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Research Progress on the Potential Mechanisms of Exercise Regulating

BDNF Expression to Improve Alzheimer’s Disease

LEI Senlin, CHEN Ping, CHEN Xiaoan™
(Institute of Physical Education, Jishou University, Jishou 416000, China)

Abstract AD (Alzheimer’s disease) is a prevalent neurodegenerative condition marked by progressive
memory impairment, cognitive deficits, behavioral and psychological symptoms, and the eventual loss of executive
abilities, which collectively degrade the quality of life for affected individuals. BDNF (brain-derived neurotrophic
factor) as a crucial endogenous neuroprotective factor, is an effective regulator of related pathogenic factors in the
occurrence and development of AD, but its expression is abnormally down-regulated in the course of AD. Exercise
therapy, an efficacious, non-pharmacological strategy for AD prevention and intervention, has been shown to en-
hance BDNF expression via the myokine irisin, with the OCN (osteocalcin) also potentially contributing to BDNF
regulation. Aerobic, resistance, and cognitive-motor exercises can promote the expression of BDNF to a certain

extent, thereby inducing its neuroprotective effects and subsequently improving symptoms associated with AD. The
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potential mechanisms of exercise in improving AD by regulating BDNF encompass the reduction of Ap (amyloid-

beta) aggregation, inhibition of Tau hyperphosphorylation, mitigation of neuroinflammation, and amelioration of

synaptic plasticity impairment. This article delves into the role of BDNF in the pathogenesis of AD, scrutinizing the

mechanisms by which exercise modulates BDNF expression within the AD pathological context. It specifically fo-

cuses on the beneficial effects of various exercise interventions targeting BDNF in AD, and explores the underlying

mechanisms through which exercise may delay the onset and progression of AD. This study aims to furnish novel

theoretical insights and perspectives for the therapeutic application of exercise in AD.
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Fig.1 The potential mechanism of exercise regulating BDNF expression to improve AD
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ANFEBE 2 s T T B BeAk 1A TR R e
BRI AMEPE FLIR 35 R e T R U BRAE BT R T
1(silent information regulator 1, SIRT1)Zik, FiH i ¥
i PGC-10/FNDC5/5 5 i@ i it 3 BDNFZR X, 1M K
FLERIE A SIRT 11 771 sirtinol 7 15 D) £ 410 ) L B ol
¥ 5 BDNFRIA 5 S 2408 , 13 B SIRT /R it 7%
WO LR .

21 bRk, 325 ] i@ il irisinXf BDNF £ 5474
Rt , BHEAOEYE R W3l iE i i 5 FNDC5/irisin
£t BDNFRIA ; W@ & K E AR W, [ ff
L5 L 5 B S 0% SIRT1/PGC-10/FNDC5 {5 5
AR A R IA L BDNFRIA. (A1 BAES R,
12336 1] fe i I (R A R AEER irisinidE N K AT K
FEAEHEBDNFRIE E R -

3 ER[EBDNFHIAREEE TS RITAD
I E R

EIERN—FERAS. LIRIE. LAl
WIT I, CHAESER 2 RYUE 2, IR
P2 SEAT MR 1 T AR B IR T SR 2 — B, AT
BTG TR, BAE A S SRR E A
ARG AE AD R A RS, I AT I8 IE 5, 5 F AR
75 SIE B T e ADBES b BE AT 47 XA 2402,
3.1 BRIED

