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MGFXT N5 &R T 40 et 5E FiT 2 a2 0y

Fawm oA ok # o A KT
(R=FBE R R R B B, K 400037)

e 714 K B F (mechano growth factor, MGF) & % #F 204234 KX | GEALHE /) HOR 4m 8,
#38 T Feit 45, AR MGFXT ASK A 47T 48e(cartilage endplate derived stem cells, CESCs)3% 74
Foit A% 89 % om , AR R CCK-84M)i% . Transwell 36, & @ %% FP % 7% (Western blot) 55 %t
CESCs#93% 78, £ A A ErkABAL £ A K-F @ ATA M. 45 R 27, MGF 442 CESCs#Y 34 74 fr it
# , B BA F AR, HIRE A 4.5 ng/mLAT MGFAEE 74 F= i 4% 49 20 3 K (P<0.05). 4T
4m 0418 & & 4B (extracellular regulated protein kinases, Erk)#7 4|5 PD980598} , MGF /%35 74 5(
M2 2 T B (P<0.001); 2T Mk B & 44 KB F -124K (insulin-like growth factor-1 receptor, IGF-1R)
747 PQ4A018F , MGFR it 4% 4 pL 4 2. % T 4 (P<0.001). Western blot#n| 4t % 2 =, 4T MGF/z,
CESCs# Erk# Bt & A K-F B ZF+ 5 (P<0.001), 12 IGF-1R374] 7 PQ401 ft 47 #| Erk & BR AL 69 & A
(P<0.001). #ZAFR A&, MGFEA 2 CESCs3E 74 A= it #% 89 BURL , 1% 3 AR T Erk 69 B BR AL R 3K |
HIGF-IREMGFREB UL T IR ETZA .

KR E AT AR B 5E; 3% ; Erk; IGF-1R

Mechano Growth Factor Promotes Proliferation and Migration of

Human Cartilage Endplate Derived Stem Cells

Li Yuanjing, Liu Huan, Fan Xin, Zhou Yue*
(Department of Orthopedics, Xingiao Hospital, the Third Military Medical University, Chongqing 400037, China)

Abstract  Mechano growth factor (MGF), which expresses in a wide variety of tissues, can improve prolif-
eration and migration of mechanocytes. To investigate the effects of MGF on proliferation and migration in human
cartilage endplate derived stem cells (CESCs), several assays including CCK-8, Transwell and Western blot were
conducted. The results showed that MGF could improve CESCs proliferation and migration at a dose-dependent
manner, and the most remarkable effects appeared at concentration of 4.5 ng/mL (P<0.05). When CESCs were
pretreated with Erk inhibitor PD98059, the proliferation effect was decreased obviously (P<0.001). Pretreated with
IGF-1R inhibitor PQ401, the effect on migration was highly reduced (P<0.001). Western blot analysis indicated
that the phosphorylation level of Erk was higher after CESCs treated with MGF (P<0.001). Pretreated with IGF-1R
inhibitor PQ401, the phosphorylation level of Erk was highly declined (P<0.001). These results confirm that MGF
improves proliferation and migration of CESCs through the phosphorylation of Erk, and IGF-1R may play an im-
portant role in MGF promoting the migration of CESCs.

Keywords CESCs; MGF; proliferation; migration; Erk; IGF-1R
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BRI -

%98 (low back pain, LBP)s& A& —2
BRI, RIAFE S, &858 km F 2R
Kz — 0, A (] 3R A% (degenerative disc disease,
DDD)J2 3 EUT I L AP, B2 5 — B
M ) 285 1R AR PRI 57 ) S AEAE BEAZ IR AR, (HRIE 1)
WF 50, BCH Z4MR (cartilage end plate, CEP)[#)25 {4
2 FEOHE A 2 K AR IR ) HE R K 2 — Bl MEfR]
fitrh, CEPHUE W E A%, 2 Rl A) 28 5 7%
VIR R EEE Y. CEP 4S5 4b B Ak 2 e 2 M (7]
FUEFMR LR, 4 FEDDDRIK A, F 3
BRI E , CEPH 3R 20 i (1) 98 /D /2 ‘5 8 DDD K A= 1)
R HERERT. KA =N, CEPHIAALEME
Vi) 25 1R AR 1 R A AR e ke A e PR L ey
PRI B LA R OE B AR D e DA S Tl AR T T
CEPIBAK 2 [y i DDDIJ K2 — . FRATHIA—H
MFME R BB AR B 9T, W\ CEP AT BEAFELE SR AL T
iR, 20114, BN B UCUE SEHCE 2 H 2R A7 AE
BB KT 41 o (cartilage endplate derived stem cells,
CESCs)“. FRATHIME 7t W7~ , CESCsH A i v
(A s AR A I A A DG =4 A EI B Wik
JfJ (bone marrow mesenchyme stem cells, BMSCs){t
VR B — R AR, (B T A
P . A, CESCsHI g NIf T DDDLL K4 T
TN R A AR . AR BR, O AR
2 i R e A% 2H ST A% O B 2 A O BB AL Al i 1),
IR BERIMCESCsIE AL 1958, TRAFCEPH) REFIRES,
FEHI CESCs [ fifii% A LU % | K2 gt [ BB AR
FRINE T ity R HE R R

