LG YT IUE B AW FCRERE , X T 07 AT I A
EHBNGIT . BT RIT IR BB RIS, XETIRE —E R B DU IRA S R AD fUREE, L
Je T L G Tau S ERERR AL . AB JREESESE AD S MA R . A H AT SA WIB R T, R Agimad R
BOwips 51w, (ERMNEFRAT, SEMMTE, £ ERE LU AD #EAT A+ iR
X AD AIRCATIT 5 T30, S Mg 1 R R, K2 T AD BRI, Bk, AR
M AD AR SRR B A% LLL O BT8O a4 F HLARZGH) T PR K 2 & ARK (1 2 2R e T 17

E&WE

A G I T T 95 2 B 51 3 AT H 2 42(2019Y20) . 486 2 5% 51 33 A A T H 3£ 4:(2022Y24)
K 2021 SEAR A AR E 4 VLR I H (F12021X023) 32 £F .
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