DNA BEALHHE IncRNA 538 E s
XEZHFRIHE

T OK,F E
(vl B A 2 B R 5 — 6 o TR BT S 7, 307 R B 110001)

H OE . RMB L (epigenetics ) T8 6 I 4L DNA JF 8K & A2 28 195 0 R, 382 K 63k & 28l
WAL G A TE TS A Y 4% DNA W LAk 4138 (i | 5L X 4 BN Bl B
oA S 3% K AE 4 S RNAMmeRNA) Y4578 FH %5 . ENCODE 51 & B 5 i 8758 & 30, A 2B 5L A
AU MR /IN—F 43 DNA 751 6 5% 4 B 26 15, 7 FL A5 KR40 9 5 AR 4B RNA, Ho
K BEIE 45 RNA(IncRNA)RE —2 K i K T 200nt I H B = 8 15 55 40 5 68 189 RNA 43 1,
Kotk Z2 BRI R W IncRNA BE#E 0 i F Wit A4 35 | B s 3 DL G IR s 5 24 2
AT LA 235, T 2 S AN I A AL RN T2 48 2R 2 b B L A & 4 [ I A die
R, %25 DNA H 4L 1Y IncRNA 78 1 1L 38 I o 00 0F 58 0 A — 25k

F 7 : IncRNA ; DNA 34k, 314 1k 18 i g

hE 5 %S R735 X EERIRAD A XERHES.1671-170X(2016)02-0139-06
doi:10.11735/j.issn.1671-170X.2016.02.B013

Progress in the Relationship of DNA Methylation - related

IncRNA with Gastrointestinal Tumors

WANG Huan, XIN Yan
(The First Affiliated Hospital of China Medical University ,Shengyang 110001, China)

Abstract : Epigenetics refers to the case that heritable alteration of gene expression occurs while
the genomic DNA sequence does not change. This phonomenon exists commonly in plants and
animals,including DNA methylation, histone modifications, genomic imprinting,random chromo-
some inactivation and regulation of non-coding RNA (non-coding RNA ,;ncRNA). The outcome of
ENCODE project and subsequent studies have revealed that only a small portion of human
genome encodes proteins,while the vast majority are transcribed as non-coding RNA (ncRNA).
Long non-coding RNA  (IncRNA) is commonly defined as an RNA molecule which is larger than
200 nucleotides (nt) and is not translated into proteins. Growing evidences have suggested that
IncRNAs can regulate gene expression at various levels including epigenetic regulation , transcrip-
tional regulation and post-transcriptional regulation,and they are involved in a wide variety of bio-
logical processes,such as cell proliferation, differentiation and apoptosis.In this paper,we make a
review on the IncRNAs involving in DNA methylation and the recent advances of how they func-
tion in gastrointestinal tumors.
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G % 225 D 1) 67 B VR AIE , RS IneRNA 2309 TR 2K
(D1IE X IncRNA (sense IncRNA): 5 A — %85 E&E M
Y S PR e S AR ) 5 @) S IneRNA (anti-sense
IncRNA): 5 [F]— &4k b 4 1 2 i ik DX 5 5% 07 1) A+
JZ ;@A IncRNA (bidirectional IncRNA); 1] [f] fif [
[F] — 24 1 2 1 S ) PRI S 7y 1 R ) AR 52 1)
) 5% 53 ; @I L N IncRNA (intronic IncRNA) : M 3
(PN B F X A3 8, B ) IncRNA (intergenic
IncRNA) : DA/~ 56 PR 1] ) [X 3k % 545 21, B lincRNA
RZH IncRNA TE45 8 F DI RE b BAY — 2L 3E ) 1
fiE: (D IncRNA = 2 S TP S AE 4L, T A
RS RE 5 @IncRNA #)— 2540 (<7 P25 | i
TE R A0 R B P A =A% Oy T R Bt DO RE B PR 5T
P ; BIncRNA HLAT 5 185 19 41 21 s 40 ks S k1077 4%
M, HORMZ MR, IncRNA B8 LU infgUsk 5
PR J7 2 AL S RS 4 T Al R T, A
T/ ncRNA T 5, IncRNAs 47 25 HUIHK #9811 7
FILL R BEINAT 2 ) — G 5 #y, T LLad g 5 DNA
RNA 808 H A BAE R RAT 5 = 5 51 S/
SCHRAE Z Ry T IRES

