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(#Z] BE HHEEIES S RNA PVT1(IncRNA-PVT1) XS A BR U251 AHAEHEFERE S sz . Taik IRAME TR BUR
S 2 U251 4000, 43 %% % PVT1 siRNA (PVT1 4 ) Fll negative control siRNA (X184 ). PCR 46 IncRNA-PVT1 & C-MYC
mRNA ZA/KF-, CCK-8 I AT AN MBI HE T, Western blotKril] C-MYC # AR £5R PVT1 41 IncRNA-PVT1 mRNA &
PRI (0.2720.08) B0 R4 (1.0£0.30) B S PR (P<0.05) ; PYT1 41 C-MYC mRNA 357K F-(0.870.19) 5 %F B4 (1.0+0.15) &
W d 225 (P>0.05) o #%%¢ siRNAJG 1.2.3 d, PVT1 21 U251 A0 75 Fy et HE AL B W B F IR (P<0.05) . PTVIZH C-MYC R 1 3&A
K- (0.290.12) B4 IR 4H.(0.85:£0.27) B FFAK (P<0.05) o Z53E K IncRNA-PVT1 R IR /K- RERS HI I U251 A a5 , HoAL ]
ATAES IncRNA-PVT1 520 C-MY C 2 1 IRIA K P AT K

(KSR ] M50 s U251 20 s AR B 5 K BE AR S RNA s PVTT KN s /4 RNA AR
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Effect of IncRNA-PVT1 on proliferation of glioma U251 cells

TAN Yin-qiu, CHEN Qian-xue, ZHANG Hong—bo, WU Peng, LI Yun—tao, WANG Dong-liang, YUAN Fan—-en, Department of
Neurosurgery, Renmin Hospital, Wuhan University, Wuhan 430060, China

[Abstract] Objective To explore the effect of long non—coding RNA PVT1 (IncRNA-PVT1) on the proliferation of glioma U251
cells. Methods The cultured glioma U251 cells were divided into 2 groups, i.e. experimental group in which PVT1 small interfere RNA
(SiRNA) were tansfected into U251 cells and control group, in which negative control SIRNA was transfected into U251 cells. The
expressions of IncRNA-PVT1 and C-MYC mRNA were detected by real-time quantitative PCR (RT—qPCR) in both the groups, in
which the expressions of C-MYC protein were detected by Western blot. The proliferation of the U251 cells was determined by Cell
Counting Kit—8 (CCK8) assay in two groups. Results The expression of IncRNA-PVT1 mRNA (0.27+0.08) was significantly lower in the
experimental group than that (1.0+£0.30) in the control group (P<0.05), but there is no significant difference in the expression of C-MYC
mRNA between the two groups (P>0.05). The expression of C-MYC protein was significantly higher in control group than that in the
experimental group (P<0.05). The cells viability was significantly lower in the experimental group than that in the control group 1, 2 and
3 days after the transfection (P<0.05). Conclusions Down-regulating the expression of IncRNA-PVTI can decrease the expression of
C-MYC protein in U251 cells and inhibit the proliferation of U251 cells.
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CAPDI 3514 : AGATCCACAACGGATACATT
FF5147 : TCCCTCAAGATTGTCAGCAA
IncRNA- 3514 : CTTTCAGCACTCTGGACGGACTT
PVT1 TS 14 : AAMMCAGGGCAGGATCTATGGCA
514 : TGGACTTCGGTGCTTACCTG

T ¥ : GGAGGCTATTCTGCCCATTT
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1.2 gmedd i U251 400 (5] A hEPBF2EBE i ay
Bl2ERE T B A Ak 2E 5 A A= ) 2E e T ) 5535 1
T 10% 6 4 L35 () DMEM 55 80 . B3 d A&
EDTA % 0.25% R L, 1:3 151X

1.3 @mfadt e FUeni | d, R 5 K0 U2s1 4
FiE T 6 FLAR T, 454l 5x10°4 . ¥k H 4l & %5k
60% I HEATHE Y o HR I 5% Y siRNA 43 24 Xof BRZH 11
PVT1 40 . X} HE L 5% Y negative control siRNA, PVTI1
20 %% Y« PVT1 siRNA, §% Y 20 9% 4% B8 Hiperfect
Transfection Reagent YUt FH 51647, P SE R
PR B 28 Jo i 1 4724 50 nmol/L.

1.4 PCR 4  IncRNA-PVT1 #= C-MYC mRNA 6 fL
M AEFFLAMI I A 1 ml Trizol, SR J5 HiA 200 wl & 4)5 ,
i Z1 5% , 2 I F S min, 12 000 g. 4 CE L 15
min, W s A SRR S R RS R E R E
10 min, 12 000 g.4 °C 0> 10 min, 37 3%, i1 75%
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1.6 Western blot 4 C-MYC & & & & ¥ YL )5
48 h, FH 20 i 24 W RIPA F ML ER BUER 71, BCA 530
EEASE, 20 wg BE I 10% SDS-PAGE ¥
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PN U E 1 h, JH Odyssey R W5 . FiRSE
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2.1 IncRNA-PVT1 #F U251 %8 i@ IncRNA-PVTI #=
C-MYC mRNA &k 45 % 7% PVT1 2 IncRNA-PVTI
mRNA 15 7K - (0.27+0.08) % %) B £H (1.0£0.30)
B FEAR (P<0.05) , 1 5 2250 56 23k . PVT1 41
C-MYC mRNA 35 /KF(0.87+0.19) 5 % BEZH (1.0«
0.15) o i 22 & (P>0.05) .
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Xt HAE ARG Z W5 o Bt KA St RNA 1 0F
TR , i R FRAE S 1 PVT1 B KA
i IRg B Hh VB T R B o TE V22 g vh T A7
FEZ PVTIL JE R R MY C 366 [R5 D10 [w] 338 fin %) 1
L, BRLIE PVTL 5 MYC B9 6 R B T A58 8 05 .
Tseng % WFFE & AL/ BRFLIRIE T, Bk AR PVTL
o MYC RNA K I A S5 7 — 7 kA, {3 )2
PVT1 RS FBMYC 5 A 1. C-MYCHE R
WFoE I )32 W FE I, 7 eSS vh [R) R A7 AR+ DK
B RSB, Odia "W 5% & 3 C-MY C 78 5 [ I8
LA ThE . 3R C-MYC 7E I B s b R 4% 4
HEAEH.