F14 K A (mechano growth factor, MGF)F-1996
EH Yang %5 MR BN, FE M AL A KK T -1 (insulin-
like growth factor-1, IGF-1))— KBy A8 S 44, 7E N
WFRAT IGF-1Ece. BFTT RN . MGFAFAE T 1
HEIEEZ R L, X a2 B S Rk
M R AR GE . i I EE 2 DL

TR AR 2 G o i 38 B R A% 1) 2880 32 AR e T
Erk BRI RIE . BB W FE RS, MGFE A i
BMSCsiE# f1E M, % T CESCs 5BMSCsH A
ABLE A 9 22 R 1 O, FRATTHED MGF ] g% CESCs 2
HIEMTE AT IMER .« {5 H AT % T MGF7ECESCs
(IAE F B L AT Re AR AL B A B fRiE . ANF 5T
T RSN SEEG , K5I MGEXS CESCs3 5 FliE A%
sz, Hexd Ho ML A TYIP IR

1 MRS
1.1 #EBRE

ARSI BT 545 A B] AR AR ) R, AR
TR A AR EWEEEMER B, i BE O E
AEE A . ABFTORTG S = E R R R B =
Bedt PR Ao fhviE o WAR AL 2RV AnfE B LR 1.
12 FERXFISNE

DMEM/F 128572, Joll. XL (HH &= HEH
#)W H Hyclone A ;- fif 4 1fiL{E (FBS)W H Gibco s
w); IR B H Sigma A & TR IE B Invitro-
gen’a H]; MGFI [ Phoenix A 7] ; CCK-8# F Dojindo
A A BAE E REE R Rl S S5 R
W R 5 SR 7R H CyagenA ], CD73-
FITC. CDI14-FITC. CDI19-FITC. CD90-FITC.
CD34-FITC. CD45-FITC. CDI105-PE. HLA-DR-
PerCPIJ HeBioscience A fl; p44/42 MAPKHLIA .
Phospho-p44/42 MAPKJiiA . BAR L ALY EE bR iC
W=EPLRIgG(HAL) B A Ml ARIc £ i
R IgG(H+L)J¥ H Beyotime A ] .

% [# Costars Al 6FL A1 96FL 41 Hu K5 77 ; 3€
Thermo 2 @] CO 40 il 55 77 48 FIEEAR Y ; 15 [E Leica
A B B A 2 B S5 E BDA R AMAY ; 3£
E GEA Rl A8 R 5.

1.3 ApSRER R ST+
WG BB A, ZRABHR, H

®1 ARKFEER
Table 1 The details of the specimens

Fe5 2 S Modic44 531 il
No. Diagnosis Segment Modic type Sex Age
1 Lumbar disc herniation L5~S1 1I Male 46
2 Lumbar spondylolisthesis L4 I Male 51
3 Lumbar spondylolisthesis L5~S1 I Female 53
4 Lumbar spinal stenosis L4~L5 I Male 49
5 Lumbar spondylolisthesis L4~L5 I Female 57
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TR £h 22 4P (phosphate buffered saline, PBS){H' ,
VPR AN T E B S L rp, FZH B0 AE R S2 36 &
R FHAB BT AR 1< 11 mm? KNS, TN 0.15% 11
BRI A fE4 mL. JE R 37 °C. 5% CO.MIZ4H %55
FEh Ak 12 b, IS 10% FBSH DMEM/F123% 55
4 mLZ B F79 pm F T JETH AL B, U
B, 1000 r/mini2S 05 min. 35 _EIE, IIAEH10%
FBS. 1%L DMEM/F12£53% 4 mL, #2401
VA0 B R A R MRS IR, AE 337 °Cy 5%
CO M A3 FRF R 7%, B3 d4fill— X
1.4 IFREMETHILE RS TF 1R CESCs

