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Abstract

Alzheimer’s disease (AD) is one of the top ten causes of death in the world today, and there is no
cure. In case of illness, intervention can only be taken to delay the course of the disease. Therefore,
it is also necessary to actively take AD preventive measures. The plasticity of the brain is mainly
manifested in the form of long-term enhancement or decline of the hippocampus. The structure of
the hippocampus is easily affected by neuroplasticity. After the structure changes, the brain may
show some cognitive disorders. Among them, plasticity occurs at the synaptic level. There is a
close relationship between the pathogenesis of AD and the plasticity of the brain nerve. The plas-
ticity of brain nerves can actually be achieved through some daily behaviors of people. For exam-
ple, music therapy, physical exercise, meditation, social interaction and other behaviors can re-
shape the brain nerves to a certain extent and add new synapses. These measures can prevent AD
or delay the onset of AD to a certain extent. Therefore, this article will be based on the pathogene-
sis of AD, so as to explore the prevention and non-drug intervention measures of AD.
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1. 5]

Bi] 7R 7% 1 ER W3 (Alzheimer’s disease, AD)ARHIE 2 Wit Sl i s & ook, A& FEOAMERS, XA
A N ATERE D, T BN AR S H— K8, AD &4 N RBRE s WA —Fh . TR K
30 4E, B AD KE M AECE 2R, Hiit#) 2030 424E ) 7500 N, B 2050 FKA R 1.315 2N
[1]. EIHATCNIE, EEATMAYEE RIS AR A & AD. 7EE-TJLF, PEANDZ®RL
(P AW, AD MIAIR . RIRR RS R M2 FF. HET AD Ty B 2 J& R A58 FKSE
B, FEE T AN FKEMH WA 7H[2].

R P SR A N2 X M 8 R G AE R R AT B B I B R BE AR A f — o B AL 3], I HOEAE R —
FREEAJEYE, T T KMARYE #2805 ) A0 75 SR b B O S M A DI RE I RE T, DAERISAE N I M
A7 B AR A5 5 T RENK S TR S Atk (R0 66 [ 4] 0 R mT 48 1 3 T2 DA B MK T30 i i B 1 T O R BT
Hor, mrEEM R RAERMKT . R EIt E— ARG, B RECR FUOR BT, IRk
HES - W ES - E S M. b, R0 ar8rERINE, WA NEAREBHE, S5k
KA, ReE R RERIE, BRI S el S fid, 7R A0 BL A AR AR BRI R A R, SR VR R A
(EE YR AR BR(S]. H I aT DA 2K T 80 5 S b (R AP BRI R, R nT P13
K EA B TRE. 76 AD B, 2RI X 5 Ml 1)1 R SN RIBE RS S ARG, R E
TG K2 B ) IR (6]

2. AD B & TRALFI
AD J&—Fh i HX#H£8 & Si(Central Nervous System, CNS) 18 1B AT R4S, £ R AAEZFE R Z 5

ik
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W71, #EdRH, $EfEH, AD RMERIFRREERNE, HIORSZRMERAR, B g IEnEEAN
VI, Tau SR A FEREIRAL . R RAER 7 IHERAERH 27T B0 .

2.1. p M EBERTR

TEHTT, FRAER: AD ABHLHIR RV, 75 1992 S B RFE 1 “ TR RE gt ” 75 & 4 = S
fro pIEMHEER (AR KIVIRE AD MATARIRELF I, FECEE I (Senile Plaque, SPYIITEL, #RJE S HUH
22 JCI AR 2 1 4 4 45 (Neurofibrillary Tangle, NFT)SET:, A SECRE[8]. JEMAE B IS H) 2 0 A0 s
JRVERFE T4 5 A (Amyloid Precursor Protein, APP)_LF] 573 WA B A1 y 43 WA B 17 328 S B (2 4F F &8 /K = A
(1) 39~43 NEFEFRFEIEIL[9]. W AB FA7E TR IR ERS, ATREE A ML E F=AE SIhEE[10]; H2w
RRET AB WRETR, KbV 2 B A it R e, DUz K EE ise. HT
Koy AB BB TAE A Ms A, DR A B e R S B T A6 T 4EM ok, FRdE N, AT IR e A
AR, FIMMBIETI[11]. Fik, AD &R FEE AR K= A2 R B 2 ] D AT R 45 3 9]