AT H 197 EE 3% ADAR K [ 5 FiiE 1)
TR AT BCR, S H AT ADSEEIBE I 1 3 58
BFFUEE . 2% ADBhABERY AR S 58 R IR, SR A
B 35S S  OST p JR SRR R SN vk
ST SRS F AT AL T [X BDNFZ A LU R H i
AR R , T 3% ADMISSRE. 64N 11 £
0T 2 HE AD#E RS /N B T v BDNF#3%
[ et B /N R RR AT R0 G 28+ 2 ik e
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(10 5 B I TR AN N IRER D ), I8 e 2 ) id 12 A
2 21 A8 77 (Morris 7Kk B K A J I H BE PR ik e
JEE R SRR TSR, 52 25 HRARAL, R 1A A )
il 5182030 min//k . SIK/E) Tt el _FIHARE S
ADK RS HHBDNFIERIA, chs H 2= (i iz s 2
0T A I ) S e b2 B IR NN E =R R AE AL IN s 2
EA R, HIEIS T I caspase-33F Ik il i S X 41 g
P, JETA R M ) ERE RN, UF
PR T R AD I IR BORALL T BE A J A (30 %) sk
K (90K )5 JE i bk T T8 v 36 0 ADK Bt it 5y
BDNF & /K, Hdd #)iE 5 $ AB I MAPTH
B H B ADE T I S B AR A R FE I TR IS AE
NI S L 25 (8] 2 SRR AZ 88 ), FRER AR . 1X AT
e 5RIBENKS B By SR RO AR BRI ¢ T
S FVK R T 2 R SHE sh i sl T, (Kt n) =
Az BE R AR S er e A0 5 (RIS ARF R (1) 7K A58 1T 3 Bl
BRI ELE J7 5 I WA S8 8 Sl R H & B
FEERAK, FEUE BN RESR /T REATLE T HEANE B
HH, ST BB S EUE A 1 AD BT IR RIUR
ADEHIGIRW TR I, Ml & B R AT E I
AIBghn] B e ADBE ARG, IR E AT
Worigahhe /7. BRI, KA SRR (70%~80%
ORI GIE 8T (50 min/ik. 3IR/F. FF
S206J8 )T i3 i AD R IR T BE RN i g B
RN ININAE 5 2 > DRI AT Th REMR R 57 0 3
P v DA K f KA A IR R 4 S S SR A A AR AT R
REHERADE, DR TUIR H, AR [75% 5 K0
& (maximum heart rate, HR,.,,) |l & H 238 2 G/ «
FREE 128 AMUE R AD B E AN Ih S5 51) 5 25 k
e, 0 EUE RIS 3G A 0 A SR R O 2R
M FLER 7K 835 5 TN GRAm 2 48, vl B LA A AR
HRE ST AICO T 777K P A3 3 B35 g kAR, AR
TR R R EE (= 85% HRuaxs 5 minx6{%)1M &, 7
SRS E (70% HRpax 30 min) KA QUK . Hrgk:
9JH ) BAT A SIS 3% ADIIBT VA RO AR, AW
YT I E B D RERE AT (6 minsB AT IR 2 2
8RO R RE 7 (R 2 5 e K 52 Th 26 12 35 3
), 15 & R RE e B3 A 3 T e AR — e 2 Ak
X AT g B TRBR S Bl 2 B2 5y e A He 2 A mT
IR, SECEEERAERK N &, RITE
—ERRE FicE T BEMIEs S, Sk AR
TETESE . SR, BDNF IR AGTE A R 78 A S 30 B

BRI, 5852 R BE ST UG I+ BDNF
FIL KV T 3 AR AL S AR, {U PERAZAZE
W feH, 16J8 FATZIZ5) (60 min/ik. 3% /JH )]
3 5B v LR A 2 T AT AR F 4 B AP 33 BDNF %
proBDNF {1 IE/KTo iR o7 & 45 B i 5[4 ] G )
5T LU = mi: (1) ADSEE B 22 (L3 /0 35 ) A
Je B AR G IBAE R R (1) 22 5t 2= 5 3 BDNFX iz 3l il
W RGBS E, 4R e AR m R R E A
Eed(apolipoprotein Eed, APOEe4)55 7 FE K [ AD B
11 2% HHBDNF/K 7512 3] 5 (1 3515 56 D 2350, (2) A
& BDNF) LK 2 251 val66Met ] £ — & FEEE 40
il BDNF I RE RIS B, AT T-HL12 304 BDNF (11
PR (3) WHICIKH T AN FS 3R E . Al
FHIRE 3 A 77 , 1% 7T g 3 3 BDNF (1) 415812 31 il 3
KYGFE—EER.
3.2 EIEE)

