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GDF107E PR MEZE R G Intr RIZE/ER

Bl g AR kAR
CEEMREE 28 78 i 5\ A 2R 2 35 5 5236 =, BERK 541004
MR BE R K 2 2 0 TS WA Bl 2R 2 BRI T 70 2 o S =2, S 325035,
SR K ZEAN 2 S AL S FT BT, TR 325035; 4N T N RS ZE B A 22 AR, #5M] 341000)

WE A KH51LHE T 10(growth differentiation factor 10, GDF10)£ 441t 4 K [ - B(transforming
growth factor beta, TGFB)# K% 41— R . GDF104 £ 2438 P R X ZARAKK AR IA, M /8 F ARAT 2
A 5 40 R I %, ZIRTFGDFI0T G4 A AP 22 R Sk sm 0976 77 Ye k. SLIATR AW, GDF10
F K BUE F KR X A AR b Ab 2 7040 R 8 5 6946 R . sk, GDF10E AR5 B & A At A
AP ZARPAEA . B ki LA FGDF108) KA iA4E . mfefs Tl e R st RitATE 4, LA R
GDF1042 ¥ AR 2 R %45 /& 694 A, VAR ITGDF 1069 A 4% WA L 54T & . LA s AR R
Gl BRI
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Abstract GDF10 (growth differentiation factor 10) is a superfamily member of TGFf (transforming
growth factor beta). GDF10 in normal tissue is rare or no expression. However, during the injury in the central
nervous system, it has a significant rise. It may prompt for GDF10 as therapeutic targets. Recent studies show that
GDF10 in the brain cortex area of peri-infarct can promote neural axonal sprouting after ischemia stroke. More-
over, GDF10 highly express after SCI (spinal cord injury) and protect neural function. Therefore, this article will
summarize the research progress of GDF10 expression regulation and cell signaling pathways, especially the role
of GDF10 after central nervous system injury, in order to explore the biological activity of GDF10 and its value in
drug development and application basic research.
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GDF10/BMP3b 1 BMP3 3 4 & XM [R]— ML 12,
SR, [ A H TE A& KK Y BMP3b 5 BMP3 I 5 A
[R5 55 i@ Y. BMP3F:E 2B EEELR
A 85 5248 I(bone morphogenetic protein receptor I,
BMP RO A KA & H 24 1II(BMP RIN#EAT
55 H 510, 1 GDF10/BMP3bII i ik % b AE K A
¥ B2 /& I(transforming growth factor beta receptor I,
TGFB RI)F1EE AL A K K1 B2 AR II(TGFP RIDIFAT(E
TN,

HIAWE LK B, GDF10ERET 5. R4
U, /N LA SR IG B B EEAN AR, SR A B AN
T R 3R IE AR XT3 55, 7E GDF 103 R i 7 B A
FEARA R R ThRed R, ME B FIERN, IR
I T GDFIO/EMA RS, O IE RFEF HIRIE. 57
WA T RE TP S 2 Bl oy T HLE, JE4E R T GDF10
FEAR BE X A FR 28 ol R 2 S AR R TR
PR Ty R 45 7 T BB () AR B Y. (R R AR
Pi)a th 5 2 GDF10# 1, £k = GDF103% 32 /5 HE %
5] 54 ¥ (repulsive guide molecule, RGM)F 54X/
BRI AR #2575 (dorsal root ganglion, DRG)E5 7%, #ifi
2 TN TR, H B D O, PR, AR SOR A
GDF105k H S MFHIE . 15 5% LA R ER A R4t
PN A E FH T AT 250

