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The Roles of Abnormally Expressed EGFR-AS1 in Malignant

Tumors and Its Mechanisms
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Abstract: Long non-coding RNA(IncRNA) is a group of RNAs with a length of more than 200 nu-
cleotides. It participates in a variety of biological processes and regulates gene expression at epige-
netic, transcriptional and post transcriptional levels, thereby affecting cell proliferation, differen-
tiation and apoptosis. More and more evidence indicate that IncRNA plays important roles in vari-
ous human diseases, especially in the development of tumors. The abnormal expression of IncRNA
EGFR antisense RNA 1 (EGFR-AS1) is closely related to the occurrence and development of vari-
ous tumors. The functions and underlying molecular mechanisms of EGFR-ASI in the occurrence
and development of different cancers are summarized in this article.
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RNA, 38 5 1§ 50T IR KPAR T 85 5 4 B 2 A (H
WA B IR IR R MRS WE R W] IncRNA RES
TERWLIBAL | B 55 LA B B 5 i 2 22 A K SF- I 42 ik T
FhIF HAe Mg s e Al S TSR E L
Pyt R AR EAE T B BT A AN TR A
IncRNA T [ vh 5 3 3K 18 7 32 B S8 N B3 RY B
M, —2E IncRNA B TR0 g 8 BV PRAL OF
Fe A RZ Wb B Y SR TR AT AR RIS K
I, IncRNA & ¢ A4 K P 52 14 ;2 L RNAL (epider-
mal growth factor receptor antisense RNA 1,EGFR-
AS1) TEZ T MO P 2 0k S 0T 5 bR e A e e
DIARSG , BEAS LN iR VS TR A2 I8 5 6 T HE A AR SN
EGFR-AST e A [ fift 58 v 19 2y g 5 3 DL 2 A7 25
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A, 1 TE RIS 537 AR AR 1 AT R
1 EGFR-AS1 #}i£

EGFR-AS1 i FYetafk 7p11.2, HEFET MY
EGFR J:PRA I, BB e s N K JE ol 2.81kb 1Y IncR-
NA,5FEEKKNF 2 (epidermal growth factor
receptor, EGFR) B A5 #4375 B4 B4 H Petch
e SNEPEVLER EGFR J5 B FH 55 58 i 08 11 B b5
Sl & BT EGFR-AS1 My fF7E, BT HMEA
IncRNA ML J5 2L 1A T LA — 2B IR A 25010
VAR B 9T % R, EGFR-AS1 7E 2 Fh Jil & vh 77 78
SEEARIN, RENE R IR 00 T A0 SR O R 4 iR it
2y,

2 EGFR-AS1 7ER0E S RI1E A

21 BYHRE

P 200 AR 2 I PR R R L R, R R
WA ARG RAE R IF B = 2 Wibr 9, #i2itA
173 BB AR ok, R o S 4R
FERRAT IR 90% LA I, 1 W 30 55 s S0 3 109 5 AR AR AR R
W EARAT 2 (40 10%)1, Wang %5458 1 % TCGA
BARIE S GEO B i vh ' 40 it 983 41 20 5 DT e 1 %
HAHT )G &% B, IncRNA EGFR-AS1 .CTC-327F10.4
FIRP11-142A23.1 () 5% = ik i o Wk 3 Bl S, 40
1) VG e 4 5 40 B 9 41 20 5 0E 41 8L S E i
PCR (quantitative real time polymerase chain reac-
tion, qRT-PCR) £ 5 R & B . EGFR-AST 1% 57 % %
IRAHES T H AW 35 51 B i (P<0.001) , Jf H EGFR-
AST FRIk K 155 B 20 B 0 R O R LS %% V)
FHIC . MBI 5 S8 5 DAL & 3580 5 Transwell 52
ek s, SMEYEII G EGFR-AST A9 35 fE 0% &
A0V e 2 M3 E 5 R 25 RS I R ik EGFR-
AST W REf% {2 T ki 4 M 3 5 1R 28 SR R 9 52
5 (PRSI M A a) SRR, mik
EGFR-AS1 RE % 7544 A 417 1] Jie 8 A < I HL s 20 9 Jip
Jili % 7% (4 B iE (P<0.001) , % T EGFR 5 EGFR-ASI
(750 B AME, BFIE A BT B AT Rk KO k47
IINTIE KB ULER EGFR-ASI RENS T I8 iy 40 it rp
EGFR mRNA 5& [k, i &k EGFR-ASI
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W s fiff = F kK1 . RNA FISH 5 RNA pull-
down L5 45 ) B /R EGFR-AS1 5 EGFR mRNA —.
HRENSRE SE LS A UE W G 0 mRNA RRRE M, dE—
A B9 & B, EGFR-AST iR 4% 5 RNA 454 & A
HuR #H 454 2E 17 34 3% EGFR mRNA A9Fa 2 1, AT
R $1F B A g 1 PR R L B VEGE T4 DR 24t/
Bl FL3T 7T (the humanized monoclonal antibody beva-
cizumab/Avastin, BVZ) 5 T4t % « (interferon alpha,
IFN-o) (204 B 1T C 28 F 575 5 1 385 BH 5 40 i 98 1)
5 KRG JT o Renaud FYIF 5T A A & BL , EGFR #1115
erlotinib/Tarceva (ERLO) 5 BVZ/IFN-a 1k FH fit 9% HH
b A T A A A A A ek U 1A R
V7 Tl K A B W 12 = 1 P R N 3 TN
[ 2 i 22 EGFR-AST 114 22 55 2 38 ) 5 98 b X 1= 5
ST U B VIR O, O R TR AR S
Mg 1157
2.2 ORESHIKAaE