PR IZ 2l 3= B B WL RS i ah
BH I A S NIPERL, MUTEMA R & S8
[AEEERTE 3R e B Nasld ok  EAY s Ak S N1}
AN R BERETS . ADZRE TR SR, 17
KA HTBHIZ B0 AD /S BLR 20055 BIARAE S 22
FORE SN AT FRR MR 095, BIFFe R B, A i P 3 4
BT (15%~75% H 5O IR B CH IR QIR /. Frst
48 Y] /D 3x T 2 K AD/N AT AU 12 )2 Fl
b ABBEHS K Tauk ISR (L KCT, Rl
AFR 2 Jo 24 L I8 R DAL 28 i R B, AT 2 R
&8 B IR /N RAE BT A4 R S0 D3 2 B H B A
BIFARRE ST, E Y IR B A () 1k kv IR 2 2 4
B, HRRIEUE B D, B AD/N R KT BERS
FRE NS, G DR, Ui ENs s
75%~100% H 748 iz ) 77 T 1E &I, 123
AKT ABBEERITRR S A28 9 E S 7= A FHABA 1) 53
R, T2 /) BRI A R o PR 3 s 1o g Jo e
OS2 ] 33 i 0% BACE L Rk 1) E] APPF= 4 K i
ABIIK, FEARBEHIE B I ADJAE ), $275 0 AR
PEHSMHIER NS , PIIZEahIX 5T fiz sk vl §g
IS U R R Rk SE I AD I R Biia . Ak,
FAWFIRH, FIRERE (10%~60% H 5 )38 £ faf
(1) 47 E IC A I 2R3 A 0 i 5 BNDF/TrkBAE 51
FEAROCHE A, MR FHSTZ F 1 AD/IN R 23 1]
1CAZBERS , 7E MorrisZK 2 B R H /N BRER I 10 Tk 7
ARIIET (19D, TE H AR SRR H i bk PR 29 3 o e,



1310

ADEFE G R FEIE S, KI5 g7 BT ZR Gk
FREL12J8) R FEAD B E VIR SRR A0
ARREARAT 202 s , BARRIUNILIA ) & 2 3 o
UBAME IRl 85 it Rn A e ik bR LA ) B
N NN E YAV &g NS R ST E S DD
FAE 1 SOPAT R FE BT, DAL DUSE I 2 A
R UL B RAT o0 W PR, SR, H R OCHE
] BDNF 470 FH I 5 SR I 52 T AD 3 (R AH 56
WEFE AR WARIE, K1 BDNFIFH 2R E GBS 5
PLBHIZ BN AELE AD R BRI AL HFEIR A LT
PAIESE.
3.3 ANHIEBH)

NEINIZ Bl 2 — Fh X 5 T 4% Geis 3 10 4 ik )1 25
77 3, HRRAE A B G By i 50 B AT W E
P, DRLIG AT B DAy 2 T i (2 o 2 W 3B M G HL ) 1
FTIC AL T TH O BE R I AT MRy 1) e AR . d8
HMEMINGH T 4G TR S & 4E30, R
R I EL S M R R P, NI RE S SR T AD RS
Z 5L AR, Bz B T FEICAD X
S AT ADRT G MO, B FUR L, KRR IEE) &
MR (30 min/IR~ 120K /8 FFEz12/8) ] B3&
W AD B3 L s BDNF/K P, H i id 1268
JIRE B RE 1, I NWT 5817815 22 21 MK (Auditory
Verbal Learning Test, AVLT)MAD&AER 7T H % 4
15 15 2 & R MR (Alzheimer’s Disease Cooperative
Study-Activities of Daily Living Scale, ADCS-AD)
RS E ST T AR, KRR
HBMINZE (30 min/IR S/ Frsz 120 )]
3 BN E AD B3 LK BDNFRI K-, F8L
AVLTHI ADCS-ADJ S i & 52Tt 5 thab, ia gk ml
i 3 58 2 =002 B 5 A4 B O I X B 0, IR ke
AN R 5 T DX (A &7 00 i 200 P B J= 0 e
BrocalX )2 [H] ) Dy B8 3% 45 , a3 17 3 35 4 T K il ) o
ZMEREL RO MRS ERER, 835
BDNF 7K FA8 4k 5 AVLT 2 [i] 5 [E A ¢ (r=0.763,
P=0.046), #i&7x BDNFE Y & Oy L AR AP 7 /]
REAEIZ B B YRl N Fn D e b R 45 B AR .

