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Implications of neurotrophins in the pathogenesis

and therapy for Alzheimer's disease

Wuhangimuge®*, Aodengqimuge, ZHANG Wen, Aodongtana, Sigintana
(Inner Mongolia International Mongolian Hospital, Hohhot 010065, China)

Abstract: Neurotrophins are a family of secreted proteins necessary for the growth, survival and differentiation of
neurons. They play essential roles in the central and peripheral nervous system by regulating diverse physiological
functions of neurons, supporting the growth of axon and plasticity of neurons, protecting neurons from damage and
apoptosis and improving the repair of damaged neurons throughout the entire life. Here, we first focused on the
recent advances of the roles and mechanisms of nerve growth factor (NGF) and brain-derived neurotrophic factor

(BDNF) in Alzheimer's disease (AD), then summarized the status quo of clinical applications of neurotrophins in

AD, finally discussed the future directions for the development of new therapies for AD.
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R U B TE N RO TV, 44 B BT
PERIRIIET AD 447K 3 B0 2 (R 0,

1 WEEFET

P2 E TR R — AR N 7 W AE KR T
BATEIE TS AN FME o By e 2 S S [
ZRGRKEMETCNIRKE . fE0E. . BE R
DiRe. R RIMKMEE RN T2 A EKE T
(nerve growth factor, NGF), H&E KR EY2EK
Rita Levi-Montalcini T 1952 4 7F 3¢ [F 46 g% il K 2~
Victor Hamburger 5256 % M A8 2 2 R L FE 70 & o
1986 4F, Ut A& 1E £k 56 B 4= M) 4L % 5X Stanley
Cohen 73 == [ i DURAEH 220 R 2 %2 . NGF 2 —Fif
ooy By y ZNWEAL, BL2:1: 2 LI E
AEH. HPFEFEX NP HEAL, Z2%H
118 AN HE R 2H A 1) B e o = e B 485 5 T )
“HAR. 7S NGF Hi X 73 7 5t & 4 140 kDa, 2.58
NGF 4y T84 13~14 kDa. HLAAHIR 2 G 2% 5 Al
YISy NGF, i, kg, M. B8, X
s PR, ML 0. BT A4, #hEi
JRAM, W /N A A MBS R R T 4 A
F/b 98 i 41 gt %63k NGF B, Btk 2 4h, ik
NGF HJ40 it A AL R4l B 40/, T ZHf. WEm
R, PETRANM. RRA4EANR. SPHE VLM, RS
JUVAA 52 o 400 M % =5 ER At s

P27 5 DR A 35 DA A T AR 4H P P 43
W, W NGF LA NGF Fi 4k (proNGF) [ 7% =X 7€ il Y
W, ZJEEGRETETIKWR, W IR Al
Al 5 AY B BT 1) B NGF R AR i 2 oh . A
NGF 7 g 4 Ja ek FEAR PR, A& N A7 E ) NGF 3 22
& proNGF #*1,

B A EEWAE TR T R R T A TR
¥ (brain derived neurophic factor, BDNF), =F %44
TR BAE 5 B AL B YIS, 0 H i T 2 2
AL LU BEA B Jot XA B X IS R &R
1, PASCHRHGE A2 T AN /I I RO 200 i S A
Pl 28 0 20 I I A7 35 MUK B - BDNF 2 oA K
s FAHT RN RN, X2t E
BHER . AESUIRMR S FEJRATIG . T e xS
M N 4R, FRAZ M. T 2000, B 4. & [
PR, OME. Ml B, IPEE E RIS A
BDNF %1k, #ifiiE, /MR A5 17 f#% BDNF [¥11h
At. PUL, IfiEr BDNF & &g s T . 7
LU, AFEAE LA ) BDNF 2 R TR0

KZH5MAETCNIESE. 5 NGF 2fl, proBDNF 7
I ESSOREREIN I EAY A Al Vg Tpesecl )i OB P (SRl
AW TR, BDNF [ 7EE 5% 7 BDNF 77 {4
FRLEAR, IEF i %4 ¢ BDNF'> ',