2.2. Tau BRI EBHERL

Tau J&—FiZ 5MHARIT IR IE R, ERZIRAT RS I AW HLE| g E S E R . dmid
Tau IR RAZFIE L Tau (1) NFT FIm BRI REARA G, X2 AD BREbrE[12]. AHFAEMH, A
WZERE TS E 7 Ca® AR 2 al LU A M1 NFT K. 7 AD KA RS, Ca®
T I e iE B P E R A SR AR BSR40 Bl A R B b g e, AEARE O AR RS IR FE T, T
JCANM AL SR A Ca? I 5 5 AR FINFT Hhoid [ B BR AL 1) tau FO7= A IR, S 30 AD B3 IO RIRREAS [ 13],
[{ B, Tau &5 AR BEBR 1L I8 52 ) B — % IR i 7 (Adenosine monophosphate, AMP) ¥ 1% ] & [ I
(AMPactivated protein kinase, AMPK) 52 . 6 W 78 & 76/ R S5 FR R IL T AMPK BESIGE B S 24
A7 /5 tau Bx A BERRALIIE N, 1 AMPK #1032 tau & A BERR PO D, [FRHdt— PR T, St
Z P o TEFET AMPK 1)/ BUE 7R B Y YRYE tau BEER AL RERAIR, X UL8s R IT T AMPK 75 /)N BRI 24
ZTUAR T tau & ABEIRIL[14]. BB AT/ H AMPK 5 Tau & AR HABER, GBI Tau
AR .

2.3. HERERT

ORI 2 IESE R ], AD B RIPHEE RORE IR 22 Dh RERRAG Z (M AFAERR 2R JLrbr, BT 5T 40 B A/
I 5 4 A A R 3R

2.3.1. 2R

R R S5 4 i DR Ry it 4 R i ) A e e BT B OAE T, IR ELCUE AD AR IR Ao 8= 1)
AT Re AL, RAERR 7 AD B R BT 4 M A o — D E R SO R —. AT - IR
JRRE LA R AR A% 1] 9 f T BB Mk R A3, =5 M O R HR IR Je 9 Ak iy AN 5% fid 5 e T
D B 52 T 55 A0 A T T A I 24 5+ 22 T R 4 R 50 140 K o i J 338 s ) AN [+ K i 4 440 £ 5 fod T 548 ek A
W, S HICZ R SRR TI[15]. BTLL, BT R R 4N Th B i e 28 A AL 33 ) BT #8 AT g AD IR
4,

2.3.2. /NERIREHRR

NBRAMAE AD ()R HLE T B R R ER o — 7T, /N0 4 3d ik B 78 28 A A 5 (2 4% 14 4
MR8 Ap P2 A MR R S —J71H, DRBTAEMAE = AT AR HUAHTREE 1 BEHLE B 7 1
RAE T aAEF[16]. 1ES2 /N5 40 M 1) X AR H 2[R ~P i g 7/ NRIRAMIAE AD R e . 18
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RS, e a k. MR MRMIER, KRAMAMKBIER, (HENfRrEad s S
BUNRFTANEET A UIRERR TR, SEURRRE(17].

2.4. FBREEEHEZ TRt

R RE A 28 ToAE R R B A 0 2 1. RBREE PR S TOAE iy SRR 0% R G0R1HT Kz o
1) 1 2 R W IR BB AL 26 T RE X102 o) TER TR AR S ORI Dy Re 2 5C L, TR R R0, JIEGR
AE RGAEBEN KIS AT P R % 7 L ROE (18] KL, ERRAE RGAE AD HIWF T S ¥ & %O
A7, 5 RNEEE R G2 BN, WA, KRIERRSMT B W22 . EIHmEE RS, REE
) it il 2 FEAR 2. T8k % 75 lff (Choline  Acetyltransferase, ChAT). JaRA&A I, AD B I KR ILH ChAT i
PEREZE TR, XA BESINFIREASAEOC[19]. - H., TEARTREE Ui DM EE] AD 38 K A 2L T
ki L0 5 4 22 0 P 25 SR o S JEK T Fi FEL Bl R 40 28 T A2 e 25 oy IR A AR 2 2R AE 7 P R NFT T B 4 B A 2
—[20] JJEHT i o R0 22 i AR AR MR DA R 2 BT IR R #H 2 T D REBRRS RIS T R, 38U
(1) R i AR R 25 22 SCHC[ 18] NFT 12 B AB DA BT 511, BT DAAS AT, RGP E 1) 75 5 A
DIBRIAESE —E IR R MR E ) 578 FERIAE ChAT W& I = .

