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ITTHRABEE S FISWIE SRS, R5E 523808)

WE L5k, RWIBE (epigenetics) #52 it . R IBHL T 107 X T E A HE DNA F 3640, 418 P8 R G (0 )5 8 90
&%, ENCODE Il KB )5 AR I, N REER AL A AR/ —3 5 DNA JP 5 5 s i3 2 )5, T HAx KR o 4 e s o AR
Ymlih RNA(non-coding RNA, ncRNA). H K45 4E4% % RNA(long non-coding RNA, IncRNA)&E—J5 K E KT 200nt I Hit=
A TS A S RNA 20 7. BOREZ W9 E W, IncRNAs gl LBt E R . ki U sk G %24 2
MR RIE, WS SA M. SR TSR EYFE R, A SO AE ELE IncRNAs 78R s AL 3 i /8

RS BOHT AT 7Tt e

XKHEiR  IncRNA, FWEEAE, DNA FHtk, 418 A4,

ZR9ES  Q341, Q752

feift, ENCODE #F5Eih Rl /R T FLA% AL 5
A A7 7 KR AE SR 19 RNA (non-coding RNA,
ncRNA), X4 ncRNA AH 25 (1 i g s [ fig
HIEEAEAN [ 4t Y e 4t i 2 78 i B b 7 v G B ) £
{602, neRNA MASE AT 43247 neRNA(T siRNA.
miRNA. piRNA) 1 K 4% F 4 i3 RNA (long non-
coding RNA, IncRNA), A1/ ncRNA ¥ %] 2% )7
Y FELRSYE,  FEELURE SIS BRI 7 A 4%
SN 5 KT BRI R AL, T IncRNAs J7
GIORSE T m A,  SLAEY2- ThRe I & 2 AR,
IncRNAs M e RIERRIE M Z A 20, iR
M AL B e s 4% LU AR S 5 (1) RNA L
0. HAET, IncRNAs CU4 A 73 125 42 AU B
MU AR SCK A FEZRIR IneRNAs 758 M
AL T AR P AL R Uit

1 IncRNA HJ#EIA

IncRNAs 3 7 & — K F ALK LK T 200nt,
= 8 A g i e ) I DI RETE RNA 43189, 5
mRNA Z51L, K Z % IncRNAs 1 RNA B4 1T
(RNA polymerase Il , RNA pol Il )#45%, & il8y$;
0 R A, — 2 % ) IncRNAs 55 mRNA —
FE A S8 745 3 2 AR AT e, RS

Qe i
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5 FPSAY, EIRIE XA, e XA, SRR AL, Sk
D] TR] 28 RO 1] 289 IncRNAsE?. K £ 20 IncRNAs 7F
ik Mg b AAT —LeIL[F MAFTE: a. IncRNAs
2 AT R TR AR S, o B 1 g B
b. IncRNAs [ R &t R~y VA2, e 2 4s
R R B4 25 05 T B T RE AR ST .
IncRNAs HA7 5 i i 4L 2 sk 4 My S koo, 8%,
MR 2 BT 9T W], IncRNAs fg DL gk 5 bk
T SO USRS 4H b R . A LT
/N ncRNA 115, IncRNAs 13 % 5K (4% 15 12 7
FICA RIS AR 1) — 245Ky, AT LU 55 DNA,
RNA 88 BT BAEHRATAEAS 5. B, 5%
NS HAE Z Py 1 Dy el o,

2 IncRNA TERMEFIFIEHRIER
R A R 1AL R BRI L DR ks & AR T m st
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FEMIRAS, AN B DNA JPHIAR L, FEAaR
DNA HIFEAG . 28R (A8 U A e 60 i 3 93 S5 45 1 1
0, VRIS R M, IncRNAs 7 &Mk A4 12
HH RS £ 43 G L P4 09,

2.1 IncRNA 5 DNA H£E{

TEWFLBIYIT, DNA HI2E4L(DNA methylation)
T MOCBE IR R M I AL A2 1 (09, DNA F 24k
B B AT CpG By i fams e, w5 2R,
DNA H JE 46 3 22 ( DNA H 3E {6 5 % i (DNA
methyltransferase, DNMT) /3, J5 # & Z A
DNMT3 (DNMT3a. DNMT3b) f1 DNMTI P K
X, e B AR ERE DNA LG £
fanel B9, IncRNAs 7F DNA 34k 52 |t
Ak 51 R e R % 5 A 4K, v 35 9y i HE B A £
& 1).