HR A Liun s OV (0 B T B 07 18 7%, K 2% 11K
T R B RE W i KB, TR TTIR 237 °C, AR A 2%
I IR IEBE 5 2xDMEM/F 1285 32 DA 1:1 44 AR
PR A B B 1 % IR B, R Sl B
%60 mmP s IR, Fr &R gL )G, &
20% FBS[) DMEM/F 1235 7% & 5, 40 iH 3o it
0, ¥ 1.5 mLBBE A 5x10%/mL A 4R i 2% 50.75 mL
DMEM/F 1255 78 L £ 0.75 mL 2% %5 5 Bt Jig Hi
TRAT, PEIBITUAL B )5 IR M . 4 °CHE 15 min
{8 YR 20 PR A B IR B E RS . NN 5 10% FBSIH
DMEM/F 125532, B T37 °C. 5% CO,[I4i 97
FARER TR, BB, $59R6 ) . 6 FE s A AR
ERE RO FLAR 1, dhalRE %
1.5 CESCs{k4NEE
1.5.1 AXmREAER  EEEEEIET]80%
[1JCESCs, PBSIZHEP X, IINJEEREH 1L, &5 O U L 40
M. 4R, H% 1< 109mLg0 B, 7% T
EP 1, F:5200 pL, 2> HIMIAFITC. PE. PerCPhx
CHI R PT AN BT PLA CD73-FITC. CDI14-FITC.
CD19-FITC. CD90-FITC. CD34-FITC. CD45-
FITC. CD105-PEFIHLA-DR-PerCP#% 10 uL, 31457
[ AT R 4H . 37 °CHEJGIF & 30 min, &0 3 B,
PBSIZVE, F 5907 L3, IA200 uL PBS, H#4bF it
(1% 20 FH 9 2 AR 3R AT A 43 A
152 =Zz#EFa (HDREES: W CESCs,
V2 5 B2 I 5 210 /mL, $EFh 3 65U, IE T
37 °C. 5% CO,HIA Rz FRAE 159724 h, SR )5 B 4t
NECE S S, 83 A — k. 521 d)E,
4% 2 5 W [ %2 15 min, Z8 1R/ PR =K, W6 R 2 4
15 min, FHZATRKITPRIR B . BB T
WS I

Q)RS W CESCs, K a2 i i s &
3x10°mLANHE, B2 %) 15 mLE L&, 1000 r/min
B0 S min, 75 B3, FIPBSIER:—k, HRELFF E
. MABIE SRR, BT 37 °C 5%
CO A S 740 TR 5 97, |3 il — k. 5521 d
Ji, F 40T D [ e FH 4% %2 5 W ] 72 20 min, B 2B
iAK, SRIEAMEAE ., Ul BTABE gt by
T TSI,

G)BNETES : 8 CESCs, 2 i 25 i i % &2
2x10°/mL, FFhBl6FLIR, B E T37 °C. 5% CO.HI4H
MEEFRAE G IR, Frdli Ml & IR 80% LA LI, 44 3%
FEEHONRUIEE SWA, 53 da, B NHRIEE
SUEB, 4ERF1 d, ARG FECE O RS SR A
PEAEFR DU IR S, FA4% 2 56 WS [ 72 15 min, 2878 /K i
B, LT OGLth 20 min, FHZETR/K Bk 4. b
BT T I
1.6 CESCsi%FEsLis

36 H 4T D fik A 0K 31 80% /2 4+ [ CESCs, ¥
A 20 i 1) 4% 25 1 9 110 mL 4R i i . A T 1R
U6 AIE Erk i BR AL 1] 751 PD98059 A IGF- 1 R 4151
PQ401Xf MGF AR (5200, SE867340, 1.5, 3, 4.5,
6 ng/mL MGFZ#H.. 4.5 ng/mL MGF+PD98059(50 pmol/L)
/H J% 4.5 ng/mL MGF+PQ401(10 pg/mL)2H. 96FL4K
$ o HAEFLINAN 200 pLANAEAETR, 12 hfg Ei NS A
A< FE MGF A5 3 (Fer, & #7526 i) 40 B 75 12
i FIPD98059. PQ4014L#30 min). 157724, 48, 72 h
JafEFLIIAN 20 L CCK-8, FE#FR1X (BioRad A 7] )TE
450 nmi KA & FLO'G % FE (optical density, D)E -
LI E AR =R b
1.7 B