MEE RN TFRIER R EH A E TR 3 (NT-
3). FHAE IR E 4/5 (NT-4/5), ML EFHE 6 (NT-6)"
FIRh 8 IR T (NT-T). MG E R 7 2 H 15
FI UL Je R # m FE AR ST, 290 50% AR M.
ZE IR AR RN 4L 2 rp 32 B DA B R AR 1Y
J& ;A7 76, 40 NGF-NGF. BDNF-BDNF %, {H#ff
TR, WHRZMEEFRFT U ZRBAEKER
f£7E, U1 BDNF-NT-3, BDNF-NT-4 #1 NGF-BDNF,
Hrr, NGF A1 BDNF J2& it 5t e N2 B 278 77
% [17-18]0
1.1 #HEEREFZH

P E TR T IR BB R, —REm
R WU 32 /& (tyrosine kinase receptor, Trk 5244 ),
HWaERRNTFESEFXES SHMMAELRF. WA,
SSWEESIEEE, (RHEMEufn. HASBE
BRI pT5 2, SMEERETLEEE LERE
SUM T, S T I R, BN
M5z 450 eV e e 2 S AT Trk 246 f
TrkA. TrkB. TrkC, BT 5 B 2R & 4R X Ik
SRR EEHEG X, REREAFIhREX &
PRSI X . p75 AR FEH A E L X B
BYU) X3RN 5 5 8 125 5 I A0 T X3 AR (B 1)

N N
CRD1 P
CRD2 LRR1-3
CRD3 CRD2 RS
IgL-D1
CRDA4 < IgL-D2
Fesnn
CD TKD :+
. A
C C

p75 TrkA/B/C

CRDI1-CRD4: ik e 1-4; CD:48¥][X4%; DD: %¢1-
XIg; LRRI-3: &R EHEEL W, 34MNEL: IgL-DI:4
JERRE AREThAEIX 15 IgL-D2: 4y Bk 8 A RE T AEX 2; TKD:
P S P VA X

El1 S4kp75. TrkA. TrkBRITrkCHHLFLEHREE
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PN, e R TR IR TR TR SRR K1 BRI BCER 11

P8 RN T RTR Y 5 pT5 324K 1R 5 56 F
1o EANE GG AT LA SR INK B A 7R T2 {5
5, BAS Trk ZEZAL S D0, WEE 7N
TR UL Trk Z kR E M s, S4he 107"
MPY, 5 p75 4 & MRS, HAi AR
10-9 M [22-23] 3

A K FRERE S Trk 2 R EE B 45 5.
NGF 1] A B 44 i1 7] TrkA, BDNF A1 NT-4 &5 TrkB
ghdy, M NT-3 HHA TrkC. H46, NT-3 ibRefg 5
TrkA/B 454, HEE & RELLER. 2R, X p75 22
s, MAERNTHUMIENSGGREHEE
(K’ 2).
12 #HAERETSTKZFHRESRENSHESEE

Y NGF 5 TrkA 45 )5, B%, efmEak
BN EER BB AR RIS, SR 5 IEE N
TERAARIZ 1K (1) T XMl TR A K B B 10 4T 48 1 3 B 4H
Mz, MRS &S S, R A R
FOES N VWSl ) S A E S IR % W Pun S VR X =R
S, MAERNTS TrkA ZANE S SHET
P 55 A6 3 11 T SR R B 3 490, 670, 674, 675, 785
IR . b, BRZR 490 A1 785 & EEHIH A
WRRR LA . BREURR 490 [IRERR 1L 2@t SH2 ki
S5 5% 1 She F Grb2, FHH 44 1 BC 14 & E
Sos fl Gab-1, #E G/ G 51 Ras, AR5
R FIE S FES (mitogen-activated protein kinase,
MAPK) {5 5 Z¢ 56 S B I B0E - NGF fl TrkA 45 &
I AT DL i AE I LEE 3 34 (phosphatidylinositol

3-kinase, PI3K)-AKT {5 ‘Fil . HK, TrkA BE2iE
785 A R IR A2 15 S IR C-y1 (PLCy1) 55
PR . S, IR B (5 @ B e
ZILIAFE b B E (B )PP B
WS, FA MR IR VU OB 22 15 i (monosialot
etrahexosylganglioside, GM1) = 5 1 28 °& 3% K 7 1%
SHESEK. B ERESEE, KINGF &#E
it 5 GMI1 4 B 4F ] % NGF-TrkA 15 5 3@ 8% ik 4T
WA,

VT IR FE KB, TrkA Fl TrkB 2478 i — AR 4
5 NGF 8 BDNF 45 & "%, WA R, TrkA
FTp75 #5238 i 4 M N X 38R NGF &5 &, JF H
TrkA #1 p75 JL[RIFKIERS, p75 BN X 1) 29 23
i 5 TrkA F MR A XA EAEH, 358 TrkA Al NGF
s Sk ds & WREA p75 Rik, A TrkA %
LR, TrkA 5 NGF #eRE4s &t iR 55, F+H NT-3.
NT-4 J NT-5 #f 4 i TrkA H 8 8 2 46 ™. 5 i,
p75 BEARAEE SANMIPE T, (X0 RP 2 R 1 A
ANET AR, eI NGF ik BRI .

