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BDNF {555 S PR 7 FRAX A 28 22 G5 &9 Ao AE FH
FARE L REE A R

WE EEMTIR LR IAE SR 2B T MR FI T B0, Q0BT /R 220 BRI A G AR IHIAE 55 , A7 A
P PE IR 27 32 I F (BDNF) K E (9 5% . i3 % BDNF {55255 5 5 X S0P & A B B e, I8 e 4y
BDNF {55 W BB A IRYTMASRAE 1T 07 o A Gl 27 1 JUAR [E N AN DS BIFR 18 30, 2738 T BDNF
FEHRR P ZE R G0 77 A FIR TS DL B BDNF 55 R R A A 28R A 71 B 26 s B T i RN 8 T
BDNF A3 LE5955 1 R R FH o
KB IR S TR T SR IR A TR G A s kA rh
E 4SS R741;R741.02 XHEFRIZE A DOI  10.16780/.cnki.sjssgncj.20210905
A3 5| FEE: SR A, TR, BRI, T2, BDNF {55 0 R4 kil 28 R Ge i & 9 th 9V D). ph g4
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fisi PRk b 2478 37 Rl F (brain-derived neurotroph-
ic factor, BDNF ) Jz fij H # 28 5 37 2 FH B0 1) 2B,
U, B W) R N W 73 B Al A — Fh st
1", BDNF £ X #i 25 A% (central nervous system,
CNS) N4 R G0 B FIFCE L5512 K
Fik  (H F T4 T CNS N, g B Fi Bz BTy &
TR . BDNF X RN s Z R B, tnfess-] |
A2 B KA1 52 55 D7 A A AR
H iR 228 77 D TR U A 22 B AT PR 1 4 R
o 2 e SR R 2 R R T BT T
BDNF RETRB M2 TTiii s, (8 2 S Hidh 2270 g oe
fil ] SR AR BER 2 A A . AR SCHE BDNF 7E CNS IR
ATV RV A R 14 ¢ A R A v i b 5 S IR
SRR ROAVE I FEAT 2538 , T X BDNF fY il R 1
WFFEIAR L A T T2 3 HT

1 CNS BDNFHIF=4 R HAEINEE
1.1 BDNF 8 5F 44 = £ BAGHh

BDNF %: 8 & i T4 11 S @k pl3 ~ 141X,
2R T70 kb, HEEF RS I 11 MM TR 9 MRE
T A SURIG X A D 5 2§41 ™. BDNF 43§
BRI 119 ZEFR AR LA A Y 4 I L Z ik, 2
SFHL AR 9.99, FHXS 4T I hE N 3.5%10°, B i BT
B AN TCHRN A5 1 — AL, & 34 ik

BDNF 7£ 14 P9 457 Wi # 77 76 J% 3« 1iij f& BDNF
(pro-BDNF) F1 i, 54 1) BDNF (m-BDNF) , L #F 5%
AN R m-BDNF B A7 A 976 4 . BDNF 93 [F 5
s S BRI pro-BDNF , 75 25 JR 3 VAR P 5 19 v gy 24
SR AR M m-BDNF 45 9545 W0 21 41 i 1
BAFEY)S )6, pro-BDNF F kv [ ) R K A4
YIrEUIRE . RIMTIE R A 55 IA A pro-BDNF AL ]
PIF S BDNF WA IE 2UAE AR, A S v iy 4 2200
S A AT W BN A AT | R L A AR W2 RO
H §i 5T pro-BDNF A9 A P16 AT A 48, (5 ] LA
E & m-BDNF FE4E 4 i 28 R 504 B g ke F 22

YER . e 2 e4i g ¥ 1Y pro-BDNF Fll m-BDNF
FEZ B FS M AL 5 B . BDNF B[R] TEAS 22 [ £
i 5 P4 , pro-BDNF 5 m-BDNF A4 (B 78 i &
HRREE I BORIX I BfA7E 22 5. AR AR
[ VR BE Y pro-BDNF , (H 2 7E MUY m-BDNF 5 (5 )i
#, A, B & F i #2  pro-BDNF 5 m-BDNF ()
LB DA Sk 2 85 il ) 8 1) E 22 (K 2%, i m-BDNF
DIAE BLRE AR 2 AR RN 28 o] S8 Pk S S R v 2 4
LAY (S

