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(Abstract] Brain—derived neurotrophic factor (BDNF) is an intracellular signal transduction molecule that regulates important
physiological processes. Furthermore, BDNF signaling pathway is essential for neuronal survival, morphogenesis and plasticity.
Since the imbalance of BDNF signaling pathway is considered to be closely related to the pathogenesis of autism spectrum
disorder (ASD), the concentration of BDNF in peripheral blood may become a potential biological index to evaluate ASD.
Chinese medicine treatment of ASD can regulate overally with multiple channels and multiple targets. It may improve the core
or concomitant symptoms of ASD by regulating BDNF signaling pathway. The main problems in its current research are as
follows: the downstream mechanism of BDNF is complex and the ASD pathogenesis is not fully elucidated.Most reports on the
treatment of children with ASD by Chinese medicine are clinical observation of formulas, but there is still a lack of animal
experiment on the therapeutic mechanisms of active ingredients of formula and research on BDNF signaling pathway. In the
future research, it is necessary to further design a scientific and rigorous experimental scheme to deeply understand the

mechanisms of BDNF signaling pathway. This paper reviews the role of BDNF signaling pathway in the pathogenesis of ASD
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and the research of Chinese medicine, in order to provide a theoretical basis for the targeted treatment of ASD.

[Keywords) autism spectrum disorder; brain—derived neurotrophic factor; signaling pathways; Chinese medicine; target;

child

PIAIETE R FRfS (autism spectrum disorder, ASD)
S —HH AT R 5 B | AT 5 A 22 i 14 il
2R B ERHIE A, AR 2 S ehs | i A 20 A T
hy =B 5 B B R A AZ O AR S R A
KRB MM EHREIRY, AR 2RI HEN 1%~
2%, B4 B2y 4:12, ASD 23K E 0~6 2 Kbk
PILBEBR I E AR 5 LRIk 78% ., Ak Al 1
A HA K F BP0, e RER kK F S S R
5 Jz iR Nz ASD AURRAEEFR I, {8 L
TESFRE FE2338ME GREAR TS | H FRBRFRI R SR TAR
2 ) Im PR, BRT, ASD ik K A m bl i
A, IR IR B 000, 5% 0 G
I7 B, BESGE I ARAER , JCk ik 2G A H Y, ff
AR B 4 T A SR ) s ) R DR 20 T A et e
DUH A2 FKIETHH

i 054 i 22 %5 3% L1 (brain—derived  neurotro-
phic factor, BDNF) , J& T HEMMMLEFRF T2 —,
BDNF K 55 3 F1 ) 1 S B2 W 352 4 B (tyrosine ki-
nase receptor B, TrkB)T{Ziﬁ Hr AT RAE L B /Y
RN IE H 2 6 B A Bt T2 43455, BDNF/TrkB
AN N AE S 5 S X TT R AATG B2 R A
AT IRYEZ SCE R ITARR WK W] BDNF i 5%
TRGSE  BOE T UHE S 2™ AR R e 5
[ FRI SN, Y5 R % e i S g 140 LA B~ | B
i BT 7R TR I 4 AR S, RIS G
#|,BDNF {5 5@ B ] 685 ASD & Ul &,
U, A SC R FEW) AL 45 BDNF {558 A ASD &%
R R RIBLEL, S R BIRTT ASD 25 ak B

FEAHT TS
1 BDNF gy#fEiA

B IR M A E KK BDNF 4
BRI T3 AR 2B SR 5 —4/5, B RITER 20
K I3k A7 LA S 2 oo R AT RE AR o R 5
KEAEFATS, BDNF B4 BASEGE— 2 Hr By
bR W R URPRT A AR IE L, BDNF 15 Y6 27
W& H L pre—pro—BDNF JE XA 7E | iz i 2] 55 /K
B TE R REAA D 7 25 I I pro-BDNF . X FIE
RS, e I R4 #) BDNF (m~BDNF) E
R RIS ] X S8 % B B A [R] B Be, Dt P S 1]
U5 EBDNF 1 AN 78 3 A2 5 5481 pro—-BDNF
(R P 4557 , T m—BDNF FE AR A P
I, , pro-BDNF 7] BE A2 1815 A i D g (9 8 22 PR 3% i
m-BDNF & 44 # S H] i P e mUAE B Be, a2
PRI M ] Y81 . BDNF 25 Z Rl 24 B AR
HAROCHE R T BB AL A Tl 27 2 BB IR 1 5 i
TR 2R dr R iCAZAAFIBLR A S e
fith 22 [B] A AR EAE FH, T R D BB 245 5 R E 1)
Trk 20K, 38 32 2 Rh A0 P (5530 B0 . BDNF 5k
MRAbr TrkB 456 AT G 22 24 )50 A0 AR S (mito-
gen—activated protein kinase, MAPK)/Zii}{% NEREAL
5 H P4 (extracellular regulated protein kinases,
ERK) Bii5H# cy(Recombinant Phospholipase C Gam-
ma, PLCy)F#5 R NLEE 3 3 B (Phosphoinositide 3-
kinase, PI3K)/%E 34/ B (protein kinase B, Akt)
T B, BR T TekB, SRR Y p75 2 RS
ZETCHYAFIE AT AT SAPE UL 102,

