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[ ABSTRACT]

Survivin plays an important role in the process of apoptosis in colon cancer cells. METHODS: Protein lysates were extrac-

AIM: The purpose of the study was to examine colon cancer cell lines to determine whether StatSh/

ted from colon cancer cells. Human colon cancer cell line HT29 was transfected with Stat5h antisense oligonucleotide medi-
ated by liposome. MTT assay was used to measure the proliferation. Flow cytometry was applied to analyze the cell cycle
and apoptosis. EMSA was used to detect the activity of Stat5. Western blotting was applied to measure the expression of
StatS, p — Stat5, cyclin D1, Survivin, Bel -2 and Bel —x;. RESULTS: Targeting of Stat5 using antisense oligonucleotide
against the translation site resulted in apoptosis and downregulaed the expressions of Stat5, p — Stat5, cyclin D1 and Sur-
vivin, but not Bel —2 and Bel —x;,. CONCLUSION': Constitutive activation of Stat5 is associated with the carcinogenesis
of colon cancer cells. Blocking of Stat5 signaling inhibits the expression of Survivin and induces apoptosis in colon cancer
cells.
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[ A BRI T IE X H R M BC A
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X -100;0. 1% + — ke 26 B2 44 ; 10 mmol/L Tris, pH
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B2 ;1 mmol/L — i 7 B EE; 0. 1 mmol/L IE4HEREN;
1 mmol/LZE R i BE 4 ) E B ML I2 W 40 ML, R &
30 min;4 °C &4 F 13 000 r/min B.0> 10 min; B b
BRI T -80 C Uk,
7.4 FEREMZEF %k (Bradford i) PIFMIEE
F (BSA) 7R g i , R4 2 E € B 1R & (Bio -
Rad) F M4 0 € Bt £, T 000 E Tt
595 nm FBOLE (A)fH, HERBURE R KE
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TE 34T Western blotting 22 HiRF & H IR B 5 2
x TRt EEEERR M (SDS) EAEZZ v R 101 RE
(125 mmol/L Tris — HCI, pH 6. 8 ;4% + — % FL 5 R
#1;20% Hil;10% 2 - HFELEE) J5 100 C Kin T
fin#A 5 min, BUEEAEM 50 pg,7.5% - 10% R K
WA EE i vk 73 B3 5 P % # 3] PVDF I8 | HL KA
TER N IRBE G EE R I A B e F BB EIER
5. ¥ )5 TBST 22 wh % (10 mmol/L Tris —
HCl,pH 7.5;150 mmol/L & fk4#;0.5% Tween —20)
5 5% 41075 5 H 3 A 30 min, B HE, AL
(Stat5,p - Stat5, Survivin, cyclin D1, Bel —=2,Bel - x, ,
GAPDH) (Santa Cruz) , T/E¥¢E 1:1 000 ; GAPDH 1
KNSR, T 4 C FEHETHELR, A TBST(&IR
5 min) YEIESE , SHAMR T AW EESE S #9151 (Am-
ersham) & 30 min, T/EWRE 1:1 000, R)5 H
ECL (b ROt &R A5 S . MRZELH
it 50 pg EAET 7. 5% B TR Tk M B A 25 Pl VK O
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VK 2 ho JgfinsREEEHE UK I RS, SE A H K I [ 3]
3.5 h, fHREEE MIRET NBER IR ARG o LIS
HBERE TG T -70 C fnsa B 8 B3 (%
Kodak AR B BB R ) o
10 MR E

JH Phospholmager [F1% 4371 ( Molecular Dynam-
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Fig1 Analysis of cell cycle of HT29.
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Fig2 Analysis of cell apoptosis of HT29.
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Fig3 Expression of Stat5 and downstream mediators were ana-
lyzed by Western blotting.
B3 Western blotting 4l Stat5 B REBRIATHL
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Fig4 Activity of Stat5 was checked by EMSA.
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HEE H EEWIMAE T4, ENTE T H BH3 45t
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vivin 7EJE TR IE T T B A WEAEA, — T E W
WM, 5 —FEAEH A 2453 R
Survivin FIE M T4 SR A 1E #3547 , BRI 4 AL G,
- S 3, W LA Survivin 3k, A B 58 B
StatSh Jz CFEAZ A BR. Y 45 I e 401 il &% HT29, 7] LA
BELTHC MR Stat3 {5556 i@ B , StatS Rk H5TE M
T, TSN, cyclin D1 5 Survivin 3235 TR,
B2 Bel -2 5 Bel —x, AR HAEFBLH AT
BENPH I HT29 40 ff o StatS M B& )5, RIGREH
Stat5 A5 Survivin 5 37454, MMM #E] Survivin
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B, StatS {55 5% 38 B 1E 45 1 0 40 b i 7%

FPABALHI AT, StatS B W WG 55 40
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e PR RS P S B - o8 40 L ot 52497 5 Stat5 5 Sur-
vivin S BITRA 5T, BELIST StatS S AT 5 5 6 24 i
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