AR 22 TT , P 22 K 5T 240 g s 7 £ BDNF .
SV J5T 4 R R i 1) 22 b i 2808 R IR v A 4
BDNF, HAG # 28 TT R 47 S A i ot 28 P2 9 T
JINBl 228 8 TR AN i th S BDNF 19 53 — AN, = IE IS
F A AN B B 3 15 BDNF, 340 1] 3 35 5 ik 441 fitg
FAEHE /NI AN 15 BDNF, i LG 7Y oy H
TREY, VPN DL T, 1 28 e o 200 >k 15 7
BDNF 2+ 555 RIS M i 52
1.2 BDNF/3 5494k Al

BDNF 5 P RR 454 32 1, B e o R A2 140 i 2
FRiEEZ K B (tyrosine kinase receptor B, TrkB) Fl{f%
SRR 2278 3% I 7 52 /R (p75 nerve growth factor
receptor, p75 NTR) , BDNF 5 TrkB Z K454 %S
AR ZIRAG RN P s R S AR A BERR L, Trk B
TR Ak FE 258 L R B IEME C-y (phospholipase C-y,
PLC-y)/E 11 C (protein kinase C,PKC) 22 %Jiit
1% 1k #5 [ 3 B (mitogen-activated protein kinase,
MAPK) BEIEIBEHLEE 3 i (phosphatidylinositol-3-
kinase, PI3K)/ZE 1 # i B (protein kinase B, PKB/
AKT) % =Fh ik fe , s T W55 A0, (2l 28
AR TR AP TR KNS Al T Bk R
FiAEH] . 1 BDNF 55 p75NTR 35 Fl T8, p75NTR
PR SR T RES 55 S AL AN I T RO BRI T
MR R . BFSE B, i p7SNTR A9 1558 i
][I BDNF f9F T, 75546 ik 2 B8 5 18 1) B
LT, p75SNTR Y335 1 2 T, ixX #2782 p75NTR
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15 42 1K ) BDNF ¢ (4 400, Xt TrkB 7 A 38 Gk ], 6 60k %
FEAE T 8 AR 4051, b Ah , BDNF Xof e 22 Ji ot 41 it ths EL A 14
VAR, Sl B S WA T RE AAE R AR p 2 R e
9 S5 B AR A F o L BDNF A 38 2o 4 g 415 5 8 19 354 il
(extracellular signal-regulated protein kinase, ERK) % 5 i # {2
HER T T 24N B A T T I O A A 28 T B S
FefEH.

A, BDNF 55 538 2 R B & R g L A TR A BAE 5 )
RERRAT . BDNF 5 ULAYZE #4728 5 02 ValooMet, RIFE S 66 i
TAEH)— AR (Val) $ B Z R (Met) BT, Val66Met 23
521 5 BDNF 7240 N 1) oAb Fn e iz 1 S SO R0/,
J AL G ik [] B2 1) 25 AR G2 B b 22 e AR KL S I BUE | 323K
PRZREER IR A B 5 fil o] ¥4 3248 . BDNF 403l T I3
FAC i 2R AT PR & R Th R OC B RME PR R, M S R
INHIFCAL AT AR UG N | £ R SR AR DG 1 i R,

2 BDNF 5#ZIRITIEER

PRZIRAT PRI & — SRR (AR T 36 1 R 22 R G , LA
PREETT R AR TR AS s BEBERY , s o7 s A ot T,
SRR, K N E G ) 2 W A o A S BT R 2% i 3R e
(Alzheimer’s disease, AD) . IH4: #5475 (Parkinson s disease, PD) .
I % (Huntington s disease, HD) %, #ff 5% iE B BDNF f#) 7K
-5l 2B AT 1Y KA OC , 11 BDNF AU BECRAP 1 2850
Az, R RRIE R 2 e TT, $m T TR 2B f kg
JRIIRYT
2.1 BDNF 5 AD

