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Abstract

Alzheimer’s disease (Alzheimer’s disease, AD) is common in the elderly neurodegenerative
diseases, and is an irreversible disease. As with other neurodegenerative diseases, AD lacks any
effective treatment. Although there has been a lot of research on AD in recent years, it is a pity that
so far no drug has been developed that can completely treat AD. AD is one of the most important
diseases that cause death in the elderly today. Therefore, it is particularly important to diagnose
and intervene in the early stage of AD, and to detect and intervene as early as possible. Subjective
cognitive decline (SCD) is the first clinical manifestation in the AD continuum, and it is also the
preclinical stage of AD, mainly manifested by individuals who feel a continuous decline in their
cognitive function, while the cognitive evaluation shows normal. Studies have found that SCD is
associated with AD biomarkers: structural and functional changes on magnetic resonance and po-
sitron emission tomography images, resulting in an increased risk of mild cognitive impairment
and dementia in individuals with SCD. An association between higher education and intellectual
activity levels and better cognitive performance later in life was found. Therefore, in the early
stage, diagnostic identification of SCD can reduce the risk of developing AD. Using “Subjective cog-
nitive decline” as the keyword, searching for the database, judging by the diagnostic predictors of
SCD, preventing or reducing these diagnostic predictors through drug intervention and non-drug
intervention of SCD can effectively reduce the occurrence of SCD to a certain extent, and then re-
duce the likelihood of developing AD. It is also found that there is still a controversy in both the
prediction of the detection and the intervention, and more research is needed to confirm the cor-
rect statement. In conclusion, performing the detection and intervention of SCD early on has the
potential to reduce the occurrence of AD.
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1. Hl

il

Bl JR K3 BRI (Alzheimer’s Disease, AD)JE 2 FE i WA R R 2 —, I AF R 2 SURISE I, Tt
2050 “E¥4iL F) 1.15 14 N [1]o AD & REER LM EZIRA, & —F T BT Y . R B
AR AL 5 AR R 10 R R IR L T TH TR HME o SR ERE IR R0 2R B A AR R T 3 N, K&
5%-~8%I[I \TE 65 % UL b 32 E5m, B FSIE K2 85 & DL I, RIwZIG N2 25%~50%. FPE AD i
JRE AR 19%~29% [2]. HE. SEE. B, HA, MEE. K20, ZEEAEPEE 2010 FRFE K
R IL PR A E R, ANEGEIT 100 J5[3]. 1 SCD #IA A2 AD 5 —IRIKR L. JATHR 270k
R, HA SCD (1AM v A D o B i 0 2R 851 190 JXURS: 38 o FR1 Utk , SCD Fé) 5SS U R0 T 87 + T+ 43 B 22

2. EFIAFATFE(SCD)
21. X
E NN KT B (Subjective Cognitive Decline, SCD) & $& 7E An HEAL A 0 A B3t B A 1e 42 sl At A
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)RR, AE A 2 AR I — Pt . AR AR B, SR R BN RN In] 1 2 4E A AHLE, SBH SCD 24
NN BRS39S ZRBLH Th G BhEE A i 4T )G AD BB R [4]. A AN, SCD mTREA
2T NIEH 52 35 N AFEFS(Mild Cognitive Impairment, MCI)FE 528 & JE 4 AD () S R A& [5]
7E MCI #, SCD {E NS bRt EZE RS 2T . 3£ E 5K 5 24 7 Fr(National Institute of Aging,
NIA)FHB /R 9% 5 2R 223 (Alzheimer’s Association, AA)RAL T —AN 540 AD M2 192 Wik AT
B2, 7E 2018 4 NIAJAA Bl /R i BRI I FAHE LK SCD 9N IE & D KN AN S A4 22 DA S [ 4 2 (] fry ik
BYEL[6]. SCD bR B G ZHFE. 5%, SUARTIER MAKCIRESMHLIL, HIREDIHIAEIRE IR T
B, X5 2PEFAETER[7]. ZbRUEHERT SCD AN A FE S B TINEN R B RPRES , AN SR H A AR 5%
KRR B8 MR HE R ERR A N ETIIN A B R R, A T MCL 375028, FFARYE A6 |
VDRI B R AT A . Bt WM AERE, DARPAFRAZHFR . B2 RS € L
P, IR NG ER R, XS SCD —AHHRIKI[7].