IncRNAs A] L2 5 ff DNA H JEAb A 5 1) 5 A
MR ORI, WHFURMW, N DHRS4 HED et
o A B B AU BT, DHRS4 FE IR [ S sk = A=
(1) IncRNA ASIDHRS4 1] L4 5% DNA H AL
filg, {4 DHRS4L2 FER A 51 X [ CpG & H %
1, 15 DHRS4L2 3 KR e s SRR, {Emi 313
Y X Gk {0 A 2% 35 (X chromosome inactivation,
XChidFEH, Tt X GetiARny LLAE i IncRNA
Tsix, J&#& 54 DNMT3a 3 Xist FEF )5 30 71X,
i H 4= DNA FEAL, B 2 H55T IncRNA Xist (1)
ER, BRI IneRNA Xist 767001 X Jetafk
Hr BRS04 47 4F 45 K B, IncRNA Tsix Al
IncRNA Xist 12 K5 RNA 284k, JF&EnT
72/E siRNA, HE—2 il RNAi %5 DNA H
Stk A3 Xise FEDH W 3RIE 52 BIFDHICY. £ESEPR4L
Elad o, Kengl 2 DA b9 22 S 1 H 36 40 IX 35
(differentially methylated region, DMR) & il 5
Keng 1 F= DA% EDACOIRZS 1) G BE T A 2. IncRNA
Kenglotl SRR B) A1 T Kengl BEB5S 10 N5
T, JFH5 B & 346 DMR &, X2
IncRNA Kenqlotl HAEALE Rk (12 . 5T
# W], IncRNA Kcnglotl fig % 3% 42 DNMTI1 #|
Cdknlc M Slc22al8 P, 3 4 £5 4H5¢ DMR )
DNA FEALAERT, AT o () e s, 56T
IncRNA Kenqlot! PR FEATS A7 AE L8 5 ZE ) ] 0t
Ak, e A 2 WU 4ERE 2 AN BE SRR R T
BRRAS? IXLEPT B LT 52 4H i pA IR 8 EAT 35 110 5 2

4k, IncRNAs & DNA 25 LA A S i 3L A
WA AR A EEAEH . Imamura 55 PIHF 5K

L, IncRNA Khpsla HH Sphkl HE ) CpG & Je X
FESEE K. IncRNA Khpsla Al 5 Sphk1 FeDR 41
U e MR 1 22 S R 4 X (tissue-dependent
differentially methylated region, T-DMR)#H H 1% H],
ffi#3 Sphk1 X CpG 5y 1) AL AT R B, 21
WS T Sphie 1 F5 DRI (1368 S5 NI 1F fib 988 1) e A 25260,
X —id 5 T-DMR ' 3 /> CC(A/T)GG {7 1 11
DNA HEEAAE M 25 AR OG0, bk, 7E/ BT
TR, BRI DIET 5 Gi2 BEPRIA) 22 55 H AL IX
Ik (intergenic differentially methylated region,
IG-DMR) & 2E 2 B4k, AT {iEdk IncRNA Gtl2 ¥
SEPLT IncRNA G2 A] Sl ik — 2Ly AE pLE],
] DNA A0 % % i 1 1 B 35 DNA 25
FAL IR 7 (i Tet B )%, {15 IG-DMR Ak H
FARE, B DIk1 5 Gu2 FERAEA R SEA T
ZE e PERRIE, WIS b5 5 DRI 20 B Fr i 127 29,

