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— > JiiF (Introduction)

TREHZWE - EZWE ) 0 RIE 2023 FRE BB R &
T 0 BER 65 BALL R ACITEE K 2021 R84 7.61 @RI 2050 4
(116 & » Hrp 80 Bkl L B A YRS RS 3 R il (1) » 2019 4 > &
BRCEHE B (dementia) ABUEE R 5,740 & > THETE] 2030 FiHEE
8,320 & - A 4E 2050 F-=EH 1 1% 5,280 # (2) - 2019 £ > ZEREFE
AT RIS A 3T Ry 1.3 JR3ETT - FHETE] 2030 A2 2.8 JkET
(3) o JRAEHE P AR e R B B R AR R R T AR - i =
53— 65 B LA ARG KR BERIRIL T A (4) - R KEE
A FEZ LAY RAE R - ELASEE 40% B9 8 E 2 7] LATERGAY (5) © 461
FPGTTHIE > RENERI B R IEAE TR 50050 5 R2 B0 8 b R 3
FYSEATHEH] ~ FOB/KAER R - DUBCEHE R A 0 7 B B RO FRas I -
WRIBHRET » LI b R R A A T IR RERRAE 10% » F1 2050 - 2 Ek AT
TR E I IR ERER S (6) -

* ASEE R BB AL E IR B T L~ (R TR AT - e ERIECR SRS R IRl %
FAERIBIR - ST RS HERRTAGHEER (20204 1 Ai24 ) - 2BRAEREEHEGHHEFEREHRE
HEAHRA (20225 7 Hi2% ) - ZHRRBEFRGEHFT (2014 5 11 A325 ) ~ BUAKRRERRREE S G
(2022 325 )




EHCFIIE 3 WA - AREREE - £58 > 87 ATHAE 1A
T RBURBE - IR A AR FIEE 2018 B R » 65 BELL B AR
TERATR Ry 8% - HRT& Flie g W R BRERATR 5% * 65 £ 69 5y
3.40% * 70 2 74 5% ks 3.46% » 75 2 79 % Ry 7.19% » 80 & 84 % Ky
13.03% > 85 % 89 B ks 21.92% > 90 LA L HllE5E 36.88%(7) -

RAE R — TR EWIE - RER AR IHZ WA EGR (cognitive
decline) » B EHE| & Llp 2 HH A m b BEIRE) - RZBUEH T » KREE
F A R A3 LA I B TR B AR 2 i e - BN R Bl RC IR
JITEE - Rl R EER ~ #HEERE ) M et T Ryl - SXAIRETTHY
FOREWHEINER AR - 1A DIRIRY PR B e - R R AR SR
fiE7> Fo SRS ~ FRRERIER R EYE - EBMEREE (Bl MR 65 3%)
b A R BNER PRI A E] 10% » HAEfEE LS fEmEEmp =X (8) -
P[5I ERE (Alzheimer's disease, AD) #Jh MM RBE (565 B%)
W =0 — I H B EEREEN S - iR EZAYE APOE (&
FEEH E &R ry8 R (9) - Al > E 30K ERER AV 2 REH K& 7>
RIGEHE

wmEsR: THEF AERRAN BFEARTF AEREH
1~ TLERE - NETHER! , » TERE  AEZEFHE
Fy 1 o RS T MR (Neurodegenerative diseases) AL $5 i 44 i
BRE (Alzheimer's disease, AD) -~ MH&#%JA (Parkinson's disease,
PD) FI=4EEH (Huntington's disease, HD) » HAFRE M ITHIHT
HEFGEAL o RS B E A M 5 A IR R 38 B ) A HET T TR AT
5t AHHEREHII R 7 IR B o DRI TIR 2B AR KT
RENESRBITHE T R in - FEFERE 2IRAOZEL - BRI
T 4 A RS P PR R e A S BE o T TV T B A e FH R A28
HIBEREE (mild cognitive impairment, MCI) FIEEYE - 828 T A




