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[HE] HE W Kk44E% A RNA LINC00520 Al i (LUAD) 38 75 | 8 = Fo 3 % 4 BEAL 77 i 26 69 %
L IR ENE . HiE ENEAREAB&R S (RT-PCR)&MA X A% £ & 4tk (BEAS-2B) 7= LUAD
2 i LINCO00520 # & & K F; £ M43 8 5 5 73K IR LINC00520 48 % 4 4% & ;& LUAD ¥ 474 LINC00520
*.i% )& \RT-PCR,Western blot #m e & F 4 A KK F Il mRNA £4 %% 1(IGF2BP1D) #) & A K F; £ LU-
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A BT 2,

[XEIA] AMMME; LINCO0520; B Z A A KA T Il mRNA LSRG ;@3 ; MR ;L7 2%
My s W Bh VR B AL B

[(hEESHEE] R734.2 [xEktRiIRFE] A [XEHRS] 1671-8348(2021)08-1266-06

LINC00520 mediates drug resistance of lung adenocarcinoma cells to paclitaxel

chemotherapy by regulating IGF2BP1"
LIU Haijun s ZHAO Jungang”
(Department of Thoracic Surgery sA [ filiated Shengjing Hospital of China Medical
University »Shenyang s Liaoning 110004 ,China)

[Abstract] Objective To observe the effect of long non-coding RNA LINC00520 on the proliferation,
apoptosis and paclitaxel chemotherapy resistance of lung adenocarcinoma (LUAD), and to investigate its
mechanism. Methods The expression of LINC00520 in bronchial epithelial cell line(BEAS-2B) and LUAD
cells was detected by real-time fluorescent quantitative PCR (RT-PCR) ; the bioinformatics analysis was per-
formed to obtain the LINC00520 associated binding protein;the expression level of IGF2BP1 after inhibiting
LINC00520 expression in LUAD cells was examined by RT-PCR and Western-blot;the cellular proliferation,
apoptosis and effect on paclitaxel treatment after inhibiting LINC00520 and overexpressing IGF2BP1 were ex-
amined by CCK-8 and Annexin V/PI double staining. Results The expression level of LINC00520 in LUAD
cells was significantly increased as compared with those in BEAS-2B cells (P <C0. 05). IGF2BP1 was a poten-
tial binding protein of LINC00520. After inhibiting LINC00520 expression,the IGF2BP1 expression in LUAD
cells;after LUAD cells knocking down LINC00520, the cellular proliferation was decreased,apoptosis was en-
hanced and the paclitaxel chemotherapy was sensitive (P <C0. 05), while overexpressing IGF2BP1, the above
phenotype was significantly recovered (P <C0. 05). Conclusion LINC00520 promotes the paclitaxel chemo-
therapy resistance of LUAD cells by upregulating the expression of IGF2BP1.
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it 9 2 i UL L A M R R A P AR M
S L BEAE FE 4% M3 R RN BBE TS L R
(LUAD) & JE /N 40 i fifi % (NSCLC) |y 32 B2 A1 |
LAk, BARE A 2 WIRYTY , 2B 270 582
Pt VPG L ER 4R S T LUAD B A 77 %,
H T bR A2 B e B ML YT 25 . LUAD &Y 5 4F
HEAERAR R M, Ik, R LUAD 1 25 4L
il o e8] ) G A s 22 TR) A A ELAE L R R B RO
TRIT O T FRE N R T 25 1 R AR, 2
AT I B 7= R Bk I

