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(=] HHE HIT LINC00662 i miR-144/COX-2 i 15 1 Buye 40 Ma i 25k 9Ll . 753%  qRT-PCR 4%
NI J3 90 2H 2R IR 55 1E H 4H 21 U251 4RI AN U251/ 8 3Lk i ( TMZ ) 4Rl LINC00662 . miR-144 11 COX-2 mRNA
TR s WG R B R 40 A LINC00662 . miR-144 F1 COX-2 fUIAEE 56 & . WE a8 AR IR ik LINC00662
[P X BB (si-NC ) 21 A LINC00662 41 [F]H il LINC00662 Al il miR-144 Fik4H, CCK-8 5FH Edu 34341 44 g
RGO TN IEAR E AR AN T ; Western blot MHTHE R FIRILKT-, &R SEs51E R AL L, B

2 LINCO0662 1 COX-2 mRNA ik 3% 1, miR-144 ik TN (P<0.05) ;5 U251 éﬂagm:ﬁ u; U251/TMZ 4

JfiHh LINC00662 F1 COX-2 mRNA 3k W3 |, miR-144 Rk F I (P<0.05), X% % & i 3t 45 52 50 5iF 52
LINC00662 #E 454 miR-144, miR-144 L 454 COX-2, 5 si-NC AHAH I, #fk LINCO0662 2H U251/ TMZ 4 At 5
e BB, AT F TS (P<0. 05) ;COX-2 PCNA MRP1 #1 Bel-2 2 [ 235 F M, Bax & 1 _F# (P<0.05) -Tfﬂﬁ%J
miR-144 Fik 7 78 — & B2 B i % LINC00662 & ik X+ U251/TMZ 4 g 34 48 I T f 52 e (P <0.05) , &5 1
LINC00662 38 iz miR-144/COX-2 {55 A 8 15 J5 T A M 4 R T, 078 I Joa e 4 T™MZ T 24 1
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[ Abstract]  Objective To explore the mechanism of LINC00662 in regulation of temozolomide resistance of glioma
cells through miR-144/C0OX-2 signaling. Methods qRT-PCR were used to measure the mRNA expression levels of
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LINC00662, miR-144, and COX-2 in glioma tissues, normal tissue adjacent to cancer, U251 cells, and U251/
temozolomide ( TMZ ) cells.
LINC00662, miR-144, and COX-2. The five groups were a blank control, knockdown LINCO0662 negative control ( si-
NC), knockdown LINCO0662, and simultaneous knockdown of LINCO0662 and inhibition of miR-144 expression. Cell

proliferation were analyzed by CCK-8 and Edu assays. Apoptosis was evaluated by flow cytometry. Expression levels of

The dual-luciferase reporter system were used to assess the regulatory relationship of

target proteins were analyzed by Western blot. Results Compared with adjacent normal tissue, the mRNA expression
levels of LINC0O0662 and COX-2 were significantly upregulated and the expression level of miR-144 was downregulated in
glioma tissues ( P<0.05). Compared with U251 cells, the mRNA expression levels of LINC00662 and COX-2 were
significantly upregulated and the expression level of miR-144 was downregulated in U251/TMZ cells. Dual-luciferase
reporter assays showed that LINC0O0662 targeted miR-144, and miR-144 targeted COX-2. Compared with the si-NC group,
cell proliferation of the knockdown LINC00662 group was significantly decreased, the apoptosis rate of the knockdown
LINC00662 group was increased( P<0.05) , COX-2, PCNA, MRP1 and Bcl-2 protein expression levels in the knockdown
LINCO0662 group were significantly downregulated, and the Bax protein expression level in the knockdown LINC00662
group was upregulated ( P<0. 05). Inhibiting miR-144 expression reversed the effects of LINC00662 knockdown on U251/
TMZ cell proliferation and apoptosis (P<0.05). Conclusions LINCO0662 regulates the proliferation and apoptosis of
glioma cells through miR-144/COX-2 signaling and is closely related to temozolomide resistance of glioblastoma cells.
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(temozolomide , TMZ ) 4057 2 fis¢ S 988 8 3 dwe i FH 1)
WBIT MG 2 — Xt TMZ 7= AR i 24 4 2 iR e
BIT R E TR K, R TMZ B4 FHL
il BT R SR VA YT BV A B o L

