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The study on the roles and mechanisms of BDNF

and its receptors in anti-depression
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Abstract: Brain-derived neurotrophic factor (BDNF) extensively exists in the central nervous system and peripheral
nervous system, which functions in nerve regeneration and nerve repair. In recent years, it has been found that
BDNF plays important roles in neural plasticity in the progress of depression and in the treatment of antidepressant
medicines. This article reviews the research on the roles of BDNF and its receptors in anti-depression and the
mechanisms.
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FYMIE, WA PRI B(tyrosine kinase B, TrkB)
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1 BDNF5SHIHRIE

i 5 14 4 258 5 7% K] T (brain-derived neurophic
factor, BDNF) J& 2k 1 25 4= K [K ¥ (nerve growth factor,
NGF) Jg KRB 2 M E R 7, WERET
NGF Z k. BDNF 2 2 E R R FIREALE WAL —,
HE 24 E FR=1ER . BDNF BIRT{A S [ (pro-

BDNF) A% 7> T N 3.0x10°%~3.5x10%, fEFZ G
P ERLE MM AT B0 T 9 ¥ BDNF (mature BDNF,
mBDNF), J& & #Xf 4> 7 i & 1.2x10°~1.3x10%,
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TR X P ZESN st rh, A8 1 BRI
FIAR A2 F B0 5 A7 BDNF RiA b, #5X
M TR TGN, FRAEREIPRAS, ik A H At B AL
BDNF £ ik k> P [ i, BDNF i i i 5 (X
PP T AR ROUR N O A mT S, AT A T
BDNF FAAR T 50 £ B8 ¥ & 4 ™, iX 3t ] BDNF
EHRAE R

Akinfiresoye Fll Tizabi® iff 7 Sl (ketamine) A1 o-
AR 3- F k-5 2 4 7ol M N R (a-amino-3-
hydroxy-5-methyl-4-isoxazole-propionic acid, AMPA)
TEFUIARIR SR TT I I, /N BT REAR AT 2 5 %
[ i) FL g By R0 ¥ BDNF /K B T . A
142, Yasui-Furukori 25 %t 178 44 H A AT
PERE S ifL ¢ BDNF 7K P alRs 5 < 30, e
BDNF 7K1 5 114 B AT B & AR DG %« TR PR A 1Y
fa Fe A A I3 BDNF (R BERLIC,  HL 58 5 Al
iE s 2, 13K BDNF KPR NEEAS 55 BATHR
i, HAEAS T .

Val66Met & BDNF A ] — 2 VAL AL, 2
iR SR, BDNF JE R 2 A5 P47 AT Valo6Met
FE B 78 DUBAT AR AE B8 2 b S B W NP i e A G %
g, AHIZEE N 2 AV AT e S HRRAE B8 2 i N Fn Dl g
K. R, Lee % ™ Xtk 310 4 5 [E A [ £ X
FE i B ValooMet 5& K] 2 25 P47 73 4, R I AHXT
F Val/Val &[5 %1, Met/Met ) BDNF % K % B 45
B e B AU S A RE (O RE 2, T Val/Met 3 K] 7Y )
MRRZ . KEATEK Zou 25 " WAL, HLIMHIA
TR 2 R DR R S AT ST RN

Val66Met % 25 P4 5 BDNF /K “F (1) A 5% 1 7 I
IR BB PR MG HEnl. FRe. BRREERE
DU AN AR5 5 . Zhou 25 M ok vy [ DU N BE RO BE
a7 AT SR, PR BE A SRAE B BE PR A
Val66Met i/ s 1] 2 25 P 5 3 1fLi H BDNF /K-
TFAEAENE 5 {H Vinberg 25 " R 4E 262 4 AREE
B MLRRE A AT T B, AARAE &5 1K 40 1 BDNF
K BTEAC T IEH A, 1 BDNF [ Val66Met £z 55
()2 Z&E 5 M 1 BDNF K7 U JEAH % 1