AD J&— ik BRGS0 4 2R AT PR , Ry el DL i) i R
A, L PR SR HH BUE M FEBR 11 (Amyloid-B, AB) FE M #fi 4
A AN BT Y AR B AN 2 A0t 9 o S R e = 2R Y
PREZLF AR ZE L) A 0T R R ASRE RS2 — A~ 12 1
PEATHERI R, AD HA 3203 th B S FE IO BE 0T e, a2t
KIERAT R S HAAS BE" . BDNF HAT B8R 58 flv] 98 1 1)
YRR, X 55 2 g ) FC AT B AEAR AT B B AN A I R
FFFEUESE AD £8 2 il P BDNF 7KF- 24075 , Buchman 25" 7% 535 7]
AL S 5 AT BN FATAS  OF 8 BR RIS TS 2EAT G N
BDNF 7K -0 5 |, %2 80 A= T oA 0 68 07 1Y) 5 1R o 55 il oy
BDNF kK ARDE, 1 Hilk— 2 73R, AD S 510
LR O R B BDNF 3K 5% . Rex % KB AD (&
1, BDNF M ILAZ K (TrkB) B & ARl 19 K i 32 Bt o IRl hiA 3=
B, ABTEAR AN 15 3 BDNF (174 R F S, 5—0
1] , 314 S5 56t 2 B BDNF W] LM SEIR5473 1% & , Choi 4558
SR BTN IE SE BDNF # 5L  n] LLGsE sh i1 192 )]
1CRED) . Bl AW Woniz sh ] DAIFE— @ R LBt ADPY, {4
BYNZRAT AOE  ARTEAE R 2 B, 2 646 I /85
P28 5 fil R ph 28 70 A BRI 22 SR R A A . 2 ek
iz 235545 B F BDNF /K- 85 mey, BRI ] LA, 32 3T L
H i BDNF 7K, 1 17 52 00 AD AH G (5 BLERE . 45 1, BDNF
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EUA 2 AR T BEID APRERR 2 TR FE M, I BEBG SR 2% 5
L2 A8 1, BDNF (195 FH T LAE A B G AD i) —Fh B
2.2 BDNF 5 PD

PD & —Ffi WL b 26 2R Ge AR PR , 4k AD (55 — R &
IRAT M | HL 32 0% g B SO S v i BT 22 L % (dopamine,
DA) EM 2T AEPESET , f T 5 A SUIR 14 DA £ 2 i 3k
TS o IR b =R i L YRR 12 SR % LS LA
WHOL SRS, F5% % P, BDNF BE8 S04 2 1 el 28 T i 2
TER AL, 80T LB 1k 2 LR 20 86T . o~ T HiESE BDNF
XoF N R ) 22 B e b 28 T S S A R B PR YE L Levivier %27
FIFHHE A TR PD A RS RIS % B, ) i P9 A 7 A= BDNF
(14 L 2T A 40 L FT LA 7 b 1A R UM T DA b 28 e R Ak , 3 A F)
FHBER YT 14 F1 BDNF 4540 2878 2 11697 PD MR AR (it T
JERENE/ T
2.3 BDNF 5 HD

HD X 44 18P HEA T PR SRR |, 2 — Pl G218 & 93 0 15t A4 Pk
ZARAEPRIR  EABE TN RN T 4y 2 — A A7 . HD & —Fhid
Yt R PR ST A AR 2R AT | 32 DRk AR A A D S
R = 4L 5 (Huntingtin, HTT) & K & A2 AR 5 7= A T 5848
(=2 AR 2R (A 0. HTT AR 2o )2 ik HTT 80 IR 40
J R S — R BT T A A, RERH L DK R G . AR P A A
MM HTT R IR P e T e 2 Sl 5 5 o (R %
EREl ) i Rw i U S i N E NN 1} A
PR AN AY IEH DIRE P B AD M & A, FrER A I N 228 A HTT
FERR 2 0 1d JE 238, U DA 05 SCRAR P 1 3k 2800k 2229
Yu PRI RY] HTT 1/ Be R AR R vh )™ A i 2tk vl &
B2 ITEET ., 5 IR SCIR A BDNF 192k b2 FRE , i
KN K2 3 77 A= BDNF Jg %38 & 80K 10 HTT 848 5
BDNF [ 3% ik 59870 , SCIR 14 Y BDNF /K - fifi 2 sk 20, 32
BDNF {5525 HD {4 &4 fL L e, 1hif 15 BDNF 55 il g LA
JRYTF HD B9 7 .