L NGF #12l, BDNF £ 3 4 i it 5 TrkB A1
p75 PiFh 2k &5 & SE . 5 BDNF 455 )5, 24K
TrkB 7ERS R 515 7 B LB IR LS Ras-MAPK
5SS, MIME S CREB MR £ Fiifs 5im g,
TEFE4H A7 TR . 24 BDNF 5324k TrkB 45 & - Wi ik
PO Z R S15 4% 55 i, 38 25 0% PI3K-Akt i i,
HEMANHE TR R B, PR L B &R 816 ]
W 5| FERE AL B IEME Cy-1 (phospholipase Cy-1, PLCy-

Btk »[ proNGF ] [ proBDNF ] [ proNT-3 ] [ proNT-4 ]

R NGF

Sk W TrkA TrkB

TrkC l p75 I

E2 wWEEFETFIE. HREEREZE
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E3 NGFEZATRAGSESHNEEESER

1), W 2 H B C(protein kinase C, PKC), 1%
R A EYE, BEERL I PLCy-1 3455 Ca™ M2 fik
A JE ) 40 B TR FRRE TR, TS S 1 /A A ER AR
AW (Ca’'/CaM), &t ampurrig 27,
13 MEEFEAFSpISZAEERNSNES B

W E TR 75 p75 ZARIEANFRI KM NE G
J& v LS AE A AR T AN [F i A2 . p75 2R 2 1
Ak EE R WA E RN T 5 GG Gt
K «B fil Akt 5 Z i@ 6. A1, p75 XN F
)T P 3 4% 32 O T O R T A A 7 A e 2 T fr
B TS B O ) e 2R 1) R & R B K il
NRAGE Fl1 NADE R 4K #i c-Jun %2 & 7 i
B} (c-Jun N-terminal kinase, JNK) F{i@ . X e T
AH IR B R0 AT LA R b A ) 48 i AR A7 14 S
R T A IR R ) 3RIE, Bl B2 5 504 o J B RHL
N R A S BT Pl Jn vt se R, p75
AR th A2 AR fIR24K, p75 5 AP 45 & 53k AB 1)
HR, HZ5 AR MU EE, Frbl p75 /£ AD
R A AN T 2 A £ B

2 PREIEER(AD)

AD EEF LK), Z2RT 655U EZAK—
iR, PEEHTRIE, AERAT 0.468 14 N A%
PR R, I H R 2R A7E KR 20 R4 LR 2
R K *, AD B R 2 FTHARIHERNL,
S BRAR A AD HE N 0.266 12, Tt 2050 4, #
LFHE] 1.062 12 P,

AD — B BRI DA 0 B8 3 R 3017 B 78k
BIFMG, BB NE, R&REHERY. Bl
WALMEREIRAE B 2 IRE, B S MO, SiE4%
A, HEBARA R, HWRE IR E, B SEBAL,
IS s B2 IR AR, TETH], idis ™ E
e, AEVEANEE H B A IR AR, AR 4
R WIAETRER N, WIFEZE, VIMA TS ; &
KB FEFRRM, BPEIREFEBIT., K
PL B- VE ¥y F£ 5 (4 (amyloid-beta, AB) 5 & YT AT ik
ZAEBE i BE IR AL 1) Tau B R 48 47 4k i 45 912
Wik O, AD JE T T A IR TR A, B
SRMIWE AR Z, (BN AT, HaTER
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ML E TR AT LR R S BR Hh BO A F B IR 13