LncRNA 4 % B BEA Ay S e s e i, (HOR
2 M ETE R IncRNA RS 5 ZFp A ) o iE A
L i 2 B Ay (A B 3% SR T4 B R R A
PR ZH B3I % o ST A8 i A B B 30 O 4 | R ast 1%
PR A LA, T HLTTZ 2 5 AL 0 A B
B BFSEIESE , 5 19 IncRNA 8 BRVF 2 500
FAOG , BEAS  BOELIE IR 76 N 1 2 Fh g | )48 BLK
FRIAIL TR 1 AN A (HAE AN ] (8 988 Ji b7 22 IncRNA
P 18 U €, WO A . Rt TEE R S
Iz Jie A S B ML ) 0 285 v 3R 5T 55 8 AE AH DG B9 IncRNA
PA K IncRNA FESEAEIE B 5% 7% | I 83 Tirf 25 v 119 735
AR BARIC g T AT R R A0 TR A2
B P2 HEHT Y SRS

2 DNA REL R

DNA I Al S — i 2 WLt A% A 1, 7 6 7%
A HEAL T DNA B9 CG PN A% T TR 14 i 1 e i e
FEVEHL TS I RS AL 2 B 1 B4 DNA A Y5
Al 23 3 i BE PR i e 3k DNAL Y G 1 0F 44 45 % £ A
A5 R X e (0 1A A0 G Tk PR B S R R 9 & A &
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JEHRE EEAMEH . DNA AR B 2, o
i LS i DR J) S PR R A AP B S s, A
R A AR AU R R R R T AR 2R, OF
TR, IR A DNA 77 76) 32 (I B AL A R 7
DI o AL AP B AR, DAL A P AL BE ) 3
B, 3% 3 MRRIEAS LA R B L 3 [ 2 5 B AL TE
iR A R R AR . A R AR L
AR | IR A5 AR 22 A PR R A [ R B2 M A A —
A AR A LA CpG 3 W R AL

3 LncRNA 5 DNA HE4L

38 A5 S 35 1t A R YR IE R Rk & AR T ATk
s, A K DNA F90 (A8 4k, B4 4%
DNA H 34k 418 s A e oo 0 S5 s g R
Pk, BfE AAMTX IneRNA IR BB, &3
IncRNA 1 )y BE 1 A 32 1) 2 W1 4% 1 FH 9 52 i) [) e
IncRNA 18 i Ak AT 41 B8 5 A2 40 | G 5 5 18
WA R A TR I R aA R HER LB R 2 AR H
3.1 HI95 DNA FEHK

HI19 BEHAL T AR 11p15.5, 38/ 5 1Mo
T I 4NN F L HI9 HE P i i — 4> 2.3kb (9 9E %
ity RNA 737, 45~ H19,H19 55— % B 578
SiEAHSE /Y IncRNA, HI9 ZEIR G A R m &k, £
FAE P RIL T NIR)Z Roh IR 2R IR a8t A Js
H19 M RIBFEAL, (AEONUCE BN — 2 1 3%
KO H19/IGKF2 Bk 3 R K g T — A~ 5E R Bl B
FEHEAL B R R PR SEE . H19 3 P R R 5 1
WA T IGF2 36 PR R AC W5 Bl S A, R 3 AH B
90kb, 32 HI19 FEH ¥ 4kb &b 22 5 W F AL X (dif-
ferentially methylated region, DMR)z¥ Elic 94 X (im-
printing control region, ICR)JH %"

