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Long Noncoding RNAs: Regulatory Molecules in Mammalian Cells
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Abstract It has become apparent that a number of organisms express abundant amounts of long noncoding
RNAs (IncRNAs) that lack open reading frames. Rather than accumulating silently in the cell, recent research has shed new
light onto the biological significance of IncRNAs. Here, we highlight some recent advances in our understanding of their

important roles in nuclear architectures and in regulation of gene expression in mammalian cells.
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R E 5 g Y e 0 B K BERNAZS 170 ) ANIncRNATE
Wity 7L B D A i 5 AT 2H b i e s, il an e AT T el DL
5% B 3 A7 3 X 35 I PALR s(promoter-associated
long RNAs); eRNAs(enhancer RNAs)]?3!, FE K] [A] [X
I (nlong intergenic ncRNAs, lincRNAs)*15l 5 %
T B R R I 3 5% AR (Wnature antisense transcripts,
NATs)" o 53 4b, W L3 % 3 1 ok B BY 4%
Ja W& 1 X OF B A B A D RE 3K o 3R
poly A%k 2 [IncRNAs* ", % BTIENCODE{## 43 HT
R, NREEEH B EH9 0002 FincRNAs! ', 48
T AEAGSE T8 R D BEAIT 72 i AL T2 A0 B B, H AT
KZ1100% 51T HE M IncRNAs . 1XEEIncRNAsH] LA
22 590 2 0 E R Th e R, AR R
RIEM AL 5 R AR IR0, FE R R IE I 3 5%
AP g A% 45 R BT UL, PRI A
Z 2 CHR20-21]) BA AR B BRIP40 2
FE P2 UR A 240 it g A5 ) DR 4200055 . AT A
U AR BB TSR, R MBAE 2 A% . e 4%
microRNA W £ Y45 . 4 i #% .25 74 DL % 5 95995 1)
KARETT M, MKAEI AL RNALE— B 244

2 IncRNAZERVIEEZEHPHITNEE

H AT, T &NIncRNAT] LLid i £ Fi 7 o s B %
PRI ik 4%, Horp — o i ad 2 A8 M 1 A% 15 Bk
SEILAT . AATTAR HiIncRNA -5 JH 1 32 58 2 [K] 16 A0 X
A7 K 2 R IncRNA A 2 #8358 PR 1) 77 043 9 I X (in
cis)Fl 2 Z(in trans) P Fli o % 5% 7= 2E 1 IncRN AT %
B B R i 7 e € pk b 35 (R 3Rk 1 07 SRR A i =X
{1 IRERTITR S SR E B N/ Sk Nl we - 3PN B3 N i
AR A RN B Ar, Sena iy s 7
K AE D) e A Xist', 4irt', KCNQI overlapping
transcript 1(Kcnglotl)?'. HOXA transcript at the
distal tip(HOTTIP)", Mistral®%, iX ¥6IncRNAsi#
HHAELE S QL ORB M B AR E S, X
B 25 DR S B R WLt A% 42 (B 1A) o 8 S Uk 4%
DIRE M IncRNAsHI X &b, H BT CA1H HEZ DI RE N
FFEHOTAIR™Y, lincRNA-p21™%%5 , IncRNA T 5 J&
L T7 KN P 2R, DU AT X — AR
) IncRNAsZEAT 1 ZAN 4
2.1 Xist

S 1 T 7L 20 00 400 L P A T SR XS A, T
P R — F XYLk, N T EXOE A R A

R IK KT 5 TR I FL B P RE -7, METE P B AE
WE G & & - 301 B8 AL 8% BN 1E (imprinting) 2% ¥ — 25 X G
A, X P G FR A XY A R BT RN,
% MncRNA(UNXist. RepA”5)%5 5 7 XYL (04K 2 %
TEREC . X Gt AR O A ], X g (AR 2RI (X
chromosome inactivation center, XIC)#% 3¢ ;= 4 — 4%
K Z11.6 KbHJIncRNA RepA, F 48 5PRC2(polycomb
repressive complex 2)F| XistHE K # sxhr iz, 25
XistFE KR 3)) 1 X Sl 20 2 T H3 277t 2 R = 1Y
FAb(H3K27me3), 1% F Ak 75 =0 nT {2 13 Xise ik PR 1)
KEFRIK, 724 1) Xist RNAGE I K K1 AL 1) 78 55 76
BAXG ok b, IR e KE SRR VUK &
FIBE, A X Gy oA 2k g 1200,
2.2 AirfiKcnqlotl

