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Abstract

Dementia, also known as Alzheimer’s disease (AD), is one of the diseases that seriously endanger
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human life and health. Only a few patients suffer from AD worldwide in the face of the increasing
aging of the population. The research on it is still in the stage of prevention and remission and re-
search is developing towards the direction of treating AD. Diet as a part of human daily life is the
first guarantee to prevent and relieve AD disease not only health care drugs can play such a role.
Some beneficial substances can be obtained from food. These beneficial substances can prevent the
formation and further development of aged plaques by eliminating and inhibiting the accumulation
of Ap protein (Af) and the over-phosphorylation of tau enhance the activity of mitochondria sti-
mulate the function of related enzymes and protect neurons and brain tissue from damage. From
these aspects to a certain extent, the disease of AD has played a preventive and alleviating effect.
However, due to the complex pathogenesis of AD, there has not been an exact conclusion on its
cause. Therefore, people pay more and more attention to preventing the process of AD in terms of
diet and a lot of remarkable results have been achieved from which people find that daily diet has
an inhibitory effect on the process of AD in many aspects, so as to reduce the risk of AD.
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1. 5]

B[ 7R % I3 BRI (Alzheimer Disease, AD)HIA A IELEMNP. 5 P A2HZ{(World Health Organization,
WHO)¥ AD F 4Bk PAEMGF I, R4 A BAEMAL RS, HRBIHIELN, 22030 KA K
21 8200 J3 AA1 2050 KA 1.52 /0 N ERFEFEAD S 60%ZE 70%) [1]. M H 3(13.3%)
T HME0.2%), FHEEEFER KM 65~74 B 3.6% LT E] 75~84 ] 13.6%F1>85 2 1] 34.6% [2].
B TR, BTSRRI, FRAREIRE ) THALIRISRE 7 A B B ALK S e
HIRMALRE /I ER RO T B R Bk, o] AT S5 a8 A S A A R BUR R [3], U B AR,
% TR B R NMIREE . (RSN S, BB AD WS IE Mg m G B A R, 3R
s BRI Fi697. BEE AN ORKRIZEL, RS TR IR AT 0 BE 5 A5 08 1 389 K SR
s, BRIV IT . RS AR R ARG S B IR SS, Al 2 G W R R () R AR SR E A ) T AN
TRITBUR[4].

AD R AR S & I, AR SN B K B R 2 BT, TN B K R R %R
BE[5]. IR AERTEEIA, P87 E AL AD B AL OUEGE P R, Bk RBONEE, SMEAT . Rl
FREMMS . B2 IR AD FIMIA W SRR R A G, AR ENERYE, 89
By BURE R AR B 6]. IR B S HEATE B EADE, SRR, IR EEHI TR AD SRR [7]. @
T AD iSRS SR — M N % 4. &5 5 TEHEMEZIIGIT HE8]. A H IR
BRAN R R AR R RS E SR R W R B M AD BIVE FINLEH AT 1814

2. FIRIGERIRALEF
AD e FI LA IR B9 1A IR R KR A AR A 2 4 SR B R A I R BRI, 3
TEN PRI S B S R R . 75N A F BB, AD BOA R —F % IR ER[10]. M8

ik
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TR S A ORI AT 4510, EARICAZ RN RN RE JJ AN R %, SRS ARV, SRR I ROE S5
R, A FEORER AN SR A B AT . AD F B ERFIE N R N 4 AB UTAR &
JUET 44 45 (Neuronal Fibrous Tangles, NFT) LA K2R 0 HIRE D[ 1] I P Al R 22 AL 5200 1 40 P9 12
Ao EMIIE, AERAH S BB JBCISE i A7 AT e BOE B BT, I S e 4 48 25 21 P AR 22 R 4
I A RE AH M M 2 ek o i 7 3 3 DA DG Y T R R AT BN A S5 18 M e 22 98 R s S 3
[12]o £ 22 IR K FIAE f) 4= HE K 4 SE BRI 2 (GWAS) AT GWAS Ter i 2 5, #iJl§%E A E (Apoliprotein, APOE)
FEIRI ) 4 SEALEEDN (55 50 WL €3 SRALEERAR EL) B 1993 SRR ILLAK, 558 25 B /R K i B3 AH G 1
SRIBE KSR 2R [13]. AT L, AD e RE S R KL RN R HE —E R DA NI
T4 B AT M2 48 B o AD B AT M2 B tG S5l SR A X [14]. R, wTPATRLEY 2, Ff
I EHERS, I SRR b, NHIBE I TR, Hrh a3 =41 B & A MHE, A5 th
Mg R A T ORAR R 2 4, AR R AT REA AD B3 B2 RS A 55 15].