2k ERTR , B2 52 ADTIRE G TT 4 B
RSN, REAA. PN E—
SEFERE _Fil i e BDNFRIA K AFE LA 2 AR E R,
HEI s ADJRE , (HA [FIE 30 77 306 BDNF IR
ADRIEGE MRS HE 05, ADSI IR 745 R EoR

ARSI SN RENS FLRCGE ADE R KA EAR
e, I Rt BDNFRIL , 2t M Ry 1R
i R RHCIZ AN S BE 7T, ADRBE WA RER WA R
LRI ) 3 BHE I 568 S AR T REATIA R Th B R A%
B ADIIAE I, 1A KnIa sl I 1301207 T Lo
RIA BRI SE SR . B, #)EADEE 5]
TR, NG5 BB MR ZE R AR B
CASEEAMAEAIR T, T KB Zh B 19728

4 BDNFE&5E#IEADREE/ERE
WEFL R I, BDNFAE I 3175 & 1 PR <P
PRAF 700, n] R A S B> AR R DR
il Taud (A 50 AR I 5549 48 9RE /e 7 DA S o3
R fiu ] B AR SR AL SE B3R ADYR YT RIOR
(EI1B~KE1E).
4.1 BDNFAJEENTSEENH L ADFAPFFEIMT
TR AR HRS T, APP R EL AR Em R A
B APPH -7 WA ADAM10(ADAM metal-
lopeptidase domain 10)Y]#| J& 2/ =4 vl i £ a APP
Ji Bt (soluble a APP fragment, sAPPo)Al £ 7 5i CR
%ifi A B (C-terminal fragment-83, CTF-83), CTF-83
B y-73 Wb Bl 0 — S V) B R R OGP & 5 VE () P3 o
F BRI CTEYTY, SRTAE ADYR FDIRZAS R, APPHE fHi
7] T CLVE R F B R AR 3R AT AR, APPIE IS B- 701
il BACE 1Y) %I BiisAPPRAI CTEP, 1fij J& 4 y-7> WAl
— 3B V) B ZARE AR 20/ ABL o KRN, S T 5L
M4t AR & PURR T dh &8 oo = AR AR 72
TR, ABULFL S BDNFR I &b 3% Uk 78
SH-SYSY #12 Ju4H M 52 it AP s B 5 A4 JIC AT R
SN BDNF# AR TVAIVER L, M8 />BDNF
EHEA MK BRI RN, 38 8 FHitie
A nl 2 i AD/N RS H BDNFRIEZKF, 340
SAPPoJ; WATK - I FEAIK Aol APaaZKF- U4 B J5 A
FAGHL, 7E APt K 19 AD K AR Y o ] U 22 3 g
I APP. BACEIFIABHER H/K T2 3 1 i{HBDNF
RIEIKP R Z R, T 4J8 G Fsah v ¥4 FR i
U Ak, ARlE s 7 2 raE/ 3 R/ 5 E K
25T S 80 D rh BDNEE I LT AR &Ik T
W B R AT R 423 N2 3 T Rl it i BDNF
Tk Jk > ADHH AP DI . ARSI 7838 73 18k
T BRI AT BE P FRAE T - WA A 1) 1) A
PRI SH-SYSY#22 JC 20 il J5 0 ABZKF 2 25
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BN, T Ak ZA F BDNF AL UG 2 i) AR~ 4=,
{H. 52t BDNF A1 AD AM 10411 1] 771 5 & 4b FE B ABIK
AR E T A EEAL, 1Y BDNF A 38 4 55
ADAM 1035 133k 11 FRAK AREEIE 7, 1Z W 50 I8
BDNF il o] 3 2041 il % [ ADAM10H) A 73 HL Al
P8 e T R PR, iR BDNF AR B2 &
ADAMI 08 [ 3RIA 7K, T A2 d i o038 HAE 41 i A
(oA, A5 L R 20 PR P o4 Bl i 1 O T oL B R 4R
N SEBRT Lk A R 40