[ Ji i R 241 9 9 (oral squamous-cell carcinoma,
OSCC) U5 T S 30058 A0 8 UL e 5 AR 9% 2018 4F
S ERIEE G018 L OSCC 24 3 Jr A3 87 & 98 9iE 9 191
() 2% JeEIE SR B 1.99%19, Tan 45 "RF5E % 3
EGFR-Q787Q 43 ¥F AR (G/G) By b Je 4t Jfa % T
EGFR 11 31 75 38 25 Je F T 3 8 Je 14 25 0y ff e
FAARI(G/A), TAA R (G/A) 1 25 Py U M S
Fai 5/ (A/A);qRT-PCR 3£ 5045 /R . EGFR #il
Tl AT 245 14 i 1) e 240 Jf . EGFR-AST 1 & 3A 7K
Bk s A TCGA a2 1Y 43 4h R4 1 b9 21
Z1h EGFR-AS1 1Y 3R 35 /K- i T VLT /Y 1F % 4141,
HE— DR R B Ml IR B 2R D R B Ik A% SR ik
PG, M EG T HL A (A/A) 3 DA AU 1 iR 40 Jif L (G/G)
T b A0 R ) EGFR-AST 3RS R, i 78 A IR 1k
B siIRNA #0761 EGFR-AST (1) 235 W] 58 4% 48 = (G/
G ) T84 iy 44 e 1) 25 P SO . IR AR 9T EGFR-ASI
B AKAVE AL : EGFR-AS1 g% % EGFR DU i [7] T
AL (A-D) I 3k 7= A sg ), B i % 58 EGFR-AS1 B
BEREARIR T2 D ARk i [F] T2 D Rk KTV 5
i 983 4 Ji X T EGFR 410 461 570 119 245 1 S0 1 %% D) A4
X, RN 5 qRT-PCR 525 45 3 Wo/R . 40
EGFR-AS1 B35 /N BRUIE Hh [R] T8 D kK P
AR, XEF EGFR 06 500 i) SR R A o 2 Gk
EGFR-AS1 Z J5 WL 25 W 5 Z A0 e, A X T

855

B



Journal of Chinese Oncology,2021,Vol.27,No.10

TCGA B8 09 43 A 45 R R S04 Fik4ghie . BJS
WFFE A B B4 4T EGFR-AST ()81 4% R 5 4k 25 k47
YLK, R KE ST EGFR-AST @i R AE %15 S
T 22 00 e g TR AR 5 T AL S Sl I g A R
EGFR #5197 ¥ R K AR . R 45 R IR
EGFR-AS1 GE#£ 3K 5 OSCC X} EGFR 3[R i .
23 BEESRMMEE