2.2. ZF NB SCD WEKRE

WATIR It B, SCD KB RAE 10%% 88% 7], it e Hups K HLAE fe e ARk 65 % )2 LA
TN ABEF )Y 20%, 65 % LA E ARy 25% % 50%, 85 % L AT N 88%. JHFAbRAL A T o [E AL
HSCIX SCD R ER . AT, FEAA TR OB IR T, HRE AD M4 UG8 I ¥bRiE: SCD 1)
RN 18.8%; 4R Jakh F1 Bondi brifE: SCD HIE A 14.4% [8]. B TR HIIGEK, 2 Fh Ak #LA
B AE AL FECA I D RE T RE . KRR FIThRE I T BRI AL B B . AT D RE . DRI 52
I BE TSNS . KEHASEFRBIBEE FR G K, IS RAE S, BT AR,
FENFETIN A R IAE I VG R ] 70 5 DL B2 48 NAERE 10 BIIT, A 50%3] 80%I1 2 4F N i 13
FE A EN T BE R RE[7].

2.3. SCD Ry#&

Bk K (Telomerase Length, TL). ki iS4 (Telomerase Activity, TA)RIMLZIEMFEEH-4 (amy-
loid-protein, AB)IK & 28 B WA R T B AN R 24 R AT RE TR X1+ [9] e 4l i it /& DNA-ZR F i 4544, 12
2 i 43 2R R B R R AR E W FLAD A G R R S PRIV FH o 4 5 1) B RS A A A2 20 S A A 2 R T2 1)
bR, 3 HATREE N AR AE Y Z A AR G [10]. — SN 735 7 skl 4 6 5 50 B A S B gk o 8 2
2 TRV I 2R [L L] B8 J5 A S B 70 T B 0 3 SR IR [12]

JUTUR FEAR 5 FR, BARMIFELE AB R FE -5 %5 PRI R i S XU AF 9 [13] [ 1417 S5l — TR Yo ¥R KR
W RBE BF R, Hon =39, BUEAREIARIFERG n =89, IEHI\AIn =126, FEZIMIK AB K
FE SRV ENFE SRR IEADS, 5ARmEES E0MIC[15]. B AB IR FEAR T Il ik
FE, X ] RS LR A B A PR [ 16]. (2, ARSI S BRI KBS s I E R AB R FE TS
T, A2 R EAIE AR R T 3X — PRI [ 17175 A R 25 2 LA AR 0 2 47 1) ) 2 v A B mT
REE. FCR, MERERREZ R FTLl, nlDUEARN TL. TA Fl AB IRFERISHT EWHARZ S FF%.

2.4.SCD HifEleEE

R SEAT R AR EE S, e BB REANAFEEEXT MCI FIZ4E A1) SCD A mi[18] [19]. LAk,
TEENRETT BEIRIG TR B, L ROIR DU AL 2 08 RAE SN KT BE /1 T RE[20] [21]. Legdeur 55
NEI, W EARE AR R AR 2 50 £ 70 ¥ 2 55 INAIRE /1 PRI IR, i KURT & I
7270 8 KU L2 H5EER R, XRE T AFESER SCD falk &= 1% R [22].

