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WE  KIEGAY RNA(IncRNA)Z2 KT 200 bp M)—ZAEM IS E F 1) RNA, RIHAEIER A EEE KL R EERM LD D)
RESliL T EARAMTZIE. SRR — MR WBENS, IncRNAs BT @ IR DL n £ EE MY IR, i
R 2H EE BT LT SRAE 9T IncRNAs 75 3% ORI #6535 JG /KPR R R RA 1 20 T 0L . ARSI EL 6 A ERc AL F 78 e Asead 1) i) B
WX, ¥ Kengl/Cdknilc~ Ig2r/Aim~ Prader-Willi (PWS)/Angelman (AS)~ SnurfiSnrpn~ Dlk1-Dio3 1 HI19/Igf2. 8L /-4
A HEZ K 7] IncRNAS(H19+ Ipw A1 Meg3)~ [ X IncRNAs (Kenglotl~ Airns Ube3a-A TS)F118 58 T IncRNAs (IG-DMR eRNAs)
FEPIHT 3 Fh287 IncRNAs 7EET R IYE M, AT T f# IncRNAs 3833 B/ A1) S 20 FH 22 Pl L] 8 458 55 A 4 5 P 4 5
RIRIE. T fRENIC BRI A% IncRNAs /R 77 20K B T 341387 IncRNAs 765N K 20 Hh (4R AL

KBEim  KIERIY RNA, RREAWL, Jf, RWBLBEM

ZR2ES Q78

FE R 2H E[1ic. (genomic imprinting) A& — F1 & M i
& (epigenetic) MM G, ZABLEM A3 5 WL 1 K&
TR T 1% B R o B 2 R 42 0 R 0 3R A% b
0, MR () ik BA SR AR e . BERZH BN
102 G B 2R AL WD HEAT TR AN B A W AR AS
U], EMEgRIE AR, i R R B S A T
SR A RUTT (A e 0 PUREAT T &1 17 (R ) 2 AR A
REERNIL H A E B B A E 1 ER G B AT 150
EZO

Eic I PRI AR A, BE R PR R/ AL
kb £ 2~3 Mb. H #i fir A7 2 A1 EIIC 5 PR % o
45 2 D 1~2 K HE % 5 RNA (long noncoding
RNA, IncRNA), H&IET5 35 Hx R ) 8 H 4 i
PR )ik 7 A 4. BE X3 IneRNA 3
PRI S 2 S BOZ X P AR R (K2 88
Ha b H LD UTERET. KRS RNAs )5 3
FALF B X 8 ZE 5 H O3 1k X (differentially
methylated region, DMR), fE R HIXH5r 6k T
BR AR Bl ) A%, BT DMRs £l
I R B B AE, #E FR A B I 3% [X (imprinting
control regions, ICRs), L A/NEH N 1~3kb.
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Gt bR 1, I N o AR R 31 2 1A
A RE LA P A B v U 2 B PR R A T, X R L ) B
HI19-Igf2 ENACFE R AR 1 H19 e, K F g Y
RNA & 7] DA I g FH 4060 A 48 3 A B JR 3 1
MBI LA Keng 1/Cdknle FRCHEE K% B Kenglot]
A Igf2r/Airn ENICHEE R Adrn AU, IX PR AL
A BEM AL AR KR ARy R MR IA R SR, (H
PR 1) 45 5 7EC R 1 BE A L B A B [X el T i
IR I

B% 1 S X IncRNAs, RITHETTIE RO T 2 4
Y B 1 JE A 9] 1) IncRNAs AR I T 38 58 1~ [X 35
A3 55 7 RNAs (enhancer RNAs, eRNAs) 1% 3%
FSRARE I RIA . PRI AR S 3 Bk L 6 S ERid
ML) BIF 70 b B GE A #Y BN AT X 38, B HE Keng 1/
Cdknlc~ Igf2r/Airn~ Prader-Willi (PWS)/Angelman
(AS)~ SnurflSnrpn~ DIkI-Dio3 I H19/Igf2, N4 T
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3 M K 9E g% 19 RNA (& X IncRNAs. % [A [H]
IncRNAs HIH 587~ RNAs)FEFE AR IR 57 MR
EF RN EEA S EREL S T 8L
i, 4% Prader-Willi Z5A 1. Angelman £ & 1iE
Beckwith-Wiedemann £ & 1iF . Silver-Russell Z5 £
U2 — S g 1, PRI AR SCIE A 41 T B )
KAEZw Y RNA 7EIR YT NS BN B e 75 H R FE 55
EH. R /NE4IY RNA(small noncoding RNAs),
%1 snoRNAs. miRNAs Fl piRNAs %5, 7F 3 K 41
B o B S R, B A S ) 4y
Prings.

