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Abstract : Colorectal cancer (CRC) is one of the most common malignant diseases. At present,
studies have indicated that dysregulated long non-coding RNA (IncRNA) are involved in the tu-
morigenesis and progression of CRC by affecting on various biological behavior,including the
proliferation , apoptosis ,migration and invasion of tumor cells. Moreover,emerging evidence has
revealed that single nucleotide polymorphisms(SNPs) of IncRNA are closely related to the suscep-
tibility of CRC. Further study on IncRNA may provide a new approach for diagnosis and treat-

ment of CRC.
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WA, AERMFTRY, KAEES 5 RNA(long non-
coding RNA , IncRNA )i iz 78 45 i 98 A O 1) G S i
EFRYRIRTE CRC 1Y KA K i J U 45 Bt
e R EEAEM, RAWDIFY IncRNA A LRESE
AT —2 T CRC W A AL, i HLAT B2 22 i
T CRC 2 Wik i) MR Y7 LA >

BIVEE . B A&7 ik, FEEF, 4+ & 20 WL HEE 150 F0
ERALHAFF R, THA%HTHERECEIRE 25
(471031) ;E-mail :chunfanggao@126.com

s H#5:2016-07-31;1& [El B #:2016-09-24

MR 2017 £% 23 5% 2

1 LncRNA 5

ANEFEHH P AL 1.5%FEH T U gwmisEH ,
ot B 4 FE e Sk R 4 % RNA (non-coding
RNA ,ncRNA),ncRNA #Hs HAC B (/N TR T 200nt)
] 43 A4 5% neRNA (£245 miRNA 55 ) fil IncRNA | 1fij
IncRNA 25 WA ie e Z 0 —25 . LncRNA
H RNA R B I s Ak, oA B i 23 Rk ke
S il B 2 0 TR BRAE )2 A A T A R A A
MR, A H5ER PSS H5EA MY, HETE
ANEEFENA T L&A 101 700 4~ IncRNA %
L2585 T 167 150 NSASANH IncRNA B35 A5 i
46 IncRNA 38 o FE R OB 48 B e s 5
THAE T AR AL 27 | e 5 S ) Jm /K F-52 il
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SR f ik | WA TGS T80 1 5 2 5 R, 5 G
I PR 2 02T S BTG 2,

2 LncRNAs 5 CRC 28

2.1 HZBFEHEXEIFERA 1(colon cancer associated
transcriptl ,CCAT1)

CCATI 5 F B R 22 oAy < JH PR 37 88 ™ X3 174 e
& 8q24 |, "B48 MYC %3 | J& CRC H¢ 7 PERY In-
cRNA, HHETHFEEI MYC %3 H Al LI 454 CCATI
Ja sh T AR HEHAE CRC i 2635, 1G5 200 if 14 33 4 |
TR ZERE ST, T CCAT1 fI K KF5 CRC
1) i R R R o B il A R AL DA K CA19-9 /K F
# YA &, CCAT1 7] REil & EMT & 242 # T CRC
(1 % A J 167 Nissan 55 i 58 R WI7E CRC A JE T
5 78 B 95 6 A% 1 A B FE R CCATL 24 2 B
Fik ,CRC 41419 CCATI B 23k 7K F & 1E # Zh i
(1) 235 % ,40% 1 55 35 A1 JE I rh FLJR 2 vy 2 3 i fg
AR L, g — 2 A0 5E & BRI 28 I8 AR —
AR R R R SR C i U N el N st
CCAT1 ByRik ., CCATIL = BE 1) R BRE FVRE = 1
CRC K52 Wi it T rIRE L 53 Ah , Kam 550 5% % BH
CCATI1-%¢ %€ Kk #% MR 70 ¥ 1% #5 (TO-PNA-MB) 5
CCAT! 2% 32 if /] LA™ A= Rk 8 5O A5 5 38 2o e
TO-PNA-MB fig % [X. 3 F 4 Fi Jga R i s 22 B2 32
PERRIEE A BT B AR Rk BN R BR e o k| B 4 b i 1 7
5 52 W A TR 4310
2.2 HOTAIR (homeobox transcript antisense inter-
genic RNA,HOTAIR)

