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5 H 9 (CRO) & 2 3R — K& i 0L A 2% 7 b
LR ORI SE TR R AT, 2020 4F 4 ER
CRC #r & 25 190 J7 BET B2 93.5 J7 . st fE 1M
RN RARE B A 6 7 X2 580 CRC &9 1) 3
RN, 2B CRC AET-R AW ETH, B HE KR
HE 52,2020 4E R E CRC &6 A %S 428k CRC &%
NHH 28. 8% . CRC &R FMBLT- REFLE ETHAY
J R i = RIS W AN R0R YT . H R B AT R )
Bk 4 5 R Bh ALY 0T HR Y R R IR T & CRC
NPT iDL Ny - S /N IR B AR (D A o =i}
BITIT RUAE .CRC B F 19 A 17 = AR T R W2
R IR Y, A 0 a7 ik f s BUAS T i R L (B I
PRIT SR BR, o iG f B AR R, B 2 i B AR
7 L FUET B2 W T TR YT CRC B B R EH Z
1 K$#3E4H RNA(IncRNA)1EASEHERIE 4
RNA 9 2 A1 48 A

IncRNA 2 —Ff K B K F 200 A4S0 3L H % A 7L
BElAE 19 RNA 43 7. 5= RNA BAW [ %37,
BEARRAEARGAE N . BIFL IncRNA #iAk N
JEIE AL SRR BRI R LA A R oh e BER
e 3 I kR LA & B IncRNA £ 5 3 [H
BRIV Z AR W B A X e AR UT R B SR IO
Y FRAG MG S A% 9 ) T A 3 B 26 1 A2 L IneRNA
TA R S 2o Tl 9 35k PRI B g 00 ) PR 10 34 5 - L SR R
AFiFEET . fE CRC 1 IncRNA B9 =% T 8, 5
M 7 CRC 4036 8 12 78 3T B Je it 2, v] {4 CRC
LW L BUR R b S BRI R B, X s A )
HAERA K Z 85 IneRNA fE 56 4 4 8 U8 £ RNA
(ceRNA) PIZEHLHI A K. 0] VE A ceRNA [ IncRNA |
IR RNA CeirRNA) i 5 B, 7] DLl 3 miRNAs &
N TCE (MREs) 58 4+ 45 & miRNA, il miRNA 5
A mRNA ) 3'UTR i 25 A 2 miRNA T Jif 5
P 2635 B 8 ceRNA 42 M 4801 ceRNA 3 5
W 25 4 hy b g ) — R AE DL 25 2 . 2 5 TIF £
Yt B O HE R R RS R 2B A T DL R AR T T
241 IR AR ceRNA I 72 9 2 AL X T 9 0 1F
JE W2 W TS A G A W AR R R B, DL 2
MRIT AR B E A,

2 IncRNA i#3iF ceRNA 25 CRC fyiiE . R £ . iT
BURATURME

Y% IncRNA /£ 8 ceRNA, &4 22 Fl 248 5 U8
) miRNA F5 5 45 A 0705, 5 CRC W45 Fh A= )24 1)
REABA & 2R, o il B 96 % B AR G 6 S 1 1 (MAL-
ATD HOX fz X3 E RNA(HOTAIR) (¥ & 5%
SER T(NEATD) X 3 4 IncRNA 15 J 42 9 5 I, 78
CRC g 358 =278 T8 8 T LA B it 24, A SOt
3% 34 IncRNA 1EH ceRNA 98 45 B 5% 7 12 248 4b
gk

2.1 MALATI MALATL, WRRER & &% 4 ik

ek W-2 (NEAT-2) . F 11q13. 1 ik 1. K4
8.1 kb, MALATI 5 576 /1N 20 fifd il 98 o o % 3
JERAEZ R AE TP R LB A Y L B E
FEt ORFES LR RS OB L CRCYY AR,
55 KW MALATIL fE4 ceRNA 7E CRC @ % |4,
P4 CRC 4 Jf i 34 58 L 1= 28 1 5% 7% (18l 1), SUN
VTS B Yes HOCHE 1 1CYAPD Rl T 4 45