K 55 4E 4 5 RNA (IncRNAs) & — 58 K B # iof
200 M AZ AT IR, HOAS H & g 6% B (1 RE 0 1Y 3E g6 Y
RNA, P AT 7R 3 0388 45 | e 53t L Sk I 46 4 3 % ik
PRk AT 7L 3 10 4E R 4532 et . Bbah, o
FIRL Y IncRNA % 78 42 35 LUAD 78 N 19 %
Jifggg v % ¥ e SR FH - IneRNA XIST 38 75 45 1 W 9
a0 M b He-1a] BT R Ak, A O 4R 28 B 85 LncRNA
CRNDE/PRC2 i i ## ¥ p21 £ k25 LUAD iy
R T 255 5 IneRNA SNHG15 3 3f £ 5 % 5% I/ F
Slug 4 223 1M {E - 45 g 98 1 & A

AW 5T 0 53 M IncRNA LINC00520 £ LUAD
MR35, 912 5 LUAD 40 A % 11 19 5 | 30k
PR TR TT I 25 IR 4 SRR TE IR .
1 #HEE5FZE
1.1 #HH KRR
1.1.1 etk

N LUAD 40 fifi #k H1975, A549. Calu-3,PC-9 #1
ANTES L MM bk BEAS-2B 8L v E Rk
BB R ER P LLRE, ARSI ES 10%
45 178 (Hyclone, i F 4= Ay Bl 2%, 22 ED 1 DMEM
15 95 # (Dulbecco’s Modified Eagle Medium, sigma s
EED PR FE, B 100 mg/mL &% ZE 1 100 mg/
ml 5 % Z (Thermo Fisher Scientific, £ H), ¥ 3
ZMh 37 °CL.5% CO, . A5 B 40 i 7 & 5
Lt 2~4 AEIR.,
1.1.2 gk

HEBRARIET 2019 4 112 A PR EERK
2F W E % R BEHEATIR YT I 40 ] LUAD 3% . TA
BE YW TG HE DI BR R . B O R 4
b B I S 95 e B R 6350 0 ) B K o) e 55 20 20 (IS i g
NG 3 em Vb)) JHAGHEEIRETRAT & H.
1.2 F#%
1.2.1 mRa3s kAt

BT IEA R 2 Rl 2L LINC00520 30 4 19 /N T4
RNA (siRNA; Oligobio, H &) , Jf 15 B B % &L X #R
JF51 siRNA (si-NC), #:F pcDNA3. 1 Fii (Invitro-
gen, BEDM S ZREAEKHEF I mRNA 454
H 1(IGF2BP1) i 36 ik kL 2% 1A . 4l ffg $ FF F 75 1L
M B 2107 /L. I B T 37 CREFE 41 24 h, B
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J& - HHE T 10 Y0 IR 2R LT APt £ 9 DMEM #;
FeH PR LA R A AR 48 h, WA AN M HEAT A G SE T
1.2.2 e ERABHBER L (RT-PCR)

M 4 A~ LUAD 41 fifd & .BEAS-2B 40 il i I F% Y
Aoy B AR LA RNA, 78 mRNA Fak & i,
A Super RT cDNA & B3R5 & (H A % RNA FiH
R cDNA, R R S 9% mRNA #17
RT-PCR & ill, #E#: U6 fEHE R, 7500 Fast
Real-Time PCR System ( Applied Biosystems, USA)
PEATY B R 2 R R A LA 3 K,
LINC00520 () FU#E51 9751k 5'-AGAGATTGGT-
GGCAAGGA-3", Nl 51 W ¥ 5 K 5'-GATGAGT-
GAGTCGCTGAG-3'; IGF2BP1 B L W# ol W )% 51 H
5-GCCTCTCCTCCTAATATACTG-3', F il 51 ¥ )%
K 5'-ATGTTGCGGTTGTCTTGT-3'; U6 (1 I 1if
SIS R 5'-TTATGGGTCCTAGCCTGAC-3', F
Wenl ¥ Es R 5'-CACTATTGCGGGCTGC-3',
1.2.3 Western blot