HOTAIR 2 ¢ {4 (& 12¢13.13 | (1 — 4~ X
IncRNA , 7] DL if Wnt/B-catenin i #% . EMT i £ DA
FNE A a4 N IR RNA 76 CRC &% & 1% 8 52
YEH, HeR kK5 CRC B E W WA A 21, Svo-
boda 2 "W 5T & B CRC H 3 1L 7% ' A9 HOTAIR
A G i TR RN 2 W s i) R U 67% RS
K 92.5%, A KL iM% i HOTAIR #1 CCAT1
12 Wr CRC ) 7 8 B2 FRE 5 1% 43 0 8 84.3% i
80.2% ,CRC -k H R m] 1k 5] 85% ., Pk, iF 5% # I\
S EBCA RN T DL T CRC g 2 12
2.3  BIFIBREEIESRAD RNA (prostate cancer noncoding
RNA1,PRNCRI)

PRNCRI1 {7 T4 ik 8q24 L, K%y 13kb, e
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() BIF 75 3¢ BH B B PRNCRI1 AJ fiff 40 Jifd 45 3 T Go/G,
9 ,S J 200 M0 BT I, DA I T 4 L Y 1 B g
73 ,PRNCR1 ] BB &+ 52 i 48 g J& 9142 i T CRC 19
PEE L 7E CRC 4140 PRNCRI1 2 3kH5F 2 e IE 4 41
2Lk 11 4% ,ROC <53t AUC{E R 0.799, T
M3 CEA-CA199 (AUC=0.651), WF5E# kA PRN-
CR1 A A B o UK CRC 2 Wibr 41,
24 HZEEHPGMBERRKIZEE (colorectal neoplasia
differentially expressed, CRNDE)

CRNDE 7] DL i o 28 20 38 1 WP 5L 55 78 il 1 7%
P DR 358 12427 T 1T ] 49 1) Ik PR e ik | A% B AR
AT DA 02 3R D i B 3 AR AR A IR I ol 2 PI3KY/
Akt/mTOR 3# % Fl Raf/MAPK 18 J& (9 F 7 80 5 0 &
#] Graham 5B 5% & 3 CRNDE 7E 90% LA I i) 25
E BRI CRC 4N iy 2Rk m TR L, o
CRNDE-h &35 7K1 DX 73 Ji 968 11 1E 6 0 b I 2 21
T TR S5 A 95% 1 96% , T IfiL 3 Y
CRNDE-h 12 CRC 1 R BB FRE 5 P 7T 38 87% il
93%., 2016 4 Liu "5 iE—2UESE T CRNDE-h
()28 KK FAE CRC H 2 B (8

3 LncRNAs 5 CRC i&¥r

3.1 HI19

LncRNA H19 J& —/>BE 5 33k (14 98 IR P B 3k 3
AENC R & B R Y B rh & 4554 DG HEVE AT H19
JUF-3IK T NS A Bk g vh It 2 5 o & A %
B BB B, AR IR A H19 $2 R Bl BN R
J&i o Han ZE"EGHEFE 2 H19 55 M 4 5 fL 2 B N
YA OC  JF 0] LIE S CRC & S AE A0 A T
e R LA TR | P e R B U NA EL 7/ N (o SRS 2 T
Yo e FL U SL UG & 0 H19 3 i 55 4 4 5 H A
PEAE K R 7 4A3(elF4A3) 52 M 41 i ] 309 8 4 3 A 7
eIk, DT 52 i Je 78 240 i Py 384 30, Rk HLLO U)o LA B
300 ) R 00 L 5 A T L T A KA X
5T CRC Y 5 R [l 367 B AL 158 1 3R AR
3.2 LincRNA-p21