1 GDFIEHMSHEZAERESEE
1.1 GDFI0EBRLZEHSERIE

NI GDF10FBERL T AN 105 Qe itk |, 4
TIIMNETHRINAE T, #TEL N3 Kb, H
cDNA 2 632/ 1% H 1R 2H 1k, % 154781 & 2L R %
%, NVEGDFI0RT A B A KRG, &7 11040 R
5 T 2H BRI AL — AN B BE A AT AU GDF 1058 324 B
H2, RIEGDFI0XEFAL T 145 Je ik |, HcDNA
B2 411 M % R4 R, AT ST A/CCCATGGH 4f
B PERITAAZ I, itB476 N B R 5 A, HcDNA
BA =AM 2 B TR LA SAATAAA, {HAZ %
HPoly(A)InEM. R IEGDFI0HT 14 & 1 253761
IR A R R, AT 4 N-RE A AL R — B
BA GRS Tk, T HATGFRZ R L i1,
GDF 10/ {4 8 A 75 £8 5 7 s K if 5, (EC- = A=
A N0NEILRR, FEREA — M ERNE AL A s 1)
FCGAGDF 10K B, 12K B e 74 I 2 R e i A
S 2 ot 2 2 (cysteine knot) 45 K383, 8400 T HiAth

BMPsZ % fi% 71, GDF 10HT & 8 8 ik 2 ks B 1 —
T B 12 2 B TR R SR AR, B S furin-like £ (i 7K
fiR, P A W IGDF108, Ix ts B A WiE 1 1)
GDF10%E H B % 15 15 i 8 A 2 AR BLAE I JE 15
S SRR,

GDFI10 mRNAZFIL TG K Y BL(E8.5~E18.5)
FI/NE T R, ZEBRIT B, GDF102E B AE F 2 (e it
AR B, 5T R L, GDF 1078 261k T /N i 35
IREETRANALZ, A R BRI P, {HGDF10
TERGAE AR HANTRIE, T 8 A Ui i |7 J2 X 3 3R
IR I, GDFI0TE/M R FEAR KR, A
Frp RE X oo s R IA, JRIE I 55 45 i e 0
W22 e, [E B GDFE 1075 i %5k T I N B2 48
L DX /0N o 2 6 T X PR AP A =2 A 4 i e, I BLAE
A BEIR A X DL = IR X 7R R ILGDF10(1)
o Rk,

1.2 GDF10{EF 2454

TGFBHE X i 4% TGFB. £ K4 LIX 7 GDF.
BMP%, KB 505 il 0 ] 83 TGFB/Smad (i 14
A FHAAE S T TGFRZ A =R
TGFP RI. TGFP RIIFITGFB RIII. TGFB RIFITGEp
RITHR A2 % JE 0 R 1, [F) 8 22 0 R A0 05 R U g =2
KR, R4 R ZH MM A Tz Rk, 7
W L s AR P, % 8 I TGFR RILZE & A SN
A7, TGFP RIE 74 . TGEP RIFITGFP RIS AEH 41
6L, 20 AR LA — A H 100~1404 2 5 R 41 A 1) 2
It Z B & 4 [X (cysteine rich domain, CRD), Hi30~35
AR FETR H B 5 X, A J FH350~400% 2k 1R 21
BRI 1R P PR ST () L PN 22 TR B TR i I X (serine/
threonine kinase domain, S/TKD)(K| 1", TGFf RI
AITGFB RIIR[A 2 4 7E T TGFB RIZE N A — M
BEIX, DA R —N & & L IR TR AR B A &
J% B [X (glutamine synthetase, GS))o 1fj TGFB RIIN|
TR P s B R ST, BAREAGSKX, (HEFZAH
SRR AL 55, 1KLL 2 AT LA BITGFB RILH £ i
2tk TGFB RINIZE —ANRERR 1) 5244, TGFB RIII
—ARBEBEFESRANGESES, (H2ETLEN
2 AR TGEBRC M £ A 5 40 iU 22 T ) TGFP RIF
TGFB RIZ AR 4 &, H R 5 @, i
F B, TGFRHEEAF i D3 # ] DU I P AR M 2 R 4R
ARG BN AERR 2 K

