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Endocrine disrupting chemicals bisphenol A promoting MCF-7 breast cancer cell migration

through upregulating Snail protein expression

Leng Yan', Wu Yizhou?, Sun Yujie'?*

(‘Key Laboratory of Human Functional Genomics of Jiangsu Province, *Department of Cell Biology, NJMU,
Nanjing 210029, China)

[Abstract] Objective:To explore the underlying molecular mechanisms of exogenous bisphenol A (BPA) regulating MCF-7 breast
cancer cell migration. Methods: The migration of MCF-7 breast cancer cells was detected by wound healing assay and transwell
assay, and further confirmed by adhesion assay. Furthermore, the migratory ratio of MCF-7 breast cancer cells was analyzed by
knockdown of Snail. Results: Exogenous BPA was able to increase the expression of Snail in MCF-7 breast cancer cells and decrease
the expression of E-cadherin and thus promote cell migration. Knockdown of Snail was able to retard the MCF-7 breast cancer cell
migration. Furthermere, BPA stimulation reduced the adhesion ability of MCF-7 breast cancer cells. Conclusion: We demonstrated
that exogenous BPA induced MCF-7 breast cancer cell migration by upregulating Snail protein expression. These findings provide a
new clue for better understanding the mechanism of breast carcinoma metastasis.
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Figure 1 Exogenous BPA significantly promoted the MCF-7 breast cancer cell migration(x100)
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Figure 2 Exogenous BPA significantly promoted the MCF-7 breast cancer cell invasion(x100)

A — e, — — sssdo E-cadherin
——— — -
| —— {—— s somai GAPDH
BPA(nmol/L) 0 10 100 0 10 100
ctrl siRNA-Snail
1.4 T 2.5+ o
o 1.2 = , o
e IH 2.0 -
1.0 i
= 0.8 ® 1.5 |
£ 067 = 10]
= 0.4 £
g ] 0.5
502
0 . 0 - , .
ctrl siRNA-Snail ctrl siRNA-Snail
B
4501 i 100 —
90
400 ~
S 3501 & 507
P = 70
3004 <: 60-
5 2504 T 50
+ 2004 = 401
= 2
& 1501 = 307
= 100 20
g 50 r ™ 107
0 - 0 RNA-Snail
ctrl siRNA-Snail ctrl siRNA-Snai

[J:BPA 0 nmol/L;Ill:BPA 10 nmol/L; [#: BPA 100 nmol/L, A:7E MCF-7 FLIREE4N M 52 siRNA T35 Snail 357K P[4 ; B:siRNA
T Snail FikJ5 , MCF-7 ZLIME AT AL AR 2268 10855 ;" P < 0.01(n=3),
& 3 AMEME BPA 155 MCF-7 LI A0 0 Snail F2ikETHE, H Snail 35 5408 EAH 56

Figure 3 Snail expression was reduced by exogenous BPA in MCF-7 breast cancer, and was postively associated with cell migration
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Figure 4 Exogenous BPA reduced the MCF-7 breast cancer cell adhesion ability (x100)
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