1 BDNF {5SEKERXE
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2 BDNF 5 ASD

AR ASD B9 B A FRBILE v TE RS L (E
PSR B | A JE R R IR R i 2k
FECT ASD A KK H Y BDNF R 38 8 1l i 5
Bk AANE I, I 5 1% BDNF Z8fL S EAHSE, H
T, TA R A1 JE BDNF 7KF-T [] 422 52 e i N BDNF 7K
AR, PRI, BDNF FE4ME I 8 B R LAAE T
Hi ASD MA—AELE R E Y 2E R AR, S —
HOE AR TIOR8 2 1 R | B S RS
AT R VEAL ASD Bl A5 7Y 5 £ 25 1L BDNF
KR RTREAR AL, SR1 , BFFT s SR A —2, X ATRE
SR REAR B ORI B B S A
B 2ZE SR, B 2002 4 R A
Frrl 3% #5% (knockout, KO)/)N BB BFSE BDNF/
TekB {55 18 B LS | J5 452 ST 4R 22 5256 W HZ A R
/INER A AL A0V R B R 2 T A TS, X
BDNF £ TrkB #) RNA 18 FHAKCE#E47 404, Bk
UER] BDNF | TrkB FE4AESE 56 /N R 2Rk e in , (ELbifi
AR B 38 R RS9 PIETROPAOLO 2517
SUN S5UShi i3 SEB0E R , i BDNF 535 TrkB 34 3)
FET AN Frorl KO /N R BDNF 7K, DL 5%
PRAG AP A2 AT I 28 /N BTBRt+
tf/j(black and tan, brachyuric, BTBR)H T#4l ASD
RO RHE AT A 3 Bl YRR R 225t
REIM ZEU9BF 58352 BTBR B/ BLUAT N o BDNF
1 TrkB R I H, X AT BB —FP AR AH G IS,
HWANG %278 Ji )L BTBR /)N LUK IR o W22 21 BD-
NF 7K. SKOGSTRAND ZPR4E T 1981 4E %
2004 AFIEEM T IMBEREAS it AU A LRI BDNEF
K5 ASD &A= MRER B A0 G, 48 7 BT AR L3
i A9 BDNF 7K 1 fE J& ASD BRI RN Z —, —
WXy 0~19 % ASD 2L R T ,0~9 % ASD i
JLIILHE BDNF KPR FXHIRL, 1i10~19 2 ASD L
MYEBDNFE A= TR, SAGHAZADEH 2624
X200 WA T 25 2 3 A, A B ASD JLEE 1Y Il
& BDNF 7K1 T HRAH

3 BDNF 5&kMizfE

FMBRALHLH] , 40 DNA F 34k, 7e kS o b
RABTHEN] . NG F ST (0 2 FE R ek iy ]
L HALHIAN 25 B S8R DNA JP51 R
s B R R DI Re M AL K 5 ASD 1) 5 2%
FEYIFERY DUFFNEY 25206} 215 Mk 3 K i i