1 &= X1<3EZ%TD RNA (antisense IncRNAs)

XA JEGm Y RN As(antisense IncRNAs)7F 2 [l
HENiC B K Y R b 47 B Z /E A . Antisense
IncRNAs 154 T [a A BLAE S48, it SEAE 4y
BB LR A% B R PR i b 2 B R ) R A
Kenglotl~ Airn~ Nespas 1 Ube3a-ATS #&—25Hf 5t
EE AR NI BT AE I K E % i RNA.  Antisense
IncRNAs 7 R AL e i i/ FH 7 2URT RAE D9 2R i
PR ZH AR IncRNA S 5 PR R A BEAT 42 B Y451,

Ascl2 Tspan32 Cd81 Tssc4 Kengl

KvDMRI1  Cdknlc Slc22al8 Phlda2 Nap1/4 Carsl

1.1 Kcngl/Cdknilc EMi2 Xig B IE4RES RNA——
Kcenglotl

Kenglotl B[R, XFR Litl, 7&HH RNA ZE4H 1
(RNAP ID#e SR RN 91 kb BRI SCRE A
Kenglotl BT 8 7 5 G (AR K3 ) Keng 1/Cdknle
BPAc X a0, LR R X AL T N 11p22 Be ik .
Keng1/Cdknlc BT X IRAE B RN 41 E 5 2G5 1 Mb,
BLFE 10~12 B[, H R R RIA R Fifd B2 H
FSEAAHE 2 MRk, — MR AR N Ah EE
®ik, —MEAEARSDRREEE D, kX
Kenglot] KAESMYS RNA BT )8 311 X AE RHE L 5
R ERAEREAL, P MR T AU e (iR Rk
Kenglotl W% 577 10 5 FL P4 1) 18 £ 2 Keng 1
F ST A B (1.

I 40 i 55 5% R e B A B R 2R e T T I
Kenglot] KAESMY RNA JEIS 50454 & 0 L
FEBE(EZH2 F1 G9a)Fl DNA H Z: 5 F2 B (DNMT1)/E
WGt BB A A, IS SRR B MY,
SEI DA A P TR BT 2 R 04 18] 1), XAt
BRIBIRPON RN T R A PR X,
et it bw W) 2 e 5 T B R i (A

Osbp15

j_ij_i_ﬁj_i_i_i_i_i_ i

Kenglotl

| EEECEESNTERRE S B S R
@ DNA JEHIHAL

’ DNA 31k
< KAESRRS RNA
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Fig. 1 Kcnglotl silences multiple genes by establishing higher-order-chromosomal

interactions in cis in Kcngl/Cdknlc locus
1 Kcngl/Cdknlc EMiE2 XA AT Kenglotl BRI SER FHEERMBEERINTERE MNERENRIE
Kenglot] WFE5D5 1 5308 F 3L K Keng 1 ST MM, Kenglot J8 8T X AE BRI Y tafh Bk A W 364k, (SR PR RIE. Kenglotl
Wi B B H IS BE(EZH2 F1G9a)F1 DNA HHILH: £ B (DNMT) T 2R LK %k
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H3K27me3. H3K9me3. H2AKI19ub F1 DNA H
k), Tk = 0 R e 6 5 BT 2R AR e 4 A
RNAPIl ", [ Kenglotl RNA 7EH 50 B A
890 bp MPLERIX 4k, SEX IR EHE JLANMRF I EE
J7Hee, % E 5 51 ] R T f Kengl/Cdknle
Ee X 38 O T 5 7 TR R AR A R 20 DX 3 =
BLUTERAE 2. G SCIUE B, Kenglotl RNA L
890 bp YT B X 35 7E e 8 1 58 7 LA J 3l i 55 48
DNA H 35 55 DNMT1 1 4E £ /A 41 ff DMRs [X
CpG HH AL e EEAE Y. Kenglotl 1E] 23R
TN AR AR S 0 1 BT 3 DRI BR 1 46 o AT 1
., A2 Kenglotl RS 54512 236 1 Epid 2
IUTER, T AS 5 4E R Ia i Rr v s I D 2L
UTERP,

