LI T R < T (I S 1 19 1 O 0 4 : 2 KAREAT | BEHR | English

M B EsE = 2012, Vol. 39 = Issue (8): 931-935 DOI: 10.3971/j.issn.1000-8578.2012.08.012
SRR T BHAS | THAS | RETIRE | sgmnR o W= | B My,
miR-66318 13 #E [a) TGFB1 X+ fitif22 2 BEIAS 4914 55 By A4

AT AT ewwt T AT ket Xk 52

1.0630007H b 1y, AT B R 24 FE R 24 5 2. T AL I 13 K 2 B I 2 e

Regulation of Lung Cancer Proliferation by miR-663 through Targeting TGFB1

Zhang Guangling®,Li Hongjiel,Xiong Ya' nanl,wang Meimeil,Yuan Lijiel,Zhu Lihual,Liu Zhiyong?
1.School of Basic Medical Sciences,Hebei United University,Tangshan 063000,China;2.The Affiliated
Hospital of Hebei United University

*
* ZHUW
* MR

4:3C: PDF (1515 KB) HTML (1 KB) fitli: BibTeX | EndNote (RIS) ¥ 5%kl

b A SCHERESS
PO 548
(NG i

HTr)
TN S AR & BE DR 43 BT 2 48, B0 1EmIR- 66 311 1 FAEIE M TGFB L, #815 miR- 6 6 3L ik /il 41 I ASAQ 5 B 11y m] e L il
o JTURSN E HERT - PCRE M LOX il 21 ZURN 1T 56 [l 21 23 b miR- 663119 23 K15 1 T 41 i v 5 RN 623 T e S 56 ke B

Y 1% JemiR- 663 ASOJR [IASAQM LY . U A% (45 2 1 (11 Tk pcDNA3/EGFP, ¥ TGFBL 3" UTRIK—BUfE 5+ ¢ Bl Al
FERF B NZ TR, I 5imiR-663 1% 4 i 21 (4,48 Y6 2K 11 JfipDsRed2 - N3k [ Y it fis 41 I 5RAB49 6 e 5 4 FRLHL R ) S es
AR, 986 O BT MR E A . 45 B miR- 66 37E i 2 41 AP 3k o TH7E 1E 3 Il 41 20 (14634 ; miR
-663FIEN WALHE T A ASA 11N ; JL i miR-663HIpcDNA3/EGFP-TGFB13’ UTRIIHE i, 4% (058 6 £ (1 1 e i 1t 1tk NESTN
{& T pcDNA3FIpcDNA3/EGFP- TGFB 13’ UTRILH4]. 4518miR-663 ] Agillid 2 fEIL R TGFBL, it ik T il 41l A54911) -~
43 bR
b REVEFS
FHEAE . i A549  mIR-663  HEHLAKTBL MUK
v A
Abstract: o
PRI
Objective b REHHE
To identify the miR-663 targeted gene TGFB1 using a dual fluorescent protein reporter assay system P &

and to reveal the possible mechanism of miR-663 to promote the proliferation of A549 lung cancer
cells.MethodsThe expression of miR-663 in lung cancer in 10 pairs of lung cancer tissues and in

their adjacent normal tissues was measured using microRNA specific qRT-PCR.Than the effects of miR-
663 on the proliferation of A549 cells transfected by miR-663 LNA (locked nucleic acid) was analyzed

by cell growth curve and colony formation assay.A sequence of TGFB1 3’ UTR(untranslated region) was
inserted into the plasmid which expressed green fluorescent protein (pcDNA3/EGFP).This plasmid
(pcDNA3/EGFP- TGFB1 3’ UTR) and miR-663 and the plasmid expressed red fluorescent protein (pDsRed2 -
N1) were cotransfected into A549 cells.The cells and the extracted protein had been detected under
fluorescence microscope and the fluorescence spectrophotometer respectively.ResultsMiR-663 was highly
expressed in lung cancer tissues and A549 cells.Decreased level of miR-663 could significantly

inhibit the proliferation of lung cancer cells.After miR-663 and the plasmid of pcDNA3/EGFP- TGFB1 3

" UTR being cotransfected,the intensity of green fluorescent protein was significantly lower than

that in the group of cotransfected pcDNA3/EGFP- TGFB1 3’ UTR with pcDNA3.ConclusionThis study
demonstrated that miR-663 contributes to A549 cell proliferation through direct regulating of the
expression of TGFB1 directly.
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