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The Functions of Neurogenesis in the Occurring and Developing of Depression

Liu Xing, Bao Jinfeng*
(Inner Mongolia Medical University, Hohhot 010110, China)

Abstract Depression is a kind of common mental illness. Currently, nearly 350 million people suffer from
depression, and major depression has become the second common disabled disease in the worldwide, resulting
in a heavy socioeconomic burden in families and societies. Despite recent advances in neuroscience research, the
neurobiological mechanisms underlying the pathophysiology of depression remain poorly understood. Neurogenesis
is a process of producing new neurons from neural stem cells. Besides maintaining normal physiological
function, neurogenesis also plays a key role in pathophysiology and symptomatology for depression. In the past
decades, extensive effort has been spent on the understanding of the functional significance of neurogenesis in the
pathogenesis of depression, mechanisms of pharmacological treatment, and discovery of novel drug candidates for
depression. This review discusses the role and mechanism of neurogenesis in depression.
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Wlo BT HARAE ()95 BRL SR 2%, 0 22 i AR SURTLC B
K&, /97 7 A BR, aoMDDXT B #i i T30 AR 259
TG IR 2R N 30%~50%, FIARAE & 2 Xt 2454 7 A i
MM R F S, RYTH TR 4A IR KK
JRIBRAE, (A 93 A AE FAAL A . DRI, ) B AR
KE R IR LA . ST 2375 U B R R 9T
258 RANARRE R CBE . H AT LA 3 EER R
T P 1 B AR RE ) b 22 R0 43— ML, VA AE 1 R i
388 AR 150 M ke 4 52 1Y), HLK 22 H0 s L HL AR
ZGHRBRE IR 157 5-F2 (L i%(5-hydroxytrypt amine, 5-HT). 2%
F'E _E IR & (norepinephrine, NE)HJ/KF-. HAt A 54
AIE 9o WL 1 3 AL G AL R Ul . R
B 77 R {1 U0 R 22 0T A4 T A A (JRE B ) B
o TR, MR MY SEI R W], s R AE
(neurogenesis)5 #IAIAE A 5C, J& FARAE ™ AE 1) OC
Blilo Ja i J&y ke P JEOR T RN g S e 42 R A A
IEERA Wt 2 R AR, v 51 R AMARREAT y, BT 38t
AR 2506 7 RORAL R, SRR & R A — e R
25 7 HIHRRE ) K A FBUIAR 250 (RIE T RO P,
T (i i3k i B i 8 A2 AT AR AR REAT s, nF '8
IESFBRIAR ST . DR, AT A R X X Se A T4 th T
PRSI )P 28 YR AR i, RIP 28 A AR it

1 #HEEE

MERAERFT M =AW, AR
PR, 75 RN S DR Bl R 24958 57004 MUk
RS, R AR L 2 AP IR, S A 4H
JfL ) G FE AN Aris T8 . MR TnIT R A G, DA RORT
AP TR il B G BIILA M & o el g rh B, T
PRER I AR A T VIR [ R J0RE TR [X (subgranular zone,
SGZ), A T SGZH iy 22 Ju i #% 21t 4K 1] i
K2 IF i 4R B A R 2 76, = T X
(subventricular zone, SVZ)tHIHA 7= E B & o ae
7o B T SVZRISGZ, & H AR X A7 AEM 2 K A,
QR JE A

TE A AL R v, g 52 % KRG 0] —
AN RBELH RS 77, W B AN S 5N AT Rg, T Ho2 R
T BRI SR S A, [R] B I X L IR At 2 B K]
FEHBUR. BEFCUEM, MRS R RI )
BE ICIZAN S A R mT EEME A OC . FVAISIRE ) e 2 Y e
TRuEER IR R, BT AE R 2 e B K I ST AR ia
ITIT 0 R BRI AE FHL. H A v A mT B R 5k

