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HIMOE RSB MIEGE G /G #9(73.3542.45), 53 A (62.56+2.35) AL A5 41(62.68+1. 20) b4k, £ F A %t
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Effect of ADAM17-shRNA on proliferation of human breast cancer cell line MCF-7 in hypoxia”
Chen Guo fu ,Wu Lijun . Zhang Xuepeng” ,Cai Zhun ,Meng Xiangchao
(Department of Surgical Oncology ,Af filiated Hospital , North China University o f
Science and Technology » Tangshan, Hebei 063000, China)

[Abstract] Objective To investigate the effects of shRNA targeting a disintegrin and metalloproteinases 17( ADAMI17) on
the proliferation of human breast cancer MCF-7 cells in hypoxia environment. Methods The four specific ADAMI17-shRNA se-
quences aiming at ADAMI17 were designed, transfected into MCF-7 cells by electroporation, and cultured in hypoxia environment.
The experiment was divided into the control group (blank phosphate buffer solution, PBS) ,nonsense sequence group (transfected
with ADAM17-shNC) and shRNA transfection group (transfected with ADAMI17-shRNA, the highest silencing efficiency of shR-
NA was selected for following experiments). Real-time PCR was used to detect the expression of ADAM17 mRNA. The prolifera-
tion ability and cell cycle change of MCF-7 cells were detected by iCELLigence and flow cytometry (FCM) ,respectively. Results
Compared with control group and nonsense sequence group,the four ADAM17-shRNA transfection groups all had the silence effect
on ADAMI17 gene expression (P<C0. 05), the difference was statistically significant(P<C0. 05) , particularly shRNA1219 had the
highest inhibitory rate (F=15. 11, P<C0. 01). The cellular proliferation ability and cell growth speed in the shRNA transfection
group were significantly decreased compared with the control group and nonsense sequence group (P<C0. 05). Most cells of shRNA
transfection group remained in the G,/G, phase (73. 3534 2. 45), which in the control group and nonsense sequence group was
(62.5642.35) and (62. 684 1. 20) respectively, the difference was statistically significant(P<C0. 05). The cell cycle progression
was significantly delayed. Conclusion ADAMI17-shRNA inhibits the proliferation of MCF-7 cells under hypoxic environment.
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x1 ADAMI7 AR E 5
i H shRNA HUF S (5'-3)
ADAMI17-shRNA ADAMI17ShRNA-1219 GGAACTCTTGGATTAGCTTAT
ADAMI17ShRNA-1508 GCGATCACGAGAACAATAAGA

ADAMI17ShRNA-1134
ADAMI17ShRNA-297

GCTAGAGCAATTTAGCTTTGA
GCTCTCAGACTACGATATTCT
GTTCTCCGAACGTGTCACGT
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AMI17 mRNA # & 1 shRNA, J] T g 2R % . %I Real-time
PCR Y 45 5 2R FIAR X s 1 19 77 1% 2647 40 o0 A

1.2.4 iCELLigence £l 4 fg i 35 58 i 26 20 a1 20 e e
J&i offi i iCELLigence R & #E AT A, L E-Plate L8, fE L H
JIA 300 pL iR & 3571 3 20 4 Bl Bk, i 3 = [k B K 5
A 9 1 iICELLigence b A7 Ht & K5 3% . Kk iCELLigence & 4t
K MCF-7 2 Jil 1) A= 4 703 G ok 72 o 2R 40 12 IR A 00 4K 74 11
20 i BH P 2 B-40 e 45 %k (CD, i ] iCelligence DA Software
2. O A BEAT 1 36 B AR o3 A A 1 1R AL B

1.2.5  Gaan B S Bran j 5 3 B s B R T
BE w24 h g WCSE S A AN A TR Y 706 LB 2 mL
FERFANE.ET 4 CRENM 24 h DL E. 400 B &5 .
TUAMREE Jy 50 pg/mL FRE Y BE (PD 500 pL, 5 i &6 g
0,30 min,  FEH U8 0 o I8 40 3 AR L SR P b o AR P 8 0 =X 4 e
LA ) 45 SR

1.3 Suil2abs 5 A SPSS20. 0 48 i1 4 X ik 58 B0 itk 47

Gl AL HE, TPERIECR A T KRG AL L BCR A K
I KB K HE «=0. 05,4 P<<0.05 FERNERESIT¥E X,
2 % ES

2.1 shRNA #/4&5 Je 70 I8 MCEF-7 40 i 50 R ¥E M shR-
NA FR AR Y5 L5 9% 48 h 5 B T 9468 8 41 22 B
BE T WS 40 i 5 Yo A8, 45 5L 30 WY ol g L R e vk 1 s R R
95% LA b LA 1,

ALHE Y shRNA 98G5 5 B 45 Y shRNA Bl R C. A i B i & fn 4% .
Bl SHAEEEERMBETAREFIERLEE(X100)

2.2 ADAMI7 mRNA £k HKFE K XFFIA 2 »4T=
0.9740.14) 5 %t B4 H 48, ADAM17 mRNA 1553k K &
AL, Wi R L E L (P>0.05), S5X A KT LT
SIHAR L, shRNA Fe gL 20 1y 4 4> F %) ADAMI7 mRNA #
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EIRFE & B ADAMIT7 7 3L I 4 20 S e 223k, oF HLBE
ZH 2P0 TP R W DA 3 S A 0 R e B A B i R
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