K 4% 9F 4% % RNA (long non-coding RNA,
LncRNA) 22— K g 200 4 RR 0 RNA 43
T, SRR F R EE D Bl — Sl
W, LncRNA 7858 & A8 & e R EAEH
U LncRNA HOXA-AS3 7 i J5t 783 40 Jifd v 2 2 5
ik, HE5AR SRR B s Lne-TALC W] 2i0 35 it i 88
X TMZ AT 2517 JEF LneRNA A9 3E K 21
R ] OSSR TMZ HLbE SR HEI6 Y7 Sems . M SCHF
TR LINCO0662 75 g Hh 78 M Bum 5L, 55 7t
JE ARG, AT 0 s PR A i ) AR KT AR, 6T
LINCO0662 J2& #5471 3 i 51 98 1 (1) TMZ Hit HEBL AT
KA,

VT3 B 9E 2 B, LneRNA S 3 34 4% f7)F RNA
(microRNA , miRNA ) FIHE L R R 3 423 Jih 98 1) & A2 &
R HE A AFSTIESE, miR-144 7] 3 1 81 ) 8 42
AL DR 40 ) S 5 R 0 R, O 4w X TMZ Y R
P I AN R AL 2 (cyclooxygenase-2, COX-2,
MR PTGS2) A2 —Ff 4 iE AH Cif , 5 158 988 114 & 2
RIEMIFE , Yao %M HRIA COX-2 J& miR-144

TERR DN, 70 B R R AR AR . Rt AR
LR LINC00662 2 7538 1 4% miR-144/COX-2
SR IR R A0 TVZ Tt 254, DL R JiE R B ia
7 PR A DL A

1 #RFnFixE
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16 1, 2tk 14 ], 448 35~55 % . [BE T 2018 41 3
H ~2020 4 12 A %2 FARIFAEE ARG RE S
FARVIER G S B AE dh @ R AR A D, AR 2
L B 24 2 e o Jis 22 BH T 5 — B IS B A8 B & 5%
SAEUE (XYYYE20220012)
1.1.2 i

U251 41 ffg, U251/TMZ 40 i g (1 & 1]
IMMOCELL, %75 . IM-H421 . IMD-007
1.2 FERAFSMNHF

Dulbecco B K Eagle %% 7% % ( Dulbecco’ s
modified Eagle’ s medium, DMEM ) 4 B FE8R KR
RHE A BR 2 W, 8% 52 300305 TRIzol 42 B 71 |
LipofectamineTM 2000 M H E Invitrogen , "=,
15596018 ,11668027 ; One Step PrimeScriptTM RT-PCR
RFE W A H A TaKaRa, 575 : RR064B; CCK-8 41
A FEA I 38 70) 6 R X 1 3Rl A1 A 35 DR A ) 3K
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FEW H # 5 Vazyme, 585 A311-01 1 DD1205-
01 ; Annexin V-Alexa Fluor 488/fll4L [N BE ( Propidium
Todide , PT) ZH A8 - 1050 &0 B 115 YEASEN,
185 .40305ES20; Click-iK Edu i # & (4L 58%)
4 H b 5T Biorigin, 525 : BN16017; 5 %% RIPA Z4fit
A H At 5t BIOSIC, 525 : EX6010; — T COX-2, £
2yt 25 A1 & 85 H 1 ( multidrug resistance-related
protein 1,MRP1) PCNA  Bax,Becl-2 1 GAPDH 3314
HJEE Abcam, 575 ; ab179800 . ah233383 ,ab18197 .
ab182734 .ab182858 Fil ah9485 .,

1.3 XWHE

1.3.1 4tz

U251 A 75 10% 6 45 1035 F1 1% 75 B 25 -4k
FE M DMEM, T 37°C . & 5% CO, HIBGIR I F-4
9%, U251/ TMZ 20 AR Ui B P 76 DA L 35 57 45
FERHR A TMZ 16 pg/mL K5 3%,

1.3.2 443

DL U251/ TMZ 2RI R i o 0 42, 1 8 25 0 R
( Control ) ZH . #i ik LINC00662 BH 1 X} HE (si-NC) 4 .
HAK LINCO0662 ( si-LINC00662 ) 41 . B ik LINC00662
] miR-144 BH M XF B (si-LINC00662 + miR-NC
inhibitor ) 20 . B & LINC00662 F13i ] miR-144 33k
(si-LINC00662+miR-144 inhibitor) ZH, Control 4 1
W IR si-NC 4155 si-NC; si-LINC00662 21 % Yt
si-LINC00662 ; si-LINC00662 + miR-NC inhibitor 4H %%
Yt si-LINC00662 F miR-NC inhibitor; si-LINC00662+
miR-144 inhibitor 2 % 4% si-LINC00662 #1 miR-144
inhibitor, ¥4 18 LipofectamineTM 2000 5 ek 3
B Y 3557 48 h,

