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The Fonction of GPER Inhibitor in Estrogen-induced Malignant
Transformation of Breast Cells
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[ Abstract] Objective: To assess the role of inhibitor G15 in G protein-coupled estrogen receptor
(GPER) in malignantly transformed mammary epithelial cells. Methods: Non- tumorigenic MCF-10A
mammary epithelial cells were used as the research models. MCF-7 breast cancer cells were used as
the positive control in in vitro assay. Model cells were cultured up to the thirteenth passage, marked as
P13. The morphology of treated cells was observed under the microscope, and cell proliferation was de-
tected by plate colony formation assay. Then tumorigenicity was detected in nude mice. Results; In
cells treated with E2 (50nM/L) , cell contact inhibition disappeared and cell bodies became larger and
fusiform. Transformed cells and MCF-7 cells were further stimulated with E2 (with DMSO as controls)
and cell proliferation greatly increased (P <0.01) and this effect could be dramatically suppressed by
G15. E2-treated model cells were tumorigenic (7/10) significantly in nude mice ( with controls as
0/5). Conclusion: Novel estrogen receptor GPER may be led to promote the proliferation ability of
E2-induced transformed cells.
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Fig. 1 Changes in morphology of MCF-10A cells
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Fig.3 E2 promoted the proliferation of transformed cells
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Fig.4 G15 inhibited the proliferation of E2-stimulated transformed cells
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