TGFB3Z 14 17 7 {34 T 2, 76 /R 5] /1) 40 g A1
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HLNFRE R E B WA E P B anfE g -
JULH M A, B K B 3R IR A 3R 32 AR FE B S (activin
receptor-like kinase 5, ALKS), MGt 3 SSARFE S
1(activin receptor-like kinase 1, ALK 1) 7E Ifil & P
Feam A R E A, AFRIFECAE A WRE TA
[ Fh 11 32 44, 5] iBMP2 FIBMP4 U i i BMP RI
FIBMP RIIZARAH HAE H#AT(E 5% 30, #EH
I, AR TGFRE R IC AR | A2k B 15 5l
A — 2 AT, (B T TGFRX G S 5 ides 0 &
A, FEAFIZHL, AR R B &A1 T, Hom Bg AR A
KA AR, R TGFBAE 5 18 B LI 75 3k — 2P 7t
1.3 GDF10{5S @&

GDF10E ATGFREEZ IR 1 — B, Toit 2 il B
I3 WAL 2 55 53 /Mffﬁ, #2015 TGFRAZ A AH 45 45,
b SR I M SRS e S S V57 ol SRS i B

Fic {4 5 FAGDF 10 5 TGFp RIIA 45 & & il — Ak,
1M 75 3 7 A TGFB RI-HC 44 8 H-TGFB RI=ZE {407,
TGFB RIHZE N ARAGEE TGFB RIZAKGS X (1 R 1L,
i PR T R A Y GS DX AR 1) 52 6k 8 4K 1A 19 1 Smad £
AU, Smadfx HETGFRE 5 S EE NIFES
WA, AR T A, WEREIRREE 5 WA
O e 5 R A RLAR N, e 28 R R e i R (BT )P
TEM LA N, O 1A 8P Smad i H(Smad1~8), 1R
W R B S MIIRE B ZE R, =R, 5
T N 32 AR 18 5 Smad(receptor regulated Samd, R-Smad),
f1F5Smad 1. Smad2. Smad3. SmadS. Smad8, HH
Smad2 H1Smad3 /2 T M 32 AR T E 1. Bk 1)
PR 2 A-BCAR A AR . A KB R, 400
AMATTER E SRR N5 5 B B R AL LA
JeSmad % 5 Rl [F P . 55 AR NI

GDF10

Neuroplhn\ )
~ [Tl Tubulm\

(VEGFd/ )
( BII Tubulin )

Y
\\Ephrln A3/\

Up-regulated

Promote axonal sprouting

Y

P

=<

GDF10iid 522 Tl £ I TGFP RURIAHZS #5, JFHiF Smad2 1 Smad3 5 11, 38 1T Smad4 5¢ Bl 5 7 5, KRR ‘5 e 2, 7%
20 B AZ P 4 S M ) B IR 30k, 383 A T1 Tubulin, Ephrin A3, VEGFd. BII Tubulin, Neuropilin#ix, AKX BFIKPTEN. SOCS33RIE, 5EHK
GDF10fe #2870 5% Hh ZF (K1 DI RE -

GDF10 binds to the TGFB RI/RII on the neuron membrane and initially transfers the cell membrane signal to the nucleus by activating the Smad2,
Smad3, and Smad4 protein to complete the signal transduction. On the one hand, GDF10 induces T1 Tubulin, Ephrin A3, VEGFd, BII Tubulin, and
Neuropilin transcription. On the other hand, it also reduces the transcription of PTEN, SOCS3. Therefore, GDF10 probably promotes neuronal axonal
sprouting through these signaling pathways.