2.1. Ap BRiR

TEE AR A LI T, BN KL AB Al R R A s sEtE, v LAGIEMETmHif . et
41 B P 5 PE % (Reactive Oxygen Species, ROS)WIiE £ UL ARG B TR K. Ap MM & EEnfes
SR SO R : 1) WO /N 540 A 00 i e — 2 IR IR L, S EZkifA ROS 5
FIHE[16]52) AB REAF I 3 NS 55 30 i H Bl o3 — LU T P PR SR A B R N R R
Ca” I 1 B 545 5 Rl S0 RS R 2k /%A R FITE AD AR I 1/ 2 REIR 421715 3) AB I3k ) b 3%
PR YN 5477, B NZm B IR 1 51 R I JORE SB[ 18] 4) AB BEERIAR 2, i A el J o 1 S T2 e I 24
WA, BRIV A KB IE B e AR 19]. 22 T4 B iR I8 44 D I ot 3 ot Rt v Y o, AE TR YT
Sl mT S R e X A M TR FEAE 201 5) AB ERARIRENE T p-tau & AAHIRIIHPE AR LR
ZYHLU21]; 6) KE AB T Wnt 5 @M W TR RIS, HFBULAMME T RET[22].
PR TTH R B AL Tt 25 S M AR S VE I AL U5 S DI RE I B AiG,  AP u AR AR 2%, TERRAE i AB HIRE )
TR, N A A 2R S AT

2.2. tau EARIR

tau 25 A BB AT YRS I £ IR Eh /7[23]. tau & AREHAIT SR EFL NFT &2 tau HHI
BOBAERFIE24]. BRRITE BRI tau (AR R0 H RABERAMAfil A, RS MR MARIIEA . me
AR RO BRI 0%, BEE R IEEF(Family Tyrosine Kinases, FYN)-Y tau #JHE 45 & -1 5 W4 43 A1 [ 25]

H L FYN KPP tau 82 IO RGN G0, R 1R Wi I X 26 88 (A USRS X g R 412
PR ] A S EUE RGN F I bR 1, WA R AT ROS. —FEALE MM AR IER, W3
HE— 2P A Z A A R AT AR [26]. NFTs Y tau £ [ HI3E BE BERR AL AE AR A G #1058 R R [27]. tau 2%
I # 28 TO AT R i () 1R85 D AR B, (FORAE R F T, tau S I JURR BERAZ IR I ok, 1X 48R
T tau B A RAE DU SST IR R 22 F0 NFT I 5[28]. NFT /b it dig, rAamastt, Jfsl
FEC A D BERRAS[29]. XA AT e 2> 51 A 8 BRI 22 70 1 98 38 R 2L 2R 28 0E

2.3. RIER

1% 7 B (Blood Brain Barrier, BBB)& — Rl G 34 HI 40 L5 HAX #12 2R 45 b R it £ 423 4 25 I 3
B ARL[30]. BBB MBI ML 3 M MR A K, B8 « a0 At ik, 315 RAE MR d o<,
Xy N 25| Kk Z R g IR IT R RIiR4E[31]. BBB Lk KERYIERN, FHKME KRG HA vl ey —
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LA SR AN, RERVHRAN T RER I KA RS RAER N . 2 RVEAS, 45N 540 L
P AN SO A B PR 1 (0 A 32

PR RIETTREE S AD BEERKIE . 23, B4R IAWRMKEE R R, — LT 7uss R0k
MZETTMARIPZ T RAE/IEY S AD HEREZ [MAFAE FLARIR R [33]. RINE R G A TIRE TR, AR
FABER LI BTG RR, AR R 23N P AR HERR, XA e T, L e o Y IR A PR
M, ATRES FEORZE 0 U XA = Mg B ke 1 B