2.5. SR

FUL RO T8 N AR N B H B AR — R VR, A RO i AR AR AN T A 7 2 TR AN
Bras R(21], VRO, IR RERTIREN Y. B 1992 fELSK, &M O &uEsE, AD &
FRWGHHIE T B4 TOAFAE B /K B AR [ 22] o S A SIUE B 2 R L 51 i 28 b R T RE Rl « 2640
A2 75 14 %A (Reactive Oxygen Species, ROS)FE ZERIE, WFFLRH, AD EE b 58 B R AR 1 2 pak b,
LR RIAR T BE 5235 )T [ T 47 58 HL F1% 18 8% (Electron Transport Chain, ETC)EEH% 2K 8L ThREEIF[23]. X Fl4F
SE HL - 366 T B 200 £ 3R SR ALl o 4 2 3 S AU R I 5 = 2 AD S ROS 7= AR 3G AN B 2 ik A7 930D (1) )5
K[24]. SULREIE, Ap GefRtEAGRL[25], I8k A v ke B it UG L 57 il 5 00% (1 i R ——AB 45 6 I
IR E B &, A ITIH T ROS 7742 [26] .

3. KIS AD X A&

AD Rt 5 b i WA BB P 1R AT VR, HARRIE R pIE PR R SR &, IF HAEREE
SIFEAZ BIREAT PR 2R [27]0 KM AT IR 1 2 R AR AE Sk /K o #R m] B8, RO R T 28, 2 — A4
TEMERr, FRAHE R G 48 AN S A ) AR (28] IXFPRTEEME S BEE 24 20 . I AT M ) 52 T B AR
I 52 21955 BRAN TE 22 2544 0™ FE 2 W 1T S B0 FnIB 6271 A FDfifi £ (Cognitive Reserve, CR)&1E AN FIThEE
BRI R 2%, RXHER T eI S R REFE[29]. CR XM BB FATHR H — P s PE 45
M, FSRIEAR RIE S S TS %, ) AD HE 35 DA R0 fifs 4 1 38 A0 R K A A1 Bt A i ] 28 P P
IKT . CAVFKI, CREEN AD B35 7] LIA L 2 1Rk B As, DR FIZRIL, 17 CR BUIC
(1 AD 1) 555 23 2 R 9 ) 50 A% PR R P AR AT ARG [ 28 ] o bR T K w258 P RO AL 1) ] i ol o 4 6% 1 B85 T A 4k
PRZE T AT BB I R R AR A R B T T B8 2 T B, I BT R El 22 5o/ 5 35 M Bk T T AR Ik R R
ML AR R A E “BARE” o b, KRS JdE. ARsSAEr 5 R n 8
PETT RESE PR K B A 2R AT TR (1 AD) 3 o B0 R R [ 2810 BRI, SEI 7K P 1) CR /2 H AL 1
CR A RME N, H HAERENAdr AN R ke . v DUl R ARV 7 3, BGEERIRGL, flnss &
INFIHIEL . ORFFRRA B ARG BOE IR B G 3l X TR BE R TR 7k N E T iE 8 E - o AEE 7
130].
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4. Gn{aTHE hn A B R 2844

1E AD HIREEREY, HIF2 N BRAE S22 mesz 8, BEINAHi(Mild Cognition Im-
pairment, MCDAI = MIAKI R N & AD IRTIREY B, HAGTH, 75 6 BTl py, MIE & MCI 3|
AD WA ER RIE 80% [31]. Bk, REGHATTIHEM R IRA L ER) . AD &2 — /N EERUERf# R &, £
HATEIT K B, BAREZIRTT, (HRth LERIEMERMER . JE4YTWE AD &3 B2
TR B TR IR B LA B 5 14 [32]. BAR AD BURAE H BTEY BOCIE A L (H R AT DU I SR
— BT R TS AD. 24444 AD A CTRI ARG K, DR s i e ()™ B 16 2, AR25IR T (£ T
B RN 22 AR AD REIR 7 T & 15 36 ok B R B RO [33], 35 SRGIT . R EBIE. AR, o, A
B AT B R s R &, 6 AD B TR T T