Table 1 IncRNA and DNA methylation
#F 1 IncRNA 5 DNA HE{k
IncRNA YiRE
Khpsla  {23F Sphkl ZEP CpG B & WAL, 5
T-DMR # 3 4~ CC (A/T)GG { 55 K
DNA AL A 12 DI AH %
%545 DNMT1 2 Cdknlc F Slc22al8 &
DRI ) 22 S OSSR IX 3, 3Lk 2 DNA
CIE RN N
ASIDHRS4 #%% DNMT % DHRS4L2 3£ K 1) )3 5h [17]
TIX, 155 DNA HIELITE R, ]
DHRS4L2 FEA 1) e 5%
Gtl2 HekF DIk1 5 Gu2 HEDHR) ) 22 5 ARG
I Al AR A, 1S DIkl 5
Gl2 FE PR S A P AR A8 AN [ 1R B g AR
A, S5IEMNAEC R
Tsix NG ZLE AT X Y Bk o 32 4E Dnmt3a,
A Xist 3 3 71X H 34, Ol RS Bt
IncRNA Xist [/EFT. 1B K JG 5 Xist
AHHAE N T siRNA, 8 id RNAi i
A5 DNA kL, 25 X bk
R

%

2 2% ik
[25-26]

\

Kenglotl [22-24]

[27-29]

[18-21]

2.2 IncRNA 54AERAEM

21 5 11 i (histone modification) g o5 —Fl B5 L
PRI, — kil AEATEZFH
Y HR 118 T ) A P I R AR AN ] SIS Y e 2 1
(WH AL 2B, HF9E KB, IncRNAs &5
T2 AR R, im0 e S
MZIL (R 2).

IncRNAs 7] DLIE Ik 20 2 1542 1 410 i) 26k DA 1) 2
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i%. van Werven ZECU/EEERE R HF Y K B, IncRNA
IRT1 ] LAA S 41 5 T IR Il Set2 FIZ1 8 A
22 CRACEE Set3 B IMET SERI A BT X, I 98
kN5 IMET JERG s G407 AL, FEIE 415
5 CEAAERAN T IMET SER 8 T BR, e
{73 MATa 5 MATo HA5 441 B JCT5 T B2E 1R
A FEH, 12 EF 9 ) IncRNA GALLO 7 Set2 F14H &
M2 OBLE 4% RPD3S 12 5 K, THE N
THIMER, AL 8 2k H3K36 — H LA AT 2:
CTRARAE T, TN GALI FN GALIO R 1) 3%
LB AP I, BNAER S
IncRNA COLDAIR F&f% 2 5 42 il 0L 7 7 1) JT- 4 I
[B) . G ) PR 45 /& IncRNA COLDAIR 5 PRC2
(polycome repress complex 2) 1] 45 A 5|2 H3K27 —
HIEAL, A3 58 I AR AH DG 1) FLC JER 3
1552 B R|Ee 4,

IncRNAs )" 722 Z 5PAR A KK E . DNA i)
5 52 DA R 8 11 e 26 e e 25 A 3 g B 1o R
IncRNA Air Hi [gf2r HEP5 #5715, IncRNA Air
SEMAE TR G f5, (£ H3K9 —
FHEEAG T TE G, AT Sle22a3 F DA 1) 22189,
WK E G HOXC 3N % 1T DL R
J#% IncRNA HOTAIR, &7 ik 3 57 5 1 37 3 [X 3,
4% W)3% % PRC2 F1 LSD1/CoREST/REST H & 14,
e E 3 HoXD RN L, 75k H3K27 —H
FALFI H3K4 2L, B3 HOXD 3% K
ik 40 kb i [ (19 5 R R A 3 W 35t A% 0 B BT,
IncRNA ANRIL Hi INK4A-ARF-INK4B 09 5 X %
B A% ANRIL 454 PRC2 ) SUZ12 4177,
¥ PRC2 3 % 21| INK4A-ARF-INK4B 014 F& X %,
fEAL H3K27 ) = H Ak, A p 154 JH PR R0,
1M PRC1 [) CBX7 4173wl ik I Ju 0 it 45 4 45 1) ik
P45 G ANRIL DA J ISR A1 H3K27,
AN p 16 TR (1) 536 I 4E 28 35 22 1¥) e AR 1,
Fy— AN L RASSTI 1 ) S 5% A IncRNA
ANRASSF1 1] 5 B & 1) %% 5% A7 U % RNA/DNA
FeAT5rF, B 5 5E4E PRC2 JF 51 H3K27 = 4
1k, HMHI RASSTIA FERIFRIA™. 7 DNA $ifh (1)
TR, 40 AW E 1 D1(cyclin D)X 3 i
2 X 8 ] #5 5% 77 42 IncRNA CCNDIncRNA, J& #
Al 5 RNA 4 481 TLS 4545, %5 TLS 728 K
WoE, M #t CBP(CREB-binding protein) fl £ &
F SWAL S 51 p300 1351, S5 cyclin D1 (15
SR,