1.3.3 qRT-PCR # I £H 24 F0 21 ffg b #0843 1 23K
K-

FHl TRIzol $EHUK A DL _F 45 41 2R 40 i i) 4
RNA, Jf44 5 RNA 5% 58 <DNA R J5 LA cDNA iy
AR, TS TIRR L 1 5 | 0 R 5 St e i) s 1) ) i
1 qRT-PCR A&, i 1] 2724 w3480 H A4 3 K AR
FihKF, U6 Al GAPDH H] T 4% i 1k miR-144
LINC00662 1 COX-2 mRNA %3k,

5% F %) 40 K. LINC00662 ( iF ). 5°-
TGGACATCTGTCTGGAGG-3 *, X [: 5 -
GGCTGAGGCATAAGAATCG-3" ) ; miR-144 ( iE [i] .
5’ -GCCCCTACAGTATAGATGATGTA-3" |, JZ []. 5" -
GTGCAGGGTCCGAGGT-3" ) ; COX-2 mRNA ( iE [f] ;
5’ -TCGCTGTGCCTGATGATTG-3 *, & [ 5 -

TCGCTTATGATCTGTCTTG-3" ) ; GAPDH ( 1E [f]: 5" -
GCACCGTCAAGGCTGAGAAC-3 °, J2 Ii: 5 ’-
ATGGTGGTGAAGACGCCAGT-3" ) ; U6 (1E [i]: 57 -
CTCGCTTCGGGCAGCACA-3 °, | [: 5 ’-
AACGCTTTCACGAATTTGCGT-3" ) ,
1.3.4  XGSCER S B A6 DU

StarBase v3.0 FF il LINC00662 5 miR-144
H45 4 57 5., Target Scan7.2 T il miR-144 5
COX-2 19 3’ dE B [X (3 untranslated region, 3’
UTR) Z Al B B 4T 51, 4 miR-144 F LINC00662
5 COX-2 Z [a] i 2 [ Fr B 7o B I 4 A 2] pmirGLO
s AR P 2 8 WT-LINC00662 F1 WT-COX-2,
DAAH IR 3 7 XA 2 A X6 28 48 /& MUT-LINC00662 Fil
MUT-COX-2, R4 F N 4 55 miR-144 mimic BY
miR-NC mimic FE55 Y% U251/ TMZ 40, F) WG
B R DRG0 PP AG D 2R Wl A A
1.3.5 CCK-8 Kaili4%-4H U251/ TMZ #3458 1% 1

WS e YL 1 25 AL A A0 2] 96 LA, B 57
24 h J5, 5% 10% CCK-8 it 55 32 3Ly AL w9 &
2 h, i FHBEAR UG 450 nm A0 FGWOERE(E (A {H) .
1.3.6 Edu ¥:iM4-2H U251/ TMZ 40 a8 58155 I

W 1R e 5 1 25 L A0 MR 3] 24 FLAR R, 85
7% 24 h )5, BELAPE AN 10 wmol Edu 3, F-REEF#
2 h J 4% W B E 30 min, B R 20 M0 P Hoechst
33342 44 Af 30 min, HAREEAE T 1A S I Click-iT Edu
WA G UL A, T 28 B BT AT WLEE , Image-
Pro Plus #/4:%F Edu FHE 20 M (20 (40 i) #1731
20, Edu FHYEZH M2 = Edu BHH: 40 1 5 & Hoechst
33342 PHM A0 (i i) it
1.3.7 XS 440 U251/ TMZ 4 T

WA e IR R T ik B Y 1) 45 4 A0 L, AR R
Annexin V-Alexa Fluor 488/P1 4 g 8 748 I35 &
PiBH 45 #:47 Annexin V-Alexa Fluor 488 F1 PI Q,%ﬁg,
it FACS AR AT AT R,
1.3.8 Western blot £l 452 U251/ TMZ 4 ifd tp#
K

i FH 5 B RSN 0 1% RIPA 24 1 76 K
PRI IR AR B SRR A A S L B
HF ML 10% SDS-PAGE HL3k /32 -5 % 5] PVDF
B, FEEE A SA 0. 1% Tween-20 Y 5% i
JEAE AT 1 h, #RJ5 i H COX-2 MRP1 ,PCNA Bax
A Bel-2 ¢ Stk —dr 4C W H ., Ve M H
HRP #tric iy IeGC ZHUEHE 2 h, b5 8 1 fb 2 %Ok
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WMEE, Jdat Image J 3 A5 88 R IA T PR ifEAL Ry
GAPDH,
1.4 SitZEAHE

