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[ ABSTRACT ]

nous regulation between non-coding RNA (ncRNA) indirectly affects the expression of downstream target genes and is closely related to

Gastric carcinoma occurrence is strongly associated with genetic and epigenetic changes.  The competitive endoge-

the malignant biology of GC.  Further studies of ncRNA-mediated expression of gastric-cancer-related genes may facilitate early diag-

nosis of GC and the search of prognostic markers.  This review summarizes the recent discovery of competing endogenous regulation a-

mong ncRNA in GC, providing a new approach or strategy for early diagnosis, biomarker development, and application.

[ KEY WORDS] gastric cancer; non-coding RNA; competing endogenous regulation; gene expression

B 9 ( gastric carcinoma, GC) &2 EKH W A9 PE JR RNA (circular RNA , circRNA) . AR CEZE T i 4F
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RNA ( messenger RNA , mRNA) 9 3" E#H1% X (3'-un-
translated region,3’-UTR) 45 &, 15 55 % Jn 3L A 36
BV, miRNA 8 o 38 5 mRNA [ f# 5040 6
mRNA B, B EM SR 23k | 45 4 e ik
W EHMER, 25 cC kAdE kR,
1.2 IncRNA ZEHRFHNFEEEH

IncRNA J2&#% 11 F2 % H &8 12 200 bp, i ncRNA
9 80% L) |, IncRNA F] 734 4% IncRNA 1 48 fid J5t
IncRNA, KZHH% IncRNA £ 5 5L A 1) 2 Wit 1%
Bl SR YT T 20 L5 P Y Inc RNA 78 B 3K 7 i
FEEMN, 25 BEI KA MAENRE, IncRNA 2 51F
ZHE LR BT, WG 0 BB | B S
T B Y AL S R
1.3 circRNA ZimERF/RIEFE

circRNA J2 I ] B 422 358 78 77 25 1Y, iz 72 2 8
TR S S HE ARG RS R 37 3T H B2 AR A
BRI 5 3R, IR 2 cireRNA 7E
W i | W s) O AN B R K B R AR TR ARG SR K
circRNA 335 8 1 BE PR PE BT 82 1E N miRNA W4 |
Xf SEATE DR A 2 s e 45 B S D B B L R g A 2R
FI 5 A5 500 3 2 5 2 Bl B R
TEMIRE AR K B H8  B R MR T i 2 rh ol 4
YEMT . B, cireRNA BEAT DA 4098 S 4, ] LA
VENIEFEIR S 5 M 0 & A ke,

2 ncRNA £ GC mEIEEIERA

2.1 circRNA £ GC FRIHEEIEA
2.1.1 circRNA &5 GC #94bs7atzs ISR
JRH GC BF AT I REM AP Z — circAKT3 i
TR AR W B miR-198 , i R FLH PIK3R1 ik, ¥
I PI3K/AKT 155 38 % , #4958 GC 2 Ji XoF 5t 41 14 Tif
21, PI3K/AKT 38 4% 2R 1% AT L 3o 7 b 9 240 JE 7 i
2y VRS e A BT AT 25 M0 R U . circ AKT3
AfERIEIATT GC B RIS AW
£ GC it 5L rh ke 5 24, AT 2995 5010
SRS I B W AT DL SR A 0 Fh T 2
circCUL2 3 1 I 45 W Bff miR-142-3p , f2fff ROCK2 %
TRYEN, SETAN S GC A0 A W, 39675 X T A ) i
21k, ROCK2 A BEJ2& circCUL2 i i3 miR-142-3p
T GC 4 I WEAN 25 P A LR
2.1.2 circRNA #% GC Zafo3g 74 iE # Ao iz 2
cireMTO1 7£ GC 4 g AT ZH 4L 2 1k B 2 4, e
3 VAR B miR-199a-3p, b RILHE L PAWR,