24. SHNMR N

UL B (Oxidative Stress, OS)s& AD 1) EZRIFHLGIZ —, 5 HAMSCHE R Z % DIAHK[34]. R bLH:
b33 B A 532 8 OS M2, 1 HGH /2 #h & e AL SGR /- (B IR« 25 A AL IR)TE AD Hh & 2 ki ik
FAK[35]. OS & H HEEAER N =1 — P mAE R, H BB DUE BRSO B B =R
LA, WHEZ. AR, RASEEAY T ARG [36]

£ AD AR ML R B AE FH 3 B0 a0 22 2 )50 B I (MAPK) . 41/ 2 AR (ERK) 2 5 OS
N BRI FHE B VI I[37]. A PIBGHE R 2 3 B B R I RIE 0 o FE R, B2l K 2 S04 i /= 2 Fie
00 B H AR R 32 B R R TEAT S A TR AT A7 A2 [38]. OS HIXFIIC RBAHIR, & J0HT 75 I RE
BAE, WThAEZM. OS K T-RBEMN, SHLRRAENRE. 3 /15 il LR A E [ RRIE K
ABAE, OS HINFI 2Rk D e FsfG AT BE A7 B T~ OS AHC AD i R 1 & e sl JE [39].

2.5. SEEEROEKR

JHIERHE S AD fAERIBIENBRR . KA ZE IR T — AN “fiE - KIRCEEE” 1)
W 2% I TE A AT eSS AD A 9K[40]. 1 £ R0 e il Ak M RE 2 B B AR AR 2 — MR AR e &, T Ho6 Tl
BORIT XA 2 RGOS H E (41 1718 - TAEY) - KIAE v HIRAE S T iR ph 2 R G211 55— /N1
PR IEZ BRI 2 1 DT [42]. AD FR NI P 30 B R 1R 53 2 1 A0 22 1 5 (N 1 I T B A L
TAAERE 22 5, IR SeAR AN 2 5 M AU S A AR I 72 A

[ TE AN B A SRR, 7R TR A RGUK B R ORFENE FA[43]. Mt 240 ) S A S A ) RS S5 4
AEVIRTRENT S R G KIUR B AT P AR SRR, RS = A JUF P 22 366 0T FO e 22 U 15 5910, I 3%
RIRARR . LR [44] 0 XFPHLH] 252 il W R AR S R, RE e S RIEMKE, W -
i 9% 2R 0 25 (1) O 1 [45]

3. RRPHBMR

IR ZFEE BEAESR T ANEST AD & —F a7 1775 . R HILIR — B A
VRGP IT &P NI, B ARIE P R I S S0 G 0 VR R BB, B RUFI B 22 421 2
Yil46]. BEEIARRBHLRED LRI R, B2 A BT BB RGIT AD 8 sl . Bl
FRRLEER, SMOKR, BERRRIREEZ®, oA, E . WRSEEY I B R B IR AN
S TR i 0 45 6 AT Re X Bt AD B2 2107 5= AR R IR IR m[47]. BAckUL, 2R, ILEER
MEZ AR T BAPEIEESS, i8S 5Heh PR APLRLEI[48]. XL 2540 T LAFHAT A F1
NFT (B, It HEMZEuiBifs, SHE A R NFT. 0] OS F4RE S N 25 5 T # R S VEH -

3.1. JLEEX AD B{ERHLHI

JLZR R T IR (Epigallocatechin Gallate, EGCG)JHUHF (K145 245 b4 i HL B A MuRe B0 A 2P, Jrh
frm Pt A ATE TE T LUE R B 2t BaemE T, RS IE T4, AT S iR 240 i P S 70
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Wb < B T I 2 5 R IR IR AR (401, BRI LR KW LU ERAR 200 A, HHH tau B FA0Id EWERR AL,
TARRAE DB ISR . HTARAPUEA LS AL T S PEROA 92 EGCG fie E 2 11 HI[50].

