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ABSTRACT Objective: To explore the effect and mechanism of miR-125a-3p on the infiltration and metastasis of colon cancer
cells. Methods: The expression of miR-125a-3p in colon cancer cells and tissue samples were detected by qRT-PCR. The miR-125a-3p
expression in the colon cancer cells was overexpressed or down-regulated, then the effects of miR-125a-3p on the proliferation, migration
and invasion of colon cancer cells were detected by colony formation assay, cell proliferation assay, wound healing assay and transwell
arrays. The expressions of epithelial-mesenchymal transition (EMT) related markers were detected by Western blot after
miR-125a-3p-overexpressed colon cancer cells. Results: The expression of miR-125a-3p was significantly down-regulated in both colon
cancer cells and tissues. Overexpression of miR-125a-3p inhibited the proliferation of colon cancer cells HCT116 and SW480. Overex-
pression or silence of miR-125a-3p inhibited or enhanced the migration and invasion of colon cancer cells respectively. In
miR-125a-3p-overexpressed colon cancer cells, the expression of the Snail, N-cadherin and Vimentin were significantly decreased,
whereas E-cadherin expression was increased in both mRNA and protein levels. Conclusions: miR-125a-3p participated in regulating the
migration and invasion of colon cancer cells. The mechanism may be mediated by regulating the EMT pathway.
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1.1 MR ARRER

N 45 W% 9% 41 e 2 HCT116,SW480 SW620 . HT29 Co-
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HCT116,SW480 K. SW620 ZH i1/ BIFHL T 6 fLik, 4
JiL 5% 3R 5] 50%-60%K , 55 46 AH N 14 TC 1M 7 35 52, >R lipo-
fectamine-2000 H4AH N ALY 51 5% 2 T4 17 91 e BRI Yedal ) 45
YRR 2591 e S5 AR 25 R s AN, 5 2% 6 h 535 A 3 10 5 555
FRILAR SR . miR-125a-3p W AETIRT I . BT
(mimics) K AH X} BP0 350 3 AL AL A F] . miR-125a-3p
mimics ; 5'-“ACAGGUGAGGUUCUUGGGAGCC-3'; miR-NCmi-
mics: 5'-UUCUCCGAACGU GUCACGUTT-3',

1.3 SERPEE PCR(qRT-PCR)

235 7965 40 0 B2 IhfEg 4H 25 5L RNA {i ] Trizol (Invitrogen 2y
FDIRE, HAASIRSH I E UL, G = IR AU 7
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e S ZR G0 %P AE I S RNA 3 47 )2 % 5% & L cDNA. i H
ABI7500 220 5E 7 PCRAY, L) U6 i NS5 L, K1l miRNA A
FKIEKE. SIWFEF AT :miR-125a-3p, F:5'-ACACTCCA-
GCTGGGACAGGTGAGGTTCT TG-3';R:5-CTCAACTGGT-
GTCGTGGAGTCGGCAATTCAGTTGAGGGC TCCCA-3';U6,
F:5'-CTCGCTTCGGCAGCACA-3';R:5-AACGCTTCACGAA-
TTTGCGT-3'; Snail, F: 5'-~AAGATGCACATCCGAAGCCA-3';
R:5'-CAAAAACCCACGCAGACAGG -3';E-cadherin, F;5'-GC-
CGGAGCCCTGCCACCCTG-3';R: 5-CTTTCTGTAGGTGGAG
TCCC-3';N-cadherin, F; 5-“GGAATCCCGCCTATGAGTGG -3';
R:5-CGTCTAGCCGTCTGATTCCC-3'; GAPDH, F: 5'-GC GAG-
ACCCCACTAACATCA-3";R: 5-GAGTTGGGATAGGGCCTC-
TCTT-3',

