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[Abstract] Brain derived neurotrophic factor (BDNF) can prevent neurons from death, promote growth, development and

differentiation of neurons, enhance restoration and regeneration of neurons, and reinforce signal transduction among

synapses. It has been revealed that BDNF is related to the pathogenesis and treatment of bipolar disorder. The downstream

signaling pathway of BDNF changes accordingly in bipolar disorder, and the mechanism of mood stabilizers in treatment of

bipolar disorder may be related to the up-regulation of BDNF expression by mediating factors in the downstream signaling

pathway of BDNF. In this paper, the relationship between the pathogenesis and treatment of bipolar disorder and signaling

pathway of BDNF is reviewed.
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BDNF 54 BB AR, LHETRHMERFEEK
W, HERR PR EZERRAEIHETERS
B BT . BDNF X3 8145 ¥ I 45 1136 7%
BA RFH R AR . BDNF 78 #) & ik B % &
WTPREEERMERY . STRY" IR 8 W R
15 B 75 BDNF /K7 B B8 F A M ERAE B &
{Ee R %t B A B ; Kauer-Sant” Anna %" % 30 3 M B 12
B B M7 BDNF KPR TFREMEE. D EHE
#7 BDNF AR S AHER M ZRA X, A fER
EFIDAHER S BAHMEENRRZ —, B8, 0%
BDNF K P A e S WMHEBRKRREE X, I %
# %} BDNF #[H Val66Met B % 75 ¥ 5 AR B A8 B 56
BT TR EERETEHE—SIEL,

2 BDNF THESHSER

BDNF AR %4k, p75 BRIGEMAZE,BRT
AUREH#HETERS, R HERHETHAT, Y
p75 EMEAKE TSN REHEAE, R SH
SAKETFSANAEIARAT. BREREBX
{# B( tyrosine kinase receptor B, Ttk B) & BDNF &
FAMSI 2K, 4R BDNF M7 424K, % BDNF 5§
Tk BESREHZREZER ZRMAEML, AT F
Trk B ZANERN B ERBEEENBIE, Trk B &
HAMPIER BDNF 55 B HXEHE 2, Tk B £
PHEEZE, MEREZER, E5EIRENRLH
WHAEHAREE L, BB LFE#A-PRHARA
F5% %, BDNF i Trk B A RN ESHSFERE
BER# 3 FEE I E B E B ( mitogen-activated protein
kinase, MAPK ) (5 S BB M B RILE -3 - B8
( phosphoinositide-3-kinase, PI-3-K) i 5 @ &, H &
MAPK BB EAZRAEE, MAPK F5ERBRER
AR E SR EZARE, M FHBER B
EERSRA . ERHEARNSHAEYTRE, WK
AR KRBT, MAPK B—RZFR/HER
BB, FSMALE FEARIGSAYEE
(extracellular signal-regulated kinase , ERK ) i % .P38-
MAPK jE & B C-Jun & 27K %% 1% B8 ( C-Jun N-terminal
kinase ,JNK ) i B& 41 5% , A [5] B9 15 558 B% th A [F) 40 i
SARIBTES , REAFBEN. ERK @B ERER
FERAMAE R XL B/EM, T JNK & P38-MAPK
RN RIER A T R B RAERRER .

MAKP 55BN EFRES KR BIENER

BRERAZ™, —MESRABRAFEEE
MR BB BB A RAEREER,H
ERIARLAPWER, ANESHNESITIBRLTLUE
i ¥R . #40HE 3% BDNF HIBUS B(E Trk B, AR5
BE /N G EH Ras, 1E1LHY Ras AI5IE—RINFF R
B RIRE ERBUS L AR/ E R Raf, BUE
B Raf B 15 MAPK/ERK ¥/ ( MAPK/ERK kinase,
MEK) ,MEK &/5#({& ERK, &K ERK AJEET
TR S6 B H ¥ i ( PP90 ribosomal S6 kinase,
RSK) , ¥ 1% B9 MAPK 1 RSK ¥ [ % W % ,RSK 7]
BIREFETF CAMP o455 E B (CAMP re-
sponsive clement-binding protein, CREB) BB L , #i B2
L 1) CREB 5 B 4R X i 2 [ (immediate early
genes, IEG ) iR & i 2 A ( delayed response genes,
DRG) B3 FHI K45 B T R M R+ (Ca’" response
element, CaRE ) /CAMP JZ i J& & ( CAMP response
element, CER) & , MEH F LA, BB
CREB &i# 35 Bel-2 53l ¥ WK CREB 854
B, 80 Bel2 R Z HIEEET,