FE— S5 i i Wilms iR o HI19 JE R i 236
AL TR . Dao 559NN, HI9 JE K 753X 46 i g
TR N IGF2 HE PR 0 BLAE for JE R R 5k X 5
HI19 3L DMR BUAE {7 & R i i R A7 OG0 #oR
H19 & AR W] B HL A7 300 ] 3 28 oboJge & 2B 4
Juan GE ARy H19 3B AE Sy e 0 1 - % ¥5 4E
Mo Lustig-Yariv 58K 1 45 6 56 40 ik b H19
FEN Je IGF2 Fe 3R 36 , IA R H19 J& — 48U 5
s Ariel 2SI Ry H19 JER 2 A B e R 2
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B — AR EY) s Matouk 55N H19 2 AU
AR . H19 FEAS[R) g v oy i 3500 5 98
R BLTET 71 €8, S FPOF IS B ] g 5 H19 A B i D fig
ZREME DL S GRS A R

Miroglio 55" F5 YR AE SC S, 1k M 45 1 W o
(CRC) M8 v, IGF2 (%) DMRO 11 DMR2 #B 5 #LI H
FeAb, M H19 DMR fr 5 3 5045 7 B P iy F B e
A, 7EMRELAHHL DNA, IGF2 (%) DMR2 3% 252 4H 54 (1)
9 > CpG 5y AR Ak, (H 3 Fh 91 52 78 0 M iR
S S PR A R R R B, R e T e Ak el AR A
IGF2 R A A 32, DMR2 52 {1 F 31k i itk
EL 200 i P R R — > S M IR P B TR 1 R R
Y., ZJ5 ,Song S5O SEAE SR A 45 L g 0 aE R
DNA HEAL T Bl 8 B Z o, X35 DNA H
FALHE R B 3B(DNMT3B) Y 26 3k 14 25 40 56 | $2 /8
R SE R . 7E Cheng 55 2VFN Tian 452V 1) i 53
W B B R (LOT) 5 IGF2 %3k & HI19 DMR K
I F 31k R 3 A9 AH OGP , HT9 DMR G H 3 4kotk
ATE IGF2 LOI AW & T ERiC £ B8 (ROL) 4, H19
DMR i F 3 AL 38 % S8 IGF2 My ad %5k, A ki
KR KR, R UERA T IGF2 M ER i B2k
£ CRC Wy & B p B ZE ] . Gao 55 120%} 276
191)62 8 W IR 40 g (ESCC)BEAR BEAT 20 M i, th 2% 3
TRFEMBLS

JHE 4B (HB ) 2 JLFE 5300 R G 0% JFF I P ggg
ZAEA AR RN R TR AR . DFE iR,
IGF2 IGF2/H19 X By BN k2 | LA K Z2 08 1 R 9
FE 1(PLAGH W9 36 383K 02 HB 0y 3 [FARAE | 156 9]
IGF i 78 JH-55: 200 g8 24 ok R e 21 G B VE F . Regel
g, A TR ZFEAERNFEGEA 3
(IGFBP3) (—AN B M IGF %l iy 35 4+ %k F) 16 LB}
JH R g e VR . 4525 7 1% IGFBP3 3L E IE &
NILEIBFRE R K F-3R5E5, #F HB 4 i & F1 K £ HB
J A 9 (26/36) 2 3 N H . XT HB 40 ML & ' IGF-
BP3 J& 8 T X311 CpG &5 & 7 £ 1 FH 3L Ak 1 1 F
FTVEA 3 AT & 30 DNA F LAk o A7 AR R
IGFBP3 Ayl A G . X+ HB 40 R k47 5-A-2'-
i 46 9 11 (5-aza-2' -deoxyeytidine ) b BB & 4 DNA
2P IAL RN IGFBP3 2k UL BRI PG 1k . A2
IGFBP3 3L [ i 8l 7 H 3k 322 kAR A fE A S =
THE ¥R HB, 78 HB 41l -h ¥k &2 IGFBP3 ()% ik
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U 25 11 55 A V5 8 B GRS IR Z2 I e ) o LRI 1 IR
P T BEEAIEYE, £ IGFBP3 3G 2 4 ik L
BHIFE AN AR 282, I IGFBP3 )i 3+ F 3L Ak 1y
AT A FH VA 36 1 795 ) 9 — A8 A 2