I AR A AR R IE B N R & O AR KT, B FEE S8,
PRES R Al D B S R B )R A AEA T A,
A5 P AT 24 8 BRI e T Y B /DN BB A 48 i AR IR
SHFAAEERAT A, BUNAR AT TR A K
AP ARSI ORI, AEICIE B A TR
iR S A ATAR AR AR G /1N, o 28 A AR
PRI, X S8 fixi X ) AR AR D T e S ph e KA B
KB, ZR BT, M R AR R IE T R S EE AR
*Z 5MDDHI A

2 WMELXERIEELAELZRPHVER
2.1 F|RHEIEREMME & % PRIER

IR (stress) 2 25 MRS 15 0 1) o L SRS R 2R
18 1% e 71 AN R IARRE R AE ) F R = . A
37 A AT e BN R N 2R G A AT s
A7, AR AE O KRS 3 . AT & B, e
JIRIRERRKZF, 238 (A 28 e 2R A, FExT 03
fg R = A AR S i1, Ak, R E ISR A )
CAT P S A 2 B M) RS o 228 i AR R T S AR A 22 K
PG )R A . JEH AR ) LB B e DA 2
J3 18 P e 77 1) AR S 2 3 T I R AR R ) X
B o P2 1) 5K BE 1 53 B B B I 7R 2 I 42 0%
JE 0K, FL R AR AR REAT 90T 77 B
T T BN U5 SR BN AR i ARUIR [B] R g AR 42 T
(IR /N RN RE 5, I H AR I A H B A 4k 28 e (1) 7=
A R T R BB U, 2 AR G U5 3 0 T 905 5 282 13 1)
J 7 A A R A AR R J5 R I AR AR AT
U TR AR, 4RI A BE S I (PE T B 45 5%)
oY BESZ Bk 5 EEE BIMDD ) R A 0% F H 3 4 1
AEN L, B A, A ERE I E A SN 5 SRR
REUSe BT A, X LIl 2 B 4 JE AR MDD R &
Hoilg SRR, WK B IZ P51 K A AEE 5
LR R, RIS K E oG, B E I J)iE
WS A i D H A n AT, FEB s
Wrh, &S TEe N, WERTEEEL. K
W EE = W RIS TR 5, AT
FEAEAMACIEAEAT AN EMG A SREN Y R, Sk B
e R 1GREE T ESEAL e A iae st
SRS s ) 2 9D g By ph 28 i A1