El1 GDF1048f815 S 188 R BT HLE
Fig.1 GDF10 signaling pathway and regulatory mechanism
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JiiSmad(common mediator Smad, Co-Smad), F % N
Smad4, Co-Smadfit 5R-Smadti4s &, 51 SE 5N
HHEAZ . 2 = U & 0 1 #: Smad(inhibition Smad, I-
Smad), ##41Smad6F1Smad7, i#iL TP R-Smad 5 TGF
B RIEL R-Smad Co-Smadff) & &, AL ENE Z HIfE
FHUI, R-SmadFlCo-Smad s [ 75 N-if A C-diig &5 A —
AR B GI8, XAEFRAMH1(Mad homology1)[X
AIMH2X, EAT#— 2R & 4 DXAHRR TR Til-
Smad# 5 R EAMH2IX, AR AMHIIXP. (15—
$EMI2, Smad2fIMHI1 X BATDNALS &5 1, TTMH2
X 7] 75 Smad & [ 5 R4, PLN Smadi (5 521k 45
1%, R-Smadi X B A 2 MR AL A, X L8
WAL A7 s v] DLS HARAS Sl i K AR BR R, il N 22
25 AL & 1 BEE (mitogen-activated protein kinase,
MAPK). il A B3 i 195 JUL I 351 8 (phosphatidylinositol
3-kinase, PI3K). 4 Jifd J& 44 1% 25 3 3B (cyclin-
dependent protein kinases, Cdks)J¥ % fIMAPK-PI3K-
Cdksid g,

TE R W0E Smad /5 538 B% 19 41 s B, Smad &
Ba I — R AR, RN RS
€, H A R-SmadfE 40 il 57 oK B R IEP . A, 1-
Smad# ik T4 i #% 1, Co-Smad 135 43 A5 7E 4
JRAAH A% . MTGFR RIFE S I, i i 453
GSIX [1]—NL45 loop# i 2 4k, ‘& 7] 5R-Smady H
CAR Ui IL3 loop e PELE &, B TGFB RI/R-Smad
TR, [F] I R-Smad & H C-3i SSXS 45 H4 A 4K
EIRAL , BB 1L 5 1) R-Smad & [ 5 &) T 45 & Smad
4(— FCo-Smad)"”’. SARA(Smad anchor for recep-
tor activation, 2 ¥& Vi 4t Bf Smad ) & %€ )& A7 7
TR BT R A A, e A 2
TGFP32 A 5R-Smad 1R %, SARAIH I — /ML 1L
B Brfasitik 5 Smad2. Smad3Mi4s &, HEHEE
AITHESH J R Bt i 5 305 I TGFB RIAHSS &1, B
E W iR 1 I R-Smad 5 Smad4 4 & T B — B4k,
JHO 5 % A% 2 2 A%, £E A A% Hh R AT R S I R Y
e R )i 4 B 101

2 FFTd , GDF10i#id TGFB/Smadfk itk (5 5
B 5E G TS . (R TGFRRE 2K % i 2 75 3h )
R Z 04, EARIPIHELA. i, edn] Bl
T8 I H At AE Smad 44 8 14 38 28 B 4TS T A . Bl
GDF 1041] b 5z 18] 53 i A0 ) 2 e 48 B A5 53 19 il

(extracellular signal regulated kinase, ERK)!"*/ 5 [1].

I 4t, GDF10t AT 3G ERK 2., % R i %% [X] (phos-
phatase and tensin homolog deleted on chromosome
ten, PTEN). PI3K/AKt%51 % 576 (5 5 4% . [k,
TGFRHIME SEB R Z M2, HEERI M, ZH5H
I A SR T 1) B TG T IR IR AT