I GC MR 7E GC HLUMZIMI T cirePDSSI
I NEK2 25 %1k, miR-186-5p fk ik, circPDSS1 fig
LR miR-186-5p , Jf-##% NEK2 31k, circP-
DSS1 £k miR-186-5p Y4 T 8 3k, 19 Jin o
R NEK2 19335, 2 iE GC 4 it 348 i A 20 i J&1 30,
kg

circFATL (€2) 7€ GC 3Rk T H , AL 5310
TE GC 4N iy s i B 7E 40 A% 0 A, cir-
cFAT1 (e2) 7EML 1N miR-548G (RiRF45 | i i &
I 40 MO B miR-548G (1) 7K SF-, [ % X 41 3
RUNX1 B9340, BELIE GC 4 F a8 fi el |
circYAP1 7£ GC WY IA8 B HRAR, HIERIA 5 A
FEWEARA X, circYAP1 335 ¥ 48 W [} miR-
367-5p, FIHRELP] P27Kipl fOEEIL, M GC 4N
AR AR 28, K HEE RN A E R, GC A8
Hid 258 circLMO7 38 3 ¥ 258 W Fff miR-30a-3p , {2
WNT2 ik, WNT2 J&—Ffhor i BB &R, 2
miR-30a-3p Y W% 76 88 5L A, circLMO7 38 32 52
WNT2/B-catenin i § , €k GC AHHEHYIE ST ER A
=M,

cireNF1 38 13 7 253 % B miR-16 , F#A% GC ' miR-
16 7K, miR-16 £ ZF i v & #4m 5L RE H
GC ' cireNF1 333k _F i miR-16 #FEK MAP7 Al
AKT3 (7K fifi AKT 8RR ALK F- 14 &, fe #F GC it
JEl2) . miR-502-5p 7E GC £H 2 th il % 35 T 4,
miR-502-5p i FILREFEAIL NRAS ik, T MEK1/
ERK1/2 15 % 23 , B AL PCNA Fl MMP2 3£ ik 7K
ST cire DLST 3 F6 3k 240 W miR-502-5p, {2 it
GC MMy Ie s (2R
2.1.3 circRNA ¥ % A~ miRNA GC Hh—
circRNA A] DL # [1] £~ miRNA , U circHIPK3 Bk fE
T2 2 [ miR-876-5p , LA Fff miR-107 & ¥ {2 s
YEFH ., circHIPK3 8 1 ¥ 45 % [} miR-876-5p, T~
miR-876-5p /K . circHIPK3 i 1 F 8 miR-876-
S5p, FRHEEL R PIK3R1 AYERIA 23 GC 20 Jfd iy 3
BT % 512 28, miR-107 i 3 F 9 H 3
BDNF, #14] GC & &, circHIPK3 i 3235 18 g 15 45
W BfF miR-107, 118 BDNF 2 1 %3k, e i GC 4
WFE AT
2.2 IncRNA 7 GC I E(ER
2.2.1 IncRNA 8% L& 8] fi 4 3 id 42 1 GC
HA T EFIEH IncRNA PVTL 3 53 15 25 W% - miR-
30a, FIAFEFE A Snail 2k, #1 i E-cadherin &k,
{2 N-cadherin F1 Snail 334,175 % GC 4 &4
b Bz [R) R A R ( epithelial mesenchymal transition,
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EMT) %7 IncRNA HOTAIR £ GC & %
ik, a4 W B miR-1277-5p, I iF O3
COLSAL, £ #F GC 40 Jif 2k K A% #'7, IncRNA
HOXC-AS1 5 elF4AIIl 45 &, A B 90 il 1% L #F GC
YRRk, GC A b R 225 A HOXC-AS
SUR/; e[ Wnt/B-catenin 555 elF4Alll 25 &, UL 2R
elFAATIT 35 {2 3E GC 434 FE Al EMT 5L 72 , 41 il
GC AT,

2.2.2 IncRNA R L5 EEsfgidsE  FLERLEEE-A
(lactate dehydrogenase A, LDH-A) J2& ¥ B2 i & 15
1) —A~ T, AR N B R A LR . LDH-A 3R
IRHBAE M ZDE I, IncRNA H19 7 GC 4
glrp Rk, 48 % B miR-519d-3p, 5 %
LDHA 3k, f2 #E GC i Jf b /7 i | 434 5 G0 92k
., 4N, LDH-A 7] #% miR-7 8§ FOX04 171 &35 1M
FIR T TH GC Mg, I, LDH-A KK W] fig
HH GCRITHES . H19 ik BiS 6C
WL A TNM 43 A O¢, JF 38 5 miR-22-3p/
Snaill 15 5 il #% fi #F 40 B A5 K F1 55 #, IncRNA
MACCI1-AS1 381 71 45 miR-145-5p, #1H] GC 4H ity
TP U = A R R ORI T, R 2 T T R AR AR AR 1Y
GC TNt iy rim 2520,