T B Wi~ &5 I ¢ (hypothalamic-pituitary-
adrenal, HPA )%l /& N B2 1 32 B R 48,
NI 2 AR I N, HPA S RS0 32 22 i
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SRR, H RTANHPAR Dl g 25 6L 2 A AE 1) 32 22
TR AR B A ML 2 — o BB TR 32 M4 (glucocorticoid
receptor, GR)AEE K2 Jit 3R 52 /4% (mineralocorticoid receptor,
MR)FE R 0 0, A2 20 i P LIS 8 1) 3 22
IR I8 RIRE R IR (glucocorticoids, GCs) il
JE IR AU AR A, S HPARE M, AT 4ERFHL
WRHIBER AP RS o S A N7 R BRURR X,
WL HPARH B S AL 9 TP AKX, 1SS+ S I GRA
MR, REHPARI F S A5t 9 1) G 8 X ke [A) I it )
XFGCs7K V- U B RF A BURK, 25 5 5l i, SRR IE
S HPA 3 B 0 AT RE i T S D Re a4 51
FIGRAIMR 5 Fr 8™, B 7L B, GRAE M 244
LRI R B & Te I R IE, HRIE 2 VF 2 PR 15 R
TGS A R R A TR 4% A, GRAE N —
e R, W] s i S AR 2 R R R A, o —
LK Z 5 7 HA R 704, WmiRNA-12451,
Rlit, GREEWE A ph & o385 7rfh. e
Dife A REE R JAE B, U
ANBEIE R K AEVE R, XA D e 5 5 0l % 5 BLGCs
ST, FRAE RN 2 R AR PG RO Bt 2
RAIFEEONE 2%, AEFELIFHLT, FE M
SFLEOHT A 20 M B ok 22 A AR T, RIS 38 NG Cs
FRZKF o AELAS P IS 38T DA o) 40 L 5 B A 4 R [l
HH T A 22 T IR A R PR AR B AT R B, B N
T 28 A TR B B DR/ BRURE 1T % GCs s 3 (R A A
178, XL, PhE R A A S SR SRR R A R it
FEPRIEREENER . KT8] A BEAR R 5 O 0N
e AWARAE A AR B SE R IRl 3R 22—, R8T VIS AE FA) G A
KAV 2o 7= A A R BRI o e e R %) <
T4 Al B Rt AT 1) A AR [ i o 28 T e 2 AR B
IEAh, WA KA 5, ShAE b &5 ) IR B BUE,
LI AT R M)A A, Qi AR AT Jy PR R 2K
Hhn. g S pp e e A B AT B BLEUS GCsZKF 1 1E
WAL, BEA A 48 R A T FEAIS ST AR 2454 1k 5 HPA
DI RE, S AR 5 42 K AR S HPA S 2 8] 47
FEXL e TR
2.2 BRRMEERENEMEFME L EPHER
B % #f 22 34 Jii (monoamine neurotransmitter) &
—H BRI R E o W e A i, T
FAFE5-HT. NEMZ % (dopamine, DA). HJf&
PREE I ST AE R INR B 1 28R 9T RIS R A5 T T
RIEZOAER . B TR BT AR 24 197 ROorm/E H 3£

LD BRL i AR U R B A, R R 2 0 AR A
5-HT. NEFHI/EDAM 28366 J5i 52 4t 14 35 &L 2 0 AR AE
T AR B R B T AR SR AT I, I P 5-HT K
P 1R ek 2D BEHG h0 43 ) 5 Bom 22 R A e A
FIARAE B8 25 NEZK T BRI, KB 77 5 SO AT A
JEE IR B 2R IR UG SENEZK - 1) R %5 NE
BB 2R B S A A T PO 1 22 T A 2 P R T