2 GDFI0ERE ARG KR RIER
2.1 GDF10XfXZ /a2 BE{ER
“Hii 25 > (cerebral stroke) SCFRH XL < LB
&L 41(cerebralvascular accident, CVA). B & —F &
A I, A EH T 5 L A R SR ik 2R m A o A
PH 2 T S AS BEIAE N K17 51 A o 26 23453493 1) —
H P, BLFEER AR A o AR L e h B
RIRF R FETR MR RS R, BACH
R SC R TE i 2 AR DGR A, (ER X HL L, AR
PR 4 AL TR IRAS 2, DR AR R T
W& SR FERAE R KR, AR 2in
IR LR o 2 A ) — AN BB ). O H SRR AR
— AN EGEAT, M — AN TR B 4 TT 0 A
2 H 2 (sprout) (& 5, WoE — MK, AEKHEA
Ko REARENIR, T RSCHT B R Ak o R A e Sk i 451 T
s — /NI RE, 128 D) Rl B AS BE B TR] & K T 2
i ML 14 2% B 42 0T ] AR LN 2 LR, 2Rk
PEFREE, WRMEEIA AT, 0 X e 2 Dhae s
ARE . R REIIBERLNR . KR RSB
9 XU X BT, ) 0 2 8 R 7, RT3
2 TUAERESE X R R - BRVE 3l Je 2= AR A4 B 52
B2 BB ET R Y BOHT B, X e
(=] % A7 [0 K fi ~F= Bk B X [l sz 4 H 2R, B
AT XA KA~ R 8 B A ) XA, A R — ] i,
FEFE X Ji] [ B i 3 1 2 DX 0 s A et 5 b 2,
I HMATTAEZ BN R AR IR B JE SR B #
25 (A 4% o 30 L 22 1) BT 30 T B ) it 9% % 2 L (mapping
axonal connections), UESZH X = J& Ji5 /)N B AK A J8% 52 |7
J2 F R R A R, AE R AN S R A
ATk B d KA, FFATRREE AT o 3 I X X A R
ZE AT H A S A, R BB AR B b e AL AR 12 3
B Z IBENHT R E . IR 2 IR AN, FEXT
N R XA R )y 53 B Hh B, AE SR AR IR 2
F 2 UL R 3E s R R 2 AR I TR IR R R R
XL FUR I, /N KRB R A XA
XES AR TR, HAEIBE R E . B3R E
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ORAA RS2 Je S 7 A T BT A A IR B, R T XU
P EIBH R AR X TR B R X, IX AR S AT N
D Rek A KR8

LRI 7T AR A R Ml 2R AR A ) R T
Bl an 7 5 5 1 (Nogo)~ il AE #H 9¢ 25 I (myelin as-
sociated glycoprotein, MAG)~ /b S 41 Jfd fifi #5425 (1
(oligodendrocyte-myelin glycoprotein, OMGP). fi
TR % £5 1 2 B¥ (chondroitin sulfate proteoglycan,
CSPG)&5 [k, M {2 3k b 98 A= 230, fHE T
oh XU il 2R H 2RI 2 LR AR A . T AT AR AR
B, 29 KR A TR AT FE— R 50
Z A KA RPE T, h XS, GDF10&: P & i
HRIEKFAEN R AN R SRS N 1 X
JA X B S 22 o b 2 25 Tt v, FERRAR I KUS AT N
DIRe k=L,

H XU, GDF107E 52 J2 H XU X 4 24 v v 3%
ik, AH R AE IR W N A 2 R TA R AR/DPY . RS
i 5256 % B, FE4LGDF107] 5 TGFB RI. TGEB RII
44y, i Samd2. Samd3 {2k KERAAMLZ
JTUHI R H 2P 5 GRS, K B % 25 (Forskolin) 5
2 U B AR LR 7R, vT DS 2 4R v 2 R oA P R
It tF (cCAMP) % A &, GDF10i# it cAMPAJ & 3 12 #F
B AR M B R H 2F, X W] e 5 GDFI0K: A 1 9 5 ()
cAMP 151455 T (cCAMP regulating enhancer, CRE)
AR, AN, PN B S B ZHGDF10AME BE 15
SRR EE, [ A R i R X AR, A
K I 2 E B IR L B E FR I . itk —
¥ B GDF 104/ i3F 58 2F J] [X il 5% H 28 16 40 7 HL il
KU, 18 30 & v 5 B ZH GDF 1089 K i H 28 R
JCHHAT ¥ S 2 M, RILGDF10R] LLE 15 i %2 5] 5
g1, B bR % R B 1 B A3(Ephrin A3). i
EH I TI(T1 Tubulin). $8 8 H BI(BI Tubulin).
& P B A2 K IR F (vascular endothelial growth fac-
tor, VEGF). £ #i % A 1(neuropilin 1)LL & T~ i 41
N 15 5 #0143 F3(suppressor of cytokine signaling 3,
SOCS3). fif [i2 i F& [X| PTEN(phosphatase and tensin
homolog deleted on chromosome ten)f]FRIAP!, H
PTENAISOCS37E AL 1 28 LA K 3 HE 52 437 i 7T 410 1 el
R, X EAE S % AT e A2 T XS GDF1015 & il
R ZEBAEN 7> T HLH] . A SLIRRM, LR Esh
WML 2 WIRPEGDF10# AT 2 5 21 KUE X AP 2 T
FhoR 2, BT AT N R R