FEAN A MALATL B 2t K 9 %35, YAPL il i
MALATL ¥ 45 45 I 6 40 L 35 58 Fn 55 %% . YAPL 5 B-
I H (B-catenin) /T 4l I 56 PU A7 (TCFH) JE ALY
S R 4 A miR-126-5p., 7E 5% 5% J5 K - 4
9 TS AR K (VEGFA) | BF 48 45 # 3 5+ A 1
(SLUG) FURE M 18 e P MR i % 5% I 7 CTWIST) i 3%
kAR T CRC MBS (R28 i . MALATL 7]
AT 4R A Ak B i, B 5 B-3% 5 BR 1 (B-catenin)
F5 1L PR A MG P, L F CRC W51 R B MEEFS .
WU %S 158 2 B, I g s 1 2C(IMID20)
#£ CRC Jifig 20 2 b if 2 35, IMJD2C E iy MALATI
() b R A SR AR L T DL 45 A B MALATL Jg 8 7
X35, B = ek 40 2 11 H3 #1289 (H3K9me3) il
I ACYIE A H3 & R 36 (H3K36me3) HY 7 4
b BRI & B SRR K OF {2 3 CRC #4517 28 i
R R IE . MALATI 1] fig & Wi Bl AR 57 CRC # %
M S SN A PR RGE , MALATL WL —
o i i DR R 0 I I R 45— R g
WA HE A (PTB) ML 87 2 1 F Q(SFPQ), MAL-
AT1 £k 09 L ] 3 8 SFPQ & H & 3k 1 3% i,
MALATI1 1] L5 SFPQ 35 4 P45 & . fli PTBP2 M
SFPQ/ R W E R 25 & H 112 & K (PTBP2) B il , B
W PTBP2 fi #f CRC 4 Mg 14 78 (R B it #51,
A MALATIL A] DL i 3#0& PISK/Akt/mTOR {5
53 L, WO FUTA AH OG5 3 W5 25 A0 Fn w2 1k oK °F
iR CRC M35 (278 AR5, FUTA J& 545 B hl
TE Y S, PR SC AT A IR 1 . FUT4 5 CRC B3 X
T8 ok DL AR BB 25 PR AR 56 . XU Y BF 5T R
i, MALATI i@ i 40 ] miR-26a/26b 3 ¥ 45 & ¥ b
S A(FUTH) W335 i CRC 240 M2 72 M4 5 .
RABI4 /& RAS 9 & W5 ) — 4~/ GTPase W bt ,
5170 200,08 5 MR E—RAS.RAB,
RHO.ARF #1 RAN, A5 & MALATI i it 78
2 ceRNA #1147 miR-508-5p i # ik, RAB14 N
miR-508-5p i T i # b, £ i CRC & &, X CRC
WP TIRIT I AT AR KB Rk B
MALATI {2 CRC 4 /3458 5 A WEB0E A 2 K
HRSEESUE B T MALATL 58 M E A ReaE 3 1
(LC3-T B K F R IEMKE MALATI 8 i 35 A
W AN CRC 40 M 22 h miR-101 A% 26 ik {12 1/ 40 g 384
B, AN 7E CRC 40 MALATI 3k F 8, 11
il miR-619-5p KiK. 5 TNM 4 %8 417



EFME¥E200234F9 A% 44 %% 178  Int ] Lab Med,September 2023, Vol. 44,No. 17 e 2151 -

R T R0 A A A 1 1) A G, B A o 2 I sk I CRC
BTSN A E AR B . R E S
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JE R 4% B AE IR A 9E MALATL ) ceRNA
HL . B T HLf# CRC & & F%L 5% 10 0T 68 4> T HL ]
J£ ok CRC B H 2L Z 109307 S .

MALATI 5% T+ i vl 3 80 CRC 4i Md 7= A ik
SHROE 5 AT 25 B4 L H KDL G AT 1 2F — 20 b
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324-3p WKL, 5 CRC B HRPLME L AbI7 259 3110 F
BT 25 K156 (8 1, Hodf GUO &5 (a5 &
M LMALATIL/miR-101-3p %l ¥ 5 CRC 4 5 5 418 ¢
PE X T BEAE A AR R 2 0T HEHT A — A~ R
TBIT T SR X U 58 IF K & B miR-101-3p fEH
()R WEHE R A LSRR ABESE L 3 F 8 CRC BT $2
HET Y T 76 10 A 40 N, MALATIL A5 i B vb A 40 Y
CRC dH4Uf4n g rh 2 3 L, 45 miR-324-3p 5%
PSS HRAER-SRENE 17(ADAMLT) 1%
RHEI L, MALATI i i3 miR-324-3p/ ADAM17 %, 7
CRC ' & 2 YD R BAT 25 9 E . B2 . MAL-
AT1 A3 ceRNA M2 845 7] GE L CRC W 7E 1Y
W BRI R EE A
2.2 HOX & X FHEHAIME RNA(HOTAIR) HO-
TAIR & F 12 q13. 13 J @ik HOXC K # . h
2 158 MHZAF R A 6 A~ A1 W F 41 B A9 R IR R 1L
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A S AR Y £ A8 i R ok B TR R & I D R
(HOXD) 1K™ . A 9T & B, 76 CRC w5 K1 R
1 IE H 45 W b Bz 488 (FHO) A [, HOTAIR 7£ CRC
YR A CRC AP AR I8 B E 1IN, 5§ CRC ##
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R TR S TNM 4330 pT 2030 3 Ab 5 7 A4 22 1Y
SUEEWIAROETT R T CRC 400 A HE R . HR IR
HOTAIR 1A [6] miRNA 2 [6 59 & #t. 8% 0% T i
Wnt/B-catenin, PI3K/AKT, JAK/STAT =5 E
B, AT DL e e R R (R 2) . HOTAIR i i B 4%
4% miR-206, F I miR-206 A3k, miR-206 #i% T i
CC #fb A TR 2(CCL2) MBI fE , 75 CRC & #5142
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LRI AE S Y S g h R B, CCL2 & T F Ui
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XIAO ™ Bf 9% & A CRC 40 & h, HOTAIR 7
K F1 miR-203a-3p +F 3% 3k X5 1] #01 fi) 40 f 484 5 , B-cate-
nin Al GRG5 & miR-203a-3p A9 #1825 . miR-203a-
3p 18 1 M B-catenin F1 GRGS # ik, M i 17 75l
Wnt/B-catenin 15 5 i %, HOTAIR i i miR-203a-
3p S F 1 Wnt/B-catenin {5 5 i@ B, {2 # CRC 4il g
WA, PAN S5 BUBESSIERA T HOTAIR fER ceR-