WA ) 09 R BB SRR I K T4 n, BB SCD AIZ AR NSRS (1 XU 18 hn[23]; &P FIAR
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SEAERA IR OB IR BRI & SCD [ X n[24]; 5rRE AR, SR ZFEA T 2 HE R
i SCD MEEREE . (EZFEANH, SHRMISSHMIL, HE#HE SCD HRIGIN[25]: BRI
HEERIZHE S 551 SCD. ELATIORRTE AT, B PRI Bl 1 2 ol B RE ) e i sg i BX 35201 /E— T
AR AN U ) 2 R 24 N SCD 1 3= 2 a6 R R [25]

2.5. SCD MYl PR 451E

FE M LAZFE S (Subjective Memory Complaints, SMC), iz #ic 12 R &, J& SCD K% WikIRZE M.
b2 R, RABEDHSCD BEiRs T WIS Mb5[8]. SCD KIS H TR I A R F%[8]. SCD hrd
HRRA AR T SCD I JLAMRHIE, A UEHE R B BATR B 7 2N RN T FEIRR & KU o IX LERHEHE PR 9 SCD
plus RFAE[7]

SCD plus FIEE—/MRFAE RN NACAZ I TR, 1A% i A U )~ Fe o (B4 = 2, 1IX A SCD
plus FrPE R R TIXFE— N3, B RZ % SCD W i #i S AEX L2 Rk A5 F[26]. HAth A\ 45 0
N REFREE S AR BN R B2 (AR ORBGIE M AR E « 5 A SCD plus FFiE 2 7ERL 25 5 4F 4 SCD K
fEo X—HFEIE TIN5, KT SCD WIRANEKAELE R SWIHI KL 10 4. HERARI B MK
WGAE A AT e RSB MCILL I 5 4R SCD A A AR SRR (AR M LL 5 4E 9 I SCD R AEHE /N 7]
SCD plus [ 25 =AMFIERAE 60 % L ERIAMAT SCD KIEAE. fEER/INT 60 & HANMEAH, SECR RN
RE 77T BRI R 88 () = AR GL AT AT B PRI, X R B AR 4 /N T 60 % I Ak v 5 LA G dn R TS — (1098
FERMY R, AHICH) SCD AT etk TRk K T-BU5E T 60 & 1)/MA. SCD plus 25 IUAMRHIE R RIB S
SCD MRHIRVE. AIUEHERM, PR BN FARI DI 6e T BRI N, HAR KB IR M HT T PR
SR B ARSI N [27] . 55—~ SCD plus FHE &ML EEE XA AT T BRI . XT84 SCD MAMA&, ik
P2 LS R AT T B -5 R R T BRI R eI 1S I AE 5[ 7]

2.6. SCD 5i\HgE TR R L

— DA RN T REAR Z 40 SCD - BT IO FAAT I = T 23 A R I, 14% M B ik o
REE, 27%M B R BRI MEEET . BT AW aE T FERA, RIS THEAEE )R
BRAE[7]. REAAFERXFRRYE, 3 B SCD 5 RZHMARIARIRE J1IZHHR TG, (R T — A4k
K, SCD Tl RER A RINKIFE 1T BRI FIAFEAR[28], o 28 R 9 2 B I AR 4T 1)K 30 RS A
AR, PYME, SCD KATERFAESEIAT 10 FF A 4[7].

JeRi55T SCD NHGi 4RI £ W, 5 MCI Ml AD K 5 M, SCD MFHFHER, ZHHEM
FER v, VL B2 5 8 SCD. [RIR RIVE/D  S TR Al . REAIRAT S SCD Kk A Ze 1
T 260 78 TN, A0 A SIS0 R i 1 AR A0 R AR AL B ABURK, DR A AT RE R 75 SCD.
AL, Aarts 5 A\ (2011)4ERH, SCD 52 FILiiA 0¢, WibE K R A PRI A A UL o
Mo HAERRE . ASERREL AR USRI . AT A A B H BB &N EN T RE
Fefab kg . thah, —Lemt iR, SRR/ REA SCHIBARAEIR S, WS4 E1a45 AD MK
JREVIMIC. SR, FiEIXLeRt i #8E rh T SCD 82 B A RIBERS H 1) SCD, F SCD plus {EA—FA A
) KR 1A R R 3R e 2 /D [29]