Banerjee 45 "% if 21 44 DHIAIRE T 4% (1 &
A B 2 23 v 1) BDNF J H %2 44 TrkB 1) mRNA 7K
FREATR I, RIS XA AL, A R E M,
HPi7# mRNA 7K 5 8 A BUKCF 2 — 3. K
PUIIAR G T R 32 2% XRS5 7)) /2 15 5 BDNF [ 314 31
T, A B R HCAIAR 7 F75 1 25 245 T BEL T S B0 3 i
L5 BDNF {335 T . PEE VR TT A HTHAR 77 B & B

FAE K B 9 38 90 Pk 236, 449 % BLifE &5 BDNF
mRNA KX 55 (EIRIGETC B L5 T Pk sh
Adeh, R BDNF S P U S iR e, 7= AR 4t
TS RCR 5 KR A 48 B A 2 PEDTAR TR A AR
LM, 3E—PAIESE T BDNF Uil iay 7 X —{Ri.

2  BDNFHJFTHNERE R HLIE

2.1 TrkBEZIREGE

BDNF #lid 5 TrkB 524K 25 & R A AR .
Trk J& T2 R R BE S BRI, 2 s FE A Trk 2w fidh
(PP 48 TR IR A BRI S A K TR R i 2 — . K&
W9t ", BDNF/TrkB J@ERIEME R T . HEeLERE
Fph 2 o SO BRI EEAER

BDNF & FEHUHNAR B o 22 R4 Bl — J7 1,
k5 H 24K TrkB 454, 23T AE cAMP J 3 T A4
4t & & H (cAMP-response element binding protein,
CREB) #§f#1t.. CREB ;&5 BDNF ik B HEAH K
N B 7, T BDNF ik P, Husmanzs,
WIS PE YT (fluoxetine), A G 22 24 5154k B8 (1 P
(mitogen-activated protein kinase, MAPK)/ ig #ME 5 1
5 ¥ I (extracellular signal-regulated kinase, ERK) i
%, & CREB & ERK ¥ #%E& A 7K1, @k i 45
CREB H3RIA . BRI AN iE P, (M85 5 T f
BDNF (#1314 ", AT {2 i T e 22 eI B A 34
(Bl 1. 53— 751, TrkB % 45 BDNF 45 & 4807 ) »
TrkB SZAARTE B[R Y — 548, G B s IRk BE i PR AL,
X e HARALPE RS 5 RGP0 75 1. B TrkB =2 {4
S5 U I T 2 555 T 10 R A 6 T L 3 L
( phosphatidy-linositol 3-kinase, PI3K). ERK F1{i
JIER# C (phospho-lipase C, PLC) 2515 5 Smpx ™,
TG P T A TR B L T A 20 40 i 1Y) A7V AN 43
iR EEEH, AETHEITMIEEKE . EFH
LI 1),

Kutiyanawalla 25 "7 [} 2 Bt i (cysteamine, 150
mg/kg/d, KK ) kb FE TrkB SZ AR BREG/NR 21 d, &
B T /B TS T 1R S AR AEAT A, T
HWKE T A&t j JZ Fi 5 b TrkB 52 44K (1) 2 18 7K
Vo AT AR I, LT TrkB 32 A4 6B /N
AEF TR, XL IREN], TrkB 2 ARLE iz i)
PUACAE I AR P E R EEZAEH . TrkB 3241
] 71 k252a Fl1 ANA-12 A DLAE 25 40455 3 1) K I 42 3
5 (long-term potentiation, LTP) %% 4% Ay K i) F2 #11 il
(long-term depression, LTD), Tfij LTD 1F & ARSE & I
f)— NS K. Yang 25 ") 5 PUEK T > (citalopram)
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— Signaling pathway: PI3K. —»
TikB is ERK. PLC Growth and
BDNF |—®| activated Differentiation
by BDNF of neurons
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—» | pCREB*