396 F £ it i 45 EE 3k 3] 80% /2 A5 1 CESCs, T4k
Y1 i I F G I35 DMEM/F 1285 7% 0 2 40 i 25 B Ry
3x10°/mL. JNHF7T IGF-1RHH] 7] PQ401 % MGFiT
FE RN HI52 M, 2564 M0, 1.5, 3, 4.5, 6 ng/mL MGF
2H & 4.5 ng/mL MGF+PQ4014 , Transwell |~ % %4}
HAEFFLIA N 600 uL & AR E MG IR, F)Z
/NEERFFLINA 100 pLAH ML E (L, PQ4014H 41 i
N R /NERTHPQA01 4L FE30 min). iEF£12 h,
RN E EREALRER TR B /ANE, R
PN E BRI EE40HL, PBSYIE G H 4% %
L 230 min, 1%45 i 4415 min, HPBSH
Vel R g, R XTI, 6 EMEZE B
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WL -

MENE T ZAMER SO BENLEI4 NS, 1
B, AN /NE 300 pl 33%00E R 1A s i
ghim e, TFLEU 00 pLAEBEAR X570 nm¥ K S D
fH. SEIREL =KL b,
1.8 Western blot#& U Erk B9 i ER 1L 371K

T B Rl 5 95 21 80% 1) CESCs, 1% MGF [ %
7390 ng/mL MGF4. 4.5 ng/mL MGF#H }%4.5 ng/mL
MGF+PD9805941 . 42 ZH ¥ i & AN [Rl ¥R £ MGF ¥ 8%
FEU, 48 hIE LM, PBSYEVR =X, IIA200 pLi
PR, BT UK 130 min, UEEZLRT12 000 r/min
BSOS mine WL EIEW, SR BCAVEN & 8 R
H¥—4b. IIAS<BIE A _EREGE T, KIS min.
SRR E EAE (240 pg), T e ER N SR A I
[ (SDS-PAGE) LUK 73 85, HUFE RS AR AT 4k 3=
JE5 (PVDF), 5% lg 0% &1 1 ho 4 °CH¥ & p-Erk(1:

A: TS HT A B A5 (100%); B: 1% /5 1 4RI TEZS(100%).

1 000). t-Erk(1:1 000). actin(1:1 000)—Hiid#, ¥k
JE, =05 R B BRI SR bR id i Bt (LT
HlgG. 2EP/NRIgG)(1:1 000) 2 hjg, th2F k6
(ECL)Kuillp-Erk. t-Erk[J#%14, {4 Quantity One#X
PEIEAT IR FEAB 5347
1.9 ZitEFAbiE

FT A BE 29K H] SPSS 13.048 tH# - 3EAT 7047
W 5E SR 56K F 2 TR 3R 5 2 0 A, a8 SRR R L A
RO HAh SIS B DA BEhr e 22 0K,
) bR k6 06 o P<0.05 922 36 G it 22 7 o

2 H#R
2.1 FHiEAIERICESCsHAS

RIFER MR LARABE = AR A,
ARAFII (BITA) . 283 5 I W 7 34 28 498 77 12k 1Y) 40

A: cells morphology before screening (100%); B: cells morphology after screening (100%).
El FRBE AR AR R IR AT AR ST EE
Fig.1 Comparison of cells morphology before and after screened by agarose suspensions

Count

Count

I

Count

0

T
10° 10" 10> 10° 10 10°
HLA-DR

AT ety
10° 10" 10*> 10° 10* 10°
CD73

Count

0

- =
g =
2 3
S
0 o o g i 0. T TreT T IO T
100 100 100 10° 10 10° 10 100 100 10° 10 105
CD14 CD19
]
g 2
g o}
S
BT L WSS,
100 100 100 10°  10° 10°

10° 100 102 10°  10* 10°
D34 D45

T T T
100 10" 102 10°  10* 10°
CD105

LA B L S B B
10 10" 10> 10° 10* 10°

CD9%

T AR IR G Oy BH R, 202 AR A VXS T A, A0 [ R R e e

The blue lines represented the fluorescence intensity of cells stained with the indicated antibodies and the red lines represented the negative control cells, which

were stained with a nonimmunoreactive isotype control antibody.

