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Abstract

Alzheimer’s disease (AD) is one of the most common causes of dementia in the elderly. It is cha-
racterized by the accumulation of A plaques and neurofibrillary tangles, which are accompanied
by widespread neuronal and synaptic loss, causing progressive loss of memory and cognitive func-
tion. Brain-derived neurotrophic factor (BDNF) is the most widely distributed NTs in adult brain
and is a key molecule in the maintenance of synaptic plasticity and synaptogenesis, which is the
cellular biological basis of memory acquisition and consolidation. BDNF may play a potential role
in the pathogenesis of Alzheimer’s disease. The review provides the role and therapeutic strategy
of brain-derived neurotrophic factor in Alzheimer’s disease in major.
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B JR 2K 1 BRAE (AD) /2 i o o i WL SR A, fEPT A iR B (5 31 50% 2 75%, M 1/3 BIEFE AN
ZHATR]. HH, BEFRIEK, 85 FRHRRASHEN—f. FURRKIEBE S AD & SCh—H
FIEIEAZ INENRAT N BERS B AS AT 3 AT PE B I - BEAE AR A e, TRINASK 25 45 F R /R
IRUEERIE I NBCE R N 40% 4 47, [RIRHREBE IS K A038 4 F T AD 1697 AP BRI 2% 2] AD KR ERARE
FLFE B-UERY FEEE I (AB)UTAR N tau £ [ s BE SRR AL I R 2F i g &5, (EBE) 2 AR e il &2k, i
R RN vy RS o I 27 75 K T (BDNF) 2 M 2 8 F2 T KR (NTS) 51, 76T L3 i
SrAi N 2. BDNF KF M IHLRIETE AD B3 A H XA RS FFSE T % . BDNF Ji i s e Al
154K TrkB FMIESEAN J1 %244 p75NTR WA oA . AT S PE[3]. B FE R B, Jlid TrkB k>
BDNF {55 Al R BT AICIZ 240 [4], 1 TrkB F2 & B G i nl 34 581012 [5]. BDNF R BE7E AD &I AL
FETT RO FEBTEAE

2. BDNF 5 AD &£ #l#HIX &R
2.1.BDNF 5 Ap. tau

It

B-UERIEEE 1 (AB) tau £ (I 1 BRI s R AP YEQE 25 (NTF) /2 15 & AD ) E 2R K . AD B AB.
NTF JURRRIEALAE B R« -5 BERR ARG AN A5 A A% S5 i X [6]. BDNF X027 02 A EEAE ], #2115
T J2 R 5 I T 25 0 X 55 N TE K[ 7]. BDNF 5 AB. p-tau HA AL /0 A X35, #2275 BDNF 7£ AD [P
RIREE R R AR E R

AB I E TR 5] S BDNF KT FEAIK, B2 75k AB AHIGHT AD #HZEEPE[8], 1 BDNF 7K1 (1) FEAR A
SR ABUURA[9]. ABYERT Ras-MAPK/ERK @i Fl PI3K-AKt {5 5@ 5, J5/b 1516 8 777 20 BB 4R A0 2K
A (Arc) [ FRIL[10], 101481 CREB 454 % BDNF ()8 3h X1, & SH MLt BDNF #5404
[11]. AB1EFHT BDNF EisEM 524k TrkB, %MK BDNF/TrkB 7KF, #1155 TrkB AHC(5 Sk, S5 AD
i AP TOAEE IR [12] . A TTME TR, MO EE M, S5 A BDNF iafiif#is[13].
BDNF 3411 APP 58l 7%, i APP (1) o-7r B BIUII&AE, JERCAT ¥ YE APP FiT AICD [14]. BDNF &
2 ABFEFHMATENE, RE RN A o] S

Tau & AR IR K NTF, SR, Tau & A E R 510 tau 2 A BERR L 63 A1
AL tau B RBERRIL MR A RERREG A k. BDNF EH] TR EZ 1 tau & 8 GSK-34, il GSK-38
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iRk, M0 tau 2% A BERR K [15]. BDNF/TrkB B0 r] 512 tau 25 (4 Ak, &2 TrkB Kif
M tau 2 (1 BRI D . WFFCE N, BDNF nli@ TrkB SZ4430E PISK-AKt B #, {EAHT tau & 1 50
FRALAL 5 ATS, 51 tau 2 1 R BERR1L[15].