L — W RGE T —Ff RNA /3 1 Qe ik
P38 3 IR0 7 7% (3C; R3C), H ML HE®IR T
Kenglotl 383 MR A FH A #E SQ U5 G4 Ak I Keng 1
Flic 4% X (Keng1 ICR, X #% KvDMR1)Hl Keng 1
JAEN T B G 5 R P RAH EAE A, TR g
VRAHEEHE Keng 1 BRI 7E A 1 22N BEJE R ) T ER .
BT E LB Keng Lorl 5 R B4R H 75 5,
W% T Kenglotl H I DNA 454 45 ) 38(TFO) LA K&
Kcenglotl 7E B [ B &5 & AL AS(TTS), KL
Kenglorl 7] feiid 5 ¥R A 5 3l 7 [X LL Hoogsteen
SHETE B RNA @ DNA = I8 ie i R #EE . J@
TS R A FR AR s AT T, 3 R I
MRt IncRNA (] DNA R AR T Keng lot]
BN, ABALHE T O A WA i T S R R
LK) IncRNAs.  THEHLITIN Y 45 52 75 mT Do 5
IOVESTR AR 2 N VER, B AT LLHS B R AT BE
il et Ji i 3% RNAs BRI

W5 ) AF H Re % 78 55 HH Keng Lor R4 (1) EP
O N I 2 RIEVTER . — 852 Kenglot] W%
BRI EMC A A AR BB BeiRe ek, B
PL B ¥ #4387~ . Korostowski Z5 2 ) HIF 78 48 71~
T % Kenglotl W W) Kengl 5 R 40 A7 6 Bt HH
Kenglotl VR B IR UTER. O K EIHES,
Kengl {E E13.5 O RHESEA FL R R IE, 1 E14.5
TG SN B R R IK . Kengl B2KHH E13.5 B
B B Ao B R 205 B B14.5 W A% A 5 P 3k 1 AR
7 BT AN LU C AR S 1D 38 e (O 3 B
Wk TR 55 Kengl J8 307l IS T B FEH 710
et A AR, XA O &l 3C HAIE

S I BH A U 4 A AL SURI R B B A S
RIKRENS T 55 IncRNAs 5L [R5 3 7 K iF B A1
YEF 58U B R UBR.

1.2 Igf2r/Airn EN4C X 18 AY € JE 4% F3 RNA——
Airn

KEZ) 500 kb B Igf2r/Airn ERC X IRAL T B 17
SYEARRIN 626 G B AR, Z X A 3 B
VI 1 3 I Y L K] Igf2r Sle22a2 Al Sle22a3,
DL S — NP FRIE K AE S S RNA Airn (antisense
to Igf2r RNA non-coding, Airn)(B 2). Airn ZEK 2
Hrm EHR Ig2r MR SN, 5 Ig2r R M)A
HTFXESR, AEAMATH LW Slc22q2 T
Sle22a3 BN EE . Airn FFR"Y2) 118 kb, Hrh
95% A KTV, Airn VE N —A I AE FH BIUTER
T, VIS HESN Ig2r A5 HAREEMN Sle22a2
5 Sle22a3 FRAP. AN, BT EMRDBIAGA
ZURTE BRI R (Wilm tumor) 1 Tgf2r BN #2547
BRI FRIAR, MAEL K2 AN, Igf2r. Sle22a2
H Slc22a3 RN AEAL FEF R IALY. Yotova Z502
Y TR Airn BERIE N FEEY Air), BHI)
REIE I AR .

