5 34 555 1 P BERER A4 (A SRR
2014 4F 1 A ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) -1

K $EIEZR A0 RNA MEG3 Xt 5 V& 20 A 1 58 49 22 i

IR LR RS Pk L RER LI AR A AEEY
(" BRI — IR RSB 2 AR ML S A FAEMIZE R TUHR #E0 210029)

[ E] B EKEIESIS RNA MEG3 76 B 2 R A1 R i 265 K0F, L Gt 3k MEG3 T B @ 44 58 /8 71 1)
SO, HARZR T REREFIHLE 3k I E B R EE 5 PCR(qRT-PCR) FE A B 202 R A0 & vh MEG3 (335K 38 i 54
Yt pcDNA-MEG3 [if MEG3 #2357KF, Hd i gRT-PCR Rl Yesi , F MTT Flow BT AT AS I 1 3 MEG3 (7K %)
BGC-823 4 fifu Fl MGC-803 £ Jifd (1 B 51 fE 1 UL , Western blot A 3X B 40 e b E 38 MEG3 (7K 3F-XF p53 & M 89338 KF
BRI , G55 A LU IE S B AU AN, 78 B AU 40 T MEG3 #9555 LT 2 R, SGC7901 MGC-803 Al BGC-823 4 iy
i MEG3 B934 F 2 IE# B L 40 GES-1 HE) 73.6% 42.0%F1 27.1%(P < 0.05), BGC-823 4 i1 MGC-803 4Hfitsrh
Y% pcDNA-MEG3 BE 53 iR MEG3 Y381k \MEG3 235K 43 A X BRZH Y 252 4550 311 (P < 0.05) ; MTT FITEFETE A
R R, LIE MEG3 RYRIXAERFR BGC-823 4RI MGC-803 AIMIAYIGFEAE T, Western blot 3256 R, Y T pcDNA-MEG3
) MGC-803 i1 BGC-823 4l p53 ATk AHB N FRZH rh Wl 2518 0 . 2548 . B 02U AR MEG3 B3R5 TR, HiX 7T fgiE
JEAMH] pS3 B A AT B S AN ARG A, R B R R A R

[X8EiR] B, KAEEgIS RNA; MEG3; 400451 ; pS3

[FESES] Q253 [SCEkARRRD] A [XEHS] 1007-4368(2014)01-001-05

doi ; 10.7655/NYDXBNS20140101

Down-regulation of long noncoding RNA MEGS3 promotes cell proliferation in gastric cancer
Sun Qian',Liu Boxun', Lin Mengjie', Yin Lingdi', Chen Zhiqiang', Sun Ming?, De Wei?, Liu Zhijun®*

('First School of Clinical Medicine ,’Department of Biochemistry and Molecular Biology ,NJMU , Nanjing 210029,
China)

[Abstract] Obijective:To investigate the expression level of long noncoding RNA MEG3 in gastric cancer tissues and cell lines,and
to study the effect of up-regulation of MEG3 expression on gastric cancer cells proliferation and its possible mechanisms. Methods:
Quantitative reverse-transcription PCR was performed to detect the relative expression of MEG3 in gastric cancer cell lines and tissues.
pcDNA-MEG3 was transfected into BGC-823 cells and MGC-803 cells to down-regulate MEG3 expression,and quantitative reverse-
transcription PCR was used to test the transfection efficiency. MTT and colony formation assays were performed to detect the effect of
MEG3 on gastric cancer cells proliferation. Western blot assay was used to test the expression level of p53 protein in MGC-803 cells
and BGC-823 cells transfected with pcDNA-MEG3, respectively. Results; This study showed that MEG3 was lowly expressed both in
gastric cancer samples and cell lines compared with their corresponding normal tissues and cell lines. The expression level of MEG3 in
SGC7901,MGC-803 and BGC-823 cells were 73.6%,42.0% and 27.1% of that in normal gastric epithelium cell GES-1,respectively (P <
0.05). Transfection of pcDNA-MEG3 significantly increased its expression in BGC-823 cells and MGC-803 cells, respectively,252 and
311 folds compared with control cells (P < 0.05). MTT and colony formation assays indicated that up-regulated MEG3 inhibited BGC-
823 and MGC-803 cells proliferation. Western blot assay showed that the expression level of p53 protein was significantly increased in
MGC-803 cells and BGC-823 cells transfected with pcDNA-MEG3, compared with the control group,respectively. Conclusion; Down-
regulated MEG3 could promote gastric cells proliferation,probably by inhibiting the activation of p53 protein,and thus affect the
development and progression of gastric cancer.
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Figure 1
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qRT-PCR /31 MEG3 ik, SRR, 5%
%5 B 40 i AH e, BGC-823 il MGC-803 4 fity
MEG3 BYZ&35 50380 252 1% (95%C1:214~290, P <
0.05)F1 311 1% (95%CI:282~340,P < 0.05) (& 2A),
I8 MTT 5280 R, #4947 pcDNA-MEG3 24 1
BGC-823 Fll MGC-803 4fl fifd 41 & T 24 .48 .72.96 h
Ja 4 R T4 F A% R4 (48 h: P < 0.05,72.96
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Expression level of MEG3 in gastric cancer tissue and cell lines
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Figure 2 The effect of up-regulated MEG3 on BGC-823 cells and MGC-803 cells proliferation
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Figure 3 The expression level of p53 in MGC-803 cells and
BGC-823 cells transfected with pcDNA-MEG3 re-

spectively, compared to those with empty vector
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