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Effects of long non-coding RNA MIAT knockdown on spheroidization ,invasion and growth of SO-RB50 cells in
nude mice

JIN Mei, YIN Peng-cheng, XU Rong,ZHANG Xia, WU Li (Laboratory Department, Affiliated Hospital of Hubei University of Arts
and Sciences, Xiangyang Central Hospital , Xiangyang Hubei 441021, China)

Abstract; Objective To investigate the effect of long non-coding RNA MIAT (IncRNA MIAT) knockdown on spheroidization , invasive
ability and growth of retinoblastoma cells( SO-RB50 cells) in nude mice. Methods The retinoblastoma tissues were collected from 38 pa-
tients with retinoblastoma in Xiangyang Central Hospital from March 2015 to March 2017. The survival curve was drawn by Kaplan-Meier
method to analyze the survival rate of patients with high and low expression of IncRNA MIAT. SO-RB50 cells were randomly divided into con-
trol group,shRNA-NC group,and sh-MIAT group. The sh-MIAT and shRNA NC vectors were constructed and transfected into corresponding
cell groups. The expressions of MIAT, E-cadherin and N-cadherin were detected by RT-PCR. The spheroidization, proliferation, and invasion
ability of the cells were detected by the spheroidization, colony formation test,and Transwell. The expressions of VEGEF, MMP-16, E-cadherin
and N-cadherin were detected by Western blot. A nude mouse xenograft model was constructed to compare tumor growth, and the expression of
VEGF was detected by immunohistochemistry. Results The survival rate of patients with low expression of IncRNA MIAT was higher than that
of patients with high expression. Compared with the control group,the shRNA-NC group showed no significant differences in sphere diameter,
sphere number, clone formation number,invasion number, and the expression levels of VEGF, MMP-16, N-cadherin, and E-cadherin. Compared
with the control group,the sphere-forming diameter,sphere-forming number, colony formation number ,invasion number and the expression levels
of VEGF,MMP-16 and N-cadherin in the sh-MIAT group were small/less/lower,the expression level of E-cadherin was higher,the tumor mass
of the model was lower,and the number of VEGF positive cells was less,the differences were statistically significant (P <0.05). Conclusion
The survival rate of patients with low expression of IncRNA MIAT is higher than that of patients with high expression of IncRNA MIAT, and
knockdown of IncRNA MIAT can inhibit the sphere-forming, proliferation ,invasion and growth of SO-RB50 cells.
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BRI ), F 21 d B Ab SRR AR IR R B, LS g
PR JoT ot
1.2.12  HyE4LKM VEGF RE AN Bl
Jifr9eE i P AR 2R MR TR [ e E R A
JEREER 4 wm WA RS YD R, e R R E AT P R AR
52 AREHSUL Y VEGE &7 T Ml A b
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MIAT % RB W1E ], A5t 2 T RB AT AR AL,
Huang %5 BYHF 52 W, IncRNA MIAT 75 798 40 i
2R B IneRNA MIAT 38 i3 B miR-214 1 8 3%
0750 JHT 98 RS ARG 4 A2 4K 5 Sha 252" & 3 IncRNA MIAT
e B IALIV S IR BGC-823 Al & b 263k, i
K IncRNA MIAT J& mJ 40 il B 98 4 M 1) 33 5 FR i %
MG B AR AR, [FIAE A SR 45 2R L B
IncRNA MIAT £ RB B AR P 1 38, @K IncRNA
MIAT "I 41| RB RS4RI AR K

ZE E TR, IncRNA MIAT {I 3 35 B % % IncRNA
MIAT 5 2R3k 8 35 B AE 05, WK IncRNA MIAT J&5 7]
T SO-RBS0 21 iy 3 58 A2 28 g 71, I 4l RB
MR A K. H, IncRNA MIAT 4 3 i W67 RB
FEAR . F—4, RIREEA RS IncRNA MIAT fig
il PI3K/AKT il 520 RB & &,
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