AW 5T 3 /N RNA TP F AR B AR U251 41l
IncRNA-PVTI [ 3K 7KF-, 1 IncRNA-PVT1 3Rk 7K
- B B AR T 1% A B0 C-MYC mRNA 192635 7KF 5
FEHIBEAL C-MYC 2 1 By Rk 7K 5 i BLREAIE U251
AL IneRNA-PVT1 [y 23K 7KF-, 110 248 15 5 g
J7, 9% HL G B TR] RS S 1 ROk BB &, T
U, IncRNA-PVT1 BE %3 F 2k 48 C-MYC 2 11 &
KRS IS . IncRNA-PVT1 Jf A5
C-MYC mRNA [} 5K, M &5 i C-MYC & H
(257K, R AT LAE BT IneRNA-PVT1 A94EFH %
A AE C-MYC L3 5% )5 L B IncRNA-PVTI [ %
i, C-MYC mRNA #4535 C-MY C 8 4 &A= 2l A7, il
3 C-MYC £ /b, dEmisZ e 1 20 B, 406l 4
Ji (345 R 1, B VR IR R A SE K, C-MYC
Vol (14 22, T 200 B 484 B 1 1 R B 8 T K
M) 2 o A 7 R B BER 2 2 I I R B [ B AT 8%
AT, Yeh ZEAFSE K& B C-MYC 25 [ BEE 13 M iR
AR . IncRNA-PVTI 275 5201 C-MYC & [ 4
Wl B2 A 14 JC WF 9T, IncRNA-PVTI1 2 75 38 i 2 &
C-MYC & 1 B R A K ek 2> C-MY C 2 1 1Y R A AT
Tt — AR .
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L5, X C-MYC 25 A 3R3A 1 52 1 2R e
SIS

(&% k]

[1] Derrien T, Johnson R, Bussotti G, et al. The GENCODE v7

catalog of human long noncoding RNAs: analysis of their
gene structure, evolution, and expression [J]. Genome Res,
2012, 22(9): 1775-1789.

[2] Niland CN, Merry CR, Khalil AM. Emerging roles for long
non—coding RNAs in cancer and neurological disorders
[J]. Front Genet, 2012, 3: 25.

[3] Meyer KB, Maia AT, O“Reilly M, et al. A functional variant
at a prostate cancer predisposition locus at 8q24 is asso—
ciated with PVTI expression [J]. PLoS Genet, 2011, 7(7):
€1002165.

[4] Yang YR, Zang SZ, Zhong CL, et al. Increased expression of
the IncRNA PVT1 promotes tumorigenesis in non—small cell
lung cancer [J]. Int J Clin Exp Pathol, 2014, 7(10): 6929—
6935.

[5] Wang F, Yuan JH, Wang SB, et al. Oncofetal long non—
coding RNA PVT1 promotes proliferation and stem cell-like
property of hepatocellular carcinoma cells by stabilizing
NOP2 [J]. Hepatology, 2014, 60(4): 1278-1290.

[6] Zhang XW, Bu P, Liu L, et al. Overexpression of long non—
coding RNA PVT1 in gastric cancer cells promotes the
development of multidrug resistance [J]. Biochem Biophys
Res Commun, 2015, 462(3): 227-232.

[7] Colombo T, Farina L, Macino G, et al. PVT1: a rising star
among oncogenic long noncoding RNAs [J]. Biomed Res Int,
2015, 2015: 304208.

[8] Tseng YY, Moriarity BS, Gong W, et al. PVT1 dependence
in cancer with MYC copy-number increase [J]. Nature,
2014, 512(7512): 82-86.

[9] Faria MH, Goncalves BP, Do PR, et al. Expression of Ki—-67,
topoisomerase Ilalpha and ¢-MYC in astrocytic tumors:
correlation with the histopathological grade and proliferative
status [J]. Neuropathology, 2006, 26(6): 519-527.

[10] Odia Y, Orr BA, Bell WR, et al. cMYC expression in infil—
trating gliomas: associations with IDH1 mutations, clinico—
pathologic features and outcome [J]. J Neurooncol, 2013,
115(2): 249-259.

[11] Yeh E, Cunningham M, Arnold H, et al. A signalling path—
way controlling c—Myc degradation that impacts oncogenic
transformation of human cells [J]. Nat Cell Biol, 2004, 6(4):
308-318.

(2016-05-10Hitfii , 2016-08-24 & [1])



	2016-10_部分36
	2016-10_部分37
	2016-10_部分38