BRI K EARIEE QS (hypertension)
& [ B (hyperglycemia) AT B (obesity) ~ W #% (smoking) ~ & &
(depression) ~ fik 2 3# B (physical inactivity) BL K it 3 fl 37 (social
isolation)(10) AR » HRIREXE ~ B #ETE B R HA AR 1% 7 AR LR
HILIRE L FIHIBHPRE M BIZ I 9T - BB S HFE I8 S R 8 SRR R
HIFGRMEERER R HPAIER - MAEEE EREENBRE R — -
AR R BERETEBT RS RN - BRI AE B A S E ~ (e ESHeinE) -
OB~ BB AR CBOREEER - FE L BEERRALE
b RAKAEEBRERB RS > JBERT FEI B i e 3 R 15 i 2
ZE(11) = Kl - ASG R ARES H BRI H SR IR ~ K BNERTYZ
[ ~ R BRERY TR EBR KR ~ RE S R EE TR S B B e i B B %
J& o IS A AR B 19 28 BHE TR & AR (et » RRJITTHI
HSA2E ~ GEASTIRE - BT Rl AR ARG S0 E o WA B BTE 1S iR I TEEA
BRAERERFE A — A S e B R SA B ] -

4 T~ Pl gk ERRE 1) B B ] (Pathogenesis of Alzheimer's disease)

Pl ZZ VS 2RE ( Alzheimer's disease , AD) fxF 1907 4 HPE &
AT PIZER (Alois Alzheimer) # o Mgl 7—£47 51 BEAY
B BEE AR A ERERDR - I HIE& R (post-mortem)
s SN OESE S SRRt & (WSS R AT &A= Pt TIRARIEE N T il Y]
BREZRYAEEE (12) o Fof %4 i R AE Y i A B B2 AR SE 15 E 4R 0 ( HORG
() B- Bk B E FE (beta-amyloid » A B) FHER )~ i % Sl #f 0 #is
(neurofibrillary tangles * NFTs) ( i E LAY tau FEHAHRK) -
8 T B (neuronal damage) FIMAMISE T (apoptosis) » B EEZ
52 BRI I Y 22 4 (13) AR > PTZKIgERAE (AD) HYHE IEFE ML
SEBMFEETE S 8- B E B ry 2 A E 5 5 B AN ER A HH R
PERAR - B FE BN HARRE PRAE IR BT % T s E B 28 - I BAR
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| SAITE R MBI A S AT BB (14) - Tau FRBEIAEGE (cognitive
decline) HARBIPEETES » T RS TG 36 2 B 08T 2 Bk e ) PR TS S AT
PR (15) - BT HTTIAE 45 HE A » A S K S0 SRk 0 B T e
(microglia) &K 6~ FHHE A Tau % FNSMTIHEL - [
FUGE LA AR 1 (16) - B A B R 2 11
W i 2 5 8 O A o (S S AR s e e
R BSORI75 WS T S S MR SRR 10 T T R A B
B (17) + S 150 5~ SR (IR Tau 25 11 SR A3 40 Jc S e
HORITIERE BRI S T T

1. $EARER BHE (Aggregation of Misfolded Proteins)

SEUE ¥/ ( misfolded proteins) HYEREEHLEE By R RGET M

7% (neurodegenerative diseases) HYL[ENRERRFE  BILANRT 24 1 ERAE
1 B- B EH (AB) NBEBEL{LAY Tau (hyperphosphorylated
Tau)  MH 4 7% % (Parkinson's disease, PD) HH) a- € @14 E H
(@ -synuclein) 2€% > F4EHER (Huntington's disease, HD) tHYF4E
PR (mHt) 288 DURWLZHE IR BE{LiE (amyotrophic lateral
sclerosis, ALS) Y SOD1 (superoxide Dismutase 1) I TDP-43
(TAR DNA-binding protein 43) (18) - BFAMFTHI - B - IAFGHS
# & (autophagy-lysosome pathway, ALP) F1iZ2 3% - & H i #E 2 H#
(ubiquitin-proteasome system, UPS) 12 A& o8 o A H s
B 38 LS & M 5B H (neurotoxic proteins) F R =5 T2 I P 1 B %
18 (19) » FEMFGRALME SRR 1 - AR R E LS (toxic
misfolded proteins) 7E1EH A B R N & @R HER - AR fE R (ALP)
Mz 3% - EH MR (UPS) #i0#% » sl B B # A 2 IRBE
#HHE (astrocytes) BXUHIFLE © IRT > MK I ITEUR - BE& FE i
MR - 8 AR B R R YR 2 0 I AEFESE ALP A1 UPS Zf




