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Effect of miR-141-3p targeting 7GF-£2 on malignant biological behaviors of hu-
man prostatic cancer C4-2B cells

WANG Yu', QIU Mingxing'?, XIONG Guobing® (1. Department of Urology Surgery, the Affiliated Hospital of Southwestern Medical
University, Luzhou 646000, Sichuan, China;2. Department of Urology Surgery, Sichuan Provincial People's Hospital, Sichuan Acade-
my of Medical Sciences, Chengdu 610072, Sichuan, China)

[Abstract] Objective: To investigate the relationship between miR-141-3p and transforming growth factorff2 (TGF-f2), and its effects
on the malignant biological behaviors of human prostate cancer cell line C4-2B. Methods: After the transfection of miR-141-3p mimic,
the mRNA expression of miR-141-3p and 7GF-f2 in C4-2B cells was detected by qRT-PCR. Bioinformatics method validated the rela-
tionship between miR-141-3p and TGF-f2. miR-141-3p mimic alone or with TGF-f2 over-expression vector was transfected into C4-
2B cells, and then Western blotting was used to detect the expression of TGF-f2 protein in C4-2B cells, Hochest33258 staining was
used to detect cell apoptosis, and Transwell assay was used to detect the invasion ability of cells in each group. Results: After the trans-
fection of C4-2B cells with miR-141-3p mimic, the level of miR-141-3p increased significantly, and the level of TGF-52 mRNA de-
creased significantly (all P<0.01). The activity of luciferase was significantly reduced after the co-transfection with miR-141-3p mimic
and wild type report plasmid (P<0.01); However, the activity of luciferase was not obviously changed after co-transfection with miR-
141-3p mimic and mutant type report plasmid (P>0.05). After co-transfection with miR-141-3p mimic and pc-TGF-f2, the proliferation
of C4-2B cells decreased significantly, the number of apoptotic cells increased significantly, and the cell invasion ability decreased sig-
nificantly (all P<0.01). Conclusion: miR-141-3p inhibits the proliferation and invasion of human prostate cancer C4-2B cells and induc-
es cell apoptosis by targeting TGF-f2.
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Fig. 1 Effect of miR-141-3p (A) mimic transfection on the expression level of miR-141-3p and T7GF-£2 (B) mRNA in C4-2B cells
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A: Prediction of relationship between miR-141-3p and TGF-£2 by biological information;

B: The targeted relationship between miR-141-3p and 7GF-f2 was confirmed by luciferase assay
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Fig.2 Targeted relationship between miR-141-3p and 7GF-$2
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Fig. 3 Effect of miR-141-3p mimic transfection on the expres-
sion of TGF-B2 protein in C4-2B cells
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C4-2B cells
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Fig. 5 Effect of co-transfection with miR-141-3p mimic and pc-TGF-B2 on apoptosis of C4-2B cells(x60)
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Fig. 6 Effect of co-transfection with miR-141-3p mimic and pc-TGF-f2 on invasion of C4-2B cells(x200)
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