3.2 HOTAIR 5RE/HK

HOTAIR J& %55 — /8% & B A 5 sl # 4E
FHHY IncRNA , %E 7 T 12q13.13, H I EH B T 57
Ui 1~300nt 1 3% 1 500~2 146nt X ,HOTAIR A~
St MRE N — D PR 52D 2R
A EABmESY . O5 a2t E 4
& 2(polycomb re- pressive complex 2,PRC2), /i 3 4t
iR & 1 H3K27 H 54k (histone H3 tri-methylated at
lysine 27,H3K27me3); (23" %4k £ 20 & 11 20 2 25
FH JE& fL [if§ (lysine specific demethylasel,LSD1), /&
et PR 418 1 H3KAMe2 (1) 25 H 3£ 4E ] (histone H3
dimethyl Lys4 ,H3K4me2), HOTAIR /> §iX 2 fh & &
IRZE G B R VR S LS, T Yk 2 1)
HOXD /& PRC2 ) —AME A1, 5 HOXD 254 Jq 1l i
A7 g b — B 40kb 1 DX & A 5 S0 R 0F T A 20 9a
(W5 R 2 HOTAIR C 90— Fh o 56, A8 K
2B I i 3 ol o B R GRS MR R 2 R
B G A,

HOTAIR & #3iE 5E 7E K 2 B0 i A= W) 32F 78 v &
PESCHENE B 2 — A8 A VR (4 IR 36 97 HE A2
Gupta 55 20 5% & I 7E FLIR e v, kAR B R BRI
o7 BCFL R 1 J 40 6 17 35 PR Rk Oy AR T Bl
JURJIG LT A AN, AT L bR e B RE ) e B R A AR
JE BT PRC2 T3 5, £ % HOTAIR #£47 siR-
NA T4, Ge &% 3 il by % %% | U HJ2 7€ PRC2 i Ji
HERM A . ©A MR RIS H ke B Ak
/NG R SRR R S HOTAIR AHOC ™Y,

Endo 5558 & 8L, 5 1E % H AL 1L, B
4140k HOTAIR [ 3 /55 2235, 17 LI R %8 HF 5%
8 HOTAIR & &k 5B 45 % | g =10 4
A7 R E AR S, X BB AF Y 45 R 5 Hajjari %55
Xu 5 PHIBFFE SR —E, (B2 Endo BYSEEIF R 2
7~ HOTAIR 23k 5 5 9 40 I A6 A7 A8 B G Ie ) 1
JeUEW] HOTAIR 7 S b £ ik 5 B R AHOC, B
PRBLIA T 2 — 2D BT

Ge %A1 Li ZE590%F HOTAIR 7¢ ESCC iy 1
FAMLHIIEAT TRFSE, &3 HOTAIR 78 ESCC H s H
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ST IE A AU F A = . HOTAIR A1 WIF-1 3
IR TR O 56 A 7E B O AN AN 41 20 rh B A BIIE
S, 1 WIF-1 78 Wnt /B-catenin 15 5 18 [ H 1) & 4%
HEAEH, HOTAIR AJ DL #2007 WIF-1 1Rk, {2
#E T 4 H3K27 Ja 8 F X kA, SR )5 T
Wnt/B-catenin {5 5 i i . X FlFr & 8L HOTAIR/
WIF-1 %l ) B T ESCC 456 8 4> FHLHI, IFh
ESCC iR Y7 $ A — > i 3

Li % 898 T HOTAIR £ A\ J5 Mk % R 20 it 92
(LSCC) ™ iy#ik K yiae, WK U] HOTAIR 7E
LSCC "y 2R3k 7K 7K i 25 55 T AHABAE I 4140,
AR 22 4 G 2 s IR 43 B3 e AL 8L rP 0 A 35 v
() HOTAIR #35, Log-rank 56 78 HOTAIR ()3
TR KOV R I R 1) TG AT S 3 1 DG I , e aA
FiE B2 . Z IR Cox /TR W], HOTAIR &Mk Jie 1)
MR 2, £ 4 HOTAIR #5417 siRNA T4 20
553 96 200 B A 4R 2R 1 O 5 SR A M AE AR SMIR T, B
P10 10 0 9 200 i R B P 9 2 K i HL, HOTAIR B3kt
i B PTEN (—F B 81040 g 55 X)) 76 Ji 40 g & 3%
LAk, AT HOTAIR 7] DL ¥E PTEN W1 34k
HABUEFEM.
3.3 SRHC 5 DNA BAE