AR T TR T R O A B e AR M 2 (w2
) R MR 3R 7 2250 W el ¢ K g0 R A7 Ge it
ST, LIAUIN P<0.05 R F BAGIEE X,
FIrA Geit oy B SPSS 25. 0 # .,

2 HR

2.1 LINC00662. miR-144 1 COX-2 mRNA 7EBZ
[RIEA LR P RIEKFE

59 55 IE W 420 b B, e R A
LINC00662 7K V-l COX-2 mRNA ik 8] B 7,
miR-144 FIRPFFAL(P<0.05) (£ 1),
2.2 LINC00662. miR-144 1 COX-2 mRNA 7£ 8
HRE R IE R K E

5 U251 41 M9 bk B, U251/TMZ 4 i
LINC00662 1 COX-2 mRNA 353 i 2 T 55, miR-
144 RIFKFFER(P<0.05) (W3R 2) .
2.3 ZABah LINC00662, miR-144 1 COX-2 % id]

T8 3 R 3 T %2 PR, LINC00662 5 miR-144 22

] .miR-144 F COX-2 1) 3* UTR Z I ZEAELE A
(W 1), HSER ML L5 R B, 5 miR-NC
mimic Fl WT-LINC00662 % 4t iy 41 Jfd b 3¢, miR-
144 mimic 1 WT-LINC00662 %% Yt 5] 4 i v 7]

FREARAR TP E G M (P<0.05) ; 1L4M, 5 miR-
NC mimic il WT-COX-2 5% L () 41}y bb 45, miR-
144 mimic Al WT-COX-2 H:/% L 51| 21 fifg v n] f 25 %
AR D R WG PE (P<0.05) (WL 3)

5 si-NC 4 H %, si-LINC00662 4 U251/TMZ
A LINC00662 Fl COX-2 mRNA 21k B i [,
miR-144 £ AW (P<0.05), 5 si-LINC00662 +
miR-NC inhibitor 21 I %, si-LINC00662 + miR-144
inhibitor 2 LINC00662 ik /K- JC & & 224k (P>
0.05) , miR-144 FEEAK (P<0.05) ,COX-2 mRNA
FIBHE (P<0.05) (WK 4)

ASEmen . 5 callJAI‘UGCllJGleUl.lJAl‘Lllﬁl‘ClLll(lillJu S
miRNA: 3" ucAUGU-AGUAGAUAUGACAu 5’

Position 1738-1744 of PTGS2 3 UTR

Hsa-miR-144-3p

® 5 ACUGACAUUUAAUGGUACUGUAU...

Bi UCAlIJGIlel‘GUAGAU- AJC!iAéAU
14 : A LINC00662 5 miR-144 [ 45 & 3 5 B0 5 B . miR-144
5 COX-2 (45 & LS,
B 1 g5 py i
Note. A, Putative binding sites of VLINC00662 and miR-144.
B, Putative binding sites of miR-144 and COX-2.
Figure 1 Predicted binding sites

%=1 LINC00662 .miR-144 F1 COX-2 mRNA 7EZH L (235K F (n=30)
Table 1 Expression level of LINC0O0662, miR-144 and COX-2 mRNA in tissues

ZH 21 Tissues LINC00662 miR-144 COX-2 mRNA
I 5% 1EH 2H 21 Normal tissues adjacent to cancer 1. 00+0. 08 1.03+0. 09 1.04+0. 11
e TR 2 Glioma tissues 3.15+0.30 " 0.36+0.04* 2.94+0.25"

TE . 5EZIEHHESMI, © P<0.05,

Note. Compared with normal tissues adjacent to cancer, * P<0. 05.

2 LINC00662 .miR-144 Fl COX-2 mRNA 7E i 19T kKT (n=3)
Table 2 Expression level of LINCO0662, miR-144 and COX-2 mRNA in cells

A Cells LINC00662 miR-144 COX-2 mRNA
U251 1. 0420. 12 1.08x0. 15 1. 06+0. 13
U251/TMZ 3.09+0.33 " 0.42+0.05" 2.88+0.27"

.45 U251 Mk, " P<0. 05,
Note. Compared with U251, * P<0. 05.