HA5VEZ K2 , BARANOWSKIZ: P07 jof —
RN FT R I BDNFLEAS [F]fisi X AR 52 17
E—EES: SR GZ3) T U@ i
AME 5 1R 15 P (extracellular signal-regulated kinase,
ERK) i R AL /KT B4 M AE B/ B 52 2 BDNFERIA, I
PRI (X BACE1 R A /K-, J5 2L AT BDNF45 24 ik
5 18 R )2 BDNFAZ A TrkB . N ij7 & [1CREB
FIKIKT R ZE N, R R BACEIFRIA KT N,
A3 5 BDNF/E ‘518 % X BACE1 KA TG B 4%
oo H—BWHF RN, KT s~
Y5 BDNF-T-Jil 35 ] {25 38 Joni /) BRI 375 1 B2 5 BDNF
FIEIK-, I B R 2 BACELTE Serd9817 11
(B BR AL KT BRIV 1, W7 S ok R B id
LGB0, 255w T 5T AR AR B 2 7T e & BDNF
2 5 APPIN TS MR 2 1412 sh UG X . [E 13 1E
RO, 12 3IIA BDNF: S 0 0 3 #)ii o o
ADAMI0KIE, 1X 1] {5 A [ 177 i Kk BDNF#&
B2 @ahnl BN JZ proBDNF[A]
A BDNF# A% DL =y R P BDNF GRS BT, 1
Xy v BDNFRIA TG &+ i 4 &
RN, B2 PR PE BDNF#R L, (Ha] EifilE D
Fil %z JZ v 324K TrkB & CREBZE [ %34 LA 4k 7 BDNF
TR TS, ] REXE D s ADAMI0R LK
FEIETH A FRCR BOL hAh, BlE S BDNFF 1A
AT T o] 23 BRI B R Ry 2 o A B
3B(glycogen synthase kinase-3 beta, GSK3P)_F-ii# 4 i
£ 1 B(protein kinase B, Akt)7E Serd 7347 i {1
FR AL KT, HE T S B AE Ser9r A B R Ak 7K T 18
AR E & iEtE . BDNFREFR AN TrkBAZ A F5 i1
T W IR SE 3 2 B3 B GSK3BYE 14 U7, T &k ik
GSK3B ] £ Thr66847 i i i L APP, 34 N 5BACE1
(RSN 233k T IR A= A= 781

gi LT, i@ghiEit I BDNFRIE SV REE X

APPIN TR A X R ISR R o — 5 T AT g i 3
1 AKt/GSK3P/(5E 5 il B AH OC B B R IA I BACEL %
ik, A7 TH ] B X ADAMI O/ 2k 77 A 1E T 4%
YER, T2 2E APP N T ()P4 2 1 A S A 1 2 0
12, > AR TR, A RUES: AD KA K

JE(E1D).
4.2 BDNFAJEEN SEFNHNH|ADH TauE 5K 8
55

Taut AE A PR & &+ E N E
FHOGHRE A, J8 e VR — SR AR IR A 42 1) 5 4 F 1k
EE AR, ST ADRERE N af
2 ARG RIS 43 B TaudE A 3%, — 7 T Tau
HAN M RIEAEPREYIR A B MAEH RN
Taufy B 55— J5 T P TS A0 1) GSKHEAT S
FRAAG R, B A NFTRY, 38 5h OO IE 92 v] A 20
il ADH Tauth [ 323 1M 235 ADJJE : BELVIRAN
IR, ANE T (KR /R /K )
IEH) TP AT 2 N R AD/N R T b Tausk (A %0k
K, FEABBEMRAD/ DN R EFFR S, SR =2 I M
WICHE Sy FEWT TN T 12 3) 5200 Tau s H 82
PO AT A, 128 B e IE s n] B E | AD/)
B IR T Taus (A 7E Ser3961 Serd0447 £ I ER 1L T
W Taudk F3RIE , #1108 AD/N RN AREAS . B3
140 AD/IN ERAE MorrisZK K B A A H AR G2 PR 1) 28 Bk
R, FERERAE1Z G IR A ()45 RE s R] B, (AR R
&, FIRHEE I R I AD /N BRI S H BDNFRIA 7K
TN, #2775 BDNF U] B8/ T2 3% Tautk A 574
ABHAIEIEH o B ARSEER 25 FER 700k 1 Bk Al
HIFTAT et FEARAMRE TR 1R RS A & oA i T &
PP, SR F BDNFF S U4 SH W HAE 5 2 5 n 0
JAK2/STAT35E Tl B AHOCE Rk, 4k b s
[A T C/EBPPR L S8 AEPVEPER N, 124H TausR (A 7E
N255FIN368H7 sl KEIH, ki =k B 4
P [R5 BEME Tau Fy BE 2%, XTANGZEE B27E 434k () SH-
SYSYHZ e fid gt — 28 I, FHWr BDNF/TrkBf&
538 AN AT I 0E JAK2/STAT 3/C/EBPB/AEPS
SIE R Taudb AT KEVIH], H7 4 1) Tau N368 1Bt
1] 5 TrkBS2 44 C-diig 2 5 45 & (/5 38 PLC-y- 145 & 4L
), SR Akt MAPK BERR AL 35 40, 5
{8 FH Tau R1FE WU & 7 BDNF/TrkB{5 =i
PEFIEFERD T HRE IO, A RGE N RN RS
AHCIZIhRE, #1278 BDNF#RIA 5 Tausk A4 2 8] A
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REARAEX A R E . b4k, B9 3RHH , BDNFiL ]
2 5% Taul il GSK 3V 1 [/ 4%, BDNF/TrkBA& =it
B S 5 7T 5 5 R UFPI3KY/AKURIER [ C (protein
kinase C, PKC)(& 5l % AH < 8 [ R IA s3I, e
Bt GSK30/GSK3BERR LI T B GSK3KAE . 14
iz Zyid A5 o BDNFIE rJ g~ 1 B R 1 1 g v
PR Tau s ¥ BERR AL, HETT IR ONFT A ZE o