1.4 Western blot 323§
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L7 GEitEaHh

K H] SPSS19. 0} Graphpad prism 5.01 1745307 S51E
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2.1 miR-125a-3p L FEEBMRALAHEBERKE
qRT-PCR Jy £ A miR-125a-3p 1 2 Fh 4 7 9 4 I 2 1)
Tk, G5 NIR5IEH 45 3R 4R NCM460  (1.000+
0.0692, n=3) #f It ,miR-125a-3p 7E £ > 45 7 s 40 M & , 4
HCT116 (0.505+ 0.067, n=3, P=0.0068) .SW480 (0.355+ 0.071,
n=3, P=0.0029) .SW620 (0.728 % 0.050, n=3, P=0.0335) HT29
(0.304 £ 0.058, n=3, P=0.0015).Col0205 (0.499 + 0.0766, n=3,
P=0.0083) .LoVo0(0.206+ 0.050, n=3, P=0.0008) . HCT15(0.5144
0.110, n=3, P=0.0201) LS174T (0.3684 + 0.06908, n=3, P=0.
0030) ¥ 2 IILEKE , Z2F HA G2 L(E 1A), 1o, 3K
13833 qQRT-PCR Jy i i — 45 Kuill] miR-125a-3p 7845 Iy dis 4 41
HEE R R 15 BIZS I E B T, 73.33% S i 21 2L
(Tumor, T)H' miR-125a-3p (3R 3k il 251 T AH N 1F 5 95 55 41 21
(Normal, N)(# 1B), Dk P45 5488 miR-125a-3p A5 w4t i
R LR R IRR
2.2 33RIE miR-125a-3p HH) 45 b7 a0 B ) S SE B
AT S AR 45 5 4 il HCT116 K SWA480 w4 Y
miR-125a-3p #% fll ¥ (miR -125a-3p mimics),24 h J5 & i
qRT-PCR #ll & B8 miR-125a-3p 7E4H i HCT116 K SW480 &
It Fe ik (B 2A) 383 AR 5 B S 36 4% miR-125a-3p X251
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SR AR BE 1R . Wi 2B-C Bk, miR-125a-3p g ik
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IRUUER , VLG miR-125a-3p FERE 5 A R4 e A i 1 3T
BHRZERE T . Zead 48h To s 35 37 5 MR SC 00 25 SR W oR Ttk
miR-125a-3p & FHE N T 45 SW620 iR B R /e T,
A HRZHAE 22 R B Ge it LB 3A-B).
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SEE) WEK miR-125a-3p i kx5 e AN A AR 28 RE
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JRAE CRAEAE S 1% Matrigel SEFTRS) 0945 17 9 40 i e X B 4]
(I %3k miR-NC) M Ew /b, 2REAZIEE X (B
3C-D), X $b4E T3] miR-125a-3p W45 495 40 HCT116
IR KA ZERE )

2.4 miR-125a-3p 3% EMT $rE0 FHIFRIE

JIBIESE miR-125a-3p 845 25 iz i 200 4= 22 0 7 1) LK
VEHIPLE], FeA Tt — il QRT-PCR Hl Western blot 5 A6l
miR-125a-3p J2 BN EMT AHOGHR &G0 TIIRIE . 56, 124
4 HCT116 itk miR-125a-3p([&] 2),qRT-PCR 455
P78 miR-125a-3p 13 F 35 2 1 ] Snail N-cadherin } Vi-
mentin A mRNA ik, TN E-cadherin /) mRNA £k (F
4A), TEEH KT, miR-125a-3p 33 FiEFIFERE fN E-cadherin £
R MPH] Snail \N-cadherin £z Vimentin 9335 = B (18
4B), Tl & T HAl EMT #HCH74 5 F (Slug . B-catenin MMP2 J%
MMPO) R IRASAL , FoA T ARAGI 2 Bt A 2 ).
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Fig.1 Expressions of miR-125a-3p in different colorectal cancer cell lines
and tissue samples. A. miR-125a-3p expression in normal colonic mucosa
cells and different colorectal cancer cells were detected by qRT-PCR. B.
miR-125a-3p expression in colorectal cancer clinical tissue samples and
corresponding normal tissues were detected by qRT-PCR. *P<0.05; **

P<0.01; ns: no significantly.
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miR-125a-3p Xf %% 3¢ F - Snail o] BE A W £ 4E o il
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Fig. 2 Overexpression of miR-125a-3p inhibited the proliferation of colorectal cancer cells. A. Overexpression of miR-125a-3p in colorectal cancer cells

HCT116 and SW480 were detected by qRT-PCR. B&C. Cell colony formation assay suggested that overexpression of miR-125a-3p inhibited colony

formation ability of colorectal cancer cell. D. Overexpression of miR-125a-3p inhibited proliferation of colorectal cancer cell compared to the control cells

(overexpression of miR-NC). *P<0.05; ** P<0.01.
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Fig.3 Overexpression of miR-125a-3p inhibited the migration and invasion ability of colorectal cancer cells. A&B. Overexpression of miR-125a-3p

inhibited scratch healing ability of colorectal cancer cells. C&D. Overexpression of miR-125a-3p inhibited migration and invasion ability of colorectal

cancer cell HCT116. *P<0.05; ** P<0.01.
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Fig. 4 After overexpression of miR-125a-3p in HCT116 cells, Snail,
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qRT-PCR (A) and Western blot (B). And it showed that the expression of
the Snail N-cadherin and Vimentin were significantly inhibited, whereas

E-cadherin expression was increased in both mRNA (A) and protein levels

(B). *P<0.05; ** P<0.01.
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