WEFAEY] Airn AAE T Keng Lot FIALHIGTER
Ig2r F Sic22a3 B B, Airn 38 33 K # 7% 5
(transcription-dependent) 1 K #i ¥ X ¥ (RNA-
dependent) 2 F 77 T = 45 LI UTER . 7E ES 41
Marb, E I AEER RS Airn R IG AL SR )AL E
HNFEREIGES, RIFE Ig2r VUERIA 2
Airn FEREE P2, A& Airn ER B, A
BRI, KR Airn B 51 Igr2r (0T ER 2 Rl 1),
HHTEE Airn MRS, — B Ig2r BEITIXH
CpG # H B K T B0 Igf2r A 0T 30 M T BR
Ig2r B UTER K AN BRI Airn B2 5™, Ajrn 18I
AT BRI G 0 B IR ) B HE B S B R 1) S 3
Tk, MUTERERE. KW Airn 1B HEZY)
PAAH S ) o sk s 5 H B B DA AN B B A
(Bl 2). e —A i, SECHE KRR TR P
SERESIE R & H AR 3 3 7 45 M e
7 IncRNA W/ER 77 2005 2 A48 53 47 Igf2r J A 1)
JA BT 45 RN T8 78 IncRNA [IVE 7 o2 & X
. A —/MESERER M, DNMTSs 52 Wifi gk
SRR IETERL S M Ig2r JABN T L7 1% 48 i 751 (1)
fife A B T JATT AR K 6 IncRNA % 5% (1) 5 K]
UER.
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Fig. 2 Airn sileces 1gf2r and Slc22a3 genes in cis in 1gf2r/Airn locus
2 Igf2r/Airn BB X15EY Airn IRECIAE 1gf2r #7 Slc22a3 B F BYTE
BT Airn BB 30 F X ICR ERHE R o fk LR EAL, SQURGtfk EAEHEAL. Ajm @Id L RNAP T E-6W4 S 5 B 1g2r K
JBEIF XRIUER Igf2r BIRIE, Airn 8IS SAEME O P IR Goa B E B RN Slc2243 MR BT LITTER Sle2243 HIRIE.

1.3 Prader-Willi (PWS)/Angelman (AS)ENig X 13
#914<IE4R 5 RNA——Ube3a-ATS

KIAEGR D RNAUbe3a-ATS B T 5 WM& K G i
T AH O 1) iz 48 - R/ K AE 25 A A (Prader- Willi/
Angelman, PWS/AS)EC XA, &% XA T A/
15q11~ql3 Getufk, PEdEER 41 KT 2 Mb 11X

Mkrn3  Magel2  Ndn Pwrn2 AS-IC  Snurf-Snrp

PWS-IC

Snord116 Ipw

B, A AR A A B R K9 1) Mkrn3. Magel2.
Ndn. Snrpn. Snordl15. Snord116 Fl— A~ &} &5
Pr BRI R IE T Ube3d™.

PWS/AS EFCIXIRAE B 2 sy i, 2T 75
g o 4k . PWS/AS X 3 8 B id # 0 (imprinting
center, IC)H PWS-IC Al AS-IC #5720 (& 3),

Snord115  Ube3a RNAPII complex

Ube3a-ATS

Pat

W s lezassssweics @l eicxn B RNAPT complex
COdemasteenicimrzx By FIALEDC AR 5 ¢

DNA i3k Q  DNA JEHIEAL

Fig. 3 Transcriptional collision of Ube3a-ATS-dependent in silencing of Ube3a in Prader-Willi (PWS)/Angelman (AS) locus
3 Prader-Willi (PWS)/Angelman (AS)ENIZ X138 Ube3a-ATS Kk #i4E R MR Ube3a B E &KX

TE Ube3a WIBBNTIX, 2 FRASEA HE A &8 B K8 314 57 B 20 B B 140 H3K4me3) LA J RNAP Il #3K TS ia A MHITE . TEL

IEGtAR ERE Ube3a A ¥, (AILABNFHHERRETURE,  Ube3a-ATS MEEFIBIL T Ube3a KIBEN T, Ube3a 3K I UTER 218

5 Ube3a-ATS W% PRSI .
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4.8 kb 1) PWS-IC £57T Snurf-Snrpn FE R (1) 5 3+
AhIG 1, RIS AR R R SRR, mif T
Snurf-Snrpn &K i 35 kb ) AS-IC(0.88 kb) [ {F
F 2 PWS-IC, 1M 7E PWS FEA b 2 37 1 V)
ff) DNA FIZH & A B . RIF G ik | AS 3£ [H
Ube3a WG PESZ IR IE R R IE Ube3a-ATS 11
?%[35*37]'