2.2.3  IncRNA A% GC %m L4434 75 A= it #
PRL-3 7 GC s ik, & 4598 3 K 1y Yy 6e, 4 i
GC HITR R 28, IncRNA UCAL it 323K 18 i 6 45
W} miR-495 , [ PRL-3 Fik  {E3F GC 40 g (4%
FE TR AR 282 D IncRNA HOXC-AS3 7 GC #H4!
235, HOXC-AS3 5 YBXI & A 454 M AR
FH A2 S KO E IR BT GC 40 5 40 i 34 5
FLER A AR, 40 MMP7 . WNT10B A1 HDACS
4 R UE GC ARG AR, FIX J&—Fhi
FEARSF Y IneRNA, 7E GC HiE %34, miR-215-3p 5
FTX 7E GC H R IK 2 F A, IncRNA FTX & 3
kit 5 miR-215-3p se P45 A, LR SIVAL &
ik R GC ARy EsE >,

2.2.4 IncRNA A3 GC @25 IncRNA UCAL il
iH45A BZH2 I PI3K/AKT 38 B, 187 40 it 14
T2, fE E GC 4 M o 4 B T 25 1 IneRNA
EIF3J-DT 7€ GC it 2540 il v i 223k | il ik s &
B4 ATG14 mRNA Y82 & 1 I 43 W A miR-188-
3p, Wil ATG14 mRNA B, 1 ATG14 Y%
ik, ATG14 33 41 ) 40 B 08 T F B Ts A e 5 1k
JPMi 25k, I, EIF3J-DT-miR188-3p-ATG14 i 4
TS AR B W SR GC AL TR 251
2.2.5 IncRNA ¥ & % 4~ miRNA IncRNA-

MEG3 7E GC Hr ik B 3 T, i K3k 5 i i T i
miR-21 55 5 B AH G B (10 258, S 20
Ji 3% 5 RN A B ke FE A g AE . SR M7, IncRNA-
MEG3 7E GC " I 5k, 530 MEG3 £k, il
it EJH miR-181a-5p, M #] ATP4B ik, £ ¥ GC
HEE) | IncRNA-TUBA4B 7 GC 2L A 3¢ b 3
KB E T, M miR-216a/b Fl miR-214 7 GC
Tk E L R EMEEAEH . IncRNA-TUBA4B i
FikiE id 45 A miR-214 F1 miR-216a/b, B i miR-
214 1 miR-216a/b (6] T LI K PTEN, [H L,
IncRNA-TUBA4B i 235 1 PTEN (3R ik, 33K
PI3K/AKT {553 #5276 , M GC A iy 3458 5 42
2t A ST

circRNA 1 IncRNA HEVE4 W% B [F]—Fl' miRNA
PRI miRNA YEFH RS T 7E GC 1) & A K
AR R TN HE ., miRNA A 2 EEH
%5 GC AR THLH . miR-29¢-3p 76 GC &
FEIIEAVE R . IncRNA-MYOSLID 53f 3% 34 18 43 7 4 W
B miR-29¢-3p, F i miR-29¢-3p 7K -, fdi T Jji7 40
MCL-1 K3k B, ¥R E] . cireACCL i
TR BT miR-29¢-3p , i FIEHEIE [ FOXP1 ik I
P, RAEAE AR ], KIAA1199 3 J2 miR-29¢-3p HY
HUEEIR . miR-29¢-3p it KA H| KIAAL1199 FiLE
FEMEAE ™). £ miRNA W] DLAD ) ] — A4S 3
R, B IRl A S L R ) 235, 2 GC R AR R,
U miR-27a A1 miR-155 5 3¢ 3k 3 [6) 45 & 40 5t
RKIP , #1li i RKIP £ [13%35 , e ik B i i 5 58 Ffk sy
245, miRNA-192 F1 miRNA-215 33 354 5 APC,
SR IR FEAR, 0% Wit/ B-catenin & 12, fiE ¥ GC
AR I AR RS

3 R OE
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i o AT 2R IA A BUE neRNA Fj 2L | sl
TR ) neRNA FHIE LA, m] Rk R G o
18— b S
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