IncRNA AirfllKcng Lot 1#57= 4 B EI1CFE A [X 15,
BT IR A U5 A5 A7 ik PR 1tz sy 11031, 3 Sxof A 2 A [R] D
10 DX IRA T R R H

Kenglotl#% 5% HKengl3E R W) e B, H B
T AL TKeng I B2 R 10NN & T 1, B3l T8
DNA H 4L Y58 T Keng Lot I FE 15 LY. W36
W1, KenglotI W] LL 45 & JF $ SEH3K9-AH3K27-4F 57
(¥4 B B B EG9a MIPRC2, il 2 H 4 H
A B, SR gt B R, T R A . Air
W EAG AL = AL RO D RE: 5 5% B SR Igf2rkE
IR 2 SUEE ) i R Air K108 Kb, Hlgf2r i i /r H
B, T E R AR A0 A% Y, W DLAE 55 R R AL
GOaFI L HL ] (1) )5 8 1 X 3, v 34 HH3KO HH 2
1k, VA 2 S A A5 A B DR A S 19 7 S0/ e BRI
R AU G A b AR 5 BT 3 BT TR
2.3 HOTTIP

T 90 3R W, HOXEE R AR AN R IE — R 5
HEWE AR, ARHOXE: %K) RIS WS KT
IncRNAsIFRIE W E VIR . BIHIHOTTIP ¥, % H
HOXABE R % ¥ — % IncRNA, BF 5 & 93 7] DLz
B HOXAZER 7R IFR 1L . HOTTIPRI 45 & #k R
FIWDRS, /i $WDRS/MLLE & ¥) i 7 #I|HOXAH:
X5 b, {4 8 T H3K 4K A = Ak, AT &
HOXAX:NFENIRIE . HOTTIPH %545 5 FRIA X T
HOXAFERFR PRSI BA 0 BRI, 5
Ab, LE/N BG40 i 70 AL L F2 H, IncRNA Mistral
52 3 AR AL R i A% 00 L B I (I HOXAG6FIHOXA7
PR XA TR A P
2.4 HOTAIR
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5 et R A IneRNAA 5], 3 5% 3 HOXCHE
BRl 1% I HOTAIR 2 38 1 e =X 428 5 o e A 2 W0 16 A%
S RRIEINRE ). HOTAIR: 5% HOXCHE R 1%, 7F
AR AR ) A i A1 R o I L R R IA - Gupta %8 CP9RIF ALK
B, 7E GRS RS 1 LR R 4 i HOTAIR . 5
RIE, R R R AL R . B AR )
HOTAIRVW] %56 PRC2, Jd i {12 3k 4H H FTH3K 27 — 1 &
A, WA R TR Tsai2SPI IR 72 K B, B
HOTAIR 53 (1300 ntn] L5 PRC245 A #0125 [A]
FILAHb, H3 1700 ntil A LLZEA1LSD1. CoREST,
REST# 8 )5, /i #2H8 FIH3K4 2 &AL, (k2
[RIRIA
2.5 lincRNA-p21

LincRNA-p211i. T CDKNI1A(p2 )% A 1 | i,
ERE R BpS3E AR AR . 412 FIDNA
5 I, pS3EE A B L3 45 & TElincRNA-p2 11 J& 5
T b, 53 lincRNA-p2 1{3RIE . =4 [lincRNA-p21
455 hnRNP-K, JFo0% HUjfe, 2 S5p534Ki) )8 -
RLE &R, NI B, R R H
BB, ORI TR B 7E B/ DRNASS & B R
HuR I, 405 P i lincRNA-p2 158 N F& 58,
A DAE T Bl R R U, R S 4 A — LEFmRNASS
T, X LemRNA MAZ BB E Rt vE ok, AT i
mRNAFRH PP, X LR 70t R, K AR AGRNA
TEH L PN A [F) 8 7 He e 7 HThRERI 2 AR .