RERHEUT IR SR R R T I ST A (20) -
Kok - B RES L B - IR ERTE (ALP) BUZ3R - EHMEERM
(UPS) RYIHRE - nI DASHEHE FREEE B B2 EHIEE: (damaged
organelles) F{RRE RN - BEE R IR BEMRGRILME R (RBYE ) E
RIS AR -

2. A L8 Ny (Oxidative Stress)

AL J1 2 R 41k (oxidation) Ed 141k (antioxidation) & [H
kL BB AR 7 B H A (superoxide anion radical)
AR B B HH 2 (hydroxyl radical) 5 B H1B: 58 BF A48 i H 6% R H
W bR IR k& B A 1L BE J7 (oxidative stress) o H 5 BB R fR
#% o fE & B# (mitochondrial dysfunction) 13 % & B8 10 52 i 5 2
(accumulation of transition metals) * EE i #E#% DNA (mtDNA)
Zeigh ~ IR E ¥ (membrane permeability) ~ $58E &y (calcium
dyshomeostasis) * lEE &1k (lipid oxidation) 4 DA K & H & # R AL
(protein carbonylation)(21) » E#HT I FLE B # /R - BN KIS S
STHFENESSRIPISA LB ERRE )] - HER S X EALEE (22) - HEHITHF
JLB/R (mechanistic studies) - SALEE T I @ miRGR T MR T S
OIS R R RSN 2 — (23) - AWfZEiEfaH - SRR
WEHEREY (U1 AB ~Tau- a- EEEH - RETLEEHEAS)
HF RS IEFE IURE - MM AR ETEMESA (ROS) RIELE - HAT -
AL T B L R PE AR - AR RGRIT RN ~ = BRI
MIEAE (24) - Bk &S - TR BRESHIHI AL ST ~ DURA g
TEAE ARS8 R TR - Z R mRGRTT PR Ew (REE ) B —
T RORNE -

3. hifiiErh ez 1B (Mitochondrial Dysfunction)

R he S aiEn TAEE T (cellular powerhouse) » B LI =k
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| FsH#H (adenosine triphosphate, ATP) HE R BHIluE iR - &R
W FesER - RofRde 2 Bl R 42 & (growth) ~ 734k (differentiation)
1% 58 (proliferation) 14X #f (metabolism) (25) - & # i BH £ jif 18 5B
bR 2R E SR E O BB 2R SR HEFMRT
(neurons) Al /)N B E il g (microglia) 1 (Y KL §x% #2 (26) = £ &l 75 4 52
(mechanistic studies) 87Kz #f 2 DI RERE B & S H0R & H AN E S
(excessive generation of free radicals) ~ BE{E ATP HYRFRLAR HEE
A7 (mitochondrial membrane potential , MMP) T - §55 718
SE A (calcium dyshomeostasis) ~ Fi#REEE N (mitochondrial
permeability transition) ~ FzfE#E DNA 288 (mtDNA mutations) * I
Bk #iBaEh eI 2REL (perturbed mitochondrial dynamics)(27) ° &
TR A Z RN SR BT » KL R S D AE R b Bl i SR AT M e 1 388 e
YIRHRE (28) « [RIth - HERPRLERBEAY (R DIRE LU R B 2L R ZEY) -
A EVE B i AGR TR R R R R -

4. 8f4YE DNA {5 (DNA Damage)