R 3 BTOCEMHEEN E ST LINCO0662 5 miR-144 miR-144 5 COX-2 Z AL R (n=3)
Table 3  Analysis of the relationship between LINC0O0662 and miR-144, miR-144 and COX-2 by double luciferase activity assay

2151 Groups WT-LINC00662 MUT-LINC00662 WT-COX-2 MUT-COX-2
miR-NC mimic 1. 08+0. 10 1.07+0. 11 1.09+0. 13 1. 08+0. 07
miR-144 mimic 0.36+0.05" 0. 96+0. 09 0.43+0. 06" 0.97+0. 08

5 miR-NC mimic AL, * P<0.05,
Note. Compared with miR-NC mimic group, * P<0. 05.



50 o H A PR A 235 2023 4E 6 A5 33 %45 6 ] Chin J Comp Med, June 2023, Vol. 33,No. 6

2.4 £/H U251/TMZ AL TSR 54 inhibitor 20 H %2, si-LINC00662 +miR-144 inhibitor 2H
5 si-NC 4 %%, si-LINC00662 41 U251/TMZ U251/ TMZ ZHMIIE T3 AL (P<0.05) . (WA 3)
LIS FE S 1A Edu FHEEAR MR R (P<0.05) ;2.6 &4 U251/TMZ A EREAKESH
5 si-LINC00662 + miR-NC inhibitor 4 It %, si- 5 si-NC 4 Fb %82, si-LINC00662 4 U251/TMZ
LINC00662+miR-144 inhibitor £1 U251/TMZ 2 jifi 3% 9 H COX-2 . PCNA MRP1 Al Bel-2 25 47K - 14 f%
B 1% 1 Edu PR 40 MR 4185 (P<0.05) . (WL K, Bax ZE /K3 55 (P<0. 05) 5 55 si-LINCO0662 +

K 2) miR-NC inhibitor 41 I %%, si-LINC00662 + miR-144
2.5 &4 U251/TMZ @ERAT- SRS inhibitor 41 U251/TMZ 4 fii -f COX-2 . PCNA .MRP1

5 §i-NC 2H FL 88, si-LINCO0662 2H U251/TMZ 48 F Bel-2 25 7K B i3 55 | Bax & 1 KB R4 ( P<
MO T R (P<0.05) ; 5 si-LINCO0662+miR-NC ~ 0.05) (WK 4,%5),

% 4 LINC00662 .miR-144 #1 COX-2 mRNA £ U251/TMZ A k25K F (n=3)
Table 4 Expression of LINC00662, miR-144 and COX-2 mRNA in U251/TMZ cells

215 Groups LINC00662 miR-144 COX-2 mRNA
23 % IR
CI'? 1T A 1. 04+0. 09 1.07+0. 05 1.03+0. 07
ontrol group
R LINC00662 4%} HR 4
Riff LINC NG BAtERt FRA 1.07+0. 10 1.05=0. 09 1. 06+0. 09
S1-. grnup
A&r&ﬁ‘ﬁ LINC00662 gﬂ ab ab ab
<i-LINCO0662 group 0.22+0. 05 2.37+0. 20 0. 48+0. 06
A% LINCO0662 FIHM il miR-144 B X HR 4L W W n
si-LINC00662+miR-NC inhibitor group 0. 25+0.04 2450, 24 0.530.07
R LINC00662 FHMHl miR-144 Fik4
et WA mi ik 0. 27+0. 03 1. 5820, 18°be 0. 80+0. 09

si-LINC00662+miR-144 inhibitor group
T 528 X BRI LL , * P<0. 05 5 5 Ak LINC00662 Bt BRATAR L, " P<0. 055 5 Rk LINCO0662 41AH H, © P<0. 05 ; 5 i LINCO0662 A1l
miR-144 BIYEXE FEAA 1L, P<0. 05,
Note. Compared with Control group,*P<0.05. Compared with si-NC group,”P<0. 05. Compared with si-LINC00662 group,°P<0. 05. Compared with
si-LINC00662+miR-NC inhibitor group,?P<0. 05.