AR, I 30 A 3G A R [ RORE 48 i P A 3 A )
A IG5 S PR 40 R AR, T A AEDUHIAR A T R
NGRR3Rk 2 FpS-HTZ 4K, 415-HT A 5-HTacn
5-HT 32 K. 0 S5-HT o3 A4 0] LUK i B 14 IR 5]
) ST FRE J22 R i =5 X R RORE 40 B 3G 5E, A i
PR R A B BRI, Bk Ee H, S-HT W30 78- 52
e 2-(-N-P 2 B A DY S AL 25(8-OHDPAT) A1 5% fi J&
5-HT a2 A4S 255 W] AR AR ] (R i 28 AP,
IM%5 T 5-HT 5 1A 58 235 PUTIWAY 100635 7] AR A
INCIRE 2y 3 S il N R A I 2P N N E2S 3
A R By i 278 % DR i RV R 427 R R T (brrain-
derived neurotrophic factor, BDNF)FIIfil. & P J7 2k K
“F(vascular endothelial growth factor, VEGF)[# 1k 7K
o FES-HTiaSZ AR B /N B, 36028 VTR B A
PR R AR FIAT DR PR 5 M 38 0 1 2931l o i o B
RS W 1 R B O R S T R A i R T
7S FIAICRE 8 3 I 5 A SUIR AR 1 5-HT 5 5-HT 1% 7K
(1) & A %5 FE BRI, IX SR R B, S-HT 2 1K 2
1% B PRS- 52 8 i B 55 HUA 1) 77l (selective serotonin
reuptake inhibitors, SSRIs)X} i AF i B 1 48 i A= AT
RIS ) A EEAE R S S-HT S AR B sh 77 m] LA
75T U WA UG 2R B il B A A R A, S FHS-HT,
ZARBENFIRS6733316 73R Ja, MMALFEAT A IH R 4f
B, KB T X BDNF/KF-Fh @, 5 gk [0 2 Kk
A N B O, T X A 8 R 7 A AR R UL 254
Z /D2 I Ta], 3R BS-HT.S2 44 0] BE & Ui Al 25 1
FH SR RE p . A I, 5-HT 32 AR P70 vl i b il
P 22 A4 IR ) Ak, 3R B S-HTSZ AR B30 71 Y
PUEAT AR A A R ARSI S P,
2.3 HMEEFREFEIEEFMMELEFHIER
i 2278 3% A ¥ (neurotrophins) f& — 28 4 WA M 1)
w|AR, ©n AR ol R K F, I B4t
FFGAM A TOAE G . EE AL BDNF, M4 E
[%-¥--a1(neurotrophic factor-alphal, NF-al), sl £F4E4H
oA K[ F-(fibroblast growth factor, FGF)FIVEGF%%
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FIHRAE ) 2278 7% B 5B i e 0 6 BDNF 55 7%
Z R W G 52 /B (tyrosinekinase receptor, TrkB)(— Ffi
BDNF ) i 5 AN 52 44) S H R il R 7 i i s 5 1%
SRR REREAT T W T BDNFAEHE 5 Hh ik,
& — B U2 B SRR A0 RS A A O hR 4, 1R
FVHICAE s BE AR 2 e 4 B AR PSS, SRR
G B2 70 A K B 55 4 Z{BDNF 3R IA 1 L,
UESEAPARAE K SBDNFZIA T FER7. K BDNFIE AR,
ER BRI S 5, ORI M2 e 22 R ARG Y. i
R, ORI Z IR R W], BDNFZ 5 |4k
A, ARBEAABREAT AR ECT, R, IHAESD
PR CL 2 E W], BDNF K /K- FRAR AN B A 42
A D S AARAT Y R A, 1X 3R W], BDNF/TrkB
RYUIRE SRR Z KA J3/D 5 HIARE A 5SH0