Ell BDNFEHEZ AN SNESESER

SEAETRNETT AR /N BRAB B A SR I, /N BRTE E
S AP AR, B35 5e86 . SR Ik AR A AT 4R
HRFUGE, 1 AR/ RS A ) 5 o BDNF Al
TrkB 2K K B . Li 2 " wf &8, i
JoE N () FE AR YE .55 o, BDNF 5 TrkB %2 /&
SR 1) 22 25 P R0 AH B0 P A8 ME VA T HHIORE 1 & 075
AL E AR . Koike 25 P B 7T K I, TrkB 324k 1)
1) 71 k252a BT LA BH W7 AR U 1 2 20 1R 52 44 0 i) 71
(U ) X /N BRATARAT MBI RESE e  E R
i) BDNF/TrkB 52 {15 *5 8 % 7T G 5 S0 R 1) 4 48
B RS A 5. Doboszewska 25 ' 78 Bl = (1140
AR/ FRAE Y ORI, BER = BT 331 p-CREB. BDNF
A1 TrkB 5244 (1) R 05 N AL B = 1 5 AR FEAT
NREABART . W TEZ 5 AR, B
X LU AR 7 Jof [X 3 3R AT B R U

Schildt £ ' %30, #£ Kkt BDNF i id TrkB
RN S ] S RIS S EE A TER . K
4E (1) BDNF @4 2 & % (BDNF ™) /N 1, J8 i /&
AL R I, 7E CA3 [X N- HI 5 -D- KA
(N-methyl-D-aspartic acid, NMDA) 5z & {1 #5i [¥) MF-
LTP (mossy fiber - long term potentiation) A £ Hl] Ji
50%. Afi FH TrkB 52 44 41 1) 551) k252a F11k £ 14 BDNF
75 4 7 TrkB-Fe tH G847 % MF-LTP, %k %5 BDNF
T B 2 A /N B ) 45 SR — 5. Badowska-Szalewska
2 DV T G g e, FEREAT T 9 I Ik ) B
() &0 4 /I BRI A TR K CAL X AT 145 1R (] [X & B,
BDNF 7KW 2 R, 1 TrkB 324K 6484k 5 i
7t CA3 X+, BDNF /K-FI481k, {H TrkB 524K
SEARRTF X 2 R BT

I F TR 77 0 14 i CREB Al CRE #3 [] (1)
Feik i b BDNF } TrkB 52 & K21k, BB Hi0
ARFAET BELEYT S 1075 S 5 BDNF 334 R, BDNF/
TrkB 2 /K15 5@ B E0E, 5 CA3 XHERMZ T
YRR T oy SCR RESE N, NI HR S s 26, s A
Thie, mskicdz, R LT st . Rk,
BDNF i i J503E TrkB 5244, [HWr BDNF/TrkB 52 {4

()T A1 BDNF /s BC-F EURAPARRE IR, H4E
WEW] 7 BDNF J2 fit AR 245 1) B 225 R
2.2 NMDAZF{F&R

NMDA Z AR 5HHRAEA G, NMDA SZAR45 157
BAPHEDERRVER, ACAT DR ZE e S S fiZe 42,
T HLIE B 8% k52 DR S0 497 1) SR A e 2, %o A A
PIVEIT R, AL S ACE G T St 18
Bk P9, NMDA #5575 (240 4 e A7 3% 55 DA 2%,
NMDA 52 44 $11) ] 96 55 EH 4808 31 <5 A1 BH NMDA
TR ST I SR A A P

BDNF [ fi§ifiil NMDA 24k & %1 f. BDNF
Wi NMDA %482 54 30 T s g, 3G
I R R AMPA 221K SR A7l 45 5 9. Wang 25 B
FH & 5 ML i3 (transcranial magnetic stimulation,
TMS) /7%, 1598 7 BDNF/TrkB 15 5@, Hik
[FEF, KM B 2 i) NMDA 2 483& 1 5 TrkB #)3%
AR FEEA IR R IIAE G . FERS TR i S & u 4 i
K BB R B4l i A, TekB ) B0 BME 1 g T
BDNF A DLt i 8% 5% 30 1 55 NMDA %% {4 NR1 A1
NR2A/2B [1)5£1%, BDNF i ] ji i il i 52 4445 5
HFEa R BRI (R I R i 5 2 A
AT 5 AMPA 2881 NMDA SZ & )& 1,
2 533k LTP (5 ™. Musazzi 55 B 5 R 5
BEL T NMDA 32 44 7] Yk 52 5 Joii i of i &5 7 BDNF 3%
pEN IS