zi b, IR Z E AT BEMIncRNASTERE - 2 )5, i
i B 7] 45 5 YA B4 2 3 A7 (WPRC2. MLL
B ANEE), W s 2k DR X35 1) 2% WL ik A% 15 5L 3t
AT ABAM, A3 730 e € IX 3t 300 ) Sls, AATT 2
M 1% DX 3 ) 2 (R 3R ik . I 28 IncRN ASTE 28 A 33k A% 1
Perb R T EEARR, W SRR XY AR ST
FEREPTE . KB I DL DNATR 18 E %

3 IncRNA7E#RiIFEHRHIER

PRAE R WAL /K- 1 428 FE K ST 41, IncRNAIE
AT DATE 6 6K b B B2 A g s o) 0 55 TR R 9 5% .
VA B 78 R BH Y, IncRNAA AT DAFH S5 3 s i &
EYITERIE ], 8 T ME R U S 5 S R T, &
5K FRIE T (E1B).

H A, W 5013 L 4 172, IncRNAS 5 ] 1]
% A JfiD1(cyclin D1, CCND1)AI — & i |2 it J&
(DHFR)f1 1 # . Wang %" 72 & 3L, DNA# 475 7]
75 CCONDIEE PR 5" 3 1] 428 X 4877 A2 — R K A

— ARG ILRNAs, X IncRNAsH] 45 5 RNALE & &
1 JIg JI77 IR 98 %% 12 25 11 i (translocated in liposaicoma,
TLS), {5 TLSI & F 5t 45 14 K AE B3, 5 TLSHY
WPE, 2R R TLSBE 1M #1#| CREBZ & & 11 51 CBP
HMIP3004H 2 LI e A2 i 03 1%, AT 41 CCND1
(1) Btz S 100 1) 40 B 330 N 440 PR ) B . TR0 A DI XA
) 3 DX e %, 5% L DHFRF: X ) 2 1 i IncRN A |
DAASFE AL 25 1 %k N % s 30 . DHFRE
FEESA WA E B, BOE B IKCE S 3)F (minor
promoter)i#C 45 7% 3% P2 2 B IncRNA R 5 4358 3iT ) 32 22
JA 21T (major promoter)f i f2 i€ [NRNA-DNAE &
V), 55 T TFUBE B AH BAE H, 3k ff & 3
LR BT S ARG E AW, Al £ 25 3h
FEUR 5%, JH| DHFRIEN )R 1A07,

LncRNAPR 1] DA i) 5 [R 3% 5 &b, 38 ] L0
FER 6 5%, GNEvf2. Evf-27E—2K£93.8 Kb KAk
g FIRNA, ¥ 3¢ 5 [7] J5 45 #4 3 & 1 (homeodomain
proteins)Dlx5/63 Al ] — AN AR 57 X3, B R A
DIx5/63E R ) 3R ik 2 IEAH %o Feng %5 5t & 3L,
Evf-2] UL 5 [R5 45 44 35k B FIDIX2JE jife e 2 &1k,
SLIF G INDIx5/638 58 1 1) 4% i Pk, (R BEDIxS5 /655
FKik. FL b, BHNYIDRER K IFEEMEKE
T DA T A0 DY Jie e B e F R AR B SCBEAE
Evf-2{EDIx5/6 55 K Z2 1k o 1 D e B — IR B K AR S
TBRNATE W 7L 3 W) % & i 72 b e 1) =1 22 ) 1A 49 1
H.