E2 AR S HTCESCsRAMTE
Fig.2 Surface markers of CESCs analyzed by FACS
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T2 REFEPRIEE (=3, X+s, %)

Table 2 The values of surface markers (=3, x+s, %)

RIMFFEY) LRIk
Markers The values
CD14 0.84+0.61
CD19 0.68+0.28
CD34 0.92+0.16
CD45 0.62+0.56
HLA-DR 0.44+0.43
CD73 98.97+0.86
CD90 98.87+1.96
CD105 94.50+8.14

HE—2 H£10% FBS) DMEM/F1255 78 % 9% )5
Y AR A, BUR AT, etk /M UL(E1B).

2.2 CESCs{AshE EIERR#1% fE B ZHAE A CESCs
221 AXmEARERA AR R 4 ] s 4t B v
J7 5o 1) 8 10T 40 B b v U, T 4H SR T bR )
CD73. CD90. CD105&EEE T 95%, CD14.
CD19. CD34. CD45f1 HLA-DRIFJFiE BT 2%.
SES A RN, G4 CD73. CD90KIE &1

A

Az JE 70155 3:(100%); B: JUERE 7046 75 5:(200%); C: iR 710 75 5:(200%) o

KT 95%, CD1055K 1A 84 94.50%; CD14. CD19,
CD34. CD45F1 HLA-DR )31 &35/ T 2%(& 240
£ 2). SGEHAESE, TRk AN G R RIEFT S
T2 P 24 R o bt R8BI W O i 28 4 0 e it
SR 20 i B A T 40 R 1
222 ZEHpLEF  CESCsor A&l iy . ik
B IR F21 dE, FHERL. FAGEHE. W0
Jett 35 eI (B 3), 1 B4 B IR 07 126 5% 40 07 128 HH ok
)24 P S22 T ) B R B UIE — R b R
HA TR
2.3 MGF{Ri#CESCsHI18%E

N T AESE MG CESCs 18 58 2% B, A S0 %
BT RFMRE I MGF X CESCsit 474, 0 ng/mL
HAF AR . E1E 24, 48, 72 hJi [ CCK-84&:3
BT S . 45 B oR , MGEXT CESCs B A5 i H9 5 %%
N, HHAFI R, 4IKEILF] 4.5 ng/mLI,
MGF 3 58 20 e i % (P<0.05). 5341, 4.5 ng/mL
MGEF+PD980594H 55 4.5 ng/mL MGF41AH L 4¢ , MGF

A: osteogenic differentiation (100%); B: chondrogenic differentiation (200x); C: adipogenic differentiation (200%).

[E3 CESCsHI7r 1t
Fig.3 Differentiation of CESCs

1.09
0.99
0.8
0.79
0.6

The value of D
IS
W
L

24h
*P<0.05, *¥P<0.01, ***P<0.001, %A L.
*P<0.05, **P<0.01, ***P<0.001 compared between groups.
El4 TEKREMGFX CESCsHEERIF M
Fig.4 The proliferation of CESCs under different concentrations of MGF

48h

0 ng/mL MGF
1.5 ng/mL MGF
3 ng/mL MGF
4.5 ng/mL MGF
6 ng/mL MGF

4.5 ng/mL MGF+PD98059
4.5 ng/mL MGF+PQ401

72h
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3
=1
1
*
*
*
*
*
*
vs)
*
*
*
*
*
*

=
=1
1

B
(=1
L
The value of D

The cells number of migration
53
T

<
1

o5

0 ng/mL MGF » ‘ 4. ng/mL MGF
A: AR EMGFE T CESCs 12 hF T B I 4 i #ckt; B: i B 4 ML BE BLRAEREFRAX S 70 nonipd 1T I (KVEOGBE A C~E: A IRITR R )5
158 A0 22 B AMBE N L5 EI(200%), *P<0.05, *¥P<0.01, ***P<0.001.
A: the cells number of migration under different concentrations of MGF for 12 h; B: the absorbance of eluant at 570 nm by a microplate absorbance
reader; C~E: the pictures of migration cells by an invert microscope (200x). *P<0.05, **P<0.01, ***P<0.001.
El5 REKREMGFXCESCsIT# MM
Fig.5 The migration of CESCs under different concentrations of MGF

4.5 ng/mL MGF+PQ401

(A) (B)

