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Abstract; Objective To investigate the expression level of RNA-binding motif protein 38
(RBM38) in glioma tissues and cells, and to identify its effects on the proliferation, migration,
invasion and apoptosis of glioma cells. Methods RBM38 mRNA levels in glioma tissues and
normal adjacent tissues were analyzed using qRT-PCR ( quantitative real-time PCR). RBM38 levels
in glioblastoma cell line U87, U251and human astrocyte HA1800 cells were detected using qRT-
PCR and Western Blot. Additionally, the correlation between RBM38 expression in glioma tissues
and the corresponding clinical pathological characteristics of the patients was explored, based on the
IHC results of RMB38 expression in 59 human glioma tissues. Specific small interfering RNAs
targeting RBM38 were transfected into glioma cell lines U87 and U251 using liposome-mediated
transfection. The effects of RBM38 on the proliferation, migration, invasion and apoptosis of glioma
cells were examined by CCK-8 proliferation assay, scratch assay, transwell chamber assay and flow
cytometry assay respectively. The qRT-PCR was conducted to detect the P53 expression in the
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RBM38-depleted glioma cells. Results
significantly higher, in comparison with that of normal adjacent tissues( P <0.05). RBM38 levels

The expression of RBM38 in glioma tissues was

were significantly up-regulated in glioma cell, compared with those in normal cells(all P <0.001).
Immunohistochemical results indicated RBM38 expression was higher in high-grade gliomas
compared with low-grade gliomas (P < 0.05). The inhibition of RBM38 expression resulted in
significantly reduced proliferation rate of U87 and U251 cells(P <0.05) , suppressed migration and
invasion capacity of glioma cells (P <0.05), and significantly enhanced apoptosis rate of glioma
cells(P <0.05). The expression level of P53 gene was significantly increased in the RBM38-
depleted glioma cells(P <0.05). Conclusions RBM38 expression is remarkably high in glioma
tissues and cell lines. The high expression level of RBM38 is closely related to the clinical grade of
glioma. Down-regulation of RBM38 can inhibit the proliferation, migration, invasion of glioma cells,

promote cellular apoptosis, and improve the expression of P53 gene. The data demonstrate that
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RBM38 can be used as novel target for the clinical diagnosis and intervention of glioma.
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0 h.24 h 48 h 75 & Wi T AR, WAL R —17
MR REOL, ERIR R . LA 3 K,
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2.5 By si-RBM38 Xt i o e 40 i it B8 Al 22 8 )
Fsem RPRESEE A Won , Y si-RBM38 (14 i i
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0.03, i L RA G T2 X (P <0.05) ,

si-NC-U251 si-RBM38-U251

10°5B17.74% B2 2.48%] 10°B1 10.77%

3.15%

3.94%

10§B110.80%  [B2
1073

104

lIIlIII U
102 10° 10! 10? 10°

T44%] 10°fBT8 2%  |B2 2.14%]

3.35%

T UL
10° 10! 10* 10°

9 MBI si-RBM38 405 si-NC A MpET X

257 siNe
si-RBM38

o 204 .
8
g m
g 1.5 *
o
P
=4
E 1.0
o
w
=%
o
£
£ 05
QL
~

0 T T

87 U251

B 10 si-RBM38 485 si-NC £H P53 mRNA fj
FIEKFEELE (5 si-NC A% * P <0.05)

3 3t i

I8 5 968 e Ao 22 b Kz 2H SRR A B R , R e D
(R I KA P P e . PRI H RYA YT I R
(B vk o (HXT T R G B A S B, R R 5 &
S BEEARH 5 AFAAER AT SR PRIGY 7 i) 5 B A
JUHIR I 5t B 240 Mg B8, E B AR A LT 15 A
FETO Bl T A A R RS DR R B
I PRSI0 B T , LAY 143 250 g SR (6 AR A 502 1)
WY RS RATT . HE 94 T RERE 0 1 bR 1) 2%
ARREDRFEHEAT T, AT %475 B 92 200 6, 400 340 A 83 154
SRR ZERE ST o N T SRR G ROR , T B
TR R R SR Ay T LA 2 i T

mRNA B4 & B I AR F G T LS RBP
/N RNA K55 E 4 i RNA 28 7 2046 FH 7
VERT, JETIT 5% 0 mRNA B9 #E ™ RNA 454
FEAP LIS RNA 455 /5520 RNA [PHE 2 0
¥ R RS . RBM38 1 RNA 4545
FEAFM— R, WEAKMIfE, RBM38 £ 1
i v 2 AN 7] 1) £ €6« 7 SPLIRR A O R
0 PR 4 1 RO T A P I P RBM3S

B ERIRG ™ . BRIt Ah, 8 & B i
B T RBM38 3 [ (1) /N B e, D 2 o 11 2 2 e B
BRI, BN R I A B4 RBM38
YE R P53 FRE A — A S A, AT DLSE o i P53 3
DAL %) 26 52 i) e o8 1) 20 F . HC AT BB 4 AL
RBM38 il H: C %55 elFAE B4 4 N %5 P53
mRNA 254, WNTTBHIETEZ5 & 8 11 elFAE 5 P53 45
& HET P53 BIRE G YA A2 B, i 4 fif P53
w0 sk, RBM38 4 1] L3 it 45 72 ]
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FIER TR ZBRE T1 o BRI Z AR 58 0 I 51 30 i
T RBM38 ()3 3k 5 , I 593 4 M i) 98 1% T =7, LA
S P53 mRNA Rk FH . P53 & —Fhdk s E
BL IR R T, SR AN N 2 R 5 5 IR AR i
A SRR 20 34 7 A T B RO R T O e
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