4 IncRNAZ S5microRNA M 4&iEE

HH AT %1, 1R 2 IncRNASTE 42 £ 57 25 38 1 JE [A]
Mgt 5% AU BAE R KIEDIRER . (HA2,
WA —LeIncRNAs K I D fig I AR Fif 1577 =X,
T & 38 i T #EmicroRNASEIL B RE . A WK B,
IncRNAAY AT LAFE R /INRNA B AT 417, 36 0] 3 it &5
“rmicroRNAZ 5 4 i FmicroRNA 4% W 2%, M
W Z AR D Re L R i Rk, AATTHE I il B 42
H 7 ceRNA(competitive endogenous RNA){E i)t »

CeRNA B Ut & 2 37 7F 28 B [{imicroRN A #% 11
H At 2 E . MicroRNATE 4 it P 3= B30 i FAA
mRNAFE & P A 25 1 5 909019 >R 410 o 4 5 AT ) 2
H K. g — AN B R4 52 2 P microRNA
P, — P microRNA 7] 1 #2524~ 35 K 1) £ 1.
CeRNATR Ui WAy, 40 N A7 75 f K BERNA - &
A S AN B A 25 FmicroRNASE & 467 1, & A A1 A
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microRNA%E & 47 1 [IIRNAYE FX ceRNA. CeRNA
] U B 35 445 4[5 FimicroRNA, Hip—2ERNA T
GV 45 B microRNA, AT FEAK H H 73 47 ) microRNA
WRE, MIMAE— &R E AR microRNA Y 2 1) &
F A A2 BRI, SRR B, ceRNATT DU fi 2 A
(pseudogene)™, A P& IncRNAM,

78 I, £ WL A 40 i 53 A 0T B8 1 incRNA
MD-1%Z 3k % . fER AL, miR-
133F1miR-135 1] 43 5l 45 &5 MAML-1 FIMEF2C5: R [
mRNA, F-HHIHZRIE . MD-154 X P microRNA
() 4 & AL, Al B i 3R IK BIMD-1 5% S+ 1t
g4 41 i miR-133F1miR-135, F&AE T 3X P Ff
microRNAFJIF B B2, AT RR 1 XL 23 A AH 5%
9 BT AR 3 4 2 A

41 i B Sk ceRNAT T BE B A K& HA T
microRNAZE & 07 &, 7] LA3E 4+ 45 & 2 FlmicroRNA,
[ i T 5 FlmicroRNA AT DL 4% 22 Bl AN [ 11 i
A, A It AF 2 ceRNA ] LA i microRNA Y i 4% Y
28 S 5 22 P R DR 4 A8 OXT i (crosstalk)” (B
1C). fEiX — i #2 i, IncRNATR] A5 457 — FE,
W% Bt AN [FlmicroRNA %3 - (molecular sponge), 2 5
microRNAM 2% i #%.  [FIFE Y, 10 R IncRNAJTF 41
ETH 2N EAE AL, 1ZIncRNAE 7] LI B A5
ISR R B, AT U 428 B 1 0 5 AT B e (L AR 3L
5677).

5 IncRNASZHAE#% L L5445 TBE

br 17 Bk Thae, KIEMIDRNAM S5 2 4
ROAZ S5 R ThRE TR % . C AN AR AZ /& EAZ 40
i AR R A28 . TR T R R, N e
W 2 1 R R g5z B AATTRTUGR BE o 5 2, H
WA 25 e AR AU H R HF 52 [X 35k (chromosome
territories), 1A 2 M H A AR Ty BE (1) M AZ 45 14,
A% A~ splicing speckles. paraspeckles. PML/) {4
(PML bodies). Cajal/)s #4(Caja bodies)5. iX L& 4
LR P %) 0 A 65 /) B AN [ ) AR 0 2 Th e, iz =
Z 5rRNAR) s« 0 DA B A2 R A 0 AT 1)
H %¢; paraspeckles¥] I B T4 JF 2 BORNA, FF
AT DL 2 5 55 S mRNA ) 20 it 1% i §9; splicing
specklesZ 5 mRNA K] A BT 145, Cajal/MEaZS 5
1 snRNA ) # 3¢ J5 12 1 LL K snRNPHIsnoRNP¥]
AEEEM BT AT R I, IncRNAXT -4 ffd A% 0 25 #
(T AN D se HAA -+ 7 SR FH (B 1D).