p .
200 pm 200 pm 200 um 4

200 pth

1.0 80—
I
3 25| | B4
A ; 0.8~ I <t W Control group
4 - sk ] 4
=Y ~ FIIRLINCO0662 [ 4 U8 41
Sz abed 53 ‘n‘é abed B GINC group
2 0.6+ ¥ = =3 AUELINC0066241
E 3 28 0] si-LINC00662 group
=5 Sz = FHAICLINCO0662 A1 il miR-144 B P R 4L
HLE 04+ g 2 ab si-LINC00662+miR-NC inhibitor group
=5 ab =5 B i LLINCOO662 A flmiR- 144 KK 2
g3 |1| |I| 23 204 si-LINC00662+miR-144 inhibitor group
5 024
5]
@]
0.0 (=

AL X IRYL ;B A Ik LINC00662 B IR ; C . #AIk LINCO0662 41 ; D« #iAIk LINCO0662 FNj il miR-144 [PEXTIRZL; E. #IK LINC00662
FEM miR-144 Rk, 558 PO BAUAR 1L, P<0. 055 SR LINC00662 B X I 4LAR L, P P<0. 055 SR LINC00662 4148 1L, © P<0. 055 5
FAIE LINCOO0662 il miR-144 BIEXS B 1L, P<0. 05,
B2 4 U251/TMZ A s i il
Note. A, Control group. B, si-NC group. C, si-LINC0O0662 group. D, si-LINC0O0662+miR-NC inhibitor group. E, si-LINC00662+miR-144 inhibitor
group. Compared with Control group,*P<0.05. Compared with si-NC group,”P<0. 05. Compared with si-LINC00662 group,P<0. 05. Compared with
si-LINC00662+miR-NC inhibitor group, 1p<0.05.
Figure 2 Proliferation of U251/TMZ cells in each group
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Propidium iodide

80 Annexin V-488
b EHEROECE
E I - Control group

60 =y FHELINCO0662091 5t L
—~ 2 si-NC group
S REIELINCO066241
Z 'g 10m abed si-LINC00662 group
= & =1 FEAIRLINCO0662 I fillmiR-144 [ 4 X HE 41
= & s51-LINC00662+miR-NC inhibitor group
3 B 3 {IELINCO0662 A illmiR- 1443 1541

201 si-LINC00662+miR-144 inhibitor group

0 -

T A28 FIX HEA S B . IR LINCO0662 FIVERS HEZH ; C . AR LINCO0662 215 D # & LINC00662 FIIfi] miR-144 PFIVEXS HEZH ; E . SR LINCO0662
FHIH miR-144 Fk4, 528 AR IRAUAA L, *P<0. 055 S5 i LINC00662 BHPEXH IRZALHI 1L, P<0. 05 ; S fik LINC00662 1AL, “P<0.05; 5
RIS LINCO0662 I miR-144 BIPEXTHEA 1L, P<0. 05,
B3 541 U251/TMZ 4 Ja T il
Note. A, Control group. B, si-NC group. C, si-LINC0O0662 group. D, si-LINCO0662+miR-NC inhibitor group. E, si-LINC00662+miR-144 inhibitor
group. Compared with Control group,®P<0. 05. Compared with si-NC group,”P<0. 05. Compared with si-LINC00662 group,®P<0. 05. Compared with
si-LINC00662+miR-NC inhibitor group,*P<0. 05.
Figure 3 Apoptosis of U251/TMZ cells in each group

RS AU U251/ TMZ AP FHKF 20T (n=3)
Table 5 Analysis of target protein level in U251/TMZ cells of each group

ZH 5] Groups COX-2 MRP1 PCNA Bel-2 Bax
25 X BEZH Control group 0. 69+0. 08 0. 89+0. 09 0.99+0. 12 1.01+0. 14 0.41=0. 05
FEAIL LINC00662 Bt R4 si-NC group 0.75+0. 09 0. 84+0. 10 1.08+0. 13 0.97=+0. 12 0.43=0. 06
R LINC00662 41 si-LINC00662 group 0.26+0.03"  0.3620.05"  0.44£0.05"  0.37+0. 04" 1.12£0. 15
B LINCO0662 FIMIH] miR-144 [ 1%} BE 26 W " " " "
S-LINC00662-+miR-NC inhibitor group 0.28+0. 05 0.33+0. 04 0. 48+0. 06 0. 40+0. 06 1.20+0. 13
G LINC00662 A1l il miR-144 #ik4] ahe abe abo abe abe
m = 0.47+0. 06" 0.55+0. 06" 0.69+0. 08¢ 0.72+0. 08 0. 81+0. 09
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Figure 4 Expression level of target protein in U251/TMZ cells of each group
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