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Abstract

Alzheimer’s disease is a progressive, irreversible, incurable, neurodegenerative illness and the
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most common of the dementing disorders. Slow decline caused by this disease, is characterized by
cognitive deterioration, loss of functional independence, changes in behaviour, and expanding
needs for care. In our country, due to the limitation of patients’ and their families’ understanding
of the disease, 70% of the patients have been diagnosed as severe and missed the best opportunity
for intervention and treatment. AD is becoming one of the most problematic and expensive ill-
nesses for the civilization, also known as “silent threat”. This paper has summarized these re-
search achievements of AD.
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1. Bl

AD PR P W) — Rl TR S TR 70%, R ARREE RS KT m, /£ AD
B, 65 & LLEAHE AT 10%71 85 5 LA B K 50% [1]. BEE A HZRAER, F) 2025 4, it
FH AD ARERIER] 2 T75. ERIT IREIPIR PRI R, MILTER, SR T M BERAE AD i
RO AP B LR A, O AL S RIE AR . BIHRTALE, ERATRST AD RIRRRZ, X
AD B RUTC R RANE R K ENH R, B LTS WA 1R AD 9k A\ — 75 25 K
RIS RS 5, BTl AD SO LR A RN 1 2 2 BT TR I R

2. mMEREZFRIE

K24 AD i3 NHR AT WA R DR B0 R 3R, A WL e R e 4 B 0 2 3 382 L T A gt
FR it = Sty 55 00l A%, Folid 5 )5 4 1] R BOR el A7 A2 9 A2 2] o

2.1 BEEHR

1t AD DRI R T, FKiEEEFHMPEER R, MAT0UE Qe ik B e, o4
K2 2 R KM AD. X HBF AR, FEALUTAM: H2% 1 (Presenilinsl, PS-1)fIi £ % 2
(Presenilins2, PS-2) 73 67T 14 S YAk H] 14024.3 Al 14942.13 | . PS-1 FE R 584 ik M 1) S B e F 4 S5k
R, SRR p-EN FEE B (amyloid -proteion, AB) A2 it %, SEL AD HIEEL[3], PS-2 Al
o C A i oA K AR it P 47 R A S R 5P O BT £ 2 13 (APP) 24 , (2 3E AB 7 it 22 [4] - S K FE K BT 44 55 (5 (APP),
BT 21 SYEARRN 21921.3 b, FEAHRACE T 4t APP RIS AT 15 1k (1) B-TE K FERK BT 4R 2K 1 (B-APP),
FEE— 0 p- ) REE R . T FE R R, S8 APP JE K ZRATI f-APP 2 )i A A 1K) B-, p-20 ik
FEfE %R AB [5], AB ISR UTRR, SIEEME TR MR R 2 (PS), i AD K J&.
Tau S EHEFA T 17 SHOARRD 17921 £, 2 —MEEED, MGEREHMNEEEN, FEMER
P AR, S S S N RIX, 7E AD SR i b S SO R FERE IR ALY Tau B2, R MM A uer
YU SE(NFT), fHAh 2 e ThRER IR, SIEE R . PS-1 R R 5 WL, ZARZMA T 200 241, 1
IS RARLE T S EPE AD 59 R 40 5 50%. APP LR SR ECH L, AT 30 MR MCSERA .
PS-2 EAI5EAIR S W(20 N K IEARIER 12 411) [6]. AD 114> 2 T AL IX B 52 JE K AR i \FEh it g . AD
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R e £ A S P A% T 200 e T AR (AE A AT TR 50 5~60s), 55 B (9 AH Lt F 3t . % AD S P9 31
BA R R N LR R B, DAk b JBi XU . 72 AD fB, BERRMLR) Tau BE29E AD B
() =1%, Aschenbrenner [7]iA tau HIAAFEBAR BRI E BT F, Hanseeuw [8]#fF 7t &I AD i
HHIENRE S T BRI 22 1R AT PEAR 32 B 1 tau R TE RN HIRT BR 30 11

22. BREBER

R 1 (APOE) e4 FE A thyg M 8 AD XK, E KM, APOE T2 AERIEI A h ik, 1E
/I 5 4 i R0 R FERLIK[9] [10]. APOEed JERINL T 19 54t fhRD 19913.2 |, #FFiKH APOE:4
BB S5 A IIA K, F2mT PS M. IMPR. JREL. W4T RIS AP0t 50 h #HIESE T APOE:4
& H ATME—#f 2 1 51 IR KR AD ) 5y IR, 157 APOEe4 JEAI W1 AN 8~10 % AD KUK:[11]. #R%E
AD B HE R AR EL ] 0 M da H, ApoBed ZERI T 51 AD B INANIHRERHAK, IR ph 4R IR 41 4k
ggk.

