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MicroRNA-222 promotes proliferation, migration and invasion of
human lung adenocarcinoma cells by directly targeting ETSI

Bin Lu, Jin—guang Jia, Li-hua Li, Fei—fei Yao
(Department of Respiratory Medicine, Zhengzhou People’s Hospital, Zhengzhou,
Henan 450003, China)

Abstract: Objective To investigate the role of microRNA-22 (miR-222) in the proliferation, migration
and invasion of human lung adenocarcinoma cells. Methods Firstly, miR-222 and negative control were trans—
fected into lung adenocarcinoma cells, and the CCK-8 assay, Transwell migration and Matrigel invasion assays
were performed to detect the effect of miR-222 on cell proliferation, migration and invasion respectively. Then
the luciferase reporter assay, quantitative real-time polymerase chain reaction (qRT-PCR) and Western blot
were performed to validate the putative target of miR-222. Subsequently, loss—of—function assay was applied to
determine the target involved in the regulation of proliferation, migration and invasion of lung adenocarcinoma
cells. Results The results of CCK-8 assay, Transwell migration and Matrigel invasion assays indicated that
miR-222 could promote the proliferation, migration and invasion of lung adenocarcinoma cells. The luciferase
reporter assay, qRT-PCR and Western blot showed that miR-222 directly targeted the 3°'UTR of ETSI. And
overexpression of ETSI significantly inhibited the miR -222-induced proliferation, migration and invasion of
lung adenocarcinoma cells. Conclusions miR-222 facilitates proliferation, migration and invasion of lung adeno—
carcinoma cells by repressing ETSI.
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UTR FE91 R AL o AR S B Ry da | 4800 3 B 1IE R Af
424 pGL3-ETS1 3’-UTR,

1.2 SEIHAF

Trizol 15 . & H 50 T2 Marker N #4417

Lipofectamine ™ 2000 15 £ Invitrogene /A&, &1
BT | ARSI 7 J R R ZE AR el B v
FEE A A ], Bt ETS1 B fEdhiiAR 1 a - tubulin
B TR S R B AR bR C R L= NER R
ZEERE T GIWE ZEE Santa Cruz /A H], i 4Rl

1.1

{21 & cell counting kit-8,CCK-8) I 5 H 7]
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A 0.2ml DMEM 55575 7k H K miR- 222 FIBAMS
13435115 pGL3- Contral & pGL3- ETS1 3’- UTR J%
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