BRI TURIL, HAE R 7 WINF-al. FGF
AVEGF A e £ SRR A A0 B A PH 2 oh R 4%
% B AR, CUHINF-ol RIFGF2H7E g T CA1-3
XHEAMZTThRIE . BRI, NF-a1Z 5 7RIk
BB R AR T 5 BUIE /N BRI AR AR 4T 999 e 30118
P4 A2 N (chronic restraint stress, CRS)J& /)N R AS
R HIABAEAT Ay, 388 Ik i /s BRI 5 o A R B
NF-ol. FGE2AIUAR A h s 22 A A 88 0. A2
F, FERIICRS A, /N i 5 THNF-al MIFGF27K 1 [
IR I ANECFEAT A NF-ol bR/ B B FGF2
AT R 22 e AR ek /b HH BATAREEAT 9, 45 T FGF2
JEMPARERIIN, IWASEEAT WM. L b, FERE IR
FA ¥ B 44 22 0 B T 78 98 7%, NF-oul i 53 20 Jifd A1 3 19
B R 7 7 85 1 1 (extracellular regulated protein
kinases specificity protein 1, ERK-Sp1){5 5 H.#% i
FGF2% ik, A, /£ % WICRS, i NF-al %Kik b
W, JF H@ 3 58 (I FGF2 0 T 1A 22 R A= 7E BLIIAR
FEAT R R OB AE 4], FGF222 584 i idt
FEH IR BT B e A, B FiR W, FGF228R %
/N BR A R I LR AIARRE BEAT Dy, 9 A4 Bl LA T Sy
PR e I, b B AR RN BUM B, FGF224k 2%
/N BRZE A IR BT 0K 40 125 v B9 DCXBH 1 41 g % H
R kb, REATEG Z FGF22ME LT, K& H i
Ly 2 R AR D o FEAE ISR IFGF226k 2K 7N B,
ehHRS I SR 2 R AR gD, N R R A AE K
“2(insulin-like growth factor 2, IGF2)ii 15 #f £8 K 2,
P 1t By CA3 X [ FGF22 7] Bl I IGF2 /) 2R 1A K 1
TURRBIR LR A ImRBT 7R W], FGFOZEHIARAE