23. Hib 55| AD BFEMHEXEER

TEBCHT ISR R, 76 AD MIEBURIER T, S RERN . BT WiihitbtS AD WIERA
R, ABEARBUE/NRIRAM, BRI, BRSREN, 51K R RAE RN, it H AT TR
Z R0 IL-1, IL-8. TNF-o 5525 AD WIJEMK[12]; Ayt ins(HSV-1) AR 2 ks 6 A
(HHV-6)rT 3% APP, i APP KA miidk, B ABIIZ, 512 AD [13]. M mifE 5 H X P4 R G0 2 [0
TR - A TR, PR RS I RS A A RS S K, SR Th R A N A A I
Fh 22 38 e SR A i i TE A E AL I A R, T iR R T R . 9ol AR e s R A 48 R
Gi. EWEBEAS, SBUMNELHN CKHAR” A CRERR” HHMRIEDRFERR, 25T
HMEAE 2 M A0 M (ThL) B 2 AL A5, et BRI . 11— ELX FhgE MR, A2 R A SR A
1 M1 BN A L RV AL, T2 AD AH G [ 58 0 K A2 [14]

3. KRR}

AD ) FZRIZINA DI RERRts KRR AT N BRAT, JS7 AR TS Dh R E 2k . AN ek fi 32 22
BAEFICAZ . P (R ANE B, 15 S REAT, RN MR . RS AT RER 3 B AR, B4
AT RS, NIRRT, B I iEIRAT .

AD FRIEIAFIRE J A H AT R ) S B AN IR IROR TS O, R 7 R B (), A
JE£ (WS B B
3.1. BHAMER

TER W AD B#H AR R IICAZ RS, #E sk B IEE MR, FHHE AR R R SRR, 1EH
EEREI NS, AREVREEEA) . WA IA)E R D e R A R RE R AR AE T R BRI R B, TR AT D BB AS 46 T
2 AD B BE[15]. IX LS di {5 BE A R 1 10 Ak . 7E AD BORIARY B, BT DL A FHAETE, ST
PEo TR E Rl N 22 R ILE B S FCIZ A G i R 2, T, BRI, AREMEAT T RIEL
HEUEZ. £ AD P, HIL—Lesh 2R ptk, R, Wi, WERAHIAT. XN BME R%
KRB RZ 2 ETET.

3.2. HEAYE
R AD B3, KRHAE AL LT AIFFEE 2 4F. B A1 SHCIZRES, B8RRI KA
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ARG A ZEANT[16] . B PR N FI DI RE M5 T AR 52 2 . AD 2% i 25 2 I . — L8 NFTRER
B RS T H O M AL NS E. S AR E O AL S, R ER T Fid
B H M B NAEMATIEAT B H R fE I 20 B AT T £ S & A, Vel s i . /21X 1P B AD
R R PR AT B RS P A2 0 R H R

3.3. EE (MRH)MrEL

FEREIIRT B, 3 HR RSN NG e AR 5 ZE A M BT 8 IR i A B RE AR AE A A, /MBS
25, TEAMG, EMEAL, BN, BEF RS, PUAEE. SNk R g ATEL,
TSI, FERAE I, e URERAKILAE . SR, BRI, XS IR RE SR R A TI[17].
T B S S Nk B R, S e A A T OB IR BL

3.4. FrFERY

AD Ay — Ly 7 R I PR R I 2800, Ui At A2 3 A AD B R & i BLX BAR, 755, B
i, AL RS EE AR R A RS s DR A AD R L2 ORI RIS B RS A ) SR
15; BUARAR 7 R B & R DR B A AT PEAT N AT O RERRAS s 16 Down ZRA 1L 2 Bl
AT AR ANIAT DI RERERS XTI 48 S0 1 07 BN 75 45 & — SR DA A i [P 2545, 53 I LR )
PRIC (G 1 AB IREEIEAG, & Tau RN &), PET 455 MRIL ELRSEE A H 40k 14 58
21 5 BERAER AT .