4.1. FERE8IT

HIRIGIT RN NSRRI 2 A T 5, X IR E SR BRE U A7 YT aa B B 2
NAT, RN AR T Gk DRI B T R 254 [34]. ST FeR e, 5 Sk n] DABE SR AD 5 XA
KB 15 B ][35]. BlIUnfE—2emifldn s o, A AD BF RIH ) Z KNI DI REREAS, (HER %
SIRIEZE R A, BRI IR AR Bl [35]0 XX PRI R AR, AD B BAR R AT A
4, (A5 & R II R A WA IR « XT3 RGBT R UL, Wik R Gi e K5 i B2 M T Rg,
[FI 2 3 AR IBIT U B 2 RS — . & RIRTT S 2 DI RE R 45 89 78 A0 A 78 W i 88 I 1 &% B
N 21 47) 2 A R W o B2 2, P B0 B e G A RN B X361 A FE N DR A A T BE A LR B
(functional magnetic resonance imaging, fMRI) KA AD 2 FH 47 OK 15845 ME 20 R i i s K v o A 1 48
th, K 10 B AD B — IR WE NS, Frek 6 NHE RIBITA). RS LS SRR A R
$r OK FURF 5 & I 2R TV (YUBA J7i8) 307 o FE T T BRI J5 , T8 2O B 2 W b o A3 67 SR
BEATVPAL, JRAE B R H OK W& M R R I E4T fMRI. fMRI BFFL IR, 768 SRITETHlr
B RGE AT, A5 M R & RIS shig n . g5 5%, SXTAmMt, £ 6 NMH M AD & RII%)E,
T8 R H AR 5 R G 1 A S TR b 13310 BA RZE RAT R, ARG YT Re NS S I ORI T B 1, A AR
WEVIZRIP) T SR IT 5T T AT BEd I £ i o\ AL B IR 22 T ons 2R 8 B8 A (33

4.2. H1E

1E &S 48 (mindfulness meditation)iff 7T EERyEOHLE R, WiT . INAEEINEE[37]. 1IE& B
Ry — P LI AE PO 52 1) 25 ) A5 BE R E B IR AR R 2 AR e B e . IR FARE A &
=97 FIORS A998 TN FE YR TT TR M R R B 52 WA [ 38 o 2 T 1 3 T AR 7 V2 Rk 22 b e FH VS 05 1) 1
TS . 3T IES A K (Mindfulness-based stress reduction, MBSR) A 2t T~ — MO B8 FEFI A B #, S
FIE& RN 1T V2 (mindfulness-based cognitive therapy, MBCT)#{HEZE(E A BAH AR B 48 BhIG JT » 1 MBSR
A MBCT X} £E SRR ER A IT 24 (38]. EHER I, ESEMSFELRARSHR RN e, a8
I 2R DR 0GR ARG TR 2 )35 B B AR SRS AR AL, I HLAE KIS [ 25 ~J J5 2 08 AR5 [39]
BRI AT DA SRy =07, A0 R 2 SR IS I X3, He Aot TE 8 AR ) S 8L v 30 A/ 5 A 1
Ak — B o IS FEAR R DGR 2R AR R . S I I RR A0 2 N 4 R RS
R &S 5. RINEH KT 2205 IESEAA G, ESEERGRITIRKEHEKE T, If
A REA BT R SR A8 RO A MG N 245 B8 [40] . BT R=ARRESS N RVF 2 44k, W] DARE s 28 76 [m] 6 A
i 2% e 1 LA ORFF A RTRE DRI PR e o SAR W] DA e SO — M0 3N ZR, BEERR SN AZ 00 B
Re/1, HHMIEREERN, ESEMETRSFHSHERT. BB TE T 0 KN X I35 25 1 71 2
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RE A B e Al B A4 [40]
43. FEHE