i 31 CpG & 1y H Ak J2 Ja 200 i 3550l 40 g ik
PRI R R 8 DL AR W 8 Zheng 55 3 £ X 29 X
9 IncRNA it 5 i Rk 00, BT — DM
IncRNA (NCBI %i 5 ; uc003jdr ) £ T 41 Jf1 9 (HCC)
i 2 AR B (A 4% 0K IncRNA 24 SRHC) , I & Bt
HEEY o WHEH (AFP) KR /AL FE B AT
Ko Zheng FETEZ Hi B 5T & I, SRHC )3 3 F1E4S
Jo g 5 v PSR ARCRAS S T A 6 E B A 4L A
RS, S T A TR T SRHC (9 F IR 2 75 2
i DNA H 3t 4k 51 , Zheng %5 UE 47 T T 98 40 Jfg
(SMMC-7721 &1 Hep3B %) [ H 3EILIFF, 455
T ZFEEAM S 3 T X EE & CpG &, 7 SMMC-
7721 Z F1 Hep3B F 2 L H Je Ak, 78 1E % JH- 40 L
(TMLE-3 %)tk I Al i — 20 XF SMMC-7721 #l
Hep3B 21 f i 17 2 W B Ak 1) 52 g i) SRHC 3R 3k W]
LV BT S5 R, SRHC 1334 T i J& i DNA
LB AT o
34 CAHM 5HE/H

CAHM A (colorectal adenocarcinoma hyper-
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methylated) , Z A & LOC100526820, {i; T 6 5 4L {4
& I (hgl9 CHR6:163834097-163 834982), ik /> P
it — IncRNA , AP EE K QKT, QKT 7]
LIS RNA 4547 M . Pedersen 25 EHF 5 b & W
CAHM JERAE CRC v i U8 24588 H 364k 1 ) LA
Ak CRC AL FEAR AT HTET, I CAHM RNA 7K
V5 CAHM WAL E 3 L 2 M AEC 3R CAHM
PR Y 23838 72 CRC BRI, [ A B, K o i
F M DNA HEAL I m FIEs A, BB A
I E S B DNA F AL B9 CAHM (4 6 fif I8 23 9
FEE G, CAHM DNA 384k A7 22 A8 o0 3 i 1 ¢
Kl i 4 CRC M FRic,
3.5 Linc-POU3F3 5REWL

Line-POU3F3 (POU Class 3 Homeobox 3) H1 it 4
POU3F3 J&H T 4 i | Li 5 O S i o i A Tl
HE RN, I 7E ESCC N LR b gl 21 i) 26 4
1 BE PR SF lincRNAs 19 £ 3k 7K F |, & B Line-POU3F3
1E ESCC i £ 38 W 2 m T 4B 3T (9 E g 4 21,
RNA FREUTHE M 22 & /% |, Line-POU3F 5 EZH2 mR-
NA #H5€ , Linc-POU3F3 740 il F 3ok ¢ 38 3% fin Ho 3 5
fie 71, I Ik 2> POU3F3 mRNA B33k, 1fif @ 5% Linc-
POU3F3 WM £: {fi POU3F3 mRNA & 7K ¢ 5 i .
POU3F3 1) CpG & #% % £ W 5 fk 2 {2 fff Linc-
POU3F3 7E ESCC 4 Jfl & & B %3k 5 & BR Linc-
POU3F3, X #6057 15 (1) 1 AR5 0 SR FH 25 440 il
EZH2 i}, POU3F3 mRNA %7K 34 fin ,DNA H 3L 5%
% DNMT1 . DNMT3A . DNMT3B i 3% 7 &k 2 FE A%
UL 75 2538, Line-POU3F3 76 £ 45 i | & FE A
(4 7K -5 3 g 2 2R E AT TR, XA A G A 1
RNA jii it 5 EZH2 AHEAEHILAE 3 POU3F3 #Y T
1k 2 ESCC % &
3.6 MEG3 5HE/HK