FERRERE (Deoxyribonucleic acid, DNA ) gl bk 5 2
WEEYIE - B ERE R ERE RS S RIIRE - & DNA X F(#H
5 HEEASUERR » e E AR R E mZE BT - Kt -
DNA 25 EEEEE - ZEMMERIT S SRR (29) - Afk
M DNA #£15 (oxidative DNA) ~ DNA §[7 24 (DNA strand breaks)
DUk DNA 185 (DNA damage response, DDR) i E{T M
IRy EEEGR L (30) - Hor o LB J) (oxidative stress) ¥f
DNA E5 G HBUE - I B8R B 2R - #4mS - #I% DNA 85
DUk # Bl E1E DNA HEGHEEY) - 2 IGHmRGRTT M ek iy 8 22
R -

4 . WE M FH#E (Excitotoxicity)




B S 1 A AR (glutamate) SEE LB Y H R H T = E 2
e I8 S EURY)E e (LA A BE 248 (glutamate receptors)
M a- &2FE -3- FH -5- HEE -4- BEMER ( a-amino-3-hydroxy-5-
methyl-4-isoxazolepropionic acid, AMPA ) 3 N- X -D- KLHEE (
N-methyl-D-aspartic acid , NMDA) - fEBEMHZFMHIER T - #hikse
i (dendrites) &R1L - MICHINE EZEF LR T (31) - Kt
EREIE R — ML RIAIBoREH] - 15 ZHEmRGRTT M PR 138 R h i
BASE At - BRI (Glutamate ) FIRFIAIZEE (Aspartate) sERfEF
TS EEY)E (neurotransmitters) - &2 A AHS @ (cerebral
cortex) FIEEE (hippocampus) RYHFETCH » IF  HAFEE (memory)
ELEEZE (learning) DHREMIFRHET H A HE A M - HrEFEBIUR - HEK
B A B A EREALR T DU IR B B AL B E 4 - Bl g oo o
. NMDAR HTEALZEYIAER (32) - FEFT AT IR AR - BEAMZ e S

* WL BT M i FL 8 (excitatory amino acids) SBE AL » ST FEEE T-1E
41 AEJJ (calcium buffering) #5248 ~ HEHERYES (generation of free

radicals) ~ FrERBEEEMEES (mitochondrial permeability transition,
MPT) HY£ R R AR 35 Kk B & &% (secondary excitotoxicity)

HEMRGEHETTHE (33) - [ARFRH in vivo & in vitro if5EEH -
NMDA I 5; AMPA #U %% & B8 52 #8 (glutamate receptors) HY i & 3%
W Sr{ERE N B SN S TTE T (neuronal apoptosis)(34) Ak
NMDA 5% (NMDA receptors, NMDARs) F5&E5 BLR7f7 #0751
YA - T NMDAR fEFI# (agonists) & IHEIH R SRS E RGN
BORBEIEME (striatal damage)(35) o K[t o iffS o B B M AR AR 1T
PR EAR Hh i B B A o T I B S AV SEY R R i A
R ER T 1% (promising candidates) ©