SR 1) S RN Bz 2 )RR G N, FGF9ZEAR /)N
B HH B HIRR B 2R 1S, FGFO W] 78 AN B0 A% Rl AR i
PRZE AR G B0 A W BR il A i 242 A, TR FHL
WrFGFIRIE F Bl WA g & 1697 SIVAIE BT SR ms Y
VEGFJ& T~ I8 17 1 A2 A IR S0 19 1L 8 A= B
A2 R ITAER, WAL ILVEGF AL JIAH ISR
I [ AFAE R B, VEGF &2 52 fif 48 248 K 1 B 42
Y, I 5 A P R A A K DR 2 AR 2 i A
P 7 A0 B A A PRS2 AR 3 6 A AR TR 1 i = X A
R B 228 e AR [P AE RS AN ] TR0 ORI
V1 X VEGF AL A 52 41 i 26 A R 7 52 A2 (1 7K S
FAR, IF B A GE k> . BLiARIG ST fa (e
VEGFHIZRAIE . 5— g Bk T DA 5 Eh 41
G TH, MISUS416(VEGFHI i 751) AT LA i = 40 A 19
HEFEM, JESTVEGFIR YT AN SV B 0 7 H AR IE
F, A SRR X ) E A T A AT, 2R i
AR IR A (] 73 AN T b = A= 4 B DAR 78 2344 R AH 48
Lo w2 HE 40 B EH AN SRR IR IE A8 44 R R AR
WURL AN AE RSl 2RI 58, 38Nk By i 22  R A,
Z 515 N2 D ReEE A, AT AR AEARE o
2.4 HERFRMAEIERER S & £ P AVER
P 41 i (neuroglia cell) & K fili o 55 K 141
MO, N AN R EE A B 5 41 Al (astro-
cyte). /b5 41 it (oligodendrocyte ) Fl /) 52 5 4 g
(microglia). 122 5 5T 24H Mo 2 Fili P 4 JE A 4928 40
P28 T8 it 4 i 0 41 8 T 2 R] A TEL AR FHORE R DK i
B DIRe B OCE B, JAE R, W FT R, IR A
Tk P WO R A K 2IE AN AT L IR 1, A AR p R
I R AE R R FE R IR
241 RSR st WP ARE Aedh 22 K 4 69 %R
TEMG R, 4R 28 I e A B ) 32 EAE VR AL B/
Ji J5 248 Jf v 3k, AT I R FH B 0 A Ao B 1 ) TR HL T
RS IR FSCAG TR SK /N 2 J5 4 L s TS - ]
KECHEATH T BRI, /N 2 OIS 5
A o 1 A B 52 TR AH OGBS, G U5 R B 5l ke
FIABFEIR B0 He 77 tH. 40 30 e /0 i Joa 240 e )
B, WAMINEE. K RUE LR FE AL 12 AN o] U
JE A v ] AR AR R IR, Ak [F R R AR RS A
PAE K F--1(allograft inflammatory factor-1, AIF-1)3f
Pl 5 /N 22 2 S5 4 I R 1
/IN G IO 44 L Y8 A o) o 48 A R 2 T S
81 I [ 1 22 O AR S AR R DA D o VRIS RE (1) AL
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13T, B TR B, /I8 T A T 4 R A A R
M) = 22 5 6o ST A A 28 0 4 R T A S X L G 5 £ 5
M4, Wk 6 43 3% 85 F135(vacuolar sorting protein 35,
VPS35)s2 [ e s i 1 K R B AL S o, B I 20 AT 7
TR i DA, A /) B 25 T DX /08 JB I 248 L
R IA TR o 30k 38 M e 53R A P 0 B /0N M 5T 44 L v )
VPS35%: 3 B B U R 1] ISGZ b /N B Jo3 4 it 5 2
AEPERG N, R AH A S s TE T &, A2 T0 o)
Do Ak, S AR A IR BT A FR T AR 2 T R R
HH B SR T 25 SZ AR SR 3 2 AT, [ I R B A i
JT 40 I VPS3 SR A 1 /N BRI H AIARFEAT Sy I RE
AEKIFPIAZ B BH . BLA, /N 5T 2 X
2 R A B2 AT B8 A A 2 1 (interleukin 1, IL-1)4)
o RN /N 5 0 0 SR 385 7 A B TL- 1) DL3E et 0
HPA 4R A FHRTRE B2 57 8038 A0 23 Wl A FH T = 2R
Hoxr g AR, an'E EIRVIBR AR B 1
IL- 1/ SR AR AEMEHIER- . 5540, IL-17] LLE#E
PO H g A A A0 M A T RIL AR, 3B
“F-xB(nuclear factor kappa B, NF-xB)[& 5 £ 5 i&
FE AT 4 M 19 TELRE ) AR
242 EFRIR st AR E Feih 2 KA 69700
BTS20 0 25 5 i ) % b D 0 A FR AR
W A P A b T AR R T R A T BT, W TR
B, MDD i 2R I A 5 5. RS, A
Joi 3 15 RIS A8 Tl e e WY . R AT 4R R B A
(glial fibrillary acidic protein, GFAP)FIA FHF 72 & I
HAEMDDA i # P B 2 R . A AL i 2R,
55 0F R B, E B AR 52 150 i H GFAP mRNAAT
A KPR 3 kb0, FEMDD B 3 1 o 5%
B AMR-RZ AR B RN T BB AR
-1 RIE PR, IF BRI 5 5 5 T 1 5 40
JA S AR S 1 B T Cx 43 /K T L BRI, iR
KLY, BICEFT0MZ 5HE0RE ) R AL R R 2 .
g b RIS A AL R, e rp— e i A
T B8 i 5 B F) AL A7 246 A S, 177 3 — 6] DL o
2 e BB R A A R IR A AR . [R]
BTV Jo 40 i T DA O B AR S A R T i
YHMLERE, 77— MDD REIE S AR, JE I Ca’ e AE B
RIS R P AR I An . PRI, 20 B I 4 B A
NAEAH 2 A RS o A% O A TN it b ek
B, BN 20 i B pp 22 AH 40 i Hh 22 Th R S T A7
Pneogenin 1 2% ] A1 52 T Ji5 J5t 4 B 404 164 m 45