IEFEVEBR Snrpn JEDR JE 31 B B R 40k
{55 8 Ube3a-ATS REWEAT Ube3a-ATS 11315 Bk
RIFE Ube3a WIFRIL, R Ube3a-ATS F Ube3a
Z AV B A R R R IEAL S, Ube3a-ATS & —Fif
KT R, RNA-DNA JEA 428 9206 45 5
% B R I B S A T L B S5 B G ) A 3 i
Ube3a-ATS ULER Ube3a 5K 15> F- WL FE AR I H
5 Kenglotl 1 Airn AH R ) 7 RNA /K F b 1
M. ESEAREAIEE EUTERFITEER Ube3a JA 3
THAAFHE®KEBI FRRPHHAEO B MW
H3K4me3)H- A RNAP Il ¥ 51 L da & &V B
T H ok B XS A S5 A7 B[R] ) pre-mRNA A [F] 4%
i, VR S R R KM Ube3a-ATS W Ube3a %
DRIV BR LA 3). SRIMAE AS BB/,
¥ S 0 Tl 0 )RR R LB A% 1 R (antisense
oligonucleotides, ASO)Ab¥ W[ ¥HIE Ube3a K IXL,
U Ube3a-ATS 1E Ube3a FE K FIUTER A — o]
BRI, Ube3a-ATS 1E Ube3a FERYTER HH#A D)
W FAMLEE 75 33— D 7.

5 PWS MK Snord116 17 55 H 1l £ 52 F0E.
Powell 2V 5 T Snord116 1L 55 Ube3a-ATS ¥
SEWIZ R EAE R . AR R R IA
Ube3a-ATS R 5 i3 72 5 520R Ube3a ZEHF UL
BRAN G 5J5 S5 M I LB ARG, TR IR M4 o gl
farr, A2YE Snord116 %R G-skewed i 5 RNA 5
DNA 7% 22 i 7242 R ¥F (R loops), R ¥£ fig % 1 f
RNApol Il % A5 (M KA, 13 Ube3a-ATS
FERHL M Ube3a FERUTERP.  Snord116 WITE £
[A (Snord116 host gene, 116HG)/= 4 ff] RNA 1E ~
K AE4 TS RNA = (IncRNA clound) 5 X #1421
HHELRLPR AR AR A .

2  EMA[84<IELRES RNA (intergnic IncRNAs)

A L BT XA B AR SR I RNA AL T 22
R DR IA), 4 BR O 2k R TE) G 3F 2w 65 RNA
(intergnic IncRNA), 7% [K 55 A< SR Y5 5 7 14 I R 04

HEAER. HI9. Meg3 1 Ipw & W 545 LA )
HIZE R A] IncRNAsS.
2.1 H19/1gf2 ENig X gAY IE 4D RNA—H19

HI19 FEF L TWF L EGEMI . £ 80 kb K/h
(1) H19/Igf2 EMCFERR, ZAEFEEM TR 75
Geto R AN 11 53k, BEIEmMISE) H19
DR A 4 B 2R T I g2 BE R B0. HI9 5 IR 4 65 2
2.3 kb R/NHJ IncRNA, =2 5 5uhl %@ I ETid iR Rl 2
— B 1912 ERC 3 R R AE R G K B i R ik
FEEAE W, T AR S A B R JE 31 | CpG fir
MBI, H19 KA R B T BRI 55 A B R 3
k. N A B DR RS T AT 119 S5 DR AR 3 DR 4 B
W DIRE, KILER H19 B2, fENRZHA
W Igf2 B2 B EEANSZ 520, 1 7 R 2,
g2 FEI B BRI o i 2%, X R H19 BE A1 T
RE AT 2 i ZR A,