1.59

sk sk ok

p-Erk - - u sk

1.0
=
oy
Z
- = o
. — -
4.5 ng/mL MGF 4.5 ng/mL MGF 0 ng/mL MGF 0.0

+PQ401 T T T
4.5 ng/mL MGF 4.5 ng/mL MGF 0 ng/mL MGF
+PQ401

A: MGF{EH FCESCs 48 hji % 4lp-Erk. t-Erk[{13RIE M H; B: & 4lp-Erk/t-Erk il ***P<0.001.
A: the phosphorylation level of Erk after CESCs treated with MGF for 48 h; B: the p-Erk/t-Erk ratio of each group. ***P<0.001.
El6 MGF{EFTCESCs 48 h/gErkEIREER 1Lk F Rk
Fig.6 The phosphorylation level of Erk after MGF affected on CESCs for 48 h

T RON 5 35 R B (P<0.001), TTIPD98059E NErk 2.4 MGF{Ei# CESCsHIT %

BT AL HO 40 77, B0 I MG F AR 8658 20057 4% i T Erk Fr) ER e, A MGFIIRE R E T 0, 1.5,
R RIE . 4.5 ng/mL MGF+PQ401 {2354 M. 3, 4.5, 6 ng/mL MGF#1 [ 4.5 ng/mL MGF+PQ401
TSG2SR, SR IGF-IRFEMAN P HfE 4, 0 ng/mL MGFAERMIRA . 45 BoR, MGFXT
AR R (E4). CESCsHRiT R 3, HEA RS, Mk
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1L %4.5 ng/mLI, I A M 5 £ (P<0.001), DI
K (P<0.001). 734k, 4.5 ng/mL MGF+PQ40141iE
T 4 M BB 2 3 T B (P<0.001), e DAt K I8 BRI
(P<0.001)(Kl5). 1X—FRFI45RUFH, MGFEAFIE
M 2 33F CESCsIT A% B RN, IGF-1RAE I35
I DGR A
2.5 MGF{ERCESCsEErkBiER 1L FIXKFEHS
ZAN[EHE MGF AL CESCs 48 hJ5 , Western
blothar I % 2 4H A Erk 1 BEIR b 1k K. 25 R R,
4.5 ng/mL MGF4 Erk () G LRk K F B 3% & T
4.5 ng/mL MGF+PQ40141A10 ng/mL MGF4. &R
4.5 ng/mL MGFZ p-Erk/t-Erk (] LU AH % 51 (P<0.001)
(Kl6). 25 F Ui, MGF{E£ CESCs3 5 AL # I 1E F
WA T Exk IR AL 3Rk . Hor, PQ40 13 ik 4171l
IGF-1R {35 1 5 2 Erk B R AL I8 /K T BRI, 1IE
i IGF-1R7E MGF it CESCsiE R [ 20 ik #  ft
ER

3 g

O AN 4N AR /E DDD R A AR g Hp Py A
KREZEM M. BT RR, BE AR A
/DB AL B A O S EDDD R A I E B R R .
s, AT BB 4 A 23 25 H CESCs, R ELH:
HA BRI v BT iR S 2 ) 20 A R Y, ax —
RIUNGFEAE R BLR AR T — i 2. Bk,
XT CESCsHrEIa 78, A Bh T34 7 ## DDDI#) & 4=
B, JyDDDI B iG-S BF 1A 20T B

H A1 I 227K , MGFRENE 1 2 Fhai A 1 4 5
RS, HALN BT Exk B R Rk, (H
TEARIHL . s 40 i MGF (¢ 38 58 80T % 208
(VB AN A o B FEdR 77 , MGFAE 50 ng/mL
i R 2 5 e 3k N AT S i PC-3 40 O34 A US). 7E 3
YI2m B SEE H , MGFXT/ B MC3T3-E 1R E 4t g ')
¥ T2 4l (porcine satellite cells, PSCs)!' 431 7E
1 nmol/L(#)2.9 ng/mL)f11.5 ng/mLiK &~ HA &K
(LB RN #E e BMSCs(rBMSCs)SE 56 HH, MGF
7E 0~50 ng/mLyK 5 Y6 [ 4 X rBMSCs 34 TG i 4 5 X4
N, {H7E30 ng/mLi, 7] E E L FrBMSCs L&,
FEATEFLA , FRATT B 0 i 1 5 5 56 AT A% S 56 0]
MGF{E CESCs - [RURIA T#4R%, KILMGFX}
CESCsH A {2 5 FL B MMEH , H BA =K
PEo SUIKEILF4.5 ng/mLIE , MG S8 58 AT #2250

N B i (P<0.05). XF Bl Ry 2 5, FRATHEN
Al g 5 H 4R 2 DL MGF I b & 22 3 .

