T E R AR T 2435 hitp://www.biother.org

Chin J Cancer Biother, Oct. 2019, Vol. 26, No. 10 + 1075 -
DOI:10.3872/j.issn.1007-385x.2019.10.004 R Rk

& #%5% miR-129-5p {53 #815 MAPK1 #0551/ HeLa MR 4 11T A

BN R AL WA REC(L TR S ERE A, A d @ 4730005 2. AN K32 A AEE SRR AT
N 450000;3. = A FEER MBA, =d 29 650021)

[ ZE] & %5 miR-129-5p X 5 % HeLa 41112 28 ER A EMT HI1E A S HALH] . 2 ok« SR 2% HeLa 41 i, )
A JE S TR AT 97 %6 miR-129-5p A BEFE K] , X 5% 0l 21 A 75 J (K] 46 1E miR-129-5p FI MAPK 1 I#E[a] ¢ &R o K miR-129-5p
mimicmiR-129-5p inhibitor #1 pcDNA-MAPK 1 H. B A 4% Y4 3l HeLa 41, F qPCR A5 HeLa 41 ffd ¥ miR-129-5p F#TMAPK1 [
FIKIKF, FH Transwell ¥R A 9256 43 5 4G 0 HeLa 4L 012 28 12 18 /1, WB £ U 41 g+ E-cadherin N-cadherins MAPK1
STAT3 Fl Bel-xL )83k . F34 R HeLa 200 1 R RS AR AR , A0 8% miR - 129-5p ief 2328 X R A9 2 K 10 5200, WB AG:00 % 7 4.
U EMT M MAPK LB ESMI SR ARk, 46 & : miR-129-5p 5 MAPK1 £ 3" UTR [X 7 AE45 &47 4, i 3294 miR-129-5p $E )31
HIMAPK1(P<0.01). 5%} REZHAH E , miR-129-5p mimic 4112 22 4H i %5 H k> (P<0.01) , RIJE @& 2 PR (35 P<0.0 1D ; 4 i+ E-
cadherin #Ji& b i1 N-cadherin\MAPK1.STAT3 Fl Bel-xL 3 T~ i (33 P<0.01) ; 2155 4 MAPK1 Wil %% FiRI G . D a L AR B
HeLa 41 i F AR 58 , 50 B ZHAH L , miR-128-3p mimic 28 i 8 5 ek % (P<0.01) 5 989 2H 21HH E-cadherin 33 7K P L1 i N-cad-
herin .MAPK 1.STAT3 Fll Bel-xL ({35 T il () P<0.01) . & ¥ : 1335 miR-129-5p i3 ¥ ) MAPK 1 401 = 21 HeLa 20 L (1112
2 LB EMT.

[Z421R] =804 :HeLa 4010 ; miR-129-5p; MAPK1 ;{228 ;124 b [A] R854k

[FEISZS] R737.33; R730.5 [XEAFRIRIE] A [XEZHS] 1007-385X(2019)10-1075-08

Over-expression of miR-129-5p inhibits malignant biological behaviors of cervical
cancer HeLa cells by targeting MAPK1

QU Xiaoling', ZENG Yi’, YAO Li', CAI Zheng’® (1.Second Department of Obstetrics, Nanyang Central Hospital, Nanyang 473000,
Henan, China; 2. Department of Basic Medicine, Zhengzhou University, Zhengzhou 450000, Henan, China; 3. Department of Oncolo-
gy, Yunnan Provincial Hospital of Traditional Chinese Medicine, Kunming 650021, Yunnan, China)

[Abstract] Objective: To investigate the effects and mechanisms of miR-129-5p on invasion, migration and epithelial-mesenchymal
transition (EMT) of cervical cancer HeLa cells. Methods:Cervical cancer HeLa cells were selected. The target gene of miR-129-5p was
screened by bioinformatics prediction software, and the targeting relationship between miR-129-5p and MAPK 1 was verified by dual lu-
ciferase reporter gene assay. HeLa cells were transfected with miR-129-5p mimic, miR-129-5p inhibitor and pcDNA-MAPKI1 alone or
in combination. The expressions of miR-129-5p and MAPK1 in HeLa cells were detected by qPCR; the invasion and migration ability
of HeLa cells were detected by Transwell and scratch-healing experiments, respectively; and the expressions of E-cadherin, N-cadherin,
MAPKI1, STAT3 and Bel-xL were detected by WB. The subcutaneous xenograft model of HeLa cells in nude mice was constructed to
observe the effect of miR-129-5p over-expression on the growth of transplanted tumors. The expressions of EMT and MAPK1 pathway-
related proteins in transplanted tumor tissues were detected by WB. Results: miR-129-5p could bind with the 3'UTR region of MAPK1,
and over-expression of miR-129-5p targetedly inhibited the expression of MAPK1 (P<0.01). Compared with the control group, the num-
ber of invasive cells in the miR-129-5p mimic group decreased (P<0.01), the scratch healing rate decreased (all P<0.01); The expres-
sion of E-cadherin was up-regulated, and the expressions of N-cadherin, MAPK1, STAT3 and Bcl-xL were down-regulated (all P<
0.01), while co-transfection of MAPK1 reversed the above phenomenon.The nude mice HeLa cell xenograft model was successfully es-

tablished. Compared with the control group, the tumor mass of the miR-128-3p mimic group was reduced; the expression of E-cadherin
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was up-regulated in tumor tissues, while the expressions of N-cadherin, MAPK1, STAT3 and Bcl-xL were down-regulated (all P<0.01).

Conclusion: Over-expression of miR-129-5p inhibits invasion, migration and epithelial-mesenchymal transition of cervical cancer

HeLa cells by targeting MAPK1.

[Key words] cervical cancer; HeLa cell; miR-129-5p; MAPK1; invasion; migration; epithelial-mesenchymal transition
[Chin J Cancer Biother, 2019, 26(10): 1075-1082. DOI: 10.3872/1.issn.1007-385X.2019.10.004]
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