2 B H R AEAE ) AD YRYT 245 AR TR
X2 AD RA BEERER . IS 1E 1 DAL,
BATIR T AD [ZAJik P,

AD KRR R T e E RN T, AR
HibR K2, mMABHERET RS GEA
(cAMP-response element-binding protein, CREB)
W A R BERRAE -3 (glycogen synthase kinase-3,
GSK-3B). CREB & —Ffifi {72 K Rz H, &
FERICAZ I B A TT R/, 24 CREB 2 AL T3
BORASIS, AR B R AT 1, BefRA7 LA
MRIRICAZ ez, TR eIz R g, M A icAE .
CREB fit 55 DNA £ & i #5 F Rl K5, H o a4
BDNF [ i%. CREB )21k & [ 2 1t 52 340
il 2> 5 2 BDNF Ri&/K-F MK, 1 GSK-3p 25
MZ IR, R AR ITERL . ik, CREB
A GSK-3B 7E AD A A E AN AT 200 o 8538 1Y)
WHFER I, AD FHIE R E s FE AT A 2 (amyloid
precursor protein, APP) [ HAR M =¥ & 5s /N G &
H Rab5 HIE 1, 5 0400 N AR 1 578 Rl & A AR AR
K, MIBERS NGF 5 TrkA 454 REM Lt
AR, AT U S 0 AR A7 18 Ak LB 17 A )
T AD FL ]S S BTG I B B & s I T
EH T A4, NGF S 755 i AT i AR B A h 22
JeHiEE HEAE A EE TR T X —RIERY,
NGF {5 5 5 % 1R AT BE mll o2 1 57 % P07 ) Rab5 22 H
Sk Y. 78 AD [ i R o B AN ] 2 AR
A HBCHIIRIT AD FISE SRS E p75. T P
SEWTITUESE T AD BE N A p75 Lelg AR IL BT,
R Sy AL A AR IR AR VR R IE pT75 A AT 4
KA, T HAG AL T AT b p75 AR
NGF. BDNF., NT-3 ({524, [FI2 AR 15214,
p75 MAMES AR Rt &, WS AR KA UL
L R M. T AR IEREE IR, SEEN,
T AR TT I W W, p75 £E AD ) E %
o ZHEANMGEEmE =44 % D, XthrlRes5E
FRRA —E R FR. AT ARG, 44K DE
AD R B AA —E LRI EM, HL
il AT BE R W PUA A S B> AR ROUTAR, )
AR B, deAh, SCRERIRIE A ELE MIE 3 B B
TR FIAELE AD R 45 ke B,

3 NGFAIBDNFZE M /RIR G ETHE P RIIER L
Bt iHRE

FE BT ZR IR & i B2 . NGF A1 BDNF

H

o
i FL
£4

]
H

XA TC AT A T A B E R . NGF A
X fEH TrkA 454, 55 MAPK. PLCy & PI3K {5
SEE, (ERE YRR TS R, RER
ZILHIEE ThRE, RSN Ca¥ IR, Bk
PG RME T - S5 R TR E AR
P, BHIERRZ TP T s el A AL AR A
B EEREEYE, kR 2 )k E e, L&
PR — AL & (NO) & il B s 12, PRI A
FINO Stz ey aeE P

VLWL REH, MEEFRE T HRIEKT
XA IRAT Y B — € . AD B R
NGF RIE/K PG MMEZE R, AR A A RIS
AN—FE. WIFRIBIE AD B Mg K. iEEE.
I 2% H i NGF B B SR, 78 K i 5 2R (Al
X NGF &G Frign. o seikiE, AD &M
FHEM NGF RN, HAWikiE, AD HEEE
HARW MK NGF EFb, [ I B A% 4 g R0k (1) %2
A& TrkA W8, MR, fEEHHEE AD 1 EH &K
P A E] NGF Al TrkA 3 F B#, proNGF $#8n. frLA,
KT AD BE KN A FIFY BL NGF ik 7K i 76
EW. RZH TSR IE T K NGF fI8 = 251 &
PHERREBRFG . #hE iR T, A28, AB JUAR.
g LF gLy 02 REIGR BT U A AR 7T S
UESE T 2 A ARIE, RIS/ AR P = NGF B
LT AD- FE0 BRAEAR, W1 AR KA. tau SR AT
FEWERR AL Sl R T RERRAS . NGF 677 I BE 2% AD
RN AR N AR R BIIRAS, JFREFH LRI 12 /e )32
B P B H TR EAESE, F AD &% ] NGF
FHEME SIS, JF5 AR HERURIA S0 A8 /108 A
AR RN ARS8 55 RAK B, F NGF
RE TR R AR B R R A 206, (R 3F TrkA 5 APP
(1) 455 F1 APP [n] =y R BAR (R is fa, A 2040 ) APP
FBURT A [ A B,