153 KVEM J&, ASIDHRS4 Al Kenqlotl [ T
S DNA HUIEAAL, BT 418 i 4 3
FE M. ASIDHRS4 1] LLZE4E PRC2 M4
HIEEAGEE RS | G9a, 43 J)l 51k H3K27 — W LKA
H3K9 —HHtk, F30 DHRS4L2 A1 DHRS4LI FEXA]
ORIE. 3PN, AS1DHRS4 b n] 2
5 DHRS4 JEDRIAHC 41 HE 1 H3 25 LWL H3K4
AL BRI, AL, Kenqlotl tH A 43
%% PRC2 Fl G9a, %5 & H3K27 = H K4k Al H3K9
WL, AEAF Kengl 36 DR A% PO o X a0k A B
SEAMHIAE FEs,

348, IncRNAs i R i 241 2 (8 s HE A
121k, HOXA LN 55t i 5% a] LLAE I IncRNA
HOTTIP, J&# %:4 WDRSMLL E &¥ %S4
T H3K4 = AL, ATBOE HOXA LD % 57
Uit 2 AN LR [ ke, fE/NELH, IncRNA NeST
A5 WDRS AHH AR, 46 H3K4 = A4k JF
WS Ifng FERIRIES. BRI, 907 T 4@k
4q35 X3 L) D4Z4 EH P HCRD I, o] ek

Table 2 IncRNA and Histone modification
%2 IncRNA 5EFEREWE
IncRNA YiRE RSN
HOTTIP 34 WDRS/MLL H &WiF S A EH  [46-47]
H3K4 = H 4k, I HOXA FER 5%
57uit 2 AN HE R ) R A
ANRASSF1 i PRC2 /% H3K27 = HELLIE  [42]
B, A# RASSFIA BER R Az e 5% R
ASIDHRS4 5 PRC2 Fl G9a 45445 H3K27 =/ [17]
FEACRT H3K9 — W JEAk, i DHRS4L.2
I DHRS4L3 R R A= 38 M st AL i Bk,
IEHE DHRS4 kK I ¥ 41 38 B R AR
H3 % BT H3K4 2 HIEAL B
CCNDIncRNA £4E TLS Ff JL & AE Ak i, 4l
CBP/p300 [F3& 4, 5200 4h i & 1 2k
DI ZEHN K FRIE
I8 i 3% B ASHIL %54 TrxG Z &),
WiE PRC2 #EEE R M K IL, W DUX4
L
T SET2 a1 418 11 FR 64k A FH A
RPD3S & #t 1) & 4 etk 7 H Wil
GALI 1 GALI0 F=R %% %
NeST 5545 WDRS JE# W41 1 H3K4 — [48]
Bk, WS Ing SEINHRIE
4355 PRC2 fl WDRS MHE/EFH, #  [51]
BANHIE R E Y A ARl S
RN il a=peid
44 PRC2, 5 H3K27 — L4k,
{43 FLC FE D5 T A i 28 0 e €5 TR
A, WA RIE IR AL I )

[43-44]
DBE-T

[49-50]

GAL10 [31-32]