SR, AR, RAEKIA Aiashnl &
F k> AD/IN BRI AN B = AR SR UUAR , FEEE 0
TrkBZRIA K-, {HXT BDNFRIA & Tau st 7 B L 117K
P E R B BTSSR R bR TS
AN S 56 2 1A AFAE ADB IR Rz 3+ 007 % (7
Ao BRE. DS LS ZE RN, ] R4S T LA
TR (1) AR TR 2 ADI FRHIEZ —, HBE
P50 R R T AT 5 K Taudk S o AL, Ja 38 S
S5 993 I A Joe B DR A OG B9 A 9T 5 i NI FL R IX
SIAE T 18 2T U B _F R FH B 5 N, Al ey
ABTEHIZCRE R (2) 128 m] 38 | BDNF IR i
B 1 R R B, AR B AR B
AR AR AT BEIG I A JR) 1 X e (G 2R Ak [ Bt ) ik
JE RE T {2 3E TrkBERIA B9 (3) Bk BDNF4F, i@ 8lik nf
AE 18 I B P 2275 F= A7 -4/5(neurotrophin-4/5, NT-
4/5)5 TrkBZ5 &, #EMBOE TS 5@ A R EE
FIE KA LRAEHEI(ELC).
4.3 BDNFAEET SEENHISSAD P HE AR L

ST B 2448 98 0E DA S ADF=2E [P S 2840
P A I 2 T B SRAS B /NI 5T 20 BB T A M
RN Am AR, gk IS % K- «B(nuclear factor
kappa-B, NF-kB)IHi ML 7 FE K RIE , 3G R IL-1. IL-6
DL IR YR AL A F -otumor necrosis factor o, TNF-a)%%
K& RRE R RO ABFRAS, T ARI BEUTAR I
it — 3k NF-kB OS5 SRR L I A0E S
I, AT GG A I R R e ™ FEAR AR 77
FIBV2 & /NZ R ARM A I, A5 1% BDNF AR EE v]
T 0E ERK/CREBE 5l B AHOC B R W35 T I
NG Z W75 3 1) p38 22 L i i A B 1 B (p38 mitogen-
activated protein kinase, p38-MAPK)F1 c-Jun N-A ity i
(c-Jun N-terminal kinase, INK){& 5 1@ g AH R E A RIA
I 11 Akt GSK3BRiRL L /KT~ LAY NF-«Bi#G , 3t
T /N i 248 P it 52 YA PRI TNF-o i IL-6R 34
KT, BRI 24K I shRNA(shTrkB)HI 1| Trk B 12k J Ul
Jall 3R 9 RE SR A N, 2B F R, K

WIZE B AT 1 0% BDNE/TrkBAS S B AH G 85 A %
SRS SRR PR SO S SRR, AEX 0 S R AT
#5717 shTrk BI85 23 | 2> T BRIz 2hnt /) BRI ASCIR
PR /I S5 200 ok PG A R, 5 B NF-x B
FRALKCT 1S D655 5 TNF-ofNIL-6 K40 ih ik, BiRH
BDNF/TrkB{5 5 18 % 7E32 41| 5 S 87 7y 75 o 22
Fa L,