LincRNA-p21 J2—~> i 4 Jft J&] 101 40 5C JE K] P21
BRI 57 25 5% SR 19 Inc RN A, 2 55 41 J8) 309 9 4 % 4 i
JAT:  WFSE % B LincRNA-p21 16 CRC & & h 2 BT
35,15 Wnt/B-catenin {55 538 % A #IL 5L X 2 35 5
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TR &, 0 X B IA YT AT 51 LincRNA-p21 35 I
I A 40 O T DT 48 R o R A T S £ IR T Y
BB, BFSE E N X T B i 23K 1Y LincRNA-
p21 Ml T Wnt/B-catenin {5 73 #§ A U8 i +
MM (cancer stem cells, CSCs) /2 Al 98 5 Ak I7 % 5t &
SR AR, e i ) WF 98 & B LineRNA-p21 7E CRC
[ CSCs H FRIKIRNFEAL, 32 = H R IB AT I CSCs; M
MR LineRNA-p21 W A7 F) T CSCs 54 19 4845 | [
i HAT Bt CSCs 7EHI A miRNA-451 T, fF5E 5%
P miRNA-451 Y LincRNA-p21 JIf 5% 2 #4 72 2 A
S YL RS AT LUB W A0 Wnt/B-catenin {74538 % ,
JrisE il CSCs 19 [ 38 HH AR ) K g 1 W5 h
LincRNA-p21 5 CRC #J CSCs 5135153 f 4 15 56 R
), T Ry ff ke CSCs RYT MERER AL T 37 )5 1 7,
3.3 MHBREFE B HE X R A 1 (metastasis-associated
lung adenocarcinoma transcriptl , MALATI)

MALAT1 5 iz T NG Ak 11q13, K29 8.1kb,
DI BB e A TN, H FIESE e 2 Fok: b
JE T MALAT1 2 &SRR TEAR, B FEH
T 5 0 B R 1K /K OF- 7E mRNA FI AR ) 26 85 1 0 B2 Fn
e SRR v R AR EE B DT A S A0 B A B B
B UL Bz ma i -2 B ot & 3 MALAT] 38 i
5o grPE 45 A SFPQ/PTBP2 & A 1A b () 41l 98 i X SF-
PQ, B U 5L R PTBP2, AT 25 CRC 1) % & 1d
T2, 76 CRC ¥ MALATI #1 PTBP2 1 ¥ 2 ¥ i
Tk, HEEMWMEBREBEDME, FRENR
MALAT1 [ 4E2N CRC ¥ 97 W 7ESE 20, T Yang
ZEBIE R DNA T8 FIER 11 20 5550 A & B, 7ECRC
i MALATI /0257 243 AR F k47, H
WA B PRKA A2 25 H 9(AKAP-9) 1 L K Fl &
PR AEAR P S v ¥ 3 vy, AR DE R 4
Jf w20 4 rh AN R Gk R BR AKAP-9 R % BH KT
MALATI 415 0996 40 B 5 1R 2808 ), iZh R R W]
AKAP-9 J& CRC &% MALAT1 1845 1 e EE & H
I WE— 2 I WF 5 % P AKAP-9 [ i %15 5 MALATI
{23k SRPK1 4k i SRSF1 # R b B2 47 ¢, mlBR
SRPK1 7 BE % 110 i 4H i i) 35 58 . (R 2B FE RS i e
[l it AKAP-9 1 SRPK1 #8475 A] BE Wi CRC 6T Y
B A B2
3.4 CCATI

2016 4E 5% & BLTE CpG & 3 4L 7 CRC

MR 2017 £% 23 5% 2

(CIMP BN)BET & 1 ZZ % o i BRD4 2 1 45 i 983 41 it
5 AN A3 AR 4, W BET 40 i 570-JQ1 AT
18 il b e A e AR K IR S A M sk, [FIEE MYC 3%
KT, AT E N MYC R B 5% S A T
BET £ 1A IE M o 38 2o 4R 1800 2 Si 4 R0 56 DX 28 43 Hr
K IAE CIMP B CRC ' CCATI 9 /& 3R 1k Hil/R &
BET /3 #y MYC EEH TS, JF H g mill BET
100 A BURAE IR W] CCAT1 M RIAAKF 5
MYC 3 PR 53 T HLAH 56 98 40 i A K %5 U0 A o6,
CCAT1 "[fE R BET il 513697 CRC 1908 5 A HE i
=,
3.5 PR ST SRR 1% AE S5 A linRNA

