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Calpain/Cyclin E Signaling Enhances Epidermal Growth
Factor Induced Migration in Breast Cancer Cells
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[ Abstract ] Objective: To investigate the effect of the Calpain/Cyclin E pathways in epidermal growth
factor (EGF)-induced migration in MCF-7 breast cancer cells. Methods: Using MCF-7 breast cancer
cells as a model , EGF, Chelators (BAPTA) and CANP inhibitors ( Calpeptin/ALLN) were applied for
pretreatment of model cells. Cell migration was determined by wound healing assay. Western blot was
used to analyze protein expression changes. The effect of Calpain/CyclinE signaling on EGF-induced
migration in breast cancer cells was investigated. Results; BAPTA and ALLN could prevent EGF-in-
duced migration of MCF-7 breast cancer, compared between BAPTA group and control group (P <
0.01), compared between EGF group and ALLN group ( P <0.01 ) ; Calpeptin was able to prevent
EGF-induced Cyclin E processing and migration in breast cancer cells. Conclusion; Ca’ " -Calpain-Cy-
clinE signaling enhances EGF-induced migration in MCF-7 breast cancer cells.
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Fig.3 The effect of Calpeptin on Calpain | and CyclinE protein expression induced by EGF
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