N T W MGF R LS, BAT eS8 5 S
IONT ErkBE2 1k 34177 PD98059, & I CESCsf#
B RN K R B (P<0.001), 1P MGF/iE CESCsH4%i
RS T Exk I BR AL 21K o (H Erkif Bt 4 FHLWT /5,
MGF F BG5S IR 52 4538 2%, $&78 MGFAE 14 5
ROBLEMA T HAh 2, FEHR PR AR
W, IGF-1RX MGFU M [ R £ TE B A 12, 3
WA 5 R I, MGF R H5EAE AR T IGF-1R 1) 3R
KU 4d ] PQ4A01 FHLIKF IGE-1RIY , MGF I IE
VAT N S 5 e R N DI W N
X IGF-1RTE I A By v (1 £ At 2R AT 1 AH B4R
Ko N T UESEIGF-1RAE 15 /& MGFAE R (1) 9% B K]
+, A TEIGTEATRS SLES NN T IGF- 1R 7
PQ401. Z5SRER, MIHIIGF-1RITEME G , MGF{EY
FEZKNE TG S AR A, AR AR T A S A 4, IT S 4
JHo K D (P<0.001). SE645 FAESE T Cuidg ™
HIRE ST 2578, I FHIGF-1R 5 MGF HIE S 20N 25 VA
Ko {E ErkfFR A Fak KA, FRATTFE I MGF
HI TS I PQ401 4L BECESCs 30 min, #6145 5 SR, Erk
T R Ab 2 KRR B (P<0.001), HEIIGF-1Ri L
S Erk i BR 4k (1) 2 34 K R # MGF IR R v . (H
PQ40141!| IGF-1R J& Erk i FR X315 7K F I PRI oA
SZIEMGF IR BETE RN, Wi FHMGE X CESCs /it 34 FE Al
TR AT P REAN R, HEEAR B R 3 — PR R .

MGFI1E AR T3, B3 B A 0] 494 4
FEGZASAANRY A PRI N . A SRR, SR
(1] MGF REFD I 105 4L 35 58 U7 AR R,
MGF{i2 CESCs3 58 i 1F F B A 7 #A4K#i 1% , MGF
TPy, R A RN ERARG , R b v v T MGF AT
Resx i CESCs# 5 , X —HEM 5 =ik FE 1 MGFH))
il PSCsHGFE B 7T &5 W AHWI & o A4, AR E
) MGF BE 70l A~ [7) b i 40 i ) B i 4k . IR FE A
1 nmol/L(£2.9 ng/mL)i}, MGF g #1 /N FMC3T3-
E1CE 4HR I R 74k, PRACR A5 B35 TR B, 4
ZEAE AL, U719, 3Rl 50 ng/mLI , MGFHII#i] rBMSCs
B A L R 258 U3, i MGF X} CESCs AT []
FERIVEFH , K CEPHE AL AES AL R 50 B4 38 1)
. CEANAARYT 7T, MGFAEA 2B 1E A2 040 i
T A7 54 2, BESOR I, MGFRE 3 M40 = In4A
fitf-1(heme oxygenase-1, HO-1)Z 1A 381, M
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6-F¥2 % B Jfxt SHSYSY AN M it B A FH 22 BT N
RAESI Y IESZ, MGEREFN L LR I 5 YR 5E,
PO WU X 3. 1R s O ML Re A — e M E
23281 A AT 6 5 MGFI /b 2 Bt 2 2 2 A 8 -3
I T A 5% 2, HE L IR AT HEN] , MGF X}
CESCsH] g B A i sod A At e . 58
1, MGFX} CESCsHIE FH A MR T — /N7,
MGFXf CESCsH H A/ iz 74k P &
LS H RTINS 2, Mt — P ot

A SCUESE T MGFXf CESCs FL A {2 5 AL 7%
IO, KSR T Erk R 1k %61k, Horp IGF-
IRE MGFRIMET B AN A K. X—FRLEGE RN
MGFXT CESCsff FH BIAHICHE 7T 4T N B:ailh, A (A
FHRA I AR T — AT RERIHT T 1A
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