5. Y48 E R JM (Biometal Dyshomeostasis)

Rl



R AR T RSB 70 47 &8 (essential) MIE AT 5 8
(non-essential metals) - NFEESBEFES (Cr) ~# (Fe) ~#i (Cu) -~
i (Mn) ~§5 (Ca) F## (Zn) > HAMRAEHIIERERER - @
H LU R R BRI EHIA T (cofactors) » SRS IAY A WG - i
WFFRREUR - AT < RAE AN [F) Wt bk 288 6 o B2 R P D BE » 1T A
VR BB YR Z 8 & B B RGRA L M R By B (36) - AN 0 B JE
FERMS R 2 a5 [ BR G F R - FIAE(LES (oxidative
damage) ~ Ri#FH#4ThAEIESE (mitochondrial dysfunction) ~ & /& T8
#EER (protein misfolding) ~ HEEIIREAR R (autophagy dysfunction)
TS ICIE T (neuronal death) MRS HIMIZE & (neuroinflammation)
[RIEL - SHRE PR 45 88 18 € U 21T (intracellular metal dyshomeostasis) il
FHERGRALIE R AR (37) © FEF LB EES - PEHE (endoplasmic
reticulum, ER) BERCEE 808 &M (Cat++) - B HGH A #55
¥ ( intracellular Ca++ dyshomeostasis) e » &5 % &0 {55 4
(memory loss) FIFRHITHEERRE (cognitive dysfunction)(38) ° Jth4h
BB HERESE (Zn) ~ 8 (Cu) fI# (Fe) ERNESBSEE B
B EHE (AL ) HREINEH AT (oxidative stress) o Bl it
[FRF > SRS HEAENERS (neurofibrillary tangles) HAYSAEr B Tau
FEH (Tau protein) & > M AERESMINEE Tau FYEEE (39) - R &
)& BAYIEE (biometal homeostasis) B @i 2# (CNS) EHFH
ZUER - AV S B K e R EmiGRTT R (neurodegenerative
diseases) HUEEE -

6 . ifFEE =N 12 (Neurotrophic Impairment)

i AR & K 7 2 B AR oo M B AF S (survival) ~ B H
(development) ~ ZJEE (function) FIRJ¥EME: (plasticity of neurons) FYEE
EEAT (40) - —#EME ARG ER 7 A4 R =K - BREmHRGE




 #3% (neurotrophins ) IEHMINRAE AU EIIT (glia coll-line-
derived neurotrophic factor, GDNF) FIi##& Ak (neurokinins ) e
Hor o iR 2 B — il o Rt 42 BRI (nerve growth factor,
NGF) -~ F$ 8 1% i #8 %% #& [K] ¥ (brain-derived neurotrophic factor,
BDNF) -~ GDNF - jifi#& 3% -3 (neurotrophin-3, NT-3) Flifi#&
3 -4 (neurotrophin-4) » FZRIMIEE B R » 18 LB K 1he
FIEIHIARENSE T (S TT I AT, - [RIIRF G 2 BB EE (cholinergic)
1% ERZBEAR I (dopaminergic neurons) A4 R AITHAE (41) - T
#8198 2 Rl H 32 4B Al e e i RGRAL R PR Y iRt il (42) - 12T 251
BE (AD) > f$E BDNF ~ NGF fll GDNF £ AR iiHif% 4 2 K 1
EAYEMLELEER A RS R UIAERR (43) - Hr NGF  # A Z R B AE R
(cholinergic) #& Y EH EiC R A » KIAEFF ZMHEHRKSE (PD)
HIER PR AT (preclinical) EBAEEIRZEH (clinical cases) H 86 2 2 4%
WEKR T (44) - HIAT > ZEMEEEES (dopaminergic area) HY
BDNF &1 T8 B B SR ERE AR (45) « It S5—HE
HEAIRGLE K5 GDNF - #e S AF5EE) (motor) A1Z L RZREMIAS
JC (dopaminergic neurons) HITEIE ~ b ReafEde JiH - P E B Sy
AT (46) - KRG LIRS - SRR K 1 2R 2 i RGR b M R
HH RS - T HERF RS T RS B A T IEE & - 2R iRGR
TIPSR — B R TSI R -

7. iR R X ME (Neuroinflammatory Responses)

B & #lll g (microglia) & K & 1 /Y & BE %6 % #Hl il (resident
immune cells) » FEAER RN E D EESEVER - Mg ECE SR
AEAHEEGHIE B - ARG HE 2> T (DAMPs) B0k s et
fasr I, (PAMPs) BURIET - BB EHINAV IS S L G ah B %
RICHE - RS e B RENYE - HREMIEEE (cytokines) ~ Fi%