Fenderr

COLDAIR [33-34]
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IncRNA DBE-T [ #£53¢#0, j5 50l i@ i) ASHIL %&
£ TrxG(trithorax group), #5418 A & 4= H3K36
TUOHEARORT H3K4 L HUIE B U, B WS
ANTI. DUX4 553 REW. SHEHRERN,
IncRNA Fenderr 7] L554E PRC2 i 21 5 1 & 2E F A
PR, BYE SR TrxG/MLL %5 541 85 11 T B0
PERMEMR, S & AERMIBAE AT 5 /N O IR
B AL T (U1 GATA-6) [R50, 47 1R (1) 2,
7E N0 R 2945 20% (1) IncRNAs 7] LA PRC2
ghidy, HRNIX A AESE IncRNAs 5 41 & 1611 1)
o AL )2,
2.3 IncRNA 53 aREE

e )i 7 9 (chromatin remodeling) = 245 J 4%
AMEEERT . FEZH DL SRS R B AR S, A% /M
(RGN 5 T 20 RE i L0Ar DNA [R5 7 51 5 4% s IR
TSR Ak, T R e AH G BE DR 5 0,
IncRNAs 7 G4 (0 5 505 el i vt e 4 4 DB 1 i 458
ERIGR 3).

EAU R I, RNA R G WV 7411 IncRNAs
(I IGN22 %) " L1 5 IDN2 24k, AGO4-siRNA
DL SPTSL BB &4, #F—A i IDN2 454
SWI3B #E [ 3 5: 45 SWI/SNF % {0 5 9 &2 & 14,
TR MR B AT, FEIE IR T DNA IR AE
4t RNA pol 1 1) 456, S5 2400 il 3 DA (1) %
SESL ERERET, 5 R SER3 BRI E S SRGI
FL DA A] PAZ 65 77 42 IncRNA SRG1, i 3 i I ]
TP 7854 2 SER3 3 TIX, HiFT
Pt AR, AR MRTE R I D S Bl 11X
RAR, WA SER3 LRI L 55759, WL,
IncRNA IRT1 55 Set2 #1 Set3 #H HAE, %S IME]
FEDIpiER, XRUERMER S IMET ZERE 311X
K% /I FEE TRT RS I L% e i DAL= 1D g 25 AH GO,

Y46, IncRNA HOTAIR HE4% 34 5 PRC215 S
Yt TR AN I IR T8 e G (2 i i 5 S OGS
HOXD JE PR #5 (1) 15 2 8 42573, IncRNA ANRIL 7]
5 PRC1 #1 PRC2 AHELAEH, 43 74 i ple™<r FiI
pl15™B [{13RIK, H PRC /311 INK4A-ARF-INK4B
S DR S G €0 0 (1) T B2 3L = B AL, [
F£, IncRNA Air Fll IncRNA Kcnglotl ¥4 §¢ 5 PRC
1 G9a 45, 51 Ig2r F1 Kengl FEPR A (1)
AN G OARAT B R A et A, A e kA
FEPRPUERPS S, fERUAZ A R B IR T, sk
Tl g — b 3 A ST BRI, S 3k A

IncRNA TERRA 1[j@i 5" UUAGGG 3' EH T4 5
iR, R L A B kL 37 ity BT IR X3
{73 ik i GE S b A, RS PRI 5 = ik
DNA J et 5 A 1) TV 15 S0 b 4 52 7. A7 R 1)
ST, M X ROARPEE B RIER, X ORIE PO X
inactive center, Xic)¥F&E&KIA IncRNA Xist, XT3
Bl X B (044 Ok 5 RS A OC B 1 TR R Y AR B,
IncRNA Xist 0] ] 72 #7855 72 X Btk b, flif
RNA pol I 55 XUt Af#ES, RN 4H %5 PRC2 3| X
PO ARG AR SCIX I 51 H3K27 — W B4k, iF—
LESRRORAIE . A& A KUY
macroH2A %55 X QAR CEE R ) CpG & k4B
HEEAL, & S8 X Yo g inos o,

