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miR-335-5p inhibits the proliferation of gastric cancer cells by tagerting Oct4
Cheng Angi,Peng Xudong,Liv Guangyi,Wang Ziwet
(Department of Gastrointestinal Surgery,The First Affiliated Hospital of Chongqing Medical University)

[ Abstract )Objective . To investigate the effect of miR-335-5p on the proliferation of gastric cancer cells and its underlying mecha—
nism. Methods : The expression of miR-335-5p in gastric cancer cell lines BGC-823, MKN-28, MKN—-45 and normal gastric mucosal
epithelial cell line GES-1 were tested by gRT-PCR. SGC-7901 and BGC-823 cell lines were transfected by overexpression and
antagonist lentivus respectively and the experimental groups were divided into;miR-335-5p group (transfected with miR-335-5p
overexpression lentivus) and negative control group (transfected with empty lentivus, NC) in SGC-7901 cell line,and antago-miR—
335-5p group (transfected with antagonist lentivus) and negative control group (transfected with empty lentivus,NC) in BGC-823
cell line. The effect of miR-335-5p on the proliferation of gastric cancer cells was tested by CCK-8 assay, colony formation assay and
EdU assay. The target gene of miR-335-5p was predicted by bioinformatics software. Western blot was selected to test the expression
level of Oct4, AKT and pAKT. Results . The expression level of miR-335-5p was downregulated in gastric cancer cell lines compared
with that in normal gastric mucosal epithelial cell line. CCK-8 assay,colony formation assay and EdU assay showed that the absorbance
(A) value, colony formation number and EdU positive cell in overexpression miR-335-5p group were lower than those in NC group

while antago-miR-335-5p group had higher A value,colony formation number and EdU positive cell than NC group. Oct4 was pre—

dicted as a target gene of miR-335-5p. The protein expression
level of Oct4 was lower in miR-335-5p group(0.469 + 0.054)
than in NC group (0.670 + 0.045) (P=0.008 ) ; the protein ex—

1EENR 2% 8 Fmail : 769011718@qq.com,
BT @) . B M 5 09 AT 5T
BIEEE: 72, Email. wangziwei571@sina.com,
HEWMB: BRI AR T EHHEZZTIHRA (%5 :[2012]649)

258 H AR : http://kns.cnki.net/kems/detail/50.1046.R.20190320.1006.008. html
(2019-03-20) and dual luciferase reporter assay was conducted to prove that

pression level of Oct4 was higher in antago—miR-335-5p group
(0.804 £0.046) than in NC group(0.600 + 0.073) (P=0.015),
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miR-335-5p could target Oct4. The expression level of pAKT was lower in overexpression miR-335-5p group (0.525 + 0.046) than
in its NC group(0.847 +0.053) (P=0.001) ;the expression level of pAKT was higher in antago-miR-335-5p group(0.841 + 0.069)
than in NC group (0.563 +0.063) (P=0.007). Conclusion :miR-335-5p works as a tumor suppressor to inhibit the proliferation of

gastric cancer cells by targeting Oct4 to inhibit the AKT pathway.
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E ] miR-335-5p £H (0.841 + 0.069) H1 pAKT fY 2 ik f 8¢ B
X EZH (0.563 + 0.063 ) A i L F(1=5.148, P=0.007) (&1 6) ,



BERERKZEFIR 2019 £5 44 H5 3 H1 ( Journal of Chongqing Medical University 2019.Vol.44 No.3 )

— 273 —

pAKT(56 kD)

*  AKT(56 kD)

-—— — Oct4(42 kD)

[ — S— — DD (36 kD)

SGC-7901 BGC-823

1:NC 4H;2:miR-335-5p 21 ;3:NC 2l ;4 : antago-miR-335-5pZH

[El 6 Western blot #ill Oct4,AKT # pAKT ByFRi%

e NC4H

T = miR-335
by a
0-
wT MT

a: 5 NC ML, P=0.001
7 R EEIRE SR miR-335-5p 5 Oct4 HI¥R[E X F

NS}

miRNAJEAFE T B A () — 2 5 B AR5
MIAESR S RNA , HXH I R s /e B2 R 5
mRNA ) 37 UTRs 4565, DT #0030 56 PR i 3R 38
miRNA T2 B2 i 400 i) £ 8 2 PR sl 25 0 i 2 A 1)
FIk IRBIN I A EE 5 =28 AT AR A
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