BRI SE & B HOTAIR Al g5 CRC A iLy7
HRPUA ¢, M L 2 P o 2 R B I HOTAIR 19 3%
IR AT LA e 20 i g G 5 TR MR 2B R T, O
4R 98 24 A P 0 T UG ORI R RO PE T, T Bian
SRR 5 e IR IR I b B R AH OGBS AR 1 (UCAL) 7E
CRC "R ik b I HLFN &5 1 AR A7 10 2 B 0HH OG |, U-
CA1 fER“ miRNA V457 6248 W B I8 P miR-204-
Sp FFA ) 0GP 38 5 40 1S A A g T, DU B
fik CRC 4 XF 5-Fu 24k 245 Wy (0 B30, X BT
FEM R CRC & RO T HET S At T i

4 LncRNA BJ 2 1% FH B % 75 1% (single
nucleotide polymorphisms,SNPsf5 CRC HY
i & #1367

NEEER RIS R WY, A3 R 51X
{UAFAEL 0.1% 145 22 5 Rl A% 22850, o 90%
FEI R SNPs, 1F S 3 3 /I 14 22 ) 38 gl T AS TRl A 1R X
FE LG 1 2 AR A I AEFSE R W] IncRNA Hi
T FE PR SNPs 5 0 % i 98 &) J 1 25 U0 AH G, SNPs
5 B 0 AR R 1 s f A R AT I
IRTL,

2013 4 AF 58 R FH 2R 4 Bl =X s i —FR il 7
F B B Z AT B R (PCR-RFLP) #4717 —
FL35 313 ] CRC 3 F1 595 44 £t FE A A4 99 9] %) 18
5, 45 % Bl PRNCR1 ) SNPs 5 CRC I & 4EH
)0 &, 1813252298 AG RN G %47 3 [H 4
B AA FER IR A S0 LA R B E R T
CRC (9% 4 XK, 17 rs1456315AG KK A1 5 AA A
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DN RUAH 35 [l RE QLB T CRC A & AR KU it — 45
Iy IEWF T 45 R BN fE CRC & #5717 rs1456315
G S5 o7 J5 PR 38 5 A O A i g A BRI B 2 1% 4 L 4 Ak
{1257 Bl 5 Xue 196 F HOTAIR (58 /4148 5
W78 F B 1s7958904 CC F: N M & 5 GG X
TUM H4 B & AR T CRC A9 & AU , [ 1tk HOTAIR
157958904 A7 B AL K FI CRC A9 0 AEWdwic

BEA BN F 38 FE K 3 (maternally expressed gene
3,MEG3) &5 — A~ & 8004 H A fii 98 90 i o) g 19
IncRNA, 3Rik T 2 F 1E & 4120 76 il 9 vh 2% 35 B
ik, CRC ™ MEG3 MILERIL 5 I H A 0 0 =
THUREE | M o B ORI OG , SRR K P /] IR R
CRC T J& AN K Ay 2k 5z Fm B 7 , Cao 45 BV 6 F
MEG3 it f& Z M55 & B 1s7158663 AA Jt [H 7
b GG L H AU B CRC Ay XU 2 25 14 i (P=0.006) ,
I3 253 AT B 1s 7158663 14 i) £ KU 3 5 4R
W RN G R A O, TS5 P AR AR 5 A TE K, o5
Gh, A FFE B IneRNA-H19 [ rs2839698 7
HHEAT S CRC BRI, 53 250 B &k B
RS E T 5 T, i — D AR E B ot
7R 12839698 i i 50 H19 A9 2 45 ¥4 I RE 8 ik
AR R I VR TR miRNA, - DA fn 1 & s KUK | B
PRBLHA FRIR A FE

5 & &

HATWF5E &M IncRNA 5 CRC Wi2 W | 1697 5%
KRB W REY], AT T8 I I & 4 kR
PR TH 20 o0 HoAT B U 2 S, (R AT
IncRNA 19 T fift 2 J5 B+ 5= — 4% & IncRNA X} CRC
PR MR kAR Z RN E ZW M2 PRI
[ I 45 50 1B £ Fh IncRNA 76 8 & 95 vh i A1
HAEA . ME LI IncRNA 5 miRNA 2 8] /94
FERR AT RS, MR E AR H ST IncRNA TF
TR G KR IncRNA 15 I & i 72 g B
RIS, 8 CRC 27 B 697 TFa B 5
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