Duncan % P @i X} 30 4 AR & & 0 L R
L, AE SR VG TT A AR E &, (H BDNF
5 B I Al )88 TR 7 3 9 RT Re 2 BT SUER Bt
FIAL/FE FH . BDNF A DU ik #f 2 Ff AE, 1] DL
mTOR (mammalian target of rapamycin) 7K *F '~ i ;
[F] I, UK S5 NMDA 52 4 #1011 771 1 W] DL i 42
HEMZE P A TR RPN AR R . BT LL, BDNF {2
B2 A LTI/ H 5 mTOR 5 Sl %2
IR, EA R — B ewe B,
2.3 S

AR5 A SO 5 o HOVAIC i A8 55 i 508 ) 12k
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4 H 3 (reactive oxygen species, ROS) F+&, #Eif
S FE A M) D RebERG . BRI 2B
IR RGAH R R FRAA ) 23, i ) sk i
(superoxide dismutase, SOD). %A E M (hydrogen
peroxidase, CAT) %5 (] 4, i & 2 EBHMATRER )
H:‘lf)rll_; [32]o

BDNF 3 5o 175 3 48 Jin et 7t 48040 B 38 F) 4 4 Ak
Wiy, THBREE B, WA EMR LR AEH . Kim
25 BV R U R B, 4 T Je 30 i Bl i KBRS P YT 40
mg/kg HE% W] 5514 H 5 CA1 [X BDNF [ %%,
DA S B SE A B i A AR . A B I A i
(glutathione peroxidase, GPX) I 48, 1k ¥ B AL il -1
(SOD1) {1 ik, Kwon 2 PYHFF R B, 185) 7] LA
A R g > ROS, B A AL 3, FF £ H BDNF
Rk, M ESE B AR5 | S DA 45475 4 4
HEFEAT N

Bt 4014 25 9 (thioredoxin, Trx) 1 AR N T
ZARAE ) — M HU A, W DU RO ORI AL B
SEALIBIT ISR . Kong 2 P BFRU KB, Trx
AL BDNF ()48, FF#E AKT. ERK 8847
B, [FIES, Fd 20 A TS 5 U T 1 (apoptosis
signal regulating kinase-1, ASK1)/INK T if . Wu
26 D2 T, BDNF TAL B AT DU 24 AR 3 3- fil 2
[S]izelibe =R ANA G EIUUMN = WNI AL EXPIR=7 A
fA454%, T BDNF F£R47/E FH v] g & idid Trx 1k
WS

3 4iE

25 Pk, BDNF REEGUHPARAE FH 2 2 J7 ),
HHUEI 14> 24 . BDNF /K FEARE K Fo 52 44 B A
S5 55 @ B W A ACRE R ML SR AL T BT
IR, (BEATR RIS IR RTE 2, MR R AT
Fio RIKE T (IR 70 AT LA SR 5 5 fish v] 244 11
KANTF, ¥RU BDNF K A2 44 Q] @8 i 5 0 5 fi
AIYE M, BRI AL R AEVEM . 534h, BDNF J&
HAZ AR AE ELAE FH PT ReRE MR 2% 3] g 12 Re )T, X —
AT RE BCA HOM PUAIAR KR AR F BT T R 1T
A, BDNF [R17KF i (K S D BRI o] Be A i
HIIE G PR AR AR . Kk, #E—25 B #f BDNF HT40r
SAE PRI FH B FEATUERI, 8 X 40T i RE 0 ATL i1 1 o) 8 22
AT RS BIAR AR e
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