PRHUA R L 22 10 %+ e 570 R - 58 1A 04 Tt
Jiiz 358 J HE UK (SDS-PAGE ; Beyotime, P ) . B )5 , %
% 3 il L 4F 4 25 B (Millipore, 6 E) ., W FH 5%
Wihg 2 Wy B A B 1 h, R 5 5 IGF2BP1 (1 : 1 000,
Proteintech, € [E) I f-actin(1 : 5 000, Proteintech,
FEDWH IR, BEYERE 3 W, ZHL(1 ¢ 2 000, Pro-
teintech, USA) ZEEMGHE 1 h, B & A% . Image] 4 H7
ZRt K EEAE
1.2.4 CCK-8

S FH 40 B 3% Kit-8 (CCK-8, Dojindo, H 7) ] 5
H1975.A549 MRS G5 BE 7. AR 4k 150 BH 5 1F 47
Y BT A 0L 1. 0 10° /LA AL T 96 FLAR . E 3
K. EEtRiY (Bio-Rad, Hercules, 35 E) ¥4t & 4> FL 19
W (OD),

1.2.5 w4t G

A0 AL B E R T 96 LA, W E 3 < 10° /4L,
BEALIN AN [\ v BE %) 55 42 B (0. 25.0. 5.1, 0.5. 0,
10. 0 pmol/L) Fas X IR, 3% 3 A AL, 4k 2k 3 57 72
h, ffi ] CCK-8 3 56 46 I 24 9 36 97 Jo 1) 40 i A7 1% %
F) I EEFR Y (Bio-Rad s Hercules, 36 [E) 7F 450 nm &b {52
BODMH. LMl AR ML, HRAFA OD450/%F
MR OD450 X100 % T35 40 Mg 3 i 2% L I 1155 25 9 b
UL 240 6 A > 100 ) Ve B2 (IC50s)

1.2.6 @A

K H Annexin V-FITC F1#t k4 i (P Y4 £f,, 5
1 LINC00520 1 IGF2BP1 % LUAD 41 il % 9 T~ 1
. FH 6 fLARFAE LUAD 200 (2 X 10° /4L) . ¥ si-
LINC00520 il IGF2BP1 i 2 35 iUk 40 3 76 37 °C 4%
PR sEsma) 6 fLak b 12 b, 40 M0 3R 5 FH iR
M (PB)VEPE. FH 300 mol/L 454G 2% th il 2 75
UM, FE IR FE N 5 pL Annexin V-FITC
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A1 10 pL P, 3t 2 200 L ASORS T 48 A
1.2.7 AR EFTRN

fi F§ starbase 3. 0 Chttp://starbase. sysu. edu.
en/) ¥R T I A BB 5 LINCO00520 % 2B A H A i
) RNA 454 % 1 (RBP), R I3 F TCGA (The
Cancer Genome Atlas) IIfi /K % ¥l 89 GEPIA Chttp://
gepia. cancer-pku. en/) Bl FE Xt A AE #EAT TN
1.3 %itFam

K SPSS 22. 0 B fF AT g it M. A SR
BIEEE 3 KA EERI 2+ TR, LB RH &
K. LA P<<0.05 NZEFALIHEL,

2 % )
2.1 LINCO00520 & At B % 2m o, o it & ik

KM RT-PCR 7& A LUAD 4 jf8 ¥ H1975,
A549 . Calu-3.PC-9 I AN XS4 b4l #k BEAS-2B
PRI LINC00520 () ik. #£ H1975, A549, Calu-
3.PC-9 H LINCO0263 B AH XF 335 5 43 5l o0 3. 42 +
0.49.4.3040.39.2.7940.40.3.0240. 29, ¥ & F
LINC00520 7 BEAS-2B 1 ) 3k /K 3 1. 00 +0. 25
(P<<0.05, ] 1A), ¥EHL LINC00520 ik & & & il
H1975, A549 40 Mg 3 17 J5 2 55 % .  LINC00520 7E
LUAD A rh By Rk & F¥E R 2. 43 £0. 88, M 7E
AT EKIE N 1.06£0.32, LR HG I ¥E X
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(P<C0. 01, 1B), 435K LINC00520 (% F 3t ¥ 1
si-LINC00520 # 1. si-LINC00520 # 2 & J& XL JF 41 si-
NC # Y A H1975,A549 4, RT-PCR & + 4
FIXF LINC00520 Rk 52, 45 8 R . 78 siRNA J§
FIRPERTT LUAD 4 g LINC00520 A2 ik & ] 2
T, £ %A %1% 3 X (P<<0.05, K 1C), H si-
LINC00520 # 1 H A 5 & 09 U 3K 8% %, & B si-
LINC00520 # 1 #E17 J5 e 5% .
2.2 LINC00520 £ LUAD % & ¥+ 1% # IGF2BPI1
Rk