BRI AE A CIE TS RS S RN, 4R AE
EERIE ALY 40 T3 ABET % SR 2L 2R n] oy o i
P 5 R 20 M Y S U R A R A
(esophageal squamous cell carcinoma,ESCC) & &%
T FEA LR RGN 2 K 56T T B
OIS i e (H R E BUG R IR 22 5 AE A fF R A
25%"", Feng %5275} 56 ] ESCC 4141 5 VG it (1 9% 55
IEH A8 4T PCR & 5 & 81, EGFR-ASI 7E ES-
CC 2 35 1 %35 (P<0.05) , f H 5 b 56 % e AN R
PifSE B UIAR G A0 ML S g 25 R o, AhIEYE B
EGFR-AS1 /)R ik BE#E A2 iF ESCC 41l KYSE-30 5
EC109 91278 5 £ #8 fik 11 (P<0.05) . *} EGFR-ASI1
£ ESCC H /& FBLEI ) #E— 25 i 58 R W EGFR-ASI
5 miR-145 VI & miR-145 5 Rho # 3¢ % il #2i¢ £
MBS 1 (Rho associated coiled coil forming
protein kinase 1,ROCK1) Z [B] f77E 45 & 47 55, IF H
iF ik EGFR-AS] g5 5 miR-145 3Rk T M
1k miR-145 WEERL I ROCK1 i3k, EAh, %
RS 5 5 XL O FR Wl 4 4 S5 90 3IE 52 . EGFR-AST 78
ESCC " il i3 5 miR-145 54 £ 4 ROCKI1 1
Tk RHEHARRAE .
24 B &

B R T R A R, TR TR
M RIS S AL FE TSR SESE 3 A0 il T R
Z ARG IRAEIR , REEURFHHIZH T AL T 55%
WI9F H W5 #5022, Hu 482l i qRT-PCR X% 58 14
B R AR AT RN J5 & B, B 9 44U EGFR-
AST 52 3530 5k 9F H LK 7KF 5 g K/ )
X, CCK-8 L8 AEVF P S 5 EdU e (055 5
WESE . UUBR EGFR-ASI 33K BEAE 5l 25 41 1] Jib Jed 240
(YGFERE ) . Shi SC e g SRR RE R I, AR I s
EGFR-AS1 3%k BEA% 40 il 41 B o8 Mg i 2B 4 48K
I PE Ay B 4 S48 1 B h EGFR 5 EGFR-ASI 93
IREIEASE, Jf H 58 1] 8 9 B LA qRT-
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PCR i ) 25 5 b /s i R IR B IEAH G . Bb4h,
Western blot 25545 1 B 78 | 5 EGFR-AS] R #£ k4
BEM, mRBAHEHEN EGFR & 1 R AKFH
#1(P<0.05), ULER EGFR-ASI RE WS 10461 )88 4i g vp
EGFR 5 PI3K By #5R 1k 7 , $&/~8 EGFR-ASI fig
i 1 S EGFR K5 A4 PIBK/AKT 385 4% 412 12 Ak 73 410
FEL BG4 P RINA A B0 il 7] Acb 24 vk 9 200 B ) 3 3k
qRT-PCR %} EGFR mRNA &35 47Kl , 25 2% /R
{1 EGFR-ASI fEf% F% % EGFR mRNA e ¥ .
ZE b, KeEIE 2% RNA EGFR-ASI fig 9% 18 i 4%
BT EGFR mRNA (958 MO if L3R5k, T T
PI3K/AKT 3 1 > i 3l 15 98 0 % Pk Jig
2.5 FrempadE

