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[ Abstract] Objective: To investigate the effect of miR-133b on the proliferation, migration and inva-
sion of nasopharyngeal carcinoma SUNE-1 cells and discuss the mechanism of its action. Methods:
The expression of miR-133b and epidermal growth factor receptor (EGFR) in human nasopharyngeal
carcinoma cell line CNE-1,SUNE-1,C666-1 and normal nasopharyngeal epithelial cell line NP69 were
detected by qPCR. The regulatory relationship between miR-133b and EGFR in nasopharyngeal carci-
noma SUNE-1 cell line was detected by fluorescein enzyme reporter gene and Western blot assay. The
miR-133b mimics was transfected into SUNE-1 cells to structure miR-133b overexpression model, and
EGFR siRNA was transfected in SUNE-1 cells to structure EGFR low expression model. Cell prolifera-
tion was detected by MTT assay, and cell migration and invasion was detected by Transwell assay.
Results: Low expression of miR-133b in CNE-1, SUNE-1 and C666-1 cell lines was compared with
NP69 cell line(P <0.05), and the lowest expression was found in SUNE-1 cell lines. In high expres-
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sion of EGFR in CNE-1,SUNE-1,C666-1 (P <0.05), the highest expression was found in SUNE-1
cell lines. The results of double luciferase reporter gene and Western blotting showed that the expres-
sion of EGFR in SUNE-1 cells was down-regulated after the expression of miR-133b was enhanced ( P
<0.05). Enhancing the expression of miR-133b or inhibiting the expression of EGFR, the prolifera-

tion, invasion and migration of nasopharyngeal carcinoma cells were significantly decreased ( P <

0.05). Conclusion: MiR-133b may inhibit the proliferation, migration and invasion of nasopharyngeal

carcinoma cells by negatively regulating the expression of EGFR.

[ Key words ] miR-133b; nasopharyngeal carcinoma; epidermal growth factor receptor; proliferation ;

migration ; invasion
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akkti AL 1 x 10° 5 % 24 FLAR,24 h J5 43I0k
lipo-2000 %% Y 200 ng 4 & EGFR 3'-UTRWt &§
EGFR 3'-UTRMut 2GR B BR f 80 ng ¥ 5 5¢
KL, 48 h J5 F 2 SR AR I 5 658 B, T
NN SR, BAIRARES 3 K.
L5 ZEE G Bl s i

WCAR B e Ja i B0 A K Y SUNE-T 4 Jift , 42
B S, I BCA 1 o I i8] 60 o U 2R
HMk B, ik SDS-PAGE 73 & 5, M A =
PVDF fi i, BSA % 3} ] 30 min, EGFR —#{ (1:
1100)4 CHEH T, FIE& A 1) TBST 7K eI 3
U BRR 10 min, ZEZE R R R —Hr(1:5 000) , &5f
M1 h, (R ECL & sZ kil H bR 8 10 235K
F-,GAPDH HFHEEANSX I LI ESE 3 K.
1.6 MTT %S5
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Ja, I 20 WL MTT U 8, Bl Ao 1R 5 3450,
JHAE3T CTHE4~6 W EEN LIERYS
150 pL — H B 00 72 40 VR 5 V5 i, 48 h J5 1E
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Expression of miR-133b and EGFR mRNA in different Nasopharyngeal carcinoma cell lines
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Fig.2 Regulatory relationships between miR-133b and EGFR in Nasopharyngeal carcinoma SUNE-1 cell line

2.3 335k miR-133b Xf & WA SUNE-1 4 i fk
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Tab. 1

proliferation, migration, and invasion of

Effects of overexpression of miR-133b on

Nasopharyngeal carcinoma SUNE-1 cell lines
A3 WA TR BRI
miR-133b mimics 331.75 +67.02 156.31 £29. 18 142.23 +35. 69

miR-133b NC  547.03 £78.25 189.23 £36.55 266.31 £52.36
P 0. 001 0.013 0. 004
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FH L% S AR SRR
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Tab.2  Effect of inhibiting EGFR expression on
proliferation, migration, and invasion of

Nasopharyngeal carcinoma SUNE-1 cell line
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P, It SHIE R 37-UTR 454, JE i RNA
PSR TR AT AU, 7 5 53 3P o I R 2
IRHEAT RS R R, DT X g 4 M 2 24T

S0 N miR-206 i 1 845 FMNL2 il c-
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