FER IR, 19.5% e R Wis 5 X RPLA 2
7 S ] RE B R R AL, SR ISR BIIE
1 Wit AL 2] LA T 0 R B . — I X 50 %
Gl B XURLAR ASD BUBIFST, HiGE 1K ASD MISGHY 22
S H AR IX FE— SRR B ULRY CpG A i A R
AT, S SR PR 1 A 45 5 FH A A S JE A
g = e H AL AL L Bl SB RS & R 25 W 3 AL il
6B; 4 {0 it B 2 B 45 L CC S A 2
(methyl-CpG-binding protein 2, MeCP2) , 4t {7 i 3 %
JiERE DNA 254 % 11 8(chromodomain helicase DNA-
binding protein 8, CHD8)%" X $u 4 H Jit i1 H
FEAMIUAD BB A, B A E S ASD A5G
i, LNZE AR L, Lh MeCP2 Hyf5l, MeCP2 J&—Fh
Jea iR, 5 ASD BUIHDC, TR MeCP2
M &S VEFHRT DL 1 10 2 B S b D RE R L B
BDNF  y-2& 3T R A Z 4K B3 FE(gamma—aminobu
tyric acid receptor beta 3, GABRB3) RS ERAER
HF4568H 3(GF binding protein 3, IGFBP3)*%!
F3Hb , MeCP2 52 & B 1l B2 Hh 15 45 Z R AE 5 Al JE 1
HYRREE 0, GO ZEPUA B, B N L6 TN IR K
B, 82 B Wintl B2 IEFIEE GSK-3B/B—catenin
T, RO, AT A 28 Fi A4 e 1) 185 5
FVER L KA g —TGURIFE e B0, TR ISR 3 ) 7
e SRR HE AN BDNF , 3 9 R SR 9 & MeCP2
1 2H 2R 21 4 35 11 3% 88 ) 0 ) (tissue —type  plas-
minogen activator, tPA), HWFFEHEH , BDNF (13 fin vl
DARRZS 5 il i A A 0 5 S A I ™, PRI 0
AT LU A WK R S g AR B s, B
et — W 35 A2 VA 4 e PR v R B0 722 5 | OB
SME ] RE BT IZ W R R, U35 1% I 45 [
FAG AT LAG RPN , {5 AT AT REE 1 5 e fe
S IR TN B B R 1Y . DNA F LA
HFGRAALZ — AT — LR L AMeCP2 |
12 Z 5 H %1 E3A(ubiquitin protein ligase E3A,
UBE3A) , CHDS8 | i 4 4 i 4 #4228 OR-47 2 1 [m] J5AE
(activity—dependent neuroprotector, ADNP) I BDNF
7E ASD HRFFAE™, 76 DNA HIEALid b DNAF
FEL T W (DNA methyltransferases, DNMTs) {1k 1%
WEPR 5 A4 ML MEWE TR L B a—ch3 JEl], X4k
CpG A IRy 2\ oL T ik PRI 42 DX N 5 )
Fil,#KN CpG &, DNA HERARH H AR AR X SE 45
DX AT B S AR, VR HETEAL F B] DNA F 2
ATE A N BDNF SEDH S 25855 h BT A 1
FEAW], DNA HIEALTE 16 PEHOBE BDNF 38 #52 H 2
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& EEAEHS B & B, BDNF Ji 8 F3k B Y
DX I F 3 Ak Bl s 5N RI AT a3 O, AnRviE
23] ACACTERE WA S AS AR H I, DNA
HALTTHES 5 T ASD 3% BDNF i& PRI ghaS 815

4 BDNF 5 S@EEHIHEZRIPIER

ASD #\ e — A R s & 7 s . B
R, P 2875 B 25 BRUAL ) 9 AS B, (B ASD 8%
U e 7 R S Kt s S5 I PR S R P A 5 %
B, ASD SR B A7 E #1285 70T 285 R 200 B 485 4 DX 3l el S
PESR . ARAE VU S AL 4 2x A AT 58 TR KR R 4
P e LR E AR ) o it R C AR St S
ASD HHICHY 1000 2 5L R A4 DU 5 (copy
number variation, CNV)Z 5P 451, 78853k 25%
(%) ASD 95 5] | e €4 5 HE (245 5 DL RET AR CNV)
FNGA5S 7 51 58248 v m] LUR 2 st A5 B A, 439 5 ASD
BEN 10%~20%F1 5%~10%", £ ASD {5k
PRIV S R 74 41 i 0y 68 1) 1 22 Dy T, e e J o 4
R mRNA BHEE T AR 23 52 i b 22 0k A2, MR 22
RABIMZTCIER 5515 R oA K DL R filIE
BCAITIRER, BDNF/TrkB 7ERIZTCAETE JEA KA
AIPE R E EEVER . BDNF 5 TekB (1) 45 & %
1% Z2 Fh 410 Mg N (5 5 38 1% , £ 45 MAPK/ERK PLCy
H1 PI3K/Akt 18 519, MAPK/ERK 155 24 IciE 3zt
TR B A . MAPK MG 5t
WS ERK 172 FIPRBE IR H RN T/ 45 B H c AMP-
response element binding protein, CREB) 2475 19,
X — 38 % A AR LI i 7 3 R 38 (AN e—Fos #l1
ARC) 2 56 5 20 ifi X 40 i B 40 8 (A 8 (A
ARC F1 cypin) LA B I By i 28 T A8 5 A K F 53 3¢
2 SCH B PI3K/ Akt A5G B & 48P0 IR T AR
AAETEPE R RE IR N-HI 3 -D— K ] & Wi R 52 14
(N-methyl-D-aspartic acid receptor, NMDA{K##i{4:
AT IAYE . PI3K/Akt/mTOR 238 14 55 85 1
B A EI R T AR R 2R A KR53 PLCy
WCARAR WG Ca® I 2 AR5 26 1 (CAM kinase,
CAMK) F 3 ¥ C 2 1 (protein kinase C,
PKC), BlSHEM 1,2- Rt H ¥ diacylglycerol, DAG)F
Ca™ B TUEE . AT C ISR AR AT LA 3 28 fir
AI¥AMENY . BDNF/TrkB & A ARG 2% Rho KK
GTP-ases, Jil B L3N 25 (4 OGS A9 6 1, AT 33K
PR L) K,