NA 5 miR-326 (40", 0 m) T i 0 5 S bl L 7% 5%
fitt 6(FUT6),FUT6 #77 Fiif CRC 40 F 1A « 1.3
RAEM CD4A4 BEEE A 235 3006 7 % s B LI 3-3%
fitf (PISK) 2 13 B BCAKT) {5 53 % , #575 CRC #
JE X IAFIE 0 45 5 o CRC 4244 T 587 1936 97§18 5
WG hn . ST6GALL J&— g a] it 3% J2 #5 AL 7
(c-Met) (¥ TE . LIU 255V HF 5 IE B, 76 CRC HE Ji
W ST6-B ¥ L W M o2, 6 WME W BR 55 B B 1
(ST6GALD) F i, HOTAIR 1 miR-214 7] L) A %% i
7 ST6GALL 1 3R ik K F, & i 8 75 ¥ HOTAIR/
miR-214/ST6GALL i, #6 FilFH JAK-STAT 155
AT E CRC #E R, 5 CRC 1 51112 Wb A1 3R 7 40
SARE T A MER R R 2,

WA, B BFFEIE ] HOTAIR 78 CRC o 570t
MR YT T 25 M AH DG, R SR R B, T JE CRC A&
F 00 3 FAR B g HOTAIR 3500 5 B, i i
VA MR T A A A e, B sR T CRC 4 M AY ik
SO, HOTAIR @ AIK o] 38 1 9 #2 CRC 1 miR-
93/ ATG12 %h . 3 5if ik 569 WL . e W) CRC 3897
2R WA — > 3 i D] 6T 9B E (FUD Y AR YT 7 A T
25 PE , HOTAIR 3 2o £ 7F B 11 1R & 1% il 19 2R 35, 41 16l
5-FU ¥ 5 19 CRC 41 g & 1, XIAO " JE B HO-
TAIR/miR-203a-3p/Wnt/B-catenin %l , fi£ # CRC Z
JiL 1% 3 5 A CRC 20 M A9 T 25 % . 5-FU & 5% B8
CRCALIF T EW EEFBZ— LT B9 k0,
HOTAIR 3 3 47 ] miR-218 Y 3% 35 ML TE NF-«B/
TS {5 5 i %, {2 #F CRC 41X} 5-FU i b2 btk
VOPP1 #%F B 2 miR-218 M I fg# &5, HOTAIR &
S EZH2 M58 1 456 15 8 1 i miR-218 Y
Fik XN CRC H VOPPL (1) 5 B0 $2 4L T AL 5
fit, DAL HOTAIR A fE & 158 5-FU {bJ7
JEME I R Sk 1) (BT 200
2.3 BE&EHFEA 1L(NEAT]) NEATLfMT 11 %
Petafk I, K2 3.1 Kb, 2 —M) ZREF 2zl
W40 M 59 IneRNA™Y Sk i £ i #F 58 % W1,
NEAT1 7E 12 N\ J5 3% % b o o 2 3k 1 3R . 0 45 3L IR
JEUY RS DY EEYT R CRCPY L Hoh
NEAT1 7 CRC it ik, It R BUEE A, 76 2 F
AW 2E AR B B R P OCHRVE R, T LR
o Bk 98 s DA B L 4 ) 0 3 DR R AR R A LR A
M NEAT1 52415 miRNA %54 (98047 25 , W miR-
216b.miR-193a-3p.miR-205-5p %, 7E CRC 1k K 1
P B DR I 0 200 398 47 L A% RD AR 2B L I 40 A B 1
R T ZHU S5 Bt ge & B NEAT1 1k
S CRC My 80 2L A, 38 o B 821 4% miR-216b, #LI6
YY1 235, T2 #F CRC 40 B 09 8 - =z 2 HE 11 .
Kirsten K 5P I8 9% 75 98 3 K R U 90 (K ARS) L J& —Fl
/NGTP B, BJE T RAS M&E K. ZHU 21 g i
FAR R T m % NEAT1 A 38 3 4 % miR-193a-3p/
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AL VEGFA ik, NEATL & Al s Wm/
B-catenin i i, ZHANG 2" 8 55UE W] T NEATI
H#25 DEAD-box RNA f#Jigfiff 5(DDX5) &5 & . Wi
Wnt {5 5/ 5, NEAT1 A1 DDX5 B4 i FH ] fig /2
CRC WMEEW G br. HAMEIUEN T NEATI
5 CRC B W AEF IO, & ik # B fF B,
NEATL 48[4 miR-195-5p Jf #ill #il miR-195-5p Yy 3%
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