ZEIC 2 A 3 (maternal imprinted genes 3,
MEG3 )J& 1 ¥ H1 Miyoshi %5 "% 2000 4F & 2 (1),
MEG3 IncRNA K #j 1.6kb , $lt = 5E & () F¥ i el 32 4E
A T Yk 14932 LI MEG3 SEH 4t 7E 2R
IEH A G A Rk AE M e SRR S5
IR 98 A B 1 I S 25 o ek v HG 3 SR KT B AR B
PGk HAERE DNA B BAL S8 Ak | 38 & 350
Fik MEG3 ] 41 ] AN [6] ol 2 1 28 98 40 M &R 0 A=
1, AT GRS T 7 1 i3 41 o R R 1
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Braconi 5™ pF 5% 45 R 2 W] microRNAa AEW%
FHIAHOCH DNMT #E A4 MEG3 W4k, Rl f5 1Y
F 5% o % Bl MicroRNA29a () i & 2 3K fE 9% I
EGM3 7e Ji- % 40 ffg b iy R 35, T MEG3 5 miR-
NA148a 7 i 240 Jf 1) TE AR DGVt A5 B 4G 40 | $4E 55
T ERWL AL, Sun SR MEG3 S5 K 76 B 9 i
T LR, & B DNA H 246 0] 530 MEG3 IncRNA R
Fi5 #2278 DNA B34 AT GE 5 MEG3 IncRNA 7 B
Jin PR IR FIB MG, T H MEG3 IncRNA K%
IKFE R AR . siRNA #1] DNMT M 1 30 i
DNA ALy MEG3 kB, il 15 J6 40 i 2k
KRS T, UTER MEG3 W o] {2 i B 96 41 i
iﬁEMS»M:O

4 INEEREZE

7 WL I8 A 46 A 522 W) R D] 1 e 3% 05 P T AS 8 M
DNA J5 51 B B0 , 7 B8 2 v o) ik P9 2 32k 4 9 4
A H 2R L, DNA HEEAL R F 5 e o TR i 2 WL igt
AL AZAL A S A TS BORE PR 3 3k ) e
R [N 2 RS TR (Y IR, 0 T e 22 P8 1) 2 A T
JE BT CpG I3 i 5L Ak B BN D 2 5 a8 AL 1 Bk
W4 ) 45 R A L A A DR 7 e R R B T
AWpeE AL o e AT LR AR, JE SR AR ek Ak, A B
e PR R A 9 A A iR 400 7 B PR AN BB TR BT RS, 0D
A KAM S D RE st A B E A, AT 00 L v E
BEALH F% W R 0] 5-580-2" - AR T T I R IR 9
o fE B A R R LR IR (MDS) B S T —E)T
R, (B Hy T TS R R S P, AN BE R P M T AR DT
BRE A HE P AT 5 | 76 4 AR A A0 P AL | X LA s
I AN A RE R L AR 5 DNA T R AL i
To R S 1 S A 1 UM B AT AT B, (R AR iR o IR
W AU T E R I BT IR B E AL,

IncRNA 1 28 e A 2 WL igt % I 208 5, 7 e
TR S L R R ARZR AL TRl A P AR E
RS> IneRNA B 7n 1 AN [R] 9 4 SURR S P FUAS [R] )
240 A AL, 7R AN [ 614 40 0 o R AN TR B
SRR E AR, R RERE SE L IncRNA 7K B
i PR A 3 B H A SE P O BRI AL, AN ZRAE IR
JPE PR A TE B L xR R — 20 Bl AT TXE R
WL % K IncRNA BRS¢ 09 H i s, FRAT 1Ok A
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PR AR, 18 D IR B T AR T TR — A B
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