3.1.1. JLEEX A 40 tau EAFARNNFER

EGCG I{E L s AR A 4R B 1 (W1 AB FH o-FRAAZ B DI s AR . RIE. R T-EAS51]. A
Al LA R DA TR B NFT. EGCG 24 MH EREEMILRZR, @ BUEEE G REEEEE-38 (GSK-3p),
2 5 & RE0K G L5 AL MR JEZ R B 2 BRI c-Abl/fe65, w4 AB SIEM#HZ HEE[52].
EGCG %511 AB JREFYERBE AR LU S AB TR LT 2RI SE SARTE BUICI A — B, RIUAHAE A HIBERL-1 5 K
B AL JRLF Y B AU, X SRR AR SE A EGCG B IR 53],

tau SRR RG 280, EMR. SN FTRIE ZER, R REENEERE, HWHIERR
P TCZ IBAEIR[54] XA FRR R AR & ot i b & G ITE AT, 20 B R4S M e 22 S5
ML TAMAIBET. . EGCG B 1L tau £ (4 LAEAL 2401 2 LR S 0 #1 R 4[55]. EGCG J5kR & ou4l
L S SRR R IR AL tau BRI, T RAYRD G 4R AR AR IR e B 1 R AR T, ki R DAk A
28 UM AR 1 DL K BB T

3.1.2. JLERFPFGL OS

EGCG 21 M RRGEaEEHN I, MR I AP 53 B R VEZAE B T8 ir ik, 4]
AEBREREE, WPt OS, IXj& AD HISCHEE M [56]. AALNBHALA ROS HIF=AE S ARGHLHITHE B e 412 1/ )
AT, AT SIS E SR, A RO LS 2 RSN T, TSR S S 5 i i 1 R R 1) 2 S
RIK[57]. BRI FAAEEE SRR Z KRR, AARES BORE 2L NS, BURB 58]
M5 S0 A S 4R B LER (A IE A8 4k, 277 AR KB AL R P24, X 224 (AR SOk 236 4 i 11
TE AR A 203 B

PUEACTE R E B . EGCG 2 —Fi BBt a i, mT LA S 1F 2 A E 1) ROS AR 8 i/ He
FE[59]. WL Z M ROS WA IHRKAMNEL, SEAMEG, A& SEAMIET. FHik, 40Ea5E
TR 2 A i B P A2 1) ROS . ROS 77 A R bk 2 18] (1)~ 08 3 £ 5 80k -1l R0, P4 A3
77 e H R AL, X 2 K S R 45 [60]. Kk, EGCG "JLL5 ROS 454, H K
FEAE S BT .

3.2. BERAEHATT AD KIHEXHLE]

[ 22 7 i (Resveratrol, Res) & fix & 4 2 M 2K 0%, AETHH . FE. 4. K, FHAMm
JUMtERI[61]. VP2 TR Res S HBUAMA, BAEBR. MARYEIEM, v AR IKAIFEIEFIE
4, AD BEELD, M RA, Bk Dinfie2]. FRHERGEIL /D> AD Bl D Ap BEE
aETE, (R R, R D RA SR Z505[63]. Res Al Jg/byE M FE AT 14 2 4 (Amyloid Precursor
protein, APP)HIVEMREYIE], B8 A IKIITERE, W/ AB IEEEE[64]. Res A LAES: AR 20, AT a/b
AB DR, BT LUREAG RO A 2 TR IR K SRE IV . Res BEBE DTN A A A T I P48 A0
TRAFHIRE TC 2 RREI[65] -

BEAEREITEDNE A 454

Ap ik AD 5[5 i LR BUR I 72— BORBE FEHE R Y], AD B3 KM Ap A28 Ap
BRI SE Ap VIR S Ap SERMIER[00]. /KIBIEENA 4 A FHIMLAKSEE BBB Al
glymphatic RZRIEERNA A FIE Zig1e, FFRE LN VR Ja 2 IR0 40 A 2 A0 £ T AT RE 2
% BBB S ML INRE, IR A BB ERFRA MR [67]
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% Wy (122 i liZ(Polyphenol Resveratrol, RSV)RJ LAkt & FEl AT 25 8L, ] BE 78 KM Ao 3 ARl 25
b RSVl FE SIRT1 A1 AMPK, ek /b 28 A 240 B IR 1R i, DB 2R RiAR RE S Th e, $emr AB BRI FR[68].
Res 71 p53 () ZBEAAE AN AB 7551 PC12 40T T2[69]. (Al IE, Res 7E 2038 AD 3 i 2H 23451477
> Ap RIEFER FRK AB RS IThBCE N, X AD RS T — & MH /e .