Table 3 IncRNA and Chromatin remodeling
&3 IncRNA SREREE

IncRNA YiRE RSN

HOTAIR  1E & 3 % 4y 1 % 4 PRC2 DL J&  [37-38]
LSDI/CoREST/REST & & ¥, 5l
H3K27 = 54k F1 H3K4 25 3k 4L,
SRR SR, G HOXD
SRR IR IE

Air 54 PRC Al G9a if5 7 e (AT [35-36]

B M Tgr2r FEDR 5 I 5 5

Kenglotl @ id PRC F1 G9a 5|t H3K27 —F 3k [45-56]

LRI H3K9 = H 34k, A g8 4 Y

SR TG, ] kengl FE A

LS

S5 v B AR LS e, AEsR T [57]

T RS g A TOIRAS AR S

% PRC2 ' F4LE 1K 4 H3K27 —

HJE 4k, 0] prsmes I IR i) 3R 0K

PRCI i 5 JF &5 & F 3% 46 & 1 (1

H3K27, Sl Gt )ik, ff pie

LN PTER

SRG1 FH K N5 SER3 JE KA B F X 45
G, I TGO T 4R R R
TR A% /M AE SER3 35 M 3+ X 3R
L, IS SER3 FEPRI L %

IRT1 S48 A PRI Set2 41 H [30]
LA R B Set3 MITLAEH, JHHH
IME1 SR8 31 XA MA R % B, &
Bl 418 (15 WG ER A 5 IMEL
BEDRI Ry U8R

Xist TR AR X Rk b, 4 RNA
pol Il (&5 447 s, %24E PRC2 5 5+
et AL KA S, S AL
macroH2A #1L CpG & FF3E{L, FE
X Ptk kg

TERRA

ANRIL [39-41]

[54-55]

[58-60]
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3 IncRNA 5EHMiFE

IncRNAs [ T 7ER ML 2 R #EER 4F, 18
T2 5 RS G AT, a. IncRNAs 1] 454
R SEK N T 3 RNA R A RS 5 ek iy, of
FERW, H DIxS A DIv6 K PH 320 v b O 55 (1 34 558 T
X ALK IncRNA Evf2, AJE 5585 K1 DIx2
ER 38501, 25 RALHE DIvs R DIx6 FER 1) e
ke JEAk, IncRNA 7SK A LA &4 K §- P-TEFb
SEGIFRRARILIE T, LA BERERR L RNA pol I 2
SR, MM FHIBE R R IA®. b, IncRNAs H] 7£
S5 AT mRNA (B F518 F1 R Al 55 ok
151 4 IncRNA MALAT 3 i i85 22501 / K54
BRI IRk, 1 pre-mRNA A% 5T
FZ9. IncRNA NEAT1 HEWS £ 504 1 40 L wF i 5 4
% mRNA [ i #5128 1 F2®. IncRNA 1/2-sbsRNA
Al 5 mRNA 3'UTR /] Alu JCfEAS 58 4 e 0 &5 & s
Wit STAUL #4215 mRNA [ RS, ¢, il
AWK, IncRNA GHET1 5 IGF2BP1 454
J&i, AIHAGE c-Myc mRNA 5 IGF2BP1 [ #:4E 1,
I ZFE R c-Mye mRNA [RIFS e P LUR - L3 IR0,
d. Salmena ZEEEH T —NF B UL, £ RNA
43 F 0] LU BEAH [ () miRNA % W 76/ (miRNA
reaction element, MRE) 5 miRNA 45 &, X &%
RNA #% % b 5% 4+ £ W Ui RNA (competing
endogenous RNA, ceRNA), ‘B T — MK
H AR e s e 4% . Qi line-MD1 1] LL/E R
ceRNA 454 miR-133 A miR-135, )5 & 140
W REAER], TGS R P RIL, Nzl
WL T 4 BF 40 B 119 4> 46 3 72 @ HOTAIR 7] 5
miR-331-3p 454, {fifF miR-331-3p & 2K X Ji Bk [A]
HER2 FHMIHIER, (it 15 9 0 A Jeo,

4 BHEE5RE

FH T IncRNAs 7 % PR 3% 38 i 4% D) e (10 & 3
XJ IncRNAs HIHF 58 H 25 A Dy BE S DR 41 2% 9 5 1)
o, 48 FATIR, IncRNAs 1] DLl i DNA F 5t
A 4B B M RN % (2 o o 98 SR A T P ML
ITAEILST R E Y2 T Re, AR ILVEN R ALY
ARARNIIFU(E 1).