- -
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| f#3%& (prostaglandins) F1i# 1L [KlF (chemokines) ° ig £E{¢ £ K AP
B ISEBENR (cerebrospinal fluid, CSF) FIE#HSH% (postmortem
brain tissue) FEIHEETLAE T E (47) © oL 3R/ MEEEATHYMHRR S &
(inflammasome-mediated neuroinflammation) T35 & Bl 2% ffifiie R
fLPEBRTHER (48) - 584 8- BBKIEN (AS) FHEA BV-2 Hlilgk
APP/PS1 /NEHEEH - NLRP3 #R/MEHHEL - BEtR b K B (e %
RMMEEZE (proinflammatory cytokines) » f#E IL-18 ~ IL-6 ~ IL-
18 M1 TNF-a > 2 ERTIFEEE APP/PST /NARVFEAIREST M
(cognitive decline) BLELIEHE4: (memory loss) (49) © SB4ME MPTP
AR HIIHERREE (PD) /Nl > BBUNEEMM (microglia) &
AL o W5 | SR 2 K HE (50) - [RIBL > if#S#% 4 (neuroinflammation)
Ty Yo P 208 R Y B B4 EAE 0B S RRmRGRI T I R A R - O I
ISR R HISEYIBASE - AR IGHRGRIT I PR B A R -

=~ LPENER 2B (Diagnosis of dementia)

I 25 2K BUIE B [ S8 BRE (AD) AR & BREYBE AT R A BTt [
FEE o S Y SR A TR 913 R PR A B b L i T B Y Bk B 1S R
It 22 B JE L A 96 S (patient's medical history) ~ & # 2 (physical
examination) FIif8 2% (neurological examination) ~ FRAITHHERE
fti (cognitive assessment) ~ LERFFfL (psychological assessment) ~ H
A TERE JIEEAL (assessment of activities of daily living , ADLSs)
MR #E M (blood sample analysis) ~ A S #S # M # (structural
brain imaging) P K # 7l &2 B #Y 3F 4l (evaluation for differential
diagnosis) (51) 55 o g5l & M e R DL L A W) s ACE 30k B FEBR 3R
MBS 1. SHETE AR RRE e - (5 i P R AR R R B RE AR Y A
BB (AngErEEER PSENL ~ PSEN2 f1 APP ZRRIZEBERH |
Bl i JE\ B S5 (K] APOE4 ~ TOMM40 SRR RIRE © w5 IR E)




| Ja\BE AR - ANSETJHRIR ~ SRR ~ BEPRIN R BCE R SR R R AR T
B (primary prevention) « 2. $FEEERBHESEEIR » FEFESCAFERERS
BIEEIE R ni I Sk BUERS ERY B - BBk EE I E (8 -amyloid ) H1/ 5k
tau 4= YIREEEYI R R TERA (secondary prevention) » 3. Bk ELE
INE IR EENRE (BAEM 8- B E BN / 5 tau V)R
Bed ) R RE T P T o TS R P R (B ST O ERE ) ARG
BERBE (B T B EE o ) M =#FEP (tertiary prevention) = L
WU R e B A PR - DU R A E R EGEER (51) -

PY ~ JeFE R a) 22 E B K & (Modifiable risk factors in dementia)

B Y R H AR A 9RO B E Y RV B KT 3R (52) 0 T T 2k v R E
(AD) WIRGE R RS — M EE R K (53) - IRIBMIZET] (The
Lancet Commission 2020 %) R AN EZEGHwEIIH T 12 {HEH
SRR BN AT A B IR 3R o SRR AR H 12 A R A R

BRI SREATHTH - 7T DURE T A ALY K B B R K 40% £ 60% - i

18

26 5 e R R AR E R BB R ERIE - EEL - 118 it
EIMEE ~ AERE ~ BERRNS - BHEIEEIAE - REEH - 1
BI5GB S (traumatic brain injury, TBI) (30) - E4Ma 5

G ~ ZERI5

AL ~
il

EGES
— I

HESE

RREUR > BRTIVEA TR ST T e 2 B DU M A e v e 2 oK 2 T\ e
TEAERCRLIA SR (54) - INIAER A& T4 RS ] 2 AP 2R TS
FA B R EE B - (E R 8 LR R b A 2 3

