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Effect of miR-145-inhibited c-Myc expression on nasopharyngeal carcinoma cell
proliferation
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[ Abstract ] Objective:The aim of this study was to investigate the possible mechanisms underlying the effect of miR-
145 on the proliferation in nasopharyngeal carcinoma ( NPC ) cells. Methods: Protein and mRNA levels of miR-145 and
c-Myc mRNA and protein were determined in 3 NPC cell lines ( CNE-1, CNE-2 and CNE-2Z ) and one immortalised naso-
pharyngeal epithelial cell line ( NP69 ) by Western blotting and Real-time PCR respectively. To evaluate the effect of miR-
145 on c¢-Myc transcript and proliferation in NPCs, CNE-1 cells were transfected with microRNA mimics and small inter-
fering RNA using Lipofectamine" 2000. Transfectants were subjected to proliferative activity assessment using Cell Count-
ing Kit-8 assay and cell cycle arrest analysis by propyliodide organism ( PI ) staining. Results: The expression of miR-145
in was down regulated but c-Myc expression was up-regulated in all NPC cell lines studied as compared with NP69 cells.

After Transfection of miR-145 mimics resulted in significant growth-suppression( P <0.01 ) and a significant increase in
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cell cycle arrest in G, phase ( P <0.05 ). Knock down of c-Myc significantly inhibited CNE-1 cell proliferation ( P <

0.01 ), and resulted in increased accumulation of CNE-1 cells in G, phase ( P<0.05). Furthermore, miR-145 inhibited

c-Myc expression in CNE-1 cells by directly affecting the 3’ untranslated region ( 3" UTR ) of the c-Myc gene. Conclu-

sion: miR-145 may inhibit NPC cell proliferation, possibly through a direct effect on the c-Myc 3’ UTR region. This ob-

servation may have significant implications in the diagnose and treatment of NPC.
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RNA, ffl DEPC it & (1) 75% L BE4lifk RNA B0 Pk
JETH)5 , H DEPC /K% % RNA Il RNA ¥R EE .

$% 18 Invitrogen 2~ F] 18080051 Jiz ¥ s 1] &5
BB 1wl RNALT pl 51%7.1 wl 10 mmol dNTP F
9 wl DEPC KIBAHT 65 CHIE S min 5 H Tk L
WL B L, A 4 pl 5XF.2 pl DTT F1 1 pl
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15 min J5 2 1R, 1) cDNA B 85 20 pl (KR
(2 ul ¢cDNA,9 pl SYBR Green,0.2 wl 514 F,0.2 pl
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3> UTR [X. Real-time PCR Fl western blotting i
I miR-145 7£ CNE-1 40 XS P c-Mye mRNA Fi
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Fig. 2 miR-145 inhibited the c-Myc expression in CNE-1 cells through targeting the 3’ UTR of c-Myc

A: c-Mye promoter activity assessed by luciferase assay; B. RT-PCR analysis of c-Myc mRNA abundance.

1: c-Myc protein level after transfection miR-NC in CNE-1; 2: ¢c-Myc protein level after transfection miR-145 mimics in CNE-1
** P <0.01 vs miR-NC group
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0.01 Jo FILHERD miR-145 $H] CNE-1 40 it 5 2,
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A': miR-145 transfection in creased miR-145 expression in CNE-1 cells; B: Change of CNE-1 cell cycle after miR-145 transfection
"P<0.05,""P<0.01 vs miR-NC group
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