AD B # 1K N [) NGF. proNGF. TrkA & p75
(ZRIEACE H AT AN . WFFCRBH, 7EERE W
A B B R A0 22 40 L proNGF [ 5 25 M X 18
il proNGF 2 5 p75 45 5% S ST, K
H BT 7045 BT HED, AD 3% proNGF =31,
TrkA Jo B 2L EC R B, B9 IR proNGF 5 p75 45
SN, 1 NGF BT B
AR ETE, {H3Z 4k TrkA ()35 B %A _F il ok
BT HoAth J5 A NGF 5 TrkA %541 S 20 A8 1% 1
B Al thah, AD BEIANIIREL AR B H
TURL, AB HEE S p75 454 51 R AN R T B2,



14 AR

H30%:

LA W5 KB, CD2 #5511 (CD2AP) 7£ 41
Ml 5 TrkA K p75 6T BUE A2 G A ik o8 1)
A K, b8 T Akt 3K i 75 NGF {5 5. CD2AP f{)
mRNA K& K FIEAE el 5 R KT, i
202 M HKSF PRI, R B CD2AP 1 A — Ml
WEEKEA, Hil25 NGF (5 5E%, Y
25 TUEE K AT P RN R 2B K B,

KZWHFRH, AD B3 KK IhfRe R BDNF [
B2 245105, AD BN BRUAA 9 i 2 EY BDNF
KPR, [ A A BDNF B B3 . 487,
BDNF 5 proBDNF [f) % f7E AD 51 4R &2 2 ek /b B,
AL Y45 AD B U3 tR (3158 A7 A0 #2241
ffif¥) BDNF ik &84 B & R U (ARG 971
VG w2 TN B = BDNF B, 4 il g m]
WYE. BOIZ . MR TR & MAPK {5 5 18 %
A SCIE R RIS E A I B N . XSS 1AL
AD J 245 NAK N BDNF R B J HoAth AH 56 3L K 54
B FRETIMEG. Xt AD &2 flE = BDNF
(it oo i AR Rl Rk B R4, R I TR
YIS i S g T B MR s S R (AR Ak T B A R
(AR ABATE o

VW FRAEY], 76 AD. W& /M. = &
HE R 1) BDNF K& L mRNA 5 TrkB Rk & 3H
ANFEREE IR . Rk, A3 S BDNF RIAK
A SELE AD K JB K354 L IRE . Ferer S0 R H
K {2 5 0 g 44 BDNF #ll TrkB 7K “F- 354 i (%
Ko AAIURIRE W K I AD £ 5 BDNF /b
proBDNF 7£ HAG VKN BEAS 1 253 1A Py PR ARG P

MEZW IR, FHFARIMERA AD BHAEN
BDNF #BF#A% . FRA50A KN Th R faetis & A (g FRZHAR EL,
fif % BDNF /K-FH g s 5A — it 7ot 30,
RN T RS 3 A AD #3% BDNF /K36
Jt. AD RUHEF G DR AN TrkB RiA AR, 1M
AEBI) 2, AD B35 kgl 5L 9 5k BDNF 7K
SEH R R A ARk, {H TrkB ik prifn W4,
PR Z W ARIE, Wi BDNF 2 H 524k TrkB /K F
AR B AD K EA AP, 1 AD FH,
BDNF 7K-F-2x 140, {H 2] T 1 #, BDNF 7K 3 F B
T RGE, Furin 8 A A e {23 BDNF % # £ 70
PRI AE KA A e 2B/, i ReiEId IREla-
H W&, ki AB IPTEL 568 AD il AIThag
BRI microRNA-613 £ AD 53 sl A i & .
o i T i B A N SR IR B B B R, RIS
microRNA-613 f¢ 5 BDNF [#] 3'UTR H#45 4. iX