3 BDNF 5154 4% %

155 28 RS BRI 260 , 15 28 B A5 53 oAy B ) 17 45 B i A X )
TS 2E RN, P25 PR REAMAAE (AR REE | B PIESE . WUn)
13 28 BTG L S P FPIE 2 (A R WBAEIDARIE . TH 4
R A2 RE AT R ANE RS R . FREEASE T AR AR
LSRR AL il PN A2 Jo 2 R 5 28 A 2 A4 PR ) e A7 )
M2 KK 4699 . BDNF 7545 2818 259% B9 VE FEAR AL L
5 RIA], A 3025 T3k BDNF X 5 [ 175 & e i A8 SIS S A0 45 S AE
HIVE L LA B WL ) 1 5 i I VE FEA T8
3.1 BDNF 5 47 4R%E

IR i VLA OB BT | LA W 28 T 2 A 4 o B M
TR . RS BLLEIR PR L3697 IARAE )7 Ak, (HH:
IR IR A =00 2 — PBE I —IR)T hIr a3 . TETR
PRI TEIVARAE 220303 B8 8 I X 4 i il 5 — 2 VE T, IR 259 ]
VLS5 9 AH S PIARAE 8 IR IR o MG — 3 B8t &, F
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FAANTTE T SR BDNF X ARAE i 2l V8 H L BDNF %
A TP TC BB R N B P i , ZEA T S 25 5280 th 3iE T BDNF i
FIHCINEBAYAE FH L 78 25 T TekB 401 3570 )5 BT am AR A FH i e o
Saarelainen %5 [ I 5% TESE T P IEPE BDNF B4R, 745 T4
B2 5 | A2 kA ' BDNF (9 B, [+ B 755 BDNF-TrkB
SRS FEIRKIATT A 5 R A RS2 AR 4(5-HT4) 52 AR5 5h
FTRTFAMERIE Sh A A 3 d )5 , sh 4 T BDNF /K- Tt , 1 5
PR [l ph 28 % A 3458, 1 4% @ % BDNF L8 )5 5-HT4 32 i34 zh
FIBIRITROCRA T T 9, Ui BDNF JE BT AB 25 1) & 4% 25301
FEYL A4, [F] T BDNF-TrkB i ## 2048 23 5 |6 #2822 A= sl
/b, B BDNF-TrkB {55 A4 ARIE (1496 B A B4 AT AR 24 11
YRS AL A S P, SRS AR IR E RGN K FfE S R IE IR
T4 i BDNF 7K 4 e e I ofIs m B2 10 I 4 A mT g
JAPRT NI S8 06 1¥) BDNF /b, ] isf 207 it o 4 gL
{14 TrkB 2 AR LY /0 , £ fd BDNF & H i 32 25200, e X
FEAMR R . Hayley S™IWHIFGE Bon A B A 14D
i SN A BDNF 7P [ A4 1] 585 11K, #2725 BDNF ZK-F
A g5 AT 14 )™ F R A OGS AE IR B ™ 5, 1§ Y BDNF
HCERR, 5 (5-HT) A 7 FURBES O T Bl ok e i
HIRYE (major depressive disorder, MDD) i) 3282 1 [H] , 5-HT BiAE
Shy 2 186 I AT A0 AL T A B SE B A, R A i P BDNF 1724
139t /& 157E MDD H BDNF f7K -2 ¢ H % . Kuhlmann 5%
BRI BDNF ZCE RTVE PG PIHSAE R ™ A i FeAr . AR
M Z 5T 3% B BDNF S ARAE 25 UIAH G, H G T BDNF K5
IVES Y AR AR R R, LU BTHAR 24 X BDNF 1Y
YRI5 1558 3R 58 KBTI AR A 7 (1) 4k 457 S AR 1Y) BDNF /K-
2 55 ) L, I TR AR