BDNF il i 1l ] gsk—-3B FiI% CREB KT
PI-3K/Akt F1 ERK 3 [ A 4% 0T 48 M 98 T (9 O 4 1
FH® BDNF fE#ili# CREB Serl33 v SR Ik MG 1k
CREB, Ko R W], Fr2ewh i fh 1% fL i) CREB
7l 5 0 3 R e SR 5 X CRE &5 4, I 3l R i
CREB i R 1y 5 i, A0 45 5 Al AR A7
TEH S 1) D) RELERR A L RE PR TR, Horp Iy
JEE BDNF 28R 093 h0  TrkB 24K (1 38, 3405
CREB, A] #F — P0G HT I8 T2 5L 3R IA AR T, Bel -2
FIGE A PRI T BUA FE LR R T 5 H A T2
FIRAH ELAE R IR AR S5 4 5 T e AR e ok, 2
HERR 2R E SR A 3 0 P AR AT I R 20T
AT, K% BDNF fypf 0P 4E FH™, BDNF 1 Ras
T AR S T DARH 1E mk801 3755 f) A B 24
TG T HEAET ™,

P 28388 SO TR 5 il 17 328 PR Y (5 (il () B B Ab A
Wy, HISHD A RS i R R ) 2556 A2 i) SR
TEIEFNAT A=A, D47k (excitability, E)#ZE
136 JF M AP (inhibitory, T)#2558 5 22 6] P-4 56
FR06F i Ty R 14 TE B R R EE AR B/ R A RT g
55 ASD BRI YIAOCH, TEMZLENY X2 R S5t
(central nervous system, CNS)H' , 7% & iR (glutamic
acid, Glu)J&f FE M2 2038 T, 2 —Fik
FEMPMZEER g DR 2445 M 7] g T 8o 2220
MIRIBET . Ry T ORFE S il 36 RS PE | Glu 25
S HFiERR . BDNF X Bz o0 Glu B4 7EH]
ST PI3K FI MAPK {5585 . BT R %
JKF- B NMDA A2 44 3l 338 3 ¥ 55 #if 22 5T T BDNF
SR S AN VS AN R EZ v R A 2N P S S G N
GABA REMH 22 TCHE 1Y J2 RE 8 BRI il P #oh 28 388 T
GABA Hy— 2 M A #2250 S PR . GABA RE
P TCAE G 2RI 2T A E R,
I, H TR 1E 8 B 2RI IR B G 2 UE
FW] BDNF 7£ y-%& 3 TR (y—aminobutyric acid,
GABA)REMIZ U A B I THHEA HEAEM . BDNF S H
WO A S B T Y 4y R BE Y GABA RE
MO RN SR ETTIER WRIR K E
KRSl AGEVE W, TR (valproic acid, VPA)
/N RS HORTR) & BT B P R s Ak, 2 5 B
S 1) 2 i T RN 2 o 2 A AR ) T 1 il 7
PR ITE R B R W IR, S T VPA ZRER /I
B2 ik AT 981k %% T A5, BDNF 7E VPA B 241 iy
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SUTEEAE, 7ECHEAY B 5k 61900 PR O
BDNF JA5 7B T 58N B AR 4,