HI9 e R B bRk EIR =, "iFRHI9
AL FHMIEBOCHE S — 2 R A
Ko, SRimaEH S, HI9BR TENIR R4 frm R
ikAh, fEHAMA LR P RIAERIK. AR 28R
B) 70 T 20 Mg C2C12 BB RGLUESE, HI9 B [FI7E
LR 534 B (R 8 R ) AL A P ot A 52 11
Difels>sd, {19 1 PR AL H] C2C12 28 B VLR
PER) 734K, Kallen ZEEHF 5T R W] H19 IncRNA £
55 4 P N Y RNA (competing endogenous RNA,
CeRNA)#% ] miRNA let-7 FJ7KF, HI9 M) F K
K2 FEC2C12 UL let-7 WA BUL 730 (& 4).
Giovarelli PRI, HI19 784 KH BBy 2155 O
(KH-type splicing regulatory protein, KSRP)[]3Z 42,
P 2E OV ER B B, gk TR C2C12 40 i 7 A ik
WAL 4). A5 0L RS0 HH R, HI19 did
AT 10 LA B miR-675-3p A1 miR-675-5p
RAEAEE RN 73 A B Dhae (A 4).

H19 FERALF— M FE 16 AR ELIE K
I E[ i 3% [K 7 (imprinted gene network, IGN)H, It
IGN 45 A B i 70 i ALK R 1 Ig2+ Igf2r N
Cdknlc™. HI9 IncRNA @i Jz 3 AE H 22 W i 4
IGN [ sl ot T 3= IR R AR K. B i 3R
W, HI19 5 W31k CpG 454 & H MBDI (methyl-
CpG-binding protein)fH HAFH, ¥ H3K9 H I %
B 552 4K 1] IGN Hh — e JE R (G148 [gf2+ Sle38a4 N
Pegl %)) DMRs?!.

UEAh,  HI19 & F A 78 24 i 8 400 ] 447 758 R0 25
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Fig. 4 The role of H19 in pro- and anti-myogenic functions in H19/1gf2 imprinted domain
B4 H19/1gf2 ENE XiEAYHKIELRED RNA H19 B 1R RAN & 1L A0 BB 4> 1L B Th &
H19 IncRNA 1E 4 ler-7 miRNA )55 4+ PE N U5 RNA 378 24 KSRP & (3238, (Rdt oL i Befd, M) C2C12 [a] 5 M4 i 4346 B UL
4. H19 RSN ThRE BT H19 FFWoh ot 1IN T AR miRNA-675-3p A1 miRNA-675-5p SEELH].

FECOThRE. R H19 EMR R AR S K R T AR
FIEAEES i, (HERITRF TR H19 15 /D HUL
Tt Jir 96 (1) 508 IncRNA,  Hod R A i a3k fiv g 1)
. 2i EFTiR, HI19 IncRNA A7 —LeH 14
FI0fe, (AR RE T H19 &R 1E R T 28
it miR-675-3p M miR-675-5p EHIMEH . B#H 2 W
B ALIRIE FH 1 45 R il — DA AT

2.2 DIk1-Dio3 ENiE [X i3 B9 4K 3F 4% F3 RNA——
Meg3

REJE S5 A7 25 K 3R A 1 K JE 9w i RNA BE 1A 3
(maternally expressed gene 3, Meg3), X ¥R Gil2
(gene trap locus2), . Fr7EH ENiC 2 K% DIk 1-Dio3
PF R 12 5N 14 S Ytk -, B
FERHZ 1 Mb, XIS 3 AN E E R
FIEFEH DIkl Rill/Pegll F1 Dio3 VA K H#5F K/
AN B R R GA JE 4 15 RNA, L $5 snoRNA.
miRNA FIK JEZi i RNA Meg3C(F 5). KIAE4uY
RNA 0] UIE AN [\ 8y 4507 =0 A 2 PhBy ek, Tfi
AR B EAR R IE A H AR e, 35 Sk
1, KRGS RNA G2 F:HAEN . /NI E 4y
A 12 7 K15 PRl AR BT Rz, FE AR, JRAT]
I T Gu2 BRI EIIRES I KILT 6 B Gu2 %=

