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ABSTRACT Objective: To investigate the effect of microRNA-139-5p (miR-139-5p) expression in colorectal cancer and its
influence on migration and invasion ability of colorectal cancer cells.
Methods: The expression alteration of miR-139-5p in colorectal cancer tissue and different colorectal cancer cell
lines were detected by using fluorescent quantitative PCR. The influence of miR-139-Sp transfection or miR-
139-5p inhibitor treatment on migration and invasion ability of colorectal cancer cells were detected by Boyden

chamber assay and wound healing assay. The target gene of miR-139-5p was predicted by bioinformatics analysis
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and was identified by luciferase reporter assay, and then the influence of miR-139-Sp transfection on its target

Results: The miR-139-5p mRNA expressions in both colorectal cancer tissue and colorectal cancer cell lines were
significantly decreased compared with corresponding control (all P<0.05). The migration and invasion ability
in colorectal cancer DLD1 and HCT116 cells were significantly decreased after miR-139-5p transfection and
were significantly increased after miR-139-5p inhibitor treatment (all P<0.0S). Bioinformatics analysis showed
that Notchl was the potential target gene of miR-139-Sp which was then identified by luciferase reporter assay.
Western blot results showed that Notchl protein expressions in DLD1 and HCT116 cells were significantly

Conclusion: MiR-139-5p may inhibit the migration and invasion of cancer cells through regulating its target

gene Notchl, so the down-regulated miR-139-5p may play an important role in the occurrence and development

[Chinese Journal of General Surgery, 2014, 23(10):1373-1378]
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gene expression was determined by Western blot analysis.
down-regulated after miR-139-Sp transfection (both P<0.05).
colorectal cancer.
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Figure 1 Results of gRT-PCR

in normal colonic cells and colorectal cancer cell lines

2.2 miR-139-5p M & EM M MEBINEEN
A
B S A9 Bon, SXF A A, miR-139-5p
e L] B 5 ) 45 B % DLD1 40 i A HCT116
AR (¥ P<0.05) (B 2A) 3 SXFHE4 L

© WA )3 i [ & F A F A EFH

10% SDS-PAGE 7B KM 5% WA &I, 2T
PEED BRI L, L 5% BSA B TBST %=
BEMF2h, IMA—Pi4 CHEBFE. L2 KH0.1%
TBST $EM% 3 K, A5 min, HIAAR A HRP b
WO 4, FIREE 1 h, 0.1% TBST YL,
MR £F 4k & I L Supersignal West Femto HRP f{ /&
b2 RGP R 4547 AT W5 . actin /E N NS %)
M, raEmzebER 3K,
1.3 Git=aE

K H SPSS 16.0 Gi i1 R dE 17 84 o b, 2 4l
Bl e] e AR H ¢ K6, L P<0.05 M =R HAS

R

2.1 qRT-PCR& &R

WA 1A FF 78, miR-139-5p 78 4% 1 i B 3
ZHZU ) ik i B AR T OE B R 4H 21 ( P<0.01 )
miR-139-5p 7€ 45 & W %% 48 i8 DLD1. HCT116.
SW620, SW480, HT29, Caco2 1 Yy 3 ik /K F 3
B AR T IE 4 45 % NCM460 400 (& 1B) , 25
YIE G383 (¥ P<0.05)

1
L7

_4 T T T T T T T
y @I\A"Qi)@\“c@\\%‘w w“q‘gﬂ g%ﬂ A%GB

miR-139-5p ikt (logl0)
I_

A: miR-139-5p 1E45 ELIE S5 A ks B: miR-139-5p 1EIE W 45 I A5 45 e A i bk b

A: MiR-139-5p expressions in colorectal cancer tissue and tumor adjacent tissue; B: MiR-139-5p expressions
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Figure 2 Migration and invasion assay

invasion of colorectal cancer cells
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A: Influence of miR-139-Sp on migration of colorectal cancer cells; B: Influence of miR-139-5p on

( Postition 1559—1566 of Notch 13' UTR )
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Figure 3 Prediction and identification of the target gene of

miR-139-5p A: Predicted 3-UTR target sequence of
Notchl formiR-139-5p; B: Luciferase activity detection for
analysis of the relationship between miR-139-5p and Notchl
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Figure 4 Western blot analysis for Notch1 protein expression
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