RKEHATHEME R CEUE, SR EBEE AD & W 1 SRR —, SR E
K-S AD Ko A FRARAH C[41]. EBhRETRTT AB A SRIERF. MEE TR G BRI [42]
H IR AD R HLEI AT 4350, AB DI FEMZA JOH) NFT JETS, &2 KM EnThae it — A B2 & .
R E B ReEE I > AB TR T BT 7 AD AL o FEREFEDR/IN B SIS o, DR RIIRE
PRie W > AB AR R [43], Fealx T B IEE 8B, HAAREE T 308 R 5 B %k

AT BIGRE I DR RIER T, DLRBIEGE NI RE ST 0 T R DRI, ARSI P 98 hE F 22
RAENHAL S AD TS AE AT R b R 2%, wldad iR & B IRz [44]. BN, & F 8B 5 /N B 5T 40 i F1
BRI/ e [AIA EAE R, DO SR 8V G sk B Rk, myIfE LR 2H O
B g % e N5 AD MU 2 VA R ORI [45]. TREM2 £ E P KRG /MR RN R %,
RERE AE R RIN BN AT DI RE . S I — WU e 4l & PR I O | R B 20 BB R 0 ] S e BR R B B X2
PRI RN AE R Z M2 AR B K [EIRAE/ N R SE e, R, R EBIEREEGE AD NI/
JoT 20 B A B AR R S A nT B8V, T3 1/ BRI %3[46] . DRItL, @i 44 & ok T BB T
G BRI SRS AR KT, AT 8 8 K ik 1) ] 2B 4

Jibq 44 1 22 75 7% IRl ¥~ (Brain-Derived Neurotrophic Factor, BDNF) & %) 2 i 5T . fEai¥+, & Bk
PIVEH CAES SR BN 275 S @ A BNESE, FHrkpE Bl a3k BDNF #in[47], E%1E
BLF, KIGE L 75%0) BDNF, {HAEKI Al s [A], X P& hn 7 2 2 3 fi[42]. K, #5752 BDNF
BRI T, A KM 2Bt 2252 B . HRFEERM, AD B3 MK i) BDNF /KK T 1IEZ A 7K
V. 1f H. BDNF IfiE KR ) AD & 1 A5 NEIRE 77 T By 3 mie 26 95 0 (1) 5 7 B B B Ry
B [48]. 5 —IUWFEUESE, VR0 AB 5, IR 4N 7380, rs4uils 71 BDNF £ 1 /K F BA R B A
RIAKFEAK[49]. ARFTREIAL, ABTE R TR AD KEINEZE R K 2 —, Kk AD £#E BDNF #ik
K FR AR

4.4. H23ME

MEIL RS SN, 2 5N ES . SN &R AR A 2 O 0 F 2
KR, 2 FEPREIA IR FIGIN[50]. +LACIRYE /2 AD BE BAINIGIRRAEL — . BT e
AL 5 AD RS 2 A AR e, RBIME & B AD R TAEE #1]. #2532 E@ L84 BDNF
()22 T8 SRAG R 4F  BUE FR 3 10ACAZ B, BDNF X KINIhREA VF 2 A 38 1E R . Bldn, e 38 inofhar
M, BEERA R AE RN AR . AHLL 2 N, BDNF K& HA2 4K 5 LERE (A AH < B (Tropomyosin-related
Kinase B, TrkB)#J¥k/> 23 5 8o 2 0 F2 o A KN RE ST R RE[S51]0 I HL, I PRER AR R B I7 i 5 48 AT,
R A NREFSROR AL 2B R, At AT DLRRAGIA RN RE D) T BRI, 2% AD R 2E[52].

5. g5

AD X3t DA AN ER YT DR R S8R BRABOIOBOR, XS N 280 42 7 BRI . 2R A2 H
BB BCA YT, R REIE L AR AR R B T AN T FU it R T AR IR . IHIAE L e L Y
NG, TR B e 8 BB AT R 0 N SR A B ARG e A1 R 22 2 A AT 281
0, RIS, @RI AR B A SR SR R K T 2R, A A X AT A
BRI AD FIRCR s (HREQUERAIN ATIRS , K AR 7 5 HEAR L BRI AL 1) tau 2R TR Ap LB A7)
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