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Up-regulation of Nanog promotes cell proliferation and invasion in breast cancer cells MCF-7
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(Department of Public Laboratory, Tianjin Medical University Cancer Institute and Hospital, National Clinical Research Center for Can—
cer, Key Laboratory of Cancer Prevention and Therapy, Tianjin, Key Laboratory of Breast Cancer Prevention and Therapy, Tianjin Medical
University, Ministry of Education, Tianjin 300060,China )

Abstract Objective: To observe the effects of up-regulation of Nanog on the biological characteristics of breast cancer cells MCF-7.
Methods: A recombinant plasmid pcDNA3.1 (-)-Nanog was constructed. Using immunofluorescence, Nanog positioning in MCF-7 was
observed after transfected with plasmid pcDNA3.1 (-)-Nanog. Breast cancer cell line MCF-7 high expression Nanog was obtained by using
cloning separation plate. The effects of up—regulation of Nanog on the biological characteristics of MCF-7 breast cancer cells were observed
by clonogenic assay, Transwell migration and invasion assay. Results: Nanog was localized in the nucleus in MCF -7 cells. MCF-7 high
expression of Nanog had more significant effect on cell proliferation, migration and invasion. Conclusion: Up-regulation of Nanog could
promote cell proliferation, migration and invasion of MCF-7.
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Fig1 The agarose gel electrophoretogram of the recombinant

plasmid before and after digestion by restriction enzyme
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Fig2 Immunofluorescence confirmed Nanog located in the nucleus in MCF-7( x400 )

2.3 Nanog # & i& SURE A 20 i % MCF-7 9 3 5

5 W A A RO B ZH 4 I AH LE , Clone 1 AT Clone 2
4+ Nanog A 92 1k 8 B v, % T i 0 s i o
T Nanog = RA Rt E A AR (K 3),

WwWT Control Clone 1 Clone 2
Nanog — [NSE————
B —actin | E— T W

&3 Western Blot iE 3T Nanog & %A MCF-7 faEHfE &
FIhE L
Fig3 Western Blot confirmed that high expression of Nanog stable
cell line MCF-7 was successfully established

2.4 Nanog & F ik 4845 38 5% MCF-7 28 joLt 5214 T
e PR SERETE B 5 45 R 7 : Nanog 5 4%
TR 1) 40 T B 1) v R 5 E R B B B A R /N B i
T TR R ZH K B AR A (P<0.05, IRl 4), iE—2L 21
Nanog /5 2 IABENS AL UE MCF-7 i B4 FE BE T .

A WT Control B
. 80 *
Clone 1 Clone 2 *
- 60
0 it §
= 40

(] 1]

WT Control Clone 1 Clone 2

A: MCF-7, Control, Clone 1 1 Clone 2 45 F 500 /™41, 2 IR K AY
velE. B: e H A%, *P<0.05

E 4 Nanog Fi&7kF LR MCF-7 4B TERER A B8

Fig4 Up-regulation the expression of Nanog promoted the colony

formation ability of MCF-7
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Fig5 Up-regulation the expression of Nanog promoted the migration ability of MCF-7
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Fig 6 Up-regulation the expression of Nanog promoted the invasion ability of MCF-7
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