i HARE 52K B, GDF10(¥) [/ — 1 BUGDF 117
RS 14K /) B R A RG] DXL Rl i =5 1 X 33k
BERECY. I IS A GDF1LEE N KK
Bk # %E (middle cerebral artery occlusion, MCAO)
FERL/NBRAR P, & BLGDF 11 AT 3 037 25 40 2 70 A4
1 6L R PN 2 4 L ) 0, (DT 3 o o 7 R % R, A2
i K 06 6 4 I I PR, B ZHGDF11A] DL
oo b Y5 4 A 28 78 7% [ 1+ (brain derived neurotrophic
factor, BDNF)FURE i, b 1R (e I 45 A= il IR F— I 45 A
% 2 2(angiopoietin 2, Ang2)[1] K 15, LK & A
Jz A K K] 7 5% /&2 (vascular endothelial growth factor
receptor 2, VEGFR2)BEFRALE. Hiff 5e K B, GDF11i@
it FIABERR AL [ s R ¥ Smad2 FISmad3 1k, I
Hi TGF-p/Smad2/Smad3il % #4715 57 T, Ifi il
Inph 2 B AR RS P A, BL AR 38 34T N T etk
B, Ny T AEY e EAREJIIRE, BRI RAME
S RK IR B A RE BA R 0% U B AR, 1 Hik
WAZSTTY GHT B 5 fi AN BB A AL P, B2, GDF10
5 GDFIETGFRA ik AR W AL . i = 5 1R 7
H1) 0 9 B X P 81 3 At N IERBMP K Jik & I, R IR
BMP11/GDF11 5BMP37E &1 _E W AEFAHIE . [F
I GDF10F1GDF 11 #5 /2 i id 7 /L TGFB RIFMTGFp
RII 2023244, R 4k Smad2. Smad3 & 1T A
G SM P, GDF10M1 GDF11/E IE# i 41 41
RIEE WD, ABRAEFG B RAE KA )G 205 8 3% 1R
L, B RS SR e, B EET N D RE Kk
2B, GDF10i8 1 75 T Hl 28 28, S0 i i Y %
TR o M8 AR i, e AR BEAT N D RE IR R T
GDF 11 0] /2 38 i 384 fin 8 2F #h 28 #H 40 fd (neural proge-
nitor cells, NPCs)Fl A 7 41l il (endothelial cell-specific,
ECs) % &, M SR04l i ot A #i & o, [H
P 98 0 L G R A, 3 DR = 4 1L A P
¥, RGRBEEMEIEE . FARERPY,

BRI FE CIE 52, GDF10A A Rk &85
HIfEH, {HGDF10/E P15 5 ¥ T8 i LA X GDF104R
H SRR TT S AT IRAFAEA R o ST IE W A8 i 1.
K A X DX B I GDF 102 [ 3 ik #8535 F i, =
7 7 o U [ 3 HEGDF 10, 3 A WL 7 375 2
GDF10# H# I TGFRAZ 4. Smad2#1Smad3 i #% i3t
B 553, BRI AE M, £HIEH
ot = A S B B () i WntiE B0 FE R VE R )
B — BT .
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2.2 GDF10 & #EHA ER1ER