BELAYA%S DI 8 L, B F i shn] B
FAR AD/IN Bt 5 o BRA% 40 #4025 1 - 1(monocyte
chemoattractant protein-1, MCP-1)LL & H 4 i/ &
12p70(interleukin-12p70, IL-12p70)#&iE /K-, FHiEid
B GFAPPH M B2 T 1 I A O P2 45 (0040 o S B 4
2 (+5%) 2K EEBIN (+14%) 1 HRm H iR BE T,
SRS BIE 7 Sk 5 BDNFRIA/KF L 18%, H.
L5 67 79 45 BB it 318 BDNF 32 2278 2 TR s 4h
Jdh KBk, $ERBDNFH] RES 5 B 5 40 M bt
RBES IR, AR 55 98RE SN LASR i ADZINER I
75 [R] 2% ) RICAZRE 1, 5 RUER MR B ADE R INAT N
HRe . HHEREFCAR 1208 B R EtiE sl B
AD/)NER IS BDNFR L /K-, IR U 2 TR 5t 48 il
RN F2 T 40 B 37 1 AR 8 98 R S B, 2 2 4k AB &
Tauds 7 R IE PO, W4 LY 2 AT 72 K B , BDNF
FIZF 2R HFIL-1p. IL-6 M TNF-a s i Kl 73614, I3l
i 0% JAK2/STAT3/C/EBPB/AEPE 53 4 AH 5% 15
FAKIE B AP/ ABan S Tau K 55 UL, JE T 75 54
LA MAET, {2 IR I RAE S K AR T
T B B, 15 B 980 [ B 7E BDNF R 35 5] 2 (1)
ADJR B R B R A E R, ERHE i R
N, 183)) I BDNFZRIA J5 BV — 75 T # im 2 TR
Y IPT A R ST, B b RN R 4 3 P S
—J5 T T Y JE R -3k B ) 55 0 8 9 RE S RL I
VE R, 38 1T 60 66195 B B 11 PR 7 A A 5 S

EAERER S, KIMZE BRI, R 12)4
A EIB B AT B AD/N RIS R T BB
JR AL GFAPZR L, R B J2 /I B 5 4 it i3 4 DA DR
BRI JONRE N, (HIB B % BDNF ik 6 5 35 520,
IR R & TrkBRIA Ko X 7T R 5 B2 TE i i 41
Jfl TrkBAZ AR S R 15F 5C . BDNF R 2 5 4K A
TrkB(TrkB-FL) 524 45 & Ff b 18 e % 1 33 v ik
KRBV R 550 A SR A RIE, TR 5 4N
0 2 L TR U = T S R T 12 1) 4k Y Trk B(Trk B-
TP, 5 £ 5 NT-4/5454 I RIFIR w4 fass
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(AR F BT, 3X I 7~ ia 31 o] g a2 i3k 22 P 42 O3
DAl -3 1 SR IE B HIl 55 #H 28 2ORE B, IEZZ AD KR AR
& B BI(EIE).
4.4 BDNFRJ8E/TFIERNEUEADH SAR AT 2B 44547
ADJREDIRZS T 1 T 40 2 50 T 3501 FiR 5 48
LR 2 T I 200 PR T, R TSI A2 2% 4 B IR - A
BT HEEREME TRMEE, HARRHE I
FAZE IR R fub A5 A 4 47, G et SR J B0 X R
95(post-synaptic density protein 95, PSD95)# ik /K
FRSE TN, RMANH] RALTP R4, A& FHADES
(A EN D REAIICAZ R J1E 2 2 B, WANGEE PR
FRIN, BDNF I D] Rt B AT 3 B0 BRI B X 5% e
i W3 el D A LTP R A 5240, W] BDNFR] 2 5%
filk LTP R AE R4, 2 500 H G vl e ALEI C R4
] B : 24 BDNFIi 73 Wb 8 3a f 22 S b R J5 , w]
HH Ca® -LAY H He [ 14538 38 /-5 10 B kA A RS IS 22 48
a4t FFAE IR ful 8] B2 vp [F] IS R AT 10047 R AT 15 5 %%
S. TEZMATIE I, BDNF5 TrkB45 & /5 #2740 i
JN Ca* /K1, (R 2R (glutamate, Glu) ) ZEV R
e MAE SRS fE B b, VA TrkBiE— 50 N-H
F -D-RAZ R (N-methyl-D-aspartate, NMDA) & a- %4
Ht 3520k -5 AL 4- Rl Y R (0-amino-3-hydroxy-
5-methyl-4-isoxazolepropionic acid, AMPA)3 1A, £
Ca® M1 Na ™1 2 fi J5 62 1) P Im B4 n , AT 51 S il 2 %
FPER Al 5 AR SR BT, A FHFLIPK
A2 B, DAOEE BIFE G T ADK BB AL 1) R 471t 5%
AR, AR sl SR R BOK R 5 DGR X H 5L
LTP(early-phase LTP, E-LTP) & A AH A5 543 451
B O I 11(Ca*/calmodulin-dependent protein
kinase 1T, CaMKII) % 4% 1) i % i (calcineurin, PP2B)#
R E L ek, T4 36 4 A s B T 3 B
2K [X CaMKII. PP2B#£ LI FLTP A4, HLBDNF
FIEFEWAEZS G PRI, LR KA G 8Kk
FH S AR (high-frequency stimulation, HFS) Tl i
T L-LTP 2 rp 5 O 825 B ik — Bt 58 & I BDNF
it ] 2 51 LTP(late-phase LTP, L-LTP) & 415 &
IR, AP woiE 5 AT 2 H ) K SR 55 CA /DGR X
HL-LTP KA, (H4fI28) T n] i AD/)N Bz X
1 CREBR#ER AL AT BDNF& I K-, I {2t CaMKIV
FKIRHERE AD KRB L-LTPAK BidiZae /159, BiR
25 Lt W] BDNF F] gt id i 5 #1445 E-LTP/L-LTP
KA, BT T8 3 E ADH SR ik n] B ()4 i