4. jafr

M AD HETRRGTTE, B — T2 RE s T Bt P 2t e AT S5 o 2 B2 52 31 o g 00 A 1
BRI, HuiA DA FDA #EHE 25 H T-9697 AD IR RIRI D REREAS (K24 . St 1/ 4 SR 7E ) B
B2 Oy TS 1 FOREERE, B IR T SRS AT E AR T A AN it

4.1. BBEEEEERHNHIFT(ChEIS)

CTEIEBGE PR R EE AP AT, WX AD B BT PR A SRR R I, L
BRI R/, A TCDIRERE W . T ChEls RERHWT I i f B (A EBRISH il /K Ak £ IBE BRI 5, M8 n £
B AE AR AP 22 R . H HITA =F ChEIs #EttiE R TR =9 AD, ZZRIKST FARAR B AN 2 4t
e EATEZZ R EREAR, ZRIRFFHE LA AR 25 1, R H AR — R, X259
#RECHE AD B HIINAIRE ), SRIARATN AD BMIRITIERIACK, JEARESUR M HIHERE, Han [18]
SEWFTERIL, XREENHIBERG B, 1R HIR R BN ] ChEls R iRIT 2 I E A KIBERS .

4.2. NMD S35

NMD 52442 Sl o i BB FIlEE A, R A IR KA 4 Z k. NMDA Z{41]
SR TG R B TR R, SCRC 2 ST FEAZ 556 Thag . TR R [19] AB BEf% i NMDA 75 5 i & (145 33 A
ZI0, FEEATHEERERT, S ERETEREN AW, 1XJ& AD #E AT RIRT. 1 NMDA
7 B8 25 k> AB B TR, BRAK tau 25 0 BRI AL, I8 k> /0N A 5 AT P e S SR k2> 96
FER T, EMRT A . 3 4RI NMDA 2445412, Matsunaga [20]55 8 78 & I 35 4 Wil 5e . 3 o5
AD AN BE ARG MR, X B AD B B & ChEIs K250 7 T s 4liv i ChEls 8%,
SR1M NMDA 524k 4125 5 ChEIls K5 —FF, HAERVEREIR /N, 10 HAZ 290K 500 1k g 5 2R
Rk, ANEEARIE AD B8 X2 .
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4.3. $t3 Ap EEIMFMEREYZ

HAT, A2 AB EAMREMA T AD BB, B, FEIE AD fxsi)s A8 IR I FE AT g
SIRGEPIR I RERE, TR BRI AD SRR Wk 5 AB B A Rk, W eI Bk w Rk
1T BRI BN T e T, LLAC 7y Wh BT A1) 70 ) 2 pon i R ke vh = S R [ i . =4k, &
KEEZ AN ARREAT T G2k R IR, KR 233575 LB I BOR BUAS RS, BB R RO A K1 )
Reltl, EHZGYA R RN E I AEAEIE[21]. Aducanumab, A3 [E & /A =K ) — 2k ik 24
YV, ZZRENeE N ML R, BEARPHLE Ag HIRREE, HATC 58 188 M BUR i KRS, BiL e
=R Bidie X APOE4/4 1) 53 AD 2li& 1 8 Won 118 BEAH 2 3 197 2% [22] -

4.4. AT IRREHAZEH

T a5 R R G (0 Wl e A A BN, 5 AD BRI R . H R R B
(GV-971) 2 LGP 6 BE SR Y N JEURHE 5 3845 FOAIR 70 T IR ML SEREAL Y . 38 L SE 30 T8 v -1, #0 fi
B AR E A S 2, DR SN BRI AE, FEAR B I BR TR Tau 2 L IR AL,
NI A3 DA R0 ) B PR RS [ 141 o AR — S0 PR 495 SR A0 7= 2% 245 W 5 A 2 2 vl R O] 3R o i BROE R 38 A N I e e
15, BAEMR. SREREECERNR R, Ratilf. 12257 2019 4 11 F CUARHE [F 5 2 b B 2
it B BT, A AD BERYT A ORHT A 2 23]

45. SERIME

Katsimpardi [24]55 /£ SCIR R T AL, FEZAF /N 51N AR ILRAT 25038 55 45 WA 5% (A B
TESR NI 7 L5 th RT3k B RICR o 9 FOR B /N RS (et T AR Z oA Th etk S it B X e
SR ox U S a1 55, NMDA SRl e S5, 22 4F /N BRILTR BIG 7 LI (FBS) ¥Rk I b A I [24] - 1
A H R AR IR RAIT FUB B, BERS 212K B IH i b A 55 1 3 R SOOI ™ AR BUR I T, (B RE
PRI T

5 W% R

BARBIA AL, JEBCH 25 RENS TR Bz AD 2R, (ERMIGEREMEBIR, s
PIRERY, SEDIE A EYIAR SV BORFF S0, AATxE AD SR INLE R AT TT, B ia 7 254 A
WA, EAARIRER, AT REWS I AD BBt e 1) 254 .
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