2.2. BDNF 5z 8

A T AN T fph ) BERR ARG 5 PP E IR AT PR PR VIR DG . 7E AD KR, HRAEE S . A K
2 TR 2 2R IR R X, S8 At 4T 1 5 2K [16]. Selkoe W\, AD RZRfbEAT[17]. 7E AD KR
HHFES, AR 5SRO AR ZE R T & JuiB[17]. TERAAESHIFTE 47+, BDNF 2H
RIWFFURIR N, FF HAME—13 21RIE 5 AN A )R8 A 15 % UIAE G 73 F[18]. 7EA K, BDNF (1)
FEYRERR MBS, WM R AL S SR flmT BRI g R A A . RSN R B, RS
Pt BDNF S Py Y4 BDNF ZKF 1] LU i Ap 75 S 11 LTP AR filif& 3 fEi5[19]. BDNF 55 NMDA
SRR AMPA KK EBEER AL, 58 CaMKI {IZhfE, 239y 1 FH[20].

3. BDNF < AD jR7T

BDNF A& W T2k 5. M 5E i (BBB)SIE M 2 S 25 8 45 I @& M 25 1c . Bhxt
BDNF {J AD 77 S 3= BRI py Y5 1% BDNF &L 520k TrkB {131k, 42 BDNF 597 FERE = 1
BT

Z it AD 259, REBRESEEHDHI 2 RURSS . M= Ah BTN CREB F1 Akt Bl fk, w52 %] AD
O T 38 B AKUCREB/BDNF-TrkB, 1)1 BDNF K H: 3244 (1 %i5[21]. NMDA 32k H5 5771 55 4RI e
PR B Fi697 B AD, CiEsErl @i iGk AK/CREB/BDNF-TrkB i@ ## l BDNF £ik[22]. 1EAEHE
AT 37 245 PRAR R (4385 784 VX 35 A7 42 1 Neeotrofin(AIT082) I 44 i BDNF () %34 . Neotrofin #ill 3 28 4E K .
H4hn BDNF Ak 8 581012 . RGP T IR AR RS 1, Neotrofin AT MRS 25 R M4+ 7V Rl 96 A
BBB 5% M5 34 [23]. RARZGMZE T R vl PISK/AKUGSK-34 15 5l %, 1 BDNF /K F-2Ef# AB
T B AR [24]

BDNF 2 5 2L K 5 N\ YL 2 AT 39 0 APP % 3L [R/IN R 5 BDNF KF, 30 E & osH, #2
T Sl /NI B 1 A S i, B I T A R [25] . /NS T BDNF oLk B A B 38 B I 25 30 24 4% 15 . BDNF
UK 7,8- —F2FE TR 5 )(7,8-DHF) 2 TrkB i) ERr S sl 7], 5 BDNF HATAHARI RN, AT 221# AB
75 S 2 T AR A Th A A9 [26] o 15] APP/PS1/tau 436 DR /1N BRI 5 R 4 44 241 400 it A 498 o L 2 i 2
SIREJT, TAE N BDNF FIA 2R3 B A0 48 T4 My A X A /E i B LR 0 2 7] 2% 21 R 71 /E 5 BDNF
FH[27]. BDNF 5L, fERESES =k Neuropep-1 nJ34 APP/PS1/tau %% 3L /) KUK I BDNF 7K,
BN )2 S1IEAZ R 77, 800 i P E R R BRI 64 [28]

FAZTESN AT AN APP/PST XU /INER M Ey BDNF /K-F, $famig S k2, B 2 i 12[29]. R
A AT 8 N SRIS BNYIIE I R 45 BDNF JKF. IS8 AD E# iF BDNF /KF, 1% BDNF /KF5
Y T AR AN 23 (B2 B A3 VIAR 9 [30]

4. RE

T BDNF FIBEFEIL 44 TR R . BDNF AU SN FI i 2 R G2 s k.
B AAEA EEAER], THAS R P RO R AT M ARid . S ARBURIE IR B AR,
S 5MEIBIT RSN AD AR ATR BB RS, FTRERCN AD MIAEMIARIC AR T RS . BDNF ¥ HIGE
N AR PA) 2T SRR AL 7 V2 AR PR 243 22 i, BRI ELAE AD VRYT TR IIRIAT - 4 J5 Al 19%7E BDNF
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£ AD FHIER], 5T AR 4. BDNF Z:AEI£E . A BDNF. RIUH BN TS Tk, &
# BDNF L 52k 380K, AD B SR AUR IR T SR .
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