.

FEWE ORI, KA1 YeA AP H E st
izzhn] & (it AD/NRHEE S BDNFR L, [FIi_E
i PSD95BS7 % 98 fish 3 (synaptophysin, SYP)POR 1A
Ko PR TTA AR ST FE 4 Y, BDNF AT @
T AL 4 B I 5 3% # AL 1 (mechanistic target of ra-
pamycin, mTOR){E 5@ % AH L 8 3Rk, 755 R i
J B0 X PSDE B PR U0 1 1 B Ant Bl & A 4k i
ek S F Homer2 J= B 0 1E/KF- 15 0, [ i i i
¥ NMDAFI CAMK o4& i By [R5 T 5 A= 5 4%
T2 R N BB, RTINS Ak v S S A MR T
PRIk, A 2 f 4 BDNFAE 7] fid id /2 £ PSD95/SY P
KIEZ Hiaghnt R 5 D Re R E , 20 o
AD R i T B A5 5 (14 1B)

5 REERE

gk bR, ADEWG K A KR f ik R ol A B
BDNFZIA i )7 % %, BDNFZ ADJE 00 34
Je R R JEAR REU R R (ABSE W VTR . Taufk M
AR H L P ST ORI R DA B 9% ik w98 4 52
ORI SL A AT 7, D e A 202 i BDNFER A
HET RN ARG FH BLVF 2 ¥R 9T ADIAE ORI o
TEADYR HL Y 5t T iz 2 o] @ i LA R 7 irisin i g
BDNF#IE, & KT OCN 7] it = 5 BDNF[1 4 241
(B 1A). AE. PRI S i fE— e FEE
e BDNFZRIA LA R L & R EH , 3o
ADIKiIE. BDNFZ Hizzhiia ADBIWE/EH
BLH T AR A D> ARS8 SR AR . I Tautk A AX
R HI 99 A SR IR DA B st R fisml 98 14 DY
AN J7TH (E 1B~ 1E).

RETHS¥EEADRERE FTIHRARW T
BDNFA] GEfE a8 L], DL H AT Nigshek
= ADVETEIAVE R MLE , (52 DARSC MRS A 3=, Bt
D EAEYE, Rt FR T R E VLI R EE 2 1
B AE S T LAIESE . Ak, R ADShPIR AR 5t
SR ERAR/BUHES ] R E LD BDNFRIA
B RN E R E A, 1T AD S 2 13K BDNF {1748
e ) 2 B K1 S o, L o R R oA el A, R b
ARFFEE AN [ AD S /Sh AR R AT K HAL
W ERERAE L. B, T VLS A o3 i R I E R
A K ADIZ )57 6 A A 7 Hh iz sh Ak 7 AR ]
fifeiaahE. . SRR, . MRS LT
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