3.2 BDNF5 £)E%

FETEIE (anxiety ) , PR FEME MR ZRE | J& PR ZRAE IX — K
PIi Th R DL — A, LR RG2Sy FBRHIE . AN
SRy I AR M PN A A A S s TR R IR IR TS R
e (R BT ) T i B B BT AR A R e -k
"5 |} (hypothalamic-pituitary-adrenal , HPA) il Fll [ T4 R 4G
(autonomic nervous system, ANS) [14 1% I LR KA P,
K24 30% 1) HE FEAH B 14 KBS 1T LAUH R Fsi A% . 1 BDNF J&
H 58 8] 12 /9 . BDNF 2 [H h—A4-8 WL R TR 2 &
Val66Met 55 A BDNF (R HCFIICIZ A MUE A 5% . Andreas 55
T 2457 70 B 323G AR TC A R RO 0 Met J
o5 5 o) BE A RS . Chen 5P 58 & 3L, 5 87 A=/
U Lt , BDNFMet /) RG22 461, I Bl T30k m 5T AR i)
PR 5 B0 S RFRG /N, UESE BDNF {5 58/ n] 80 S iE A
KD RE 4540 , T ik e i AR AT RERG IN T AR IEAR AT . T,
BDNF [ 1) Valo6Met 22 251 5E M I 5 (1) 25 FIDIRES . LR
172G T3k S 35 PR R S Y G R i AT R DD M G — R L H
55T BDNF Val66Met (14 % SATS A B 5 X SE R I H iR )7
FERIE A B
3.3 BDNF 5 it sk [ 52

XL i) i 28 B A 30 Bk 187 A A BUAH i 75 (bipolar disorder,
BD) , j&—Fp 2 52 Pk B AR I BEA BT e M AT AR K AR O 85
BERG . 7E DAL R I R S B b, X BD A2 AT S 1 R 56 LA e
11 R SRR 1, Bl 2 UL 22 )24 56 0F . Mora %% $ BD
FBE 1ML ' BDNF HC R X B 41 BDNF KA, 1 48 0 A 484k
MR BRI TCH R 2200 . BF5E 2R, BDNF [7KF-5 BD [ 1)
PR UM DG, 5 IR BE (R 34RO AR LL, K BD J s (FF
S 2 10 4585 2L ) (19 117 BDNF 7K - & 35 FRAGH, ik B
BDNF W] it 2 5 BD (9 &% , I B R BEE TR U A, LT
BDNF ZKF i i/F ] i 4] 43 BD 9 R I — MRk o

4 BDNF 5z i [ hn#5i{5s

I A7 e o I T A o A P T A 2 AR
Tl g PR 1 75 B 5 800 AN R A TR 177 5 | A i 2L 2 482493 %)
— LB . SR I, AR 4 R B R 0 S E R
S A U R A 28 A0 L T, 450 05 i o R AR G XU <
BDNF 5 28 fis o] 9 14 12 2 1044 40 56 , #E38 _ BDNF (17K F- 7t
e BEARHE MG AS TP S BTG IR A, BRI S0 A v 5 R I
BDNF 7KV 5535 1 7™ B R A G HEHEAT T 4007 485210 0
75 B 2L RTONT IR AR A T 3BT o 28 3 B BB PT20I0 285 SR R
3 £ 2L B9 1L 7 BDNF 7K SR T X6 B, 3T K b 28 D BE Bl
S T IR, B R R N SR, i3 BDNF AT 52 R
R K A R T i A v A SIS BT I, RIS BT
140 A BDNF 7K 5 T BE 41, H BDNF /K458 1 3 397 vk
2 £ HAI 2 B A SRR TR Tz Bl BT 5
A 5 IS Y BDNF K- ] iF BDNF g6 & i A b s # 2
T i, AL, BT S AR AL BDNF ] J /b Ja il B i S 25
FHBE IR, (47 4 28 0 4R i 28 JTAE T, BDNF 3l 1 4 i pf
ZeoenT S 4 C BEARBREG TG 1 I A TR . JFH
BDNF BEMS 47537 5S-HT M40 5 DA 4T & 8l I
AR AR, JR R 2238 0T 0 A B R, AR R T RE™ . [
A Bk 5497 g fih & BDNF 93635 , VB i 2 4 2 B 1 — 3
4349, BXUER BDNF HATIRYT A i Il 473 (v 1