REhgrs
EHREE -

1y

h~ 5 SGE E R AA  Y H S BI BA B S IR (The Current Landscape

of Prevention Trials in Dementia)

H B8 Ry B ESCER AIE L DT Sy R 5 S A Rl Y SO i -
Horhr o SR R 2 G R R R % Bk B 1 BT R B (KT 3R - HGE

R el
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HHALPERS - GIATAE - i O R S IR
RETGENE © N EIRATIZAL - TR RAB- R BEREM B &K -
Tt o B ail i A SR B R R RE AT R B A B H BRI SE AT e BELSL EAE »
A& T TR A RRY B R

BUR ~ B BEIRE) (physical activity) B8 H A AR 1% /5 20K SR EL SR AT
REZ I RATRE A IZ IS - BOREZ 1Y 38 1R B & S KI SRAE B RR AL
R EER R IR AE  MAEEEERTEENLRERRLZ— -
HE L MERNKEUTEE —ER R R bR R - flan - HAEERH
RSB EPE B R AY@RE T - FBBE (AD) RYFEASRAE 1985
EY 1% EF+2 2008 ££1Y 7% (55) » KT 25K - HERE (dictary)
Bl 2% 38 i) 47 (nutritional components ) {E By 7 31 ¥ K] Z (modifiable
factors) » DUAE 7% B2 £F e AH B 19 328 A1 D RE T8 (age-related cognitive
function deterioration) Y%A B fgg EE A FE R RETE H a2 (56) - —8&
BRI B — B0 R m A AR Fete 18 S SR AIThRE B YAl
TTHEREDR - ERESEEYE (minerals) ~ &5 3R (micronutrients)
Bt 4 3% (vitamins ) ¥ FIEIDIRERY Pt %A 1L (antioxidant) BEH13E R 1
H (anti-inflammatory) E¥F#EEIZ 9L (57) 0 BHME R LT G
(dietary essential fatty acids) HmFSTHEMIIRAVRIRCE Y - AR
FIBAE (58) - MM > ISR R XTSRRI RS - RYJEERR
A - AR iEACA (Mediterranean Diet, MedDiet) ~ 5&FELE
(Dictary Approaches to Stop Hypertension, DASH) ~ DU IEAZiiH
FERIER R - BT AL (MedDiet-DASH Intervention
for Neurodegenerative Delay, MIND) 8k&% » jZ SR ST
TP AN T (plant-based unprocessed) BRI T EY) (minimally
processed foods) #HEK » 9 & #2 i Ko H G i A8 £k # (neuroprotective)
TERMIEL 53 > A5 SE (vegetables) ~ ¢ 9] ME MU 3 (EVOO) ~
5 (berries) ~ KR (fruits) BB (nuts) F » R K2 H VIR AITIHE




(cognitive functions) ;EftEEAEAT L -

] i 1A A 9 ke ] S0 A8 s 2 Y K BRE YR R T 2 0 IR R TR AT R 22 b

7% (epidemiological research) W] GEAG Bl i #% Hi AT 3 % /9 76 [ H 1%
(59) - #£ LGk AR AR (dictary patterns) ~ BRERL S (dietary
components) B EHEFH (supplements) ¥ FRAILIEEEL (cognitive
function decline) EAEMEZ BRI GBI A E T —LIE
ENAETEHAKZE (non-dietary lifestyle factors) > W H#ETEE),/
#E B (physical activity/exercise) ~ i I i 'E (sleep quality) i jit &
B ) (socialization) » 38 £8[KIZA A REEL R R R FR AL [FIME A - SIRX AR
B - BB8TEE) (physical activity) st@H d—H BB I HE
(60) ° WFFEftiET - KKIH 3% WL EER B LUE BRI B HiE g &
BEYEE) & (free-living physical activity) 2RTEFS (61) * A% AL
RiaH > RGBSR ERIES - SREERHEN TS 888 F LK
EB R S eTnE ey —fE - RSN - AR EE AR £
BHRIAE A% K AH B B LA R L A (62) - HNERK
TR EER A - e E B St AR R E - FE L &
BIE BN EEZAIIEE (63) « M4 BN FEIEE) - LHIZEEN
A > AJRE Bl RS 2K EHE AH B 1T R BLO B EAR (Behavioural and
Psychological Symptoms in Dementia, BPSD) (64) - =& L - [
HE o B B A IS P S SRR R B B B B S BBk 8% 1 B
I - HERIEE (sleep pattern) BEAREE & LA AR EE MR % - MEARRR
it (disturbed sleeping) B2 S 28 FIE i B b K- - 2 HAE R
Z—(65) - HETE @7y - HERE A ECIEAY R (consolidate memory)
» DUBIE BRI 2% g BAE JE 2 I b B ARy @ & B - B B B gk
F2 1L/ tau 2 H (hyperphosphorylated tau) BEH B #EIER (66) - H
W oE4e i - BEAR AL (0% 2RI B I B Bt =X - specific oscillatory
patterns ) W] HE AT 'F Ky TE 1 2L g4 vg BOTE R B 2B AR EC (67) [