JHF 240 9 o 4 BR D & 1 98 1 80% LA I v &
S EAH SCBE T TR R 38 D 437 24l AL e fa B R &K
= 7 e R L B A K AR T K36 T BE T O TR
Y0 M9 1) B R AT R R E R 0 85%
1) I 40 i s 19 % 2B e B TR v B 5, L AR W I
s hr AR AR R 2, 9K W] EGFR MRk 5
PG 132 B A K K Z 1K (growth hormone receptor,
GHR) &2 1y 42225 Q1 45 7 3 GHR ik 57 PH fg
HEAEAR N 5K SN FEAIE EGFR-AS1 5 EGFR By %k /K
F;qRT-PCR 5 Western blot 5255 45 5L UE 5, I 41 i
fi  EGFR-AS1 5 EGFR £ A8 & % M, B
EGFR-AS1 FRik7KF5 T TH# DK AR TE 1, bk B 45 5%
M B AR5 LA 2B ) AH OG0 B S 30 25 R R
UiBR EGFR-ASI BB1515 5 EGFR Rk /K BRI
il b 962 4 A 1 14 58 5 3 RS fig T (P<0.05) Ak i g
siRNA #14] EGFR-AS1 iy ZR K RE0S 350 S W40 i 1L
ek H G, W40 il Le 91 3 &, i i 3R 38 EGFR-AS1
N BEAE 5 S Boyed 40 i 08 T34 1, Western blot 25645
WEI HME A H] EGFR-AS] 2 AAEUE1A S E-
FERE R MR8 LS NSEE A RIE T (P<
0.05), X # /5 EGFR-AS1 RE W 5 i T 410 i 9 19 L 12
[i] 5T 2 Ak it A2
2.6 KRB

2 S5 988 e — o i B S M LA X R v ) i e
o RIE T A 2 R G M A BT, BT,
T AR IR LAY 54697 2 0 B 1 = 28R 97 T
B, AH T BE A i e 22 1 AT 2 AR A
S5 K™, Dong WIHFFE A BAXT A IE # ALY I8 it
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20 B 5 i 598 4 I AT qRT-PCR A 5 & B0 M S
A h EGFR-AS1 3Rik7KF 3% i (P<0.001)2, 2
MIsZas e R B, @ik EGFR-ASI 1) 3215 RE W8 1 i
I P8 240 PR B 5 | R/ e R A T S S 4R 28 1 AR O
BT kA, 205 K. UL EGFR-
AS1 REPRAREL R A OCAE 5 (N-FS 2648 1 R 4R
FD) SHRT 407 B ik C 40 L -2 FE 1 (B-cell lym-
phoma-2,Bel-2) 1 % ik |, A 075 42 98 1 43 F (Bax .
21 1 Caspase-3 Fl DNA & & i PARP) 35 I ;
qRT-PCR 5 Western blot 52 551 5% ; #{ ik EGFR-ASI
AE % 410 ) i %2 41 g b EGFR mRNA 5 28 11 i A9 %
ik, ERSCE FRB EGFR-AST fE4%# i3 817 EGFR
(14 & T8 8 T A2 0 e SR i it e L AN, RO FR
i S 5 5 0 RS 5 45 R R EGFR-AST 7E i it
Je v 1) 2 98 1 FH A AR A% 38 2ok N R T AR T B miR-
133b Sk 1M L O RACKT Bk R 5L 8,
2.7 FERtER

5% e s e — o DL %) A PR, O e R
LR 4, 2018 AF 2R B e s B & s 129 5 ir A
SEERE BT AR B 3%, Yuan 2558 5 #E4T qRT-PCR
SEOXE ¢ K, I R B e b A1 20 S 0 o
IE# 40 EGFR-AST 5 Rho A 3¢ 4 il 152 € JE 1k
B 2 (ROCK2) ) & 1K J5 & 3L ,EGFR-AS1 5
ROCK2 75 g 4l 2 v 5t ok Rak | 5 R A K P 2 1E
I, H EGFR-AS1 = &R B 5 AP EAF R 2%
Transwell 3255 31F 52 : EGFR-AS1 5 ROCK2 fiy 3 % ik
PR T iR M 1R 22 52 s LEWIE B i 4l
H R miR-381 1] A5 EGFR-AS1 JE Jlg i 5 fic )
JF H ROCK2 J& miR-381 i N UFHAR , X250t &K il
5 LG I — S5 R i — 2D B S R i Rk
EGFR-AS1 figf%1% S ROCK2 mRNA 5 % 4 ik K
S B, T miR-381 i #25 W BE A5 H0 il ROCK2 1)
FIRIFI S EGFR-AST i R iR B M RE T . 25
- ,EGFR-AST 7E 5% e 8 v i 3 34 Jf BB % 3 2o ¥ 43
W% B miR-381 HE MM | 3% ROCK2 3 1k Sk A2 7F fith 8
MR 5E%,
2.8 JE/NHAEAGE