5 BDNF ZElifa & # B Rz

RALATFEF W] BDNF FEAEHERNIE FEAE PREFI Ml B2 A1
LM ZARTT BRI R AT B 1 AR 220 B R TE 2 CNS i
A AT P 22 TT I oA TR R T I 7. R KA
PRETF5E 24 BDNF (7R Y7 7 BESR AL T UEHE , R 3 — TAE R
B Il K — EAFEAE R ME . Benraiss 25 Y7 ) F AR AH 5C I8 7% 484K
(adeno-associated virus, AAV ) 7E Z0IR A # 22 7T 3% % BDNF, 1£
HD /)RR IR AAV 438 BDNF 75 S0 28 % AR g fEph
ZICAPIERIS A . RAETUS T X — a1 A0 T BRI
S A Y A A BR , AAV ZE IR PR _E 594l A IR ME . 55
#, BDNF P52 R, ™ F B i) 7 E 4 8 1 A s , SRR
IR FH e T 28 R A | e 1o 2 TG R a2 10 5
SFINE, T L) H AT BDNF 1 i kA dohgh 25, B
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TENGPRBIIEFE iR 1T 2P 2475, A - ORI 5 A TE
S N S 45 2 s QIR SR RATT IR 2581 DNR A 3224
Y R TSR IR G WA TR IR 2R 2555 . (H A —Fh o7 5 X8
AR, HRT IR TR R B AT = — M e i 4 2575

6 BREHING

FAERARKTIE K A SEIE ], BDNF 3 ok £ X 1 22 2
S A B R . BDNF 2 54560 2 oo i A i i) &
B LA, 2 5 XHEAC AN 2 S T A R k4 H K T RE G AT
SEVER Y FIZERR , R BDNF th 2 5 Z il 2B 7 s A
2 W S e AR 5 A B S R ek B . {H H RIS BDNF 7
CNS $E3 1 FH AL AR IR A 1R 207 Tl s B ilt— 4
IRIFSE . An7EAE BRI 0 T BDNF ffaf 4 5 CNS 2544 F 3y g
AV AE 2R Cln i AR b s A 05 ) S HAK 52 1, BDNF
B A R A Z A FH RO 0 2 o 4 TR S B 41 45 g LR
BRI ande 2 2R vk BB 475 CAn g AT ) R dsh 2R ATk
P9 (41 AD  PD) 35 FH it A% P BDNF [ 7 A2 S A3 3P/ i ]
ARAR? 55 —J5 1T, ZE I AR 835 ik P9 BDNF 7K 52 3%
(B ST 5 5035 5 Rl R P 1 B AR BDNF ZKSF- i R A X
(R S 5 An Al feff 0I5 BDNF e 0025 228 1 i 57 i -1 3] 38
FAE B A A TRl — 9T . B2, BDNF K H FiiEE 578
EFAG DS Z N Z R BLR S N A H 2R, HAR4npL
il B2 0 R T AEA K RIS E Hom A e B

AR SCHE T BDNF {55 2 P8 78 CNS a0 & i, o0
AHIE CNS Fds A AL P Rl RIZY P 32 E T 3 e =
%o HEBE A G R FH 5 I F 58 i R TR A, BDNF 4 A A
SRIRTT X BEPIR A R
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