FEIE T s A PRI A 2 R A . %
neogenindft 2% (1] /1N B 22 R I HIABAEAT A1, ditk
[en] P B2 T o £ R P 43 v A S A P i AR R 2 e
(1) 5 fsl F1 DX 248 B A5, R W B ATTHE A 48 R A Th e B
WO P R Y, E4h, miRNA let-7bfllet-7c £
BN AR SAIRE PRV T AR b B, 1T B TR IR I
41 J 53 A B AN AR T AE REER AR TR R BT A let-
TbAllet-7c, 225 40 o v eI i 1 T miRNA
AR AR LE VI IE F A 28 5 2B Rt e S,
2.5 LA MHE L E RN

bR T SRV R AR I R R R AT S
FIARAE P8 25 2 18] () A DG 1t 2 b, K& TAR 5T
THERLESHIART Z MR R, BRI
VF 22 28 SR PT AT 2540 0T 369 0 R I 5L 3 ) DR
(] H D 4 5 B R o 4 R R . BRI AR BRI IR
FELPR S YR 97 0T B P SAIRE 7 R0 3, AR e ¥R 9T AT
ST DX ) AS T A RE A4, SR 5 8 3R X RR
PER 2= RO R 2R BL ) 40 . [FIRE, &8
OGRS, G PSR, TS I RURE A L A M A .
22 AH A R A AR A2 A5 J3 A DR P PR U R ORE 2
J, PR ISR 58, S8 I Bl 2 R AR O, TR
ZyUnSSRIs, B 25 HH B b IR 2% SR D ) 7 AR
FEL ¢ R R o 364 I S 5 ik 45 20 0 185 Y R (YT BDNF R
KRBT AR VD B & — AR SSRIs, 1F 538 i vkl i
GiF T NS ], Huide TG4 T FE KR (— P
GRS )51 L 1 /)5 BROK 10 5z J53 F0 5 H BDNF (1)
TIPS, JE G2, t1S47445. BT SR RITT
N AS-HToc 52 ARFE BUF, 3G 0 7 me 4 34 = B
PR T 2 AR BIF ST R I, Sirt 10 77 1 22 7 I
AR FEAT o B i S & R A2, KZ
BB 259677 BNAN G R AE AT FC 5 Hh 7R 3 B 1)
Ak b, R I (R T AR B, UL 24 T DA
B AR A TC B AN o F R BRI AR T . TR AN
SRR 22 T S5 e 3 e b 5 A K 75 5 AR ol
28 T 1 BTG I L AZ VG, AR A 48 T R
A B VR [ [ 3 A I — A% B () F2 R A6 T HAR
iE 2 R AR

AR, W 90 R AR 4R A ml LIS i 34 353 30 %
BAMATE BRI T o WA E B AT B A E VS
FEIREE, SRS R R A R L,
FEAT DL EE AR S AT NS o 18 B ANV AT k2 AR
i SE S IREIR, R AT AR AR MG 5 SR M AR R 4
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ARG LT [F]IN A B IE Bl v 4 9 S 06 ) A R A
Wbz R AR, JFSE AN IR [BDET A 22 TT I AE IS . 1Y
SRR BT o SIEI6E 1 38 b HL BB T8 L R 22 ]
22 B AN Al T B AR Zh P 1) S AR A B S F
XL RGN T B IR R 5 AR AR G Y
1709, JF LA R T A 2R (8] A e 28 T ) 48 SE AT
AT B T BT IR (B A 2 A ) S B
NI, WHIURIL, AR E B R A LA
SR A B YIAE FL AR SR AR D AR AR AT AT, I
HAZ A 5 PR R0 AR SR 22 A A A R AT
S H RIS WG R SR B R A R B FEAN R 0
2, AR AT TR B W) R A 2 e R RAT N S
A RS A SEABERRE A R A — 3. 2RIk
&M HIEE . Stk & iEsh A > & RO HA
J7 VBT HHICRE (¥ — A R .

3 49E

U0 1, A LB 335 1B A R 1
HIAE 7, R — P ROV AISE 28 TE 28, 336 S e
S B TR U e T . AR R, B b R
SERRTC AR, RILHPARH I B8 2% 8, 2 s

-

Neurotrophic

DR 7 AL A, P8 e o 4 P S o i, 25 i
T TR ) 2 S S S RT e A HAIIE K AR ) R A
H AT AR I, ARG S /8. MEEFRE T
Y1 IR 7 S 0 2 TR P B AR TR R . ELAH S, T AR
—AMNEEE SRR ARG, BRI, I X SRR
# 2> R 5 HACRE A S DA kA, RIFIEIX
MR AHI 2% R G 2 R A T e B A R .
W4 R AR RERG, AT A o A D,
Y5, 1 L XTHPARI A 5% . S-HTRHE 5 R
GiE . MATE IR T A I R T KO B AR,
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