5 MEZEBYIT ASD R HE

HAT, 697 L ASD Wy vk EZ AT T i
Y5 LA RIS B S5 E A BTRS PR 2 WG I 2 A
150 AR SRR IR WS
g ERAE . T EE 253697 ASD HAT B R YH T A £
i 2SR, BEBTE NP2 R G LE
ASD #iE Z Fpls RIWLEE , AH AR RIBLI 4 S35 5 5%
FEW AT RITE . B, AR SRR Bk 24 |
H 24552 )7 T 1l BDNF {5538 B 2% 5 ASD AHOCHY)
PEREIE AR, BUET & T 15 BDNF {5 518 B ok )L 3
ASD AZCVRERAE R 1 S B 5 HEA T U 9K B, S B
W BEZ7RTT ASD YERIPLHIHR (R B B
5.1 Ry
511 22w EEONEPSREEEYZ BN TR
2K, HbRaE R A RS A BT G2k
W2, ZEFR N FEA R, B L B 2=
FEUESE , HAR PR B BUARAL PUREER™, i
LR S5O o SE G A oY R R S A 2 R v A R
FREA BRE ASD LAY/ B B 20T R Bt
2R I H 28R T W5 ASD A8 BRIt
Iz 5t BDNF BHM:Z0 i 10D {38 /i1(P<0.05),, 4]
FZH Z M i BDNF %35, 18 BDNF-Akt-Bcl2
OO T A5 58 6 , Mf A 22 e A A /N B 440
WP, RAEXT ASD BTV .
512 ATELY  fE SR ZRHa E SR TR
MR PIARAR R R IR, T O VB R
FHAEFEIE I, e B sd A | ) AN B, 50RG 1M, 220
KRR AT SRR R RIS YRR,
A RN 2R ST s %A i B i e T
2B T I, A2 2R A Y R B, AR PR
A 400 A 00 T 2 R DA B I I ) g AR
SR 2 IC A RE T AF T THLEA FEAE Y, 2P
A0 o) 20 S I R B T B ST IS B Y Ak
P13 BRI T i 28 T [ 00 A0 L 5 B A e
R D G R AL BRZE A A PR TR S
H,0, #0541 AH LE R % 249%(P<0.01), 2471 A BDNF/
TrkB {554 S8 B BT K252a )5 , ooy
T R E R [ (P<0.01), 41 i B 2808 25 S 41 51k

B
A
Pay

A, RUUE 17 AT el TS BDNF/TrkB {557
3 i S A AR T AR SR S K R
M SO E AL AR S B E R
513 #AMhE HEE-FXSE RMYHEN T
PO EEUR | R ARG Y 2 1 i A B
W Rz R, HZGPEROR , v H A 25 I
B AL A A D8 A A R b R b
X B LR TR A UGE LI 45
BB S UM Z R RE B BT TP X R 5
A BEIHIER JEE , W oy B8 20
— IR B G —— R, AR PC12 41 HY0,
T W UL RE I AR S CAL X
TR TAET:, IF i E R M RS G 2
Bl 5% (attention deficit and hyperactivity disorder,
ADHD) IR 5 S ASAHFR I T 5 v 8, T
ISR /IN AR A W TR Bl TS 4 b s Rt
NHIBE AR A2 2] R, BF98 2B, ASD 5 ADHD W
A7 TE AT 110 32 D A 66 A R 52 552 W 1 B 38 X 3154
TR AEOT R I M ¥ RKIE ' 4 FJS , ADHD %Y
KA KGR s 5725 UM E , 2t 5 40 A
it SO BDNF TrkB mRNA FIR (355K
P (P<0.05 ) 5 24 Hb B AT 8 3 2 3 il BDNF |
TrkB IR EARAR B Z IR K F B, T
N ADHD 23 whshigfEH .,
514 HAT HATRBEEBHEYATZN TR,
MR R, OE A Mges, B RIS 2 kg
2R H T L A B S AT =
B2 R R R B AT T i 2
PIBEFJE 5 S e G R AT R 32k
S, A PUR RO s bS5 25 AR FR,
BB AR 2 R rs 2 ASD B TSR iR =
—O1 G BFGEIESE ASD 5 5 AR AE A a8t 1 KU 5
Bl R 2 ) ™ ER A LD FRAERE 42
LM FRIER TR RIRELSEEWIE S 30, AT 254 Ay
2N EE 1 RE B LA ALK B & BDNF
K-, ST AR B E &6 sl BARRAT N, Bt
X B A= A5 ) LR R B
5.2 e