Starbase 3. 0 2 ¥ & .7~ , LINC00520 1] 6] 25 H
IGF2BP1 #HEAE . Western blot %7, IGF2BP1 7
H1975.A549 I E A RSB EH B & T 16HBE(P <
0.05,[& 2A), TiAEHH LINC00520 ) EKik)5,RT-
PCR 7/~ . LUAD 1 IGF2BP1 ) mRNA ik G i
A4k (P>0. 05, 2B), {H Western blot §IF 5%, i &
LINC00520 f25 35 F K&, IGF2BP1 By & 11 % ik K F
B B AR (P <<0. 05, & 2C), $2&7/7 LINC00520 %f
IGF2BP1 ¥ 09 5% Wi 3 B e 7 ¢ J5 K. FIH GE-
PIA ¥4 174 7 IGF2BP1 78 LUAD iy iifs K 2%
. R IGF2BPL i ik 4l iy s A AF I COS) T 46
(Kl 2D,P=0.016),
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e
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LINC00520 (1) & ik J&, 40 B 3G 5wl /b, i o 3% 38
IGF2BP1 J& 40 g 38 5 384 fin ( P <<0. 05, &/ 3A), [Rl ¥, 7E
A549 HhL £ F] ALY 4538 . 7E 0 il LINC00520 J5 » 4
W4 FE s /L T i 22 35 IGF2BP1 i 40 g 384 78 384 fin (P <<
0.05,K 3B),
2.4 LINC00520 #= IGF2BP1 % & LUAD #4 %5 ja
A

Annexin V/PI XY & /%, H1975 20 g 76 30
LINC00520 i) ik J5 . Annexin 'V BH ¥ 40 it B & 4
T 200 B T A s i A BE R A B o 3k IGF2BPL, 41
JL R T B A (P <<0. 05, ] 4A) , 78 A549 4 i
A5 3 [/ FE B 2518 (P <<0. 05, & 4B)
2.5 LINC00520 #= IGF2BP1 #+ LUAD #m #e % #5 8%
it 25 449 % v

B H1975 A1 A549 40 i £ si-LINC00520,
IGF2BP1 A [ml v B 1 S8 A2 B e CCK8 571 4 A 4b 34
J& o 7E 450 nm Ab 2 5% B, 1A TR R 6 20 il
) 1C50 1. K Ab FH K H1975 40 M9, 1C50 {6 A
(0.98=£0. 06) pmol/L., FEM | LINC00520 J5 ,IC50
% % (0. 39 0. 05) pmol /L, 78I FE Rl b3 % 35
IGF2BP1,1C50 fH 7} % (0. 54 40. 04) pmol/L(P<<0. 05,
KIS5A) . [RIFEFE AS49 A a4l LINC00520 ik
J& 1C50 {8 F B, 1fii 53 % 35 IGF2BP1 J5 1C50 {H T &

(P<<0.05,K 5B).