53 &, ASIDHRS4. HOTAIR. Air.
ANRIL F1 Kenglotl %5 IncRNAs Y2 5 T P Fhak iy
FhLL B R M AL e, B4, X4 IncRNAs
P I U N/ T W ol 0] 2 7 N T R A o) e s

NeST Fenderr GAL10

HOTTIP _ N - /DBE'T

N - CCNDIncRNA
ANRASSF1 —

COLDAIR —

S
o

N - N\

TSiX/ T Gtl2 / - \

khpsla TERRA SRG1
— R —

Fig. 1 IncRNA and epigenetic regulation
B 1 IncRNA 5RYIEEFIT

IncRNAs 32 WHAT BEAE 1 PR ILAEAT 4 D) BE I AN %
il ? IX L) U A AR RAER T

YW IncRNAs 75 A [R]4 Ff 1] it 52 320 1) 28 WL a5t
fERIEAER, SRR N 2 R 5 R Atk
1T IncRNAs 7EZE A OR 53 P35 3 50 A, 76 AN )
Yikp 2 MAFAE SR ZE 5, A TARSE A &
IncRNAs /E A A ZFE, 172 IncRNAs
1E/N RS SRR b (1 Th B LAZE AR AL 4R
M, /D% IncRNAs B RS PER m P41, Xt
HE S H1 K 2 4 IncRNAs 2 5 1 45 1) FER4E 1)
K TOAE . AR, SR A AP B )
IncRNAs, HI45 H ALK DRt s/ L. 2
£ IncRNAs 1R A7 1] fi 2 10 i T f - 2% 45 44 5 5 i
RIS HIRAT IR RE, X S B R T %
ANTFI ) IncRNAs 1 #8155 A7 [7] (14 8 1 52 A W) 45
4. HAET, IncRNAs WY1 K D BE A2 3.
B mE W RS B SRR 5 TR A
KRR, WHCERILETRA) 45k RSS2 A B E
X} IncRNAs BEAT B InHER %2, HMNZADME
482 IncRNAs 5 DNA. RNA FlEE 4 5t 2 1] ({1 4H
AR, #E—0 kg X e gy 7 (] (1) 28 B 3
%%, {13 IncRNAs [¥) 4584 5 Dy RERF 43 21 50 i
AT 113 i) B

AMEAFFRVE RS2, IncRNAs BF9T IEZE B A 5
P 24 T 5010 AN UL Ok B2 1 0F ST R IR,
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IncRNAs EColoi M« PHEBAT MR . S
JI IR A5 P R A e S I R i L A e,
(1) 2 IE 7P B8 740 I 5 A7 S 5 5 X e (1) Rk AE
KB A P, T IncRNAs HAT 1 B 14148
REFRE, DRI AT S A O I L s« e 5
PRI ()3T B 5 2 Wke ek b S B 2 iR 9T ()
R EAR IncRNAs 76 A P05 H IR ATE 50 1k B 52
FIE, (HILLEAN M 2 e MRz . B
SR, T kR EZ A OE IncRNAs (897, ik—3
IR A0 L 3 22 2 T AL AR, FE0T ek Tl #1
HE L 3 22 AL (1 JE B R Y ) S

2 % x M
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Abstract

There is a growing interest for epigenetics in recent years. The main patterns of epigenetic regulation

include DNA methylation, histone modification and chromatin remodeling, etc. 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 not translated into proteins. Growing evidences

have suggested that IncRNAs can regulate gene expression at various levels including epigenetic regulation,

transcriptional regulation and post-transcriptional regulation, and are involved in a wide variety of biological

processes, such as cell proliferation, differentiation and apoptosis. In this review, we highlight the recent advances

of how IncRNAs function in the epigenetic regulation.
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