BAEZ)A 181 J5 NFETHlidis, iidee ik 423K
FEl A i RE S80I B il 96 (non-
small cell lung cancer,NSCLC) J& & & U (1) fifi Ji 2%
R 2 BT R 9 B 80% , I HL iR T ik = L

Mg 27 2021 4% 27 5% 10

FER , BB IR AR E R A B Qi BB
ik %F 87 4] NSCLC i # 241 4L k4T qRT-PCR 45 I
i &, EGFR-AS] 7E Mg A h KA K BT
I (P<0.05) , H H 3R 3K KV 5 WA AR S B g B Az
G, MTT 2% . 4R 75 I8 LS 56 TUNEL 52 5 &
Transwell 52565 45 8 7R | i 18 EGFR-AS1 9% #
il b 5 4 R 1 0 S R 2R R RE T, IR S A0 i
ToRAE AL R SR 45 3R K W] EGFR-AS] i %k
21 6 S8 7 H AN A e R 40 B M (P<0.01) . sh 5K
B 45 FAE 5L . 50 2 A [, EGFR-AST /5 ik 21
Jed A= A Y k52 AR X BIL R ) — 2D B S A L
A5 F I F 2A (hypoxia-inducible factor 2A ,HIF2A)
e 5 X 3k #E 5 1 3 (forkhead box protein 3,
FOXP3) 45 & I 458 FOXP3 J& 3 7% 7% , i EGFR-
AS1 REBE A HIF2A Ji3 )+ 1 FOXP3 Ji5 2+ /T
PEHEI 7E NSCLC Hh & #EFHME/EM . BRI,
FOXP3 BE#%Hl 3 NSCLC 1) Wnt/B-catenin {5 5 1%
S MIA R E R R T AR, AN Xu BT
FE A BN & I EGFR-AST 78 B A E /)N 240 Jif fii 93 78 3 e
JoE 5 W rh 2R KOF T Bl R A R TS
FEITE 2257 6 AL 2 — D W58 kR, 2of SRk Y
EGFR-AS1 fig % ) ] miR-223 #9 2 i& 98 i ¥ 7%
IGF1R/AKT/PI3K {5538 F% , AT & 45 HARR 3 AL 7 it
5VER
29 HEHBE

Atef ZEBIF ] qRT-PCR %t 130 1 4% & iz 9 H&
) IR A SO N E H AL 20 R & B,
EGFR-AS1 & # w1k h PREHE 3 7 78, EGFR-
AST 3 FGR K5 g KU | i i = A0 R Rk B
SR EUIMOC; JF HRIAAKCF 8, B HUG
2 PE— 5T & P, miR-133b 1645 B i i 5 4l
2lrh AR K % EGFR-AST Fl miR-133b 1E45 & 1
It BB 2 20 I 38 DA R PR R G 1k A 9 &
M. EGFR-AS1 19 LR % miR-133b B T H 5
Jisgs TNM 73300 | ik B 45 2 B B I 4 R AL AH G, Cox
WU L 3] 8] U5 A R 4 B 2 7R EGFR-AST Fl miR-
133b ¥4 AT AE R0k 37 1 U PEAS 7, Bk S2 s i 5%
P75 ,EGFR-AS1 7E 45 B W Je 0 e A: & i o F i
BT B PR A ELAT R RE R A R T A
Bl RIS PEAG i AL b i, X — Rt rp B A
FRAR 538 I IR A AL T D0 A 1 S 22T
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3 BESRE

AR, HE AR BITRA  IncRNA 28 &
S5 PR 22 Fh R 0 A Ok R o AR O BLHVE FHTAL
il . 72 W7 8% i AT . EGFR-AST #E 4 IncRNA il —
B, B8 78 2 55 4 PE N U RNA & 4 W B A, i ad
2 EGFR A9 2 15 & mRNA Fa 5 M 45 O A 2 Fh
JifEd B4 B | R R RS S P T A AN AR
Wi I % 4% B BAE A ; B4, EGFR-AST i 8 & #1 5 Jif
AT 25 VIA G . B X EGFR-AST 58 iy it — 2
TR, LA i dg o (4 4 FH S5 AL TR A5 20 38 hn i 1b) | B
T4 T Y B RE A AR 43 K SF R IR 2 B IR T
T DA B A ) S Sk
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