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Action mechanism of human epididymis protein 4 in development and progression of breast cancer
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Abstract Objective: To explore the mechanism of human epididymis protein 4 (HE4) in development and progression of breast cancer.
Methods: Reverse transcription quantitative PCR  (RT-qPCR) was used to detect the HE4 mRNA expression levels in primary breast
cancer tissues and the paired adjacent normal tissues. The HE4 mRNA and protein expression was also detected in breast epithelial cell
lines by RT-qPCR and western blot, respectively. The RNAi was used to knock down the HE4 expression in HE4 high expression level cell
line SKBR3, CCKS and colony formation assays were performed to analyze the proliferation ability. Flow cytometry was applied to detect the
apoptotic cells in HE4—-depleted cells. The phosphorylation expression levels of Erk and Akt was evaluated by western blot. Results: The
HE4 mRNA was up —regulated in primary breast cancer tissues compared with the adjacent normal breast tissues. Depletion of HE4
expression suppressed the proliferation and promoted the apoptosis in SKBR3 breast cancer cell line. Furthermore, the phosphorylation
expression levels of Erk and Akt were reduced in HE4—depleted SKBR3 cells. Conclusion: HE4 promotes breast cancer development and
progression through Erk and Akt signaling.
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Fig 1 Detecting the expression level of HE4 mRNA in primary

breast cancer tissues and the paired adjacent normal tissue
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Fig2 The expression of HE4 in breast cancer cell line
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Fig3 The expression of HE4 in transfected SKBR3 cell with siRNAs
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Fig4 Effect of silencing HE4 on SKBR3 cell proliferation
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