— R I W] microRNA-613 1R 1E N —Fi i it AD
R B FEI A bR BRI Y BRI, H
o- B -3- BRI -5- FUIL -4- M T R A2 1k (AMPA
AR ) SATAAS JRIT AW KR f5, R EE
57 BDNF. NGF /% NT-3 [f] mRNA & (47K 28
DERE, ASCETHEERETRER FHN
TR, TOHREFETT AD 138 P B E R
KW, {E£ BDNF B:[K% Y1 66 ()0 & Ey— A5
DR 1) 22 25 P B 42 520 BDNF 26 K0 r #0015 8 6 o
XA 156265, K Valine66methionine. val66met
ok G196A, FEMLF 66 A7 E L, —3 0 N1
+& valine, A —#P0 N 4& 45 54 W) /& methionine, A}
%21 BDNFval 1 BDNFmet ¥ 2 5, ¥R SR
7 BDNFmet ]34 A\ L4577 BDNFval [ 4F \id
1277088 5= =, i HARATT & Py BDNF &IA7K
PRI € AT B AR A . I T DB ARG 14) A B ARk
1T TIRABEFS, UE B BEAR R 2 B B A58 RN
S SVFEAZRE ST, TSR 2 RN BEAR A D12 R
# BDNFval ) \ i3t BDNFmet ()47 "1, x—%
AN R EZBEN BFEHREH K AD BHILIZ
JIFERHLIE SR AL T BRI 5 — DUt TR
iERH, proBDNF #7457 val66 541 n] il it GSK-3B-Tau
5B I S AR A G S Ak )R 55 1 S R B, W] L AD
R AR R RS R B A%, Br T NGF. BDNF
K EREH, A EMEAS SRR, FER
NI FTA 25 B B A ek B0 20 1 Fi
1BI7 AD T

4 WEEFETFREMFEEYIRAIEREE

P2 E 2T, 1 NGF A1 BDNF 684 2% FH 11
FHZZE L2, P RE AR BE 4 28 o0 i T2 RN A 2
FIAESH A S g4, AT S A R e A2 R
AR AD IR, #%) AD (13EF2E. BT NGF
F1 BDNF #[7E #ih 22 3R 47 M50 v R 4% 56 1 Z I 1E
A, EATEM SRR BT A A AR/ R Tz
WIS, SR, T eI Z5 R30S 4R A X
7, WHEAL A G KR, AR MR I i fix B B 1) A
FIT 7 DX 38, A 23 e ik T ) e 0 AR N B ES
SECEAEIRIR 697 AD [N FHAZ 28] 718 2 R,
BAREA —FT RAT BIERR. HoARRRE. %
AR, 2% AD BE 2Tk,

4.1 SMENGFRISNITE

NGF 1E i R & (1) B2 B TS 6 AN W7 R R, HH 5%

WA AW E RN . AR 20 4D 80 AR HE K B
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ML E TR AT LR R S BR Hh BO A F B IR 15

i 5 2 5 NGF G848 52 32 0% 2 ) 58 K /iy o 453473 () AR
PRSI TG, B 5 FH NGF J3 97 A\ AD (14 F &40
SEVE T /N B NGF %F AD 2 4 2835 i 5 B e v
Sfo FFFEEATIRIR AL, F NGF 46825877,
RIS T A a2, HKIRIT 25 B #E
LT R E R AR SRR IR, Rk TR YT .
XU T R %% NGF 15 15 NGF 21l K L
(R FH R L B, s R NS S KR
ST E S QAN N BT CYNE BN TR A T LN
FREEE, HETIR R SR ILRE T, AR AR A
H—EMENEH .

AR L5 F = X A4 5 BRI X 4 R S
(central nervous system, CNS) #H & f fil 1] 2% K5 1,
NGF b o] jl b &b s AR S 45 24 . 52 P 45 24 48 NGF
Al Gaaed I B B N K S BE BE R, I
By &R N TS 1L T8 NGF 78 ) 173 % A i
TGN K, TR AT 2 8 e NGF £ 4 5 1 R 4t
PR EE M HL A k. (Han A DL R o s 24
SN BRI — . AR CAIE S I AR
R 4 25, NGF ] 2350 W 5 & CNS. {H T iR
B B A B S R I IR R, $ani% NGF 19 20R
FIZ R & 25 25 B,

R B — WU 5T 0 T 92> AR P NGF 7 K 1)
RIEH——9%98, M+ 7 AJoJE NGF (hNGFp), £
Fik N\ APP [f] AD (5xFAD) BRI A 5T T hNGFp
IVE o 45 3 57~ hNGFp (gt T 2 i & e ik &,
B TR AT B AT R T REREAG S AB GRS I
ST IR, hNGFp &Ry
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