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[ Abstract |

Objective To investigate and clarify the effect of Statba on proliferation of human breast cancer cells (MCF-7)

and to detect the changes of epigenetic signature on the promoter region of p53 gene. Methods Stat5a was over expressed in human
breast cancer cells (MCF-7) by using adenovirus mediated gene transfer technology. The cell proliferation was examined by MTS
assay. ChIP assay was used to check the trimethylation of lysine 27 on histone 3 (H3K27Me3) of p53 gene promoter region. Fur-
thermore,qRT-PCR and western blot were also applied to confirm the expression of p53 gene. Results The number of MCF 7 in-
creased in a dose dependent manner. Compared with that of control group, the cell density of MCF-7 increased 7. 603 1%,
18.123 7% and 24. 898 7% when the MOI were 10,20 and 30. Chromatin Immunoprecipitation showed that Stat5a significantly in-
creased H3K27Me3 and down regulated the expression level of p53 gene. Conclusion Stat5a promotes proliferation of breast cancer
cells through trimethylation of H3K27 and inhibition of p53 gene expression.
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JEE, ARBFFEER T I K BN StatSa X R AR M A
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sulfophenyD)-2H-tetrazolium7, Ui & % [ B0 & 5% i 77 ECL
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P31 p53 BT
P I p53 mRNA

14 18S rRNA

5'-GAAGACCCAGGTCCAGAT-3'(S)/
5-TGACGGAGGTTGTGAGGC-3'(S)/

5'-CGCCGCTAGAGGTGAAATTC-3'(S)/

5'-GGGAAGGGACAGAAGATGA-3"(A)
5-TGTAGTTGTAGTGGATGGTGGT-3'(A)

5'-CCAGTCGGCATCGTTTATGG-3'(A)
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(MTS) ¥ MCF-7 /] RPMI 1640 ¥5 3% W (& 10. 0% & 4 1
OTE 37 "CL5% CO, IR B 75 . 1 40 M 1y 06 B 3 ol
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F 1% F RS [ 22 10 min J5 , DAH Z08R 2% 1k FF G 5 (2D IR 3R
RS 1 52 W, A 400 H i 45 9% (100 mmol/L Tris-Cl, pH 9. 4,10
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FEFAL B S A pS3 Bk .4 TRk 58 2 R iR
B s (D W5 38 A ECL A& X KR iIC R ERERMNE.
1.3 Seit2eab s SR A SPSSI8. 0 e it 8K #4740 B7 . 1
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KR XS ¢ ¥, DL P<<0.05 WERE G5 L.
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2.1 Statba X AEFL IR A0 MG FE M e 2 4 X IR A
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2.2 Statsa X MCF-7 p53 3% X 5 3 720 & /1 B 54k 59 5 i

11 35 Statba 9 40 M, H Y 0T B R S A K & L
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Statba, MRIFEH LIIEL L, 76 5L B 56 Yo ol B op, 255k AL 2
BEAS 1 AR FL IR A0 2 G0 TA7TD K MCF-7 [ %6 8 30 R 45 AI%
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DL StatSa, 458 & B MA PRL B4 B4, B AR A 1
FIEHMIE StatSa, {H 241 i 285 B AR A > s BT, By PRL B
JiE Statba Fr 80, AW 45 R KB, 2 /01 40 i 54 58 5 1
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pS3 A A E W BN T2 — KRR S A M
R VEER A — & X R, W Statba (142 i 40
g AR R TS ps3 A k. AW iE A ChIP, X i & ik
Statba J& (1 FLIRE AN M p53 3 3 30 F X 38 19 36 Witk 1% 2 1&
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B, p53 HE R A 8l F X4 DNA # K & U1 3E , U B i 32 3% Stat5a
ABfE 2 #F p53 IR JH ) 1 I 2 B 3 55 27 AL iR iy 5k
A (H3K27Me3) &4, H3K27Me3 %f 5 [H 241 DNA 54 & 4
FIAH BAE B A IR BN, KRR, X — &G
i ) F T 5 e S A R B T TR AR TR Bl I A
i 410 4 3 R A 3 S R AT . ML H3K27Me3 X p53 JE A
FIK W A BFFE N H qQRT-PCR X p53 mRNA 17 # 0 ,
5 IE AN WU, p53 mRNA JK - B & 55 75 8 1 3 0 i B A% B
S p53 F B JE 1 B Ak g i g5 . | Eid i —
PR EEK IR TR D,
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2l T MU p53 e BT X Y 41 B 1 W 3 1R E A 1 L A
#F H3K27Me3 H 364k, T ] p53 JLE i 23k .
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