3 BDNF FSEBRSNHEBRHXRE

3.1 HEZWMHR

HHT BDNF 55 @R 5 WHEBNEEMRE
Bk Bel-2 EE B 15956572 S S E BB AW, W
HERRENHARMAMZRARNKN Ca™ BAVLER
IR, Wi Bel-2 EEAERBARRA Ca* S #:,Bcl2
HEE B 956572 fi S Z AT BER W Bel2 1
mRNA 1% B % % K . Uemura £ % 3.
13956572 i R I A M4 M FEVAHER UAHER 1
B OSHES I RMERMBEHAREEEZRYT
GiitEE G EAENAEER [ Bd, 956572 G/G &
R R B Ca™ ¥k B B35 & T 3 fih 22 IR U A0 e e w
M4, Bel2 mRNA MIBEHRZ K FHEERTH
flb 2 R EIAN (e B X B 4, SR T Rodrigo 25" B BF 5T
HEHHERNE L A/A RN NHEERERE
Bel-2mRNA F17E H &1k 55 3 i 2 B B A0 {e Rl 4
AHHAEBE T, 87 Bel-2 ZHE 956572 fii g £
ZAEMER T UHERBEARA Ca KNPE,
3.2 MALAFESHFEREHE FKEHRE

Trk B 2 BDNF & E M 24k, BDNF 5
Tk BER)E . RS FRAE R BRERBRER
EEHNBERL, WEBES M EENESERRE
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SFENER  RENEEEIEBNE P, Mia
2 U0 7 wob i 43 R AT L TR B R DU AR B R B B P
f#i#E 4T BDNF.Trk B #1 GAD67 mRNA FE BB S
RO, MEREMIHERBEE RO RERSE
E# BDNF.Trk B fil GAD67 mRNA FEEH B /T
EEXMNE B3R Tk BAIRESWHERE X, BT
WA MR AR Trk B 34383070 0 T BELER
ST T s

ERK @2 BDNF G5 BERFREENERZ
—, TiE B MEK /625 ERK i EIFEE(ER B &,
MEK RS  FAnaRaRfaRy
BERIE 1, BR A BR A 5 B BRI Y 4 2 [ B B
BRILA BE¥E ERK, B4 ERK E S BB M4
FEERSFMET LT REMS, EMERMAEY
WEACERS A 4 M A A Y S = AR W, T IE 2 X AP W
BFREEBNMFEEREIGHRE T ESEINER
# , B Ik ERK B9481RE0E -

Einat %" £ 3 . 8 F§ MEK &0 57 SL327 7]
FRRATHAEEME DA ERK S BB, A
S0 B 7E5R 38 1 UK 52 56 P B T K B TE) RE A, 7R A B
EI46 58 ; AR, ZE P AR B, 3X 85 K LAY 3 30 B 1)
W B IR 1SS B B E i, 32 % BE W ERK &
B&F1 ERK & B TR 518 K R LI BEEHIERK
RAE. AULHER ,ERK BRI EESNHERNRR
LB K,

3.3 LEBREANESEIFERNAY

LDERERNENHERBITTYREHAY, B
MEAXTLERENS BDNF WHFRKE, de
Sousa &P BFST R B, &t 28 d BB ERIE IT MO XU AE
BIREEMTE BDNF RERBITHAEENS;
Suwalska 28 3t IR ISR EE 4T 5 4R DA E IO RS
BERIEBIT AR S RT3 ST AT 8 E 3
HAHETATHERE R T RELBE MY BDNF
B BR SBIS T B RR N R AL, T T U A A T AR
BE RIS BDNF W ESEEMBAMRERT
Gt E X, 7 BDNF 5XHERRBILEIAE X,
[ 42 Eh gE @ 2 32 7+ 1 ¥ BDNF Rk EmER T8
TYER S

ZEAEP IR RN ARRENHIRR S
BAEKR4H 4 A5 BALE, RGKXKERKE
T, F0%# i MEK .ERK ,CREB J Bcl2 5 #3188,
[t 5 F % it Bel2 %35 Eifl, Hammonds %4

BT 4 JERER AT B8 TR 9T I R B K B AT e il
St B R EIAIE D CA1 KA Bel2 #1 CREB
EEYEE, Ho E™ T RLER TRUNG
R ERBBRBRESARRA 4 HE, KREDRE]
Hirt Bz Z B854k ERK.CREB 1 BDNF £ BB &
HE

4 LPrid ,BDNF AJ R M ETERK  RE MO
L RPZHHETHARETRE, REHETBEER
MELE,IREMEFSE S, BRIFFFKIAN BDNF
EETHESHRFERSNHEBRNERRBITA
X, EBDNFE S FHEBFEFAZ, 58—1
HFH# DNA 254 .RNA KX REAEHERREN
EZRYANREEWHIAFSHERE, XEHFRSER
MEBNERZBITILH S RRET i E K, A
BRAFT,
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