3. SCD B9F
3.1. YT
H a7, 5T SCD MIF el T 2I7ik, BImzgy. N7, B aek] AT et & ek 5, ik
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P I L FAn . A SRR RR NI\ kN 5875 (Cognitive Enhancers, CE) ¥ 134 . 4 25%1(Pharmacological
Cognitive Enhancer, PCE)MIHE 245471\ K155 71 (Not Pharmacological Cognitive Enhancer, NPCE). PCE 4%
2, BT AR R R . 22505 SR AN £ IR AE B R Al 4101 771 (AcetyIcholinesterase Inhibitors, AChE Inhibitors)
B 3 & W i (memantine) (19 24547 . A A i 5% 245 490 451 o AIFL s 5 6 440 1) 77 (AChE  Inhibitors) F1 W FH g
(Methylphenidate). X6 T8 ph 2R AT VSR N A DI RE, 40 AD BYCHADR SR I H V3 5 ) S Be A sl
JE [ AR #H 22 R 4t (Central Nervous System, CNS) (] @, K11, 31X L6259 6,45 528 3E Je (Modafinil ) fa B A
FH T 345857 2[30] o E04E PRAIAE BE 55 £ A (1 L908 FK 25076 o7 . m] LA AR ARV 8O, (B H RTEE X — 5%
SR — BUIEE . 2 K MEREALAE(Multiple sclerosis, MS)AE—Fh & 210505, H 2R Bk, 5
HeEzgin B A& 2N (Baclofen). K % 3 (benzodiazepines, BZDs) 244 i EIAE FHAH EL, A3 F K184 58 751 m)
DAPRft—2e g4t

1) ZBRAEBREREEHN 5

T R 0 1) 77) (AcetyIcholinesterase  inhibitors) 2 3% [E L (1 55 —FiA T AD (258, iX L6254
FHI R i < TR AR B IEi g, AT 1 48 I R A+ 220 A s P ik [ B 2L TR AL == 2 FRT ARG 389 0 3]« A I L AR
FHIRG U, fEMEOEENRY, 5BAHML, 1B I02E B 0EE[32]. A, AT
H N AR 2 i, AR ERIER . Krupp KR T H—IL PO WE BT,
ZIE PRI A4S 120 44 2 K M4k (Multiple Sclerosis, MS) #:347[33].

2) E&RIkk

2002 4 2 F 354 W& T 1 W B2 77 7= b Al M LRI (European Medicines Evaluation Agency, EMEA)#L#E
F Y697 H R 28 B R [ R R BRI [34] o TEHERAE I 22 & Wiz (memantine) 69T MS B IR\ AIBEAS I,
MR TR R I URE T HIF, 60 4 MS #5257 b —gis, (Bl mikBi,
WA ER AT IR [33]. X —4H 126 & MS B 1 5 — U A BoR T £ &R TT B YITESS R 35]

3.2. EHITM

1) B

— L 55\ SR A A R R (1 R AR SR IR LR A A i) L8 A WA N 3 AR R R R [ AR (R T
T, FERCRIRTT T ISR . B, A7 B AP AR R, B R 2R MR,
AT REA A EAE AR 2 AL A PIAR e [10] . 4iAE M A4 TL Sinid 24 A 6[10], LA,
FLCFE K R & AD 55 % . TL B#KiE S SCD. MCI BRI 3, 1 AD 78— L)\ At 5,
S AR U 5 1A RER[36] o A BRIk 22 IR 22 B\ 280 TA AT AD 993 BEHLA 2 [MAETE B R
[37]0 oAt A NI R MR AE bR EPVEFE ABIRIE, 1X5INENRE )T BEAEL AR R R A O 18
— IR R MERE LI R 15 (Randomized Clinical Trial, RCT) s ¥F4G 1 A 12 B S48 5 8 12 35 5K
Wi RIx AT SCD HISZ4E N4 E4Ric Y. TL. TA AUl AB WREALII . HAk, {18
WHFT T X e A Wb S BEIT 1] (A8 4 SN RIS . O BUIRZS . BEHRRD AR 1% 5 B 0 st 2 TR] 9 55 2R [9]. 3X
TR ZREYE RCT BRI, 25 ) SARE—/ME 0 & SRR T R P AT R 2 U LK ABIKEE, TA, TFREIE
A TL.