DAL B AT AR B AR 0506 e AR ERATTIE 3 AT T X ko
Fah 2 M AEG Y RNA(Meg8 1 Meg9) (1) m] A% B 122
MAARIRNGIL, K Meg8 1 Meg9 F: PRI {E 4
Gy BAT 12 FRFD 3 P BT AR, AR O T iX A
K A% RNA DL A H % B H2 4k an o) i 42 2 1 9
T B PR (1 20K 10 VA W 3

TE Meg3 IR LA 3 AN AC YRS H ] H 4k
) DMR [X, 3 /> DMR [X X 1% [X 35 1) E i 5 i 2
JE A [H) 0. J K] [B] [ (intergenic, IG)DMR [X &
DIk I-Dio3 ENAE X 38 ¥ ENc i 42 X (ICR). IG-DMR
W% Meg3 W BEJR S5 A7 5 R R IE (K 5). Meg3 A
DIk 1-Dio3 X 3B H A AE S i RNAs £ B 1) i £F 4
2 i 7 2 75 5 5 22 e T 48 2 (induced pluripotent
stem cells, iPS)i A CHAE . Meg3 IR A
A LMEA iPS gl st T BAA SRR iR K & 4RIk
BHIFRIL. SR Meg3 R DIk 1-Dio3 X 335 1) I Ath £
PRAEIE I ETC R R an AT e 1 iPS Al AT e i 2
RERSIERNIE R . SIUEHE R W Meg3 REW {2 it
PRC2 5 JARID2 WJAH BAF H J{# PRC2/JARID2 &
BYER TR L B 3L .
2.3 Snurf/Snrpn ENiE X i3 A9 K JE 4R F5 RNA——
Ipw

Ipw 72— N SIFERIEW IncRNA, 7 T 5 K
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FIIC R R % Snurf/Snrpn B2 K f%(>2 Mb) 1, Z il
XA T ) 7 5 G AR N 15 5 4tk b,
1E 70% () 3% H 48 - g F 2% & fiE (Prader-Willi
syndrome, PWS)i AT, ZHe ol i BUk A SR,
BUFK Ipeo TR I BR ) £E R i o 23k, TN Ipaw 5
RE P AT b #80. NANERUI Ipwo FEDRIHY 57 3
A —AMMRFH 147 bp WEHEIKER. hw #AAE
1 Mb ()3l B s hn L=, HAHE Snord B
H Ube3a FEAI.

JEE NATXE Snurf/Snrpn ERIE X 5 /£ PWS/AS
LA AR AL /R FHREAT 1 LR A HIBTIT
18 Ipw FER I DhREE A #8711 T Fe R W]
Ipw FEXRGAAEN 14 5 Ge ik b BRI 7 3 R 3%
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The Function of Long Non-coding RNAs in Genomic Imprinting*

YANG Wen-Zhi”, ZHANG Cui"”, WANG Guan-Nan", LI Dong-Jie?, LI Shi-Jie"™
(" College of Life Science, Agricultural University of Hebei, Baoding 071001, China;
? Hebei University of Science and Technology, Shijiazhuang 050018, China)

Abstract Long noncoding RNAs (IncRNA) are non-protein coding transcripts longer than 200 nucleotides. The
field of long noncoding RNA (IncRNA) research has been rapidly advancing in recent years as its large number and
important biological functions. Genomic imprinting is an epigenetic phenomenon. The IncRNAs play a critical role
in important biological functions by establishing genomic imprinting of target genes. Genomic imprinting has been
a great resource for studying transcriptional and post-transcriptional-based gene regulation by IncRNAs. This
review will focus on the mechanisms of imprinting in six of the most well-studied imprinted gene clusters:
Kengl/Cdknle, Igf2r/Airn, Prader-Willi (PWS)/Angelman (AS), Snurf/Snrpn, DIk 1-Dio3, H19/Igf2, and overview
the functional role of antisense IncRNAs (Kcnglotitl, Airn and Ube3a-ATS), intergenic IncRNAs (H19, IPW and
MEG3), and enhancer IncRNAs (IG-DMR eRNAs) to understand the diverse mechanisms being employed by them
in cis and (/or) trans to regulate the parent-of-origin-specific expression of target genes. A better understanding of
these downstream mechanisms will help to improve our general understanding of the function of ncRNAs

throughout the genome.
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