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Insulin-like growth factor- | induces mTOR pathway change in Rhl sarcoma cells
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[Abstract] Objective To observe the effect of insulin-like growth factor-1I (IGF-2) on the growth and the mTOR

pathway of Rhl sarcoma cells. Methods Rhl cells were cultured routinely, and were treated with IGF-2 at a f{inal concentration
of 10 ng/ml after starving with pure RPMI 1640 medium. The growth of cells was analyzed by flow cytometry 72 h after IGF-
2 treatment. The phosphorylation of S6 and Akt (s473) proteins were examined by Western blotting analysis at 5, 10, 20. 30,
and 60 min after IGF-2 treatment. Results IGF-2 treatment promoted the survival and inhibited the apoptosis of Rhl cells

compared with the control group. IGF-2 also increased the phosphorylation of S6 in a time-dependent manner. However, the

phosphorylation of Akt(s473) was relatively stable in Rh1 cells. Conclusion

IGF-2 can gradually increase the function of S6 in

the mTOR pathway, and the function of Akt (s473) is kept relatively stable.

[Key words |

30 ) 3 T R R — AR i e AR I T R
2 B LURE Sk B s BT AA /N 43 7 40 i 5 S B S
SEAZ A IR 55 Ok BB A K PR 715 53 5 A 2o B2 9
A AT DL B 5 A I T O 2 R PR B
VEF A ROR YT Mg Bl ok T8 A B2t

s ERERKETACHE SRt — K A
RV Z2 b Jes A A 1 L 43k D R it A8 R i AR K
HF15 58 M IGF-1 F IGF-2 AT 43 5 14037 1% 38 5% .
HH PISK/Akt/mTOR &2 &M% IGF-2 $iL 12
B B 2 2 09 15 5 38 15 . 55 4 MAPKase 1936 16
Z 5 1IGF2 5 Wi S, 4 IGF oo &

[¥FEBEH] 2010-07-21 [#EZHEH] 20110307

insulin like growth factor [l ; Rhl sarcoma cells; mTOR

[Acad J Sec Mil Med Univ,2011,32(4) :422-424 |

Wt T ARZ MR 259, A 12 3EA I IR K
%1, mTOR B TORC1 1 TORC2 Bifh & & ¥4
B ARG IGF-2 78 N Y 2 Fp K &R T DL ions ok,
IGF-2 7] LN M B L 9 A N A2 K 45 & J5 B B0TE
PI3K/Akt/mTOR {555, MAEIN K, mTOR 7E i
AR AR 5 A T AL A B T B S i )
it S S A e R S E N R R s A
DA% 2% 3 s o S AR S TR m 25,
W, TORCL Al LB R 1k S6, 1 TORC2 W AT LU # AR
fb Akt, S6 FI Akt Y /2 1k R 2 o 3tk 4 0 AR &
TORCL Hil TORC2 BYIHE , il i 26 53 - HE 7] 25 4))

[E€mB] Wdbd DATRIE SR ST H (JX3C09). Supported by Science Research Foundation of Health Department of Hubei Prov-

ince (JX3C09).
[EE® ] Bk, W,

* B {F1E & (Corresponding author). Tel: 0717-6397198, E-mail: xyyxy1999@ yahoo. com. cn



S5 49 SO0 R RAEAE I T 2 51k Rh] YA mTOR 155 1975 5t 2L e 423 -

F1% i 1 00 51T

NBE S I 98 440 A (R J2& — R 3T 41 2 & 3R %
IGF-2 J U i 1) i 0 SUR IR MR i &= . & H
TAHOCBRPTZ5 W i vE . (H E AT T SCRk A E IGF-2
TEIZANNE G mTOR {5 538 #% 1Y HEfili 28 4k, PR,
TE VPN 33X 2653 R B T R BT AR KT R 240 i 1% 97 28, i
% e HIR ALY S6 A Akt (s473) (ITF AL B 240
W 52 259 FT BE A7 AE B9 25 BRIG Ik Fn 25 Sk, AR BESE
LI Rh1 AXF4 , W IGF-2 %t Rh 40 A= 7730 2 1 5%
Wi L K %E S6 F Akt (s473) B9 54k,

1 #H#EIEE

L1 gmiesdde  ABRSUULIA R 40 i bk Rh1 46
Peter #L &2 (£ E St. Jude JL % WF 57 = BE) $2 41,
Rh1 405 102 M4 0 B RPMI 1640 3 97 )
1E 37°C 5% CO, MHRRRE AT W ME TR 2 ~
3dEMRT K,

1.2 #HAKAHZHAA  IGF-2 I H Sigma A A ;
Annexin V-FITC #8 7= 4 03K 7 &4 H Biosciences
A w5 BCA & HE i 0 & M ECL W@l &
Pierce /A F) 7 &y BT A $t 4k ¥ 24 Cell Signaling
Technology 23 ®l 7= i,

1.3 wX@mesuaa A BEEh 10'4 Rhl
0 R TR SRR L S 10% BRI Y B IR R
Fr 27 h, FEoF VR VR JE FEHOR &R AR UL B RPMI
1640 By FAEEE FRIRARZE B I7 W I I IGF-2 (43

Control

FES9 10 ng/mD) H¥ . 240 M 78 B 2l B R o e AR K
72 h, A A0 R B0 F BV R TR I PBS
FRTE 2 W, BURECH 10° AN T E .
BRI R (FITOFRIC ) Annexin V A1 fk 7 e
(PD Y77 152 % UL A5 L 5 e Aot = 4t i A3 A7 94
T80T,

1.4 ZFa R tem Akt (s473) F= S6 B 82 AL 1
L JR10°AS Rhl 4T 6 fLakch, & 1026 g
A LI OB R MBS 9% 27 b JE B4l RPMI 1640
Rt ak 2L 55 5% 14 h, H IGF-2 (&M JE N 10 ng/
mD) 3 ) B 40 D 5.10.,20, 30,60 min J5 W4 B
1. H BCA 2 e it iR & ifE A7 28 e it L B 20 pg
F AR AT SDS-PAGE H Jk, B 5 % &= PVDF &
L SRR B S ECL S 8 3R g 5L 1
A tubulin HEAE NN Z,

1.5 “%itgEam R x+s TR, R SPSS
13. 0 G F AR IEAT ¢ AR5 K 56 7K SF (o) R 0. 05,

2 & B

2.1 IGF-2 4t # Rhl mpees A% MK 10,
Rh1 2076 TG i 3 A SR gl 35 52 b 4B K 72 hy it
20 O ASCRS: I G TR O (28, 02, 0) % 5 G 7E B 4l
FW P LT IGF-2(10 ng/ml) Hl 38 i 370 2 40 A A6
MHPH TR N (12.34+1.6) %, 5K IGF-2 HH
WIS AR L 22 A et 1 L (P<<0. 05) . FRIFIGF-2
A 2 240 A A T D AR R TR R

IGF-2 treatment

10°]

10°] -

30 ¢ P<0.05

20 ¢

Propidium iodide fluorescence

Propidium iodide fluorescence

1 10°4
10" 10" 10* 10° 10* 10°

Annexin V FITC

10'

10 |

Apoptosis rate (%)

10> 10° 10* Control  IGF-2 treatment

Annexin V FITC

B 1 WM AR IGF-2 54> Rhl 40 #E
Fig 1 Flow cytometry showing IGF-2 decreased apoptosis rate of Rhl cells
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