FA W LR B, GDF10/E 5 fifi 402 4 it ke 1) 5
EAEH . EREMASHTARE, KIGDF10£ L T
B BE T A A2 LR TS, XN R R S A
PR BE AR EEXE, EMagIlFARE,
GDF 10721k AN Wi /b, 38 ot 3 P VR S N-F JE-D- R 4
R 2 (N-methyl-D-aspartate, NMDA) 1] 75 5 [ /] B8
JIHE [A] BRIAE, 55 0k [E] I GDF 1033kt 2. 35 b, 45
F B GDF 1021 1 B A wl e it i gk R A& 20 RR 2 AR 1Y)
T, DT 2 e 2 L AR . R A X
IR i 2 DXORHEE 5 XA N Wik sl P Ak
TAPL) = RA7 B, (FARACT R, X5 == T X
FIAIE AR X LD BS S A 1 140 i = B0 o B
A D SRR A A AP TT, el AR R
AR o BT Ul B, AR RERLI S, AR RE ] AR
Frama . H2XEH AR E TSR RET
BERE X MATERE . AR EZREHEEERX
[ E o> T AR B JS, K GDF 10/ 8 = 5
X RIL B, (HERRS 5 FHEMEITH
AIE TR E}— BT R R BE A Ja P S
BN IRESLES H, GDF107EE Rl H 17 K J5 i b X e
ik, HEMGDF10A G A&BE thEE. SRITGDF10
R MA ST ARG, B 2795 1) B AR5 7L
il 9 BEHLE A B R BE4h, GDF107EH 8440
TR G TR X DA S 8 = B IX 1 i IA B, (H
B HEMMA A LREES T ARHLELE
it —Lik.

3 GDFI07ESTE ) LEr -G E A FHMER

AR ) LS BRI 95 (hypoxic ischemic encepha-
lopathy, HIE)2 1A= ) LA 85 2 Hh i e S0 114 1] @il
1 0004325 )L 47 1244 FRATHIE, HUE IR 3%
Jif B L RUAD o i T 2. AN IR IR T I R B2
AR ) LR AR L oo Y6 7 ) — A LR AECS (EL2 B
A BB LB T: R AR EEIE10%. T34, KEB> A5 1)
5L AR 22 08 52K S 1 22 B i EERE, 48] L G R A R
PR B AR AT GG (R IE UE 55, GDF107E M 14 21
VIR G B FAFN BT TE i N U R /N . £ 30
ik« HEMF 4R RIE, REEIX AL T 0
K3 5 /KFIIGDF10KIE, {22 GDFI0RFRIT, 7
XU ZURI AR B IR B IR P A I 58 21 B 2 (1)
KA TP B980T LAAE 5, GDF107E i 42 £

S AR, DR B AR A0 ) DR G v 4 46 1 FE R,
GDF 109 2 .4 2 72 a3k 7L i e 240 ff 388 B A A 2%,
M FLRRERT . BARCH 7487~ T GDF107E &
L ZHNRAFRE, ARERRH . SaEMe
hEEMK S I1E L, 12 GDF107E ¥ /N UK & B
$ 5 o BRI R 34T I AH SR AT

B FC R I, ) 25 8 4 48 1 R4 /N BRGDF 10%:
DRl B J, % 2 AT R B3 0 B0 397 2 %) BRL 15 5 ke
AR, RIAHE T IER /N, GDFI0W iR 5
/N R 4h A0 T R R 2 N 70%* . {HGDF10
B e 5, A 52 g JHG At 0 4K 25 SR, 437 4 R ik of A
W . e, KiMEE. ARG,
S5 R W], GDF107] BEAEHT A= 307 K i dik S — e I 453
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F [A]JR 2 I BMP3 g7 AR SR R I i o v B 15
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TE I A= B P 1) 23T AL R AR s PR RIE SO AT A L
R

HORX A 22 ZR G A 3 A2 1 N 9 JR P GDF 1075
FIk, WAL RIETT R HXAR L R G e 218 Z I
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