TR XF1E5E Lk {5 (OD4s0)

A

HE*F 1E%E b 5] (OD4s0)

B
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3 i it

w2 i 1 R A X IR A U0 A
I PR & 6 PR 2R T A D& T A 0 s 25 40 » DT T 2258 11
KR O ik . LA I AIF 5% LT 4B 2% 6 7 85 A 5 4
it 35 R o 5 0 Pk B S e L R A S L
()1 J B 7R, IncRNAs fE& e b iz 2 R R
KU G UEYE SR L “d 3 RNA” Y IncR-
NAs fEJiE 1) & A kit 8 h & ¥ 35 A W A H
IncRNAs 78 e 5t | e 55 Fl e 53 e 7K 7 o 4 L R iy 3
K. SH5ZMBERNEY IR, 8 LUAD #
N A 22 FhJREE P Ine RN Als 1 Ay 3 56 DR B fik 98 4100 6 (A1
T VA 0O T A g | PR T B At A AR

LINC00520 fi F 14 5 3« & {k 55781134 —
55796674 52 —Fi N H A B I BT A HE 1 1% IncRNA
HHEr LINC00520 g AR fig v A 2. HE A5
3E , LINC00520 1 77 miR-125b-5p/EIF5A2 4hi S
A S0 ZE A B B AN A2 . LINC00520 A
A TE g N IETE RNA HLET 45 HSP27 #1 Sphk2 1) 3
K LR f R BR B LSRR B & N R
J& ., LINC00520 il id F # EGFR % % PI3SK/Akt {7
53 % % DA EL L R JER S bR 0 e 0 0 L X
SR oY R B, LINCO00520 ] BEJ2& i i & J ad 7% v i 42

AMFFEAE LUAD 4 i Az il 7 LINC00520 #)3%
i5,RT-PCR %45 5% /R, LINC00520 7E £ LUAD 4§
Jio b Fe ik, 1 AE LUAD 40 i oh T 2R LINC00520 J&
AT g 2 A M G A O 5 S R T, M A= 5 LUAD
MR 2 . X 25 R BEI T LINC00520 A9 42
FEAEH . ASHEIE E— 4 %) LINC00520 Al fgf2 g 1.U-
AD Y458 P8 T B ALE AT TR . IneRNA — J7 1
AT L3 3 A 5 B AR R I ] A2 R A 45 A R T
B SR I SR JE A A L AR RT DL 3 5 B A AR
Wi 26 (A T RE . A I 5 3k A G BN T T & 56 E
177 2. & B IFIE BT LINC00520 $2m LUAD k77 i
24 n] BE 23 id IGF2BP1 S8 i .

IGF2BP1 & IGF2 mRNA 454 & 15 5 1 B
%% A+ IGF2BP1. IGF2BP2 #l IGF2BP3,
IGF2BP1 & —Ffi it LA H . ZE A 28 B A 2 & &
BARAHAE MR A gl Rk TR LIRS 5 Z R R
%k & R 55 £ RBP A Y &, IFG2BP1
FEA T, Al 5 IGF2. cMyc., Gli 5% mR-
NA kALEA™] | IGF2BPL it 2 5 H mRNA iy
SRS 5 M &R 5 S IR 3 A TR AR
A 25 e 28 A58 & B, A8 il LINC00520
IR 5, IGF2BP1 M £ IL TR, 1M mRNA RKiEAN
A5 EB] LINC00520 %t IGF2BP1 (1) 5% i &= % % Ak 78
MxiEoKFE, EARIIELE P LB T H
LINC00520 )35 J5 » 20 I 34 58 68 1 T & L 40 it 08 1=
B 20 M0 Ak T SRR 2 5 L T AE i 3R 38 IGF2BP1

TREF 2021 F 4 AF 05588

Jo - B 55 0 R R AR &, 7R LINC00520 Xf LU-
AD A2 EE R 25 /5 H 2l i3 IGF2BP1 SE 8 .

25 FAr R, LINC00520 76 LUAD 41 g v i %655,
{2 LUAD A9 3 58 A AL 7 i 25 3 40 ) 98 T, 1 i 2D
fiE Al fiE J& LINC00520 i 1t P8 45 IGF2BP1 2 3k 1M 52
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