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[ Abstract] Objective: To investigate the effect of epithelial growth factor (EGF) on the migration
and invasion of human triple negative breast cancer (TNBC) cells and the mediation of CANP-YAP
pathway. Methods: Human breast cancer cell lines MDA-MB-231 and MDA-MB-468 were used as
model cells, which were divided into the phosphate buffer (PBS) group, EGF group, EGF combined
with calpeptin ( Cal) group, and EGF combined with calpain inhibitor ( CI) III group. The migration
ability of the cells was measured by wound healing test. Transwell was used to detect the invasive
ability of the cells, and Western blot was used to detect the expression level of target protein in cells.
Results ; The migration rate of MDA-MB-231 and 468 cells in EGF group was higher than that in PBS
group (P <0.05), and the invasion rate of the two kinds of cells in EGF group was higher than that in
PBS group (P <0.05 or P <0.01); The YAP protein expression of the two kinds of cells in EGF
group was higher than that in PBS group (P <0.05 or P <0.01) ; The migration rate of the two kinds
of cells in EGF combined with Cal group and EGF combined with CI III group was lower than that in
EGF group (P <0.05). The invasion rate of the two kinds of cells in EGF combined Cal group and
EGF combined CI III group was lower than that in EGF group (P <0.05), and the expression of YAP
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protein in EGF combined Cal group and EGF combined CI III group was higher than that in EGF group

(P<0.05 or P<0.01). Conclusion: EGF has the ability to induce migration and invasion of model
cells. Cal and CI III can block the above biological effects induced by EGF, suggesting that EGF can
promote malignant biological behavior of cancer cells through CANP-YAP signaling pathway.
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Fig. 1

Effects of EGF on mobility and invasion of MDA-MB-231 and 468 cells
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Fig.2 Effects of EGF on YAP protein expression of MDA-MB-231 and 468 cells
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Fig.3 Effects of CANP inhibitors on migration and invasion of MDA-MB-231 and 468 cells induced by EGF
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7E:A Jy Western blot 5Z8, B Jg Western blot 28 ) 25 [ ; 5 EGF 41 He#, " P <0.05,” P <0.01,
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Fig.4 Effects of CANP inhibitors on the expression of YAP in MDA-MB-231
and 468 cells induced by EGF
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