3.3. ZEEX AD BHIHIER

LW REEMHEYTSEEER. RARNSMEYFEELZRRMNEEZ IR, BlIniERREE
P BEMAE. AE R AN TR .

Ap 58 BREEZ AD I EZUNEAAL, R EFERMZOEIT[70]. LRI RN, Hyfestn]
REAT B TP BRI (35 P o 3 TR AU 0T B T30 AByp A1 APP (4], SR ZKAH ELAT A th 2o H
HORBCR IR o BhAh, 8T ERZRPEI XS] Ap REZREH[71]. LHFBELH T AW, K%
Mz R ER IR 2 —, IEENGYT AD BTH II[72].

EZRFNNERGHFRIFHLEI

EWFEGUIR Ap BRNRAE, fESL40R AB S . BEMTREMR[73]. BRI —7T Fe*'
M C S ESBEETRREMSTERRRERMERERESY, Ry HEMK74). FFRRMAEER
A Ap A SIS AR, SRR ATRES UMRIN I REA R BE AR, UM E BA JUE AL
PURAFIE, JF HBewgszm Ap AAHI[75].

BRI 1) 22 B 2 T VR R A A 28 TG AR P 1 A UNK VA A o 22 2 3 1 A 2 23 6 A WG 1 3
PE, BEARHAs B n— AR & &, AR T A AR R MR b i K (1 OS Frig i difi, M
T I A . FEMP T ARAR A Rk T, B 2RI, M TR AR [ 76]

L AT D I B i RS T, BRI R UTIE & B, GSK-3 AT LAFE 22 & IR AN 75 IR Bk
He N INBERRFE AT tau BERRIL, 2B EAMH] GSK-3 iE 1k AT LATRI 240 M PR v A R A A DR 47 40 452
MATFIEIIMA[77]. LR BA PRI JURM. JUAT FUm R R DR R AR 5 2 e T 7F
WHPIRIEM, SRt fryr, UL oz e irh e ik, IANE A T b AR R, 520
K tau H7 (78] XEEEERK], LR ATRER — AL B T AR T P 22 IR AT VEG R I 254 -

4. BEERE

AD HIBURNLEER 2%, FARFAWMILERGHIE R, (HREBREZ (IR 7 AD fIAES tau
H|A. NFT. A SEYIA K. G A AR, I/ tau 5 A B B AL I S BUR AR 2 T AT 4
Atk H ARG 2 —. HETAZKEX T AD Mi6y7 25 AU R Re B Ml , OB MEZE i A
WA AD X B#F R0, FrUAETI AD BT AATHE Sz LA AL, Wik Bt 1a 2 Tk AD
2R —igde, MBLE BLORT SRR AT CARGE : fRERL A IR B SIS AR AD IR A LR, LA AT
] A HEAKI RN tau B EERERRAL, MIX LA FERARSH, MHIEKESMENE. LRRE
LA IE OS, 2 Z A i el AR 7 2 1 B R, Bl 3o S AR By e 3 X i 4 I 4 4 47 32 T DR i
M. AFFRRPUIIEEN . R4 A DA RA AR Ap REEIRR H I, ITZERF AD I 15 KK e
LHR LI BREFERRIRIRE, BR Ap AT B MHLME LT, M tau 5 [ HREMNE
Pho AT, AATH & AE R R ) A B E ISR A w5, WK R SRE KA e
BREG BLERy, RATEEXT AD BT AZEAREA BT RCR s Buoh, ARIIH AR 68 71 2 A7 23
JRIBRPE, AR BN YRS A o (HR R A 78R AT WP IO TR AN 22 /% AD A 2 —
AT IEAERRR P HER . ST H AT OR S W ORI HR R R R TS DU A AT SR 8 R
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B, ARATRE WA H AR OC (K8 TR 2570 B0 A 2510 R 2 m ML X 2 8 W) IR IR FH 36, DUORH#X
AT 54 X B AN AR AD BT

E&WE

ASCHR 2019 SEFAEITTE 24 BE 51 HEA A T H £ 4:(2019Y20). 2021 448 248 1R 4 78 5 150 H
(FJ2021X023) K 2022 7 48T 5 B 51 123 AN AT H 3£ 4:(2022Y24) 3 FF

SE
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