2) k&

— PP AE T (PRI 5 R s A BR AR B 5 32 R IR B (Medliterranean Diet, MD). MD & — 32 %2
DAY AR, KERANGSE. KR BEME, SEEA6A, DERANDNW, IR RV
TAE A i ) 2 EEORIR I A 20[38]. MD L8 UE BH 38 ik e 4% 0o I8 TR TR 2 TR B2 BRI R . B WA
KRB RBR[39], DA K B HE il ik IR B )4 220 B 2 e R FE BB [40] . B 45 RN 45 W T B2 [ 41]
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3) A%

WEIZ 59U 51 N B T2 — & “W I ENEPINING” R [42]. 3 3hik50 2 — T A
FUEAFIIZE RCT, KEiciZ . HHEEAACE I 2525 1 003 R 550 BRSR RadbAT L. ARG T AL, o T3
FEVZRLAAET TS 10 4F R I H B m AN B J AN AR I B A %8 [42] [43]

4) REES

SRERL, A5 SN R EE X AT SCD XU BEA BB R LA ML R . KIS sh D& 2
I IE B T LTI 2 R o 07 XU (R 25 [44) IR I — R A& oL BB BRI AD XU, BL4E N S8
AB il tau 25 177 A IR AR [45] o £E— 0N A AR KUS R 3R I B & v, E 4 BN R BE R R & b,
B ARANE S 1 VA DR A B [46] 0 JRUE IR 8 IR 25 (1 R A E A Sk LRI T it 7, A9 anod AR NI A
HRGHLERTEN, T EIRBIEE P18 i I B0 N B R g A7 = g1l ¥ 77 32:[43] [47]

5) HEHR

HEAR A2 KA WO FE BN 2 . B = 7 /8 IO BEAR R VR 2 I I Sh R Rt & AR I E RN, AR AN 2
SAPER AL EFHER TARCIZ . B F A, GlE I MRSERE S R . V2 A FRIESE,
— R ARG I ] /N 12 SR BN B 1A AR B, KR B iC A2 B A A I LR ILA K BRI
H[33].

6) MZLERER

P22 0 3 RE AT 1 (1 A2 ek DA R s DA B 3 v A 6 H 0 3l R DRI BR B IR o e T RE RS PR R
Tk T A R T S T DAURER R RE I R B R B R SR A AL S, AR B A
ANFERKEL ER]. KL, Z2RETIARERIRMEITAG . ST 2 R MEREAE 38 B S AR B35
Z 02k R R B 7L T-3A RBUTATIESE . ol xdBEHLREBENLRIE M S & TR B, IAFIIZEm]
DAz B TAE IR 12 [48] o Xk — bR, NGRS A& OB S &, v LB =
1~ SR AL AR 1012 [33]

4. ZRERE

SCD NIEW &S AD I—AaIFr B, X T2 SCD MR, K2 14%~27%23E 1 K & N
MCI 1 AD, SCD %44k MCI 826 B K L) 75 % 15 4RI A . AD AT IR, KR EIR B BB ik
G, RELE AD BT T T O ANLE, JEEERNT AD BRI LEIRT 7T 7 T BV TR, (B4R
RAEWT & L BEWS ARG AD 25905 )59 FrbL, # AD (2 AT R 2 SCD MrBL, X HIR A F0R 0 5k
BHISIRRBIBAE . 3REEWIAARE 1. B SCD & A, WTAHSCTRIN R FREAT A . KB 254 Fl
LRI TP ER R T SCD e 5677, A T8 AD AR K R .

B oW

A 2021 AFARERAHLFIE 4 76 06551 H (FI2021X023) . 2010 45 BTG 7731 3 A A 50 H 2%
4(2019Y20) 3 F, AR .
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