| > WE Y K B % (physical) ~ L2 (mental), Bdjit 2 J& i (social
domains) AUPRMHEIER) » Tslad R 2 R AN RAVE ZERIZR (67) ° KK
TR 0 k& 2B R TR TR AR LB R B IR AE R T
— (68) - Patk Ay HA e thE — P E E e (69) - —HE
BE 2012 4 7 B+ FUERAPTSE (ongitudinal studies) B S 74T
(meta-analysis) 8 > BAKAURE & 2B (low social participation)
W e R E AR (greater loneliness) » DURERA AT LEHER (less
frequent social contact) » EFEILERE R INERR (70) < ER - BRT
BRI  —IETEARY R AR MR (systematic review) i HZEHTHELE
& 04T (Bayesian network meta-analysis) @ $F¥fv#4E AEEhA]
FEE SN T (modifiable risk factors) ¥4 EMETANGAYERGETT T2
fiti » AT T 43 THILACHFSERYEEE - ot 1 BIRE KL B (all-cause
dementia) EEAHBRRY KRR - GG ¢ A REIRIERE - &2 1EE -
PRIIR S ~ FEREIRE ~ SRS ~ Bl A [RI{E: - 2B B e iEad) ~ ol - DL
B A IR B2 < SE LB ZERE RNy T IR SRR A T AR R E R
KIBIR EERY B I T & —HEBITR L 7 ] SERYSEH -

—Ka

75 ek (Conclusions)

ERADE SR GRERVERE - KEREE 21 T/ B it & i
REGUIR P R BRI R ERMERR . — - fEE KT BHAEEYIEHE T
FHEARBRAEIFIR - BURE R KEYREARE RS rIRE 2 $53RAY TR -
EMELELEARDY BN HRIE ~ WREE DU Ent & - Hk a8
OB B A e TR 2 o B 1 TR R R Y 8 2R B AL - IERERERR
Bl PR R A AT TR B B B - 1 FHABH AR F ARy A
A BIAIEAR B FE NG e BFERYZE(E » Livingston F8HAE 12 HEAJHEEEL
RAEGER BRI - B - SRR R ~ IR SRR ~ 22RITH
BHERSME ~ kAL ~ BEREEAR - U - SR - FERE - B8IE




LUREETIREK -

o AR 3 7 =0 R AR R A2 7
BHEEE o M AR R (mediterrancan diet) KEZHEYE - B&

B R (RS Lh a2

Omega-3

HE M BRBLHE A 3R (vitamins) » TRAZ BIBAGELZ B - #emd R THBG K BHE

Y RAF 0k - BFERR

H#HE] (exercise) TEAEYIEE (biological) ~ 17k

DUReiit & 0 PRJE I b (behavioral, and socio-psychological levels)

EHRTEIRBE - &% > KR ERERI SR B TR SR KT 2 R 1
TEPTRIARMEENM - AN RN RIEGREE —— R E LA
HEE R M EEF AT IE - AR " RAEESIE
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