Hh 8 2y B TR A OIMURE " AR R 4%, BT
= ZZARYE ASD I PR HL T 2500 1w , Il
AR OLTE L ik, 5 AR R DA O
o UM R SE R AN . IR EEIR IR , FR 4PN 2 T SRt
25 HE RSErEs HATTIRESCE  HAl, e Ty E
IBIT ASD RUALTIBF ST I = AR SCil s g rh 25 2
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J5 T BDNF {5538 HIG 7 5 ASD i B AL [R]
(14 ERO R A S 9, LAY R vh 25 52 361 S )
TGRS ASD BT U

52,1 @I R E T REAANRSR (R
T-E2)7): “KIRG , BRI, HLARFER ., R
WIRAZ 5 V62 A BRSO G =,
AW, H R — P, R BES O K B R
M PIBH SRS 5 W S A R g . Rk, B3
REZM RG22 B TR Y7 LB INBEE AR
SE RIRAE A ZHIE SE 28 RGN  BTAR LUK -
TS JR A OR RN B R BH 7 B 547 R s U kiR
¥725 1] ASD HILI6YT 1| MG, BILS BT
HBSRIT RIS KRR 2UE S5 ASD A L[ L
XU PR 25 A S A, 2 ASD 3 Ak iRz —.
PEEFEOF 5 e BRI AR 1T BB 3@ A2 9% 55 BDNF {55
#% K-, L8 BDNF #9281 AT mRNA 357K, i
SR A o0 SLREA AR BRI ZUA AT R, DA T4 v i A 40
SURE NSRBI R 27 211842 A fE .

522 KAMCEL RAMCRURA(GHE2S), hA
ENIETR S W G TE NP S N WS R P

TR, AT EIAIRIE AR T RS
ARG Z S N, 5 EORE AN L T ASD A AILAH
B, AT FS SE AT K BR, 45T K AN BT RERG 5 pRi 7
/INBRTEE E 5 M T 3 | e S A fig , 9 HALH S
PE/NEE S BDNF/TrkB/CREB {5530 B AH
5.3 EHfIAFSE

HET, 5% £ MIG)T ASD W B P s, #HR16
I7 AR IR L 7 AR A, 22 2, e DT FH
RAPIRES , e LR B BRG] Sk 3 Az ] i
s 1 I E RS A SO A2 | G A A W |
CIRC R e W LS Tal b e kR S RE S RS S e
i, B U 25 B ] it g e AR
BRI A IARARAS 48 5 T IR B A K B =005
BlE SIS AR BETT , BRI 1 SRR A8 R B PR %
SR KSF  HAILH AT i 5 1 5 «(PA/BDNF 3 A
%, SeE6 rP e A4 T T X BDNF  TrkB 25 (A & i 3
H T2 FHYL(P<0.01) , K5y HE 1 R, 2B
FHRI IR Z AL, AT SEATES , ARG . e A B ik
PR BRI S ASD ARG, MRS ] f g
I IS [FHC TR ASD R B 58 0C, FT i
ASD KA ETG3h, PIHAET 20 s R aiififignd K (38
T 15 ) REVGE ASD K RZINE I D4R
SR AT R JFRE M BDNF B %k, FiM
Bel-2 5 AR, 05 ASD K S IX p—CREB

CREB H F23K 5 [ R B
6 RE

H AT, BN AR B L PR 5 AE 2 07 6 ASD
B &R HLG R FF TR I SRR (R T4
28 RGP AR BRI %) 52 2t , BRI T AN 1
PR BetF 5% A B0, ASD B AMNE I H BDNF 7K SF-748
ik, 15 BDNF ] BER A2 W SR YT ASD [ AE T
1] . A BDNF {5545 T B 1) 5 5 RS AT VI B
ZRCATRER ASD ik K 1 —1~87 HAn . ASD AT REAEAE
BDNF {5 53l 1% 3 55, X BDNF {5555 538 %
TE ASD g E LRI TR ASZSR , BTEA L ASDA]
REAATE R A BBLE] , A ARIGYTT ASD R HERHT A,

HH 2 2 H B IOMOE AZ O A 5T /b, HZ2 40
5Tk = TP RGE R AR AR R OC T R 25 7E
1BYT ASD SBILFTE AT 458 5 0] 0 1 41 i Bk
% HHTFRORESAME SN R, 58 FL 5 R A T
Ho— R BESFROTAL 25T IR RS S ) A R
PR R ) AR ) A B SRR s H T Im RIR YT
ASD b 2yl = BLRNAE 5T 2 BRALTON B BT R HE
IRITRYSERHLHIF S B Z . L, R EEZEFASD
BIBFFT , 4 A S S ml | 580 A F A= 4
2 MgtE e R BRI IR K ASD
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