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N 24 B8 31 (5'-3")
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Fig. 2 Effects of miR-139-5p on PC-3 cell line
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Fig.3 miR-139-5p targeted Notchl to suppress EMT and migration of PC-3 cells
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tophagy and NLRP3 inflammasome activation in epithelial

miR-139-5p Targeted Notchl to Suppress Epithelial-Mesenchymal
Transition and Metastasis in Prostate Cancer Cells

HUANG Zhiyang', CAl Jingshuang', ZHOU Jin', ZHANG Wei', XIN Jun', CAl Xuehua’, YE Yanle'
Quanzhou First Hospital Affiliated to Fujian Medical University. Quanzhou 362000, China

1. Department of Urology; 2.Department of Nursing

ABSTRACT: Objective To investigate the effects of miR-139-5p targeted Notchl on epithelial-mes-
enchymal transition (EMT) and metastasis of prostate cancer (PCa) cells. Methods The PCa tissue
samples were obtained from patients who underwent radical prostatectomy in Department of Urology,
Quanzhou First Hospital Affiliated to Fujian Medical University and the PCa cell line was purchased.
Samples of benign prostatic hyperplasia (BPH) and human prostatic epithelial cell line were used as the
controls. gqRT-PCR and Western-blot analysis were performed to detect the expression levels of miR-139-5p
and Notchl in tissues and cells.  Dual-luciferase reporter assay was performed to verify whether miR-139-5p
combined with Notchl directly. The expression levels of E-cadherin, N-cadherin and Vimentin, which
were biomarkers of EMT were detected to determine the effect of miR-139-5p on EMT by Western-blot
analysis. Transwell assay was used to detect the migration ability of the cells.  The lung metastasis
model in nude mice was established by injecting cancer cells via tail vein to determine the metastatic efficacy.

Results In cancer tissue and the cellular level, the expression of miR-139-5p was lower (P<C0. 05), and
the expression of Notchl was higher (P<Z0.05) than that in the BPH group. Compared with PC-3 cells
in the BPH group, the expression of E-cadherin in the group treated with miR-139-5p mimics was higher
(P<C0.05), while the expression levels of N-cadherin (P<C0. 05) and Vimentin (P<C0. 05) were lower.
Similarly, the cells migrating through the membrane (P<C0. 05) and the lung metastatic lesions (P<C0. 05)
were fewer in the group treated with miR-139-5p mimics. The expression of E-cadherin in miR-139-5p
mimics+ OE-Notchl group was significantly lower (P<C0. 05), which the expression levels of N-cadherin
(P<C0.05), Vimentin (P<C0. 05) were higher, compared with those in miR-139-5p mimics group. Also,
the cells migrating through the membrane were more in the former group (P<C0.05). Overexpression of
miR-139-5p decreased the mRNA (P<C0. 05) and protein (P<C0. 05) expression levels of Notchl in PC-3
cells.  The results of dual luciferase reporter assay showed that the fluorescence of PC-3 cells with wild
type-Notchl, transfected with miR-139-5p mimics decreased significantly compared with the cells treated
with miR-NC (P<C0.05). Conclusion This study indicated that miR-139-5p was lowly expressed in PCa
cells and up-regulating its expression could suppress EMT and metastasis of PCa cells by targeting
Notchl.
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