5.1 NEATIFiparaspeckles

2 M #% V. 45 K paraspeckles T-20024F #5 & B FF:
N, HbrEE A A ps4™. PSFHIPSPlaZE ", H
B, O 1R A5 IR G T 48 g (human embryonic stem
cells, hESCs)#h, paraspecklesf = 2508 A3 1) 2 Fh
Y B R AN AR ER I A, AN IR0 5 A 5-20
paraspeckles, H A — & M ZURE 7 L9,

HAE20054, Lamond &5 77 % B, RNaseAh ¥
AT 5 YK 41 i A paraspeckles £ A4, 1X ## 7~ paraspeckles
& — FRRNAMK 8 1 W A% 25 ¥, B 5 19 70 00E A,
IncRNA NEATI( X FrMen /)% 5 T paraspeckles ] 41
211945471 N\ NEAT I (nuclear enriched abundant transcript
DS F 115 G tadhk, n] DL 24K AEmBRNA
(R 5 R4, A RE 535 20°93.7 KbAI20 Kb FiBRNEATI
B SR AN 5 M paraspeckles 8 ) 2H 43 (WipS4nrb. PSF
SENFRIE, IR 7 R AZ TR I A
L K paraspeckles JE il X &SI 48 R BINEAT]
{Eparaspeckles1 TE B #2 L 2] 1 08 /E . W
FH 3 40 M RS AR H R 56 B 82 3, Mao%5 gt — 2P
UESE T AMNNEATI . 1 HNEATI) ¥ 5550 T8 4
paraspeckles|) 41 2% 32 5C B E

H Fparaspeckles ] T HEA 7T, Spectorsk i % Al
Carmichael 5256 % % H J 37 4F B T paraspecklesZ 5
T —EmRNAR G I A TS S . AL P40 i
#B4rmRNA 3'UTRH & A Jx [n] H H Aluit i (inverted
repeated Alus, IRAlus), IRAlus 7] LI 1% 53§ N HI XL
FERNA, AJ LA#E ADARMS g 7= A2 M IR 2 R (adenos-
ine, A)EI| X P IS 1% 2 FR (inosine, 1)ETi(A-to-1).
ChenZF™IIE 58 & I, X AP AE3'UTR I 4 45 B3 3 3L
B )5 I mRNATE L 455 1% 8 A Fip54™ & &8, i
B {Eparaspeckles . iX /& — N4 H K £, JP
A mRNATE 7 s F g 8 2 J5 AN SR H A, T2
Ty FEAE R PR T, AN REREAT 0 TR T 3 B B 2R
PR AL, MMk B i L R Rk B H 1. 28 B
B, NEATIAU XS 41 ff A% V. 25 K paraspeckles 1) T 1%,
BA YR, R R % — RFI3UTR A A IRAlus
JCAF ImRNATE 48 i A% N 1 i B0, 3
&, BIRNEATIHE NARI & Ml 23 A g b )iz 3%
1K, AHFRAEAR 73 A I U5V G 40 i ek BRI, 1
JE M) 7T 5 FNEAT 305 & W 3% 2 /51, paraspeckle
SEREHTE . HAS RIERI A, £ AR R IR
faT4nprh, BT 8t = NEATI Fparaspeckles, —%£5%f
T 40 2 fe it 4k B A EEAE H B mRNA, 440
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(A) LncRNA-mediated chromatin remodeling

Inactive chromatin:
Air, Kenglotl, Xist, p15A4S, and etc.

Active chromatin:
HOTTIP, Mistral, and etc.

(B) LncRNA-mediated transcription regulation

Transcription suppression:
CCNDI ncRNA, DHFR ncRNA, and etc.

or

I in-cis region

Modulate
TFs complex

g >

N
Transcription activation:

Evf-2, and etc.

(C) CeRNA theory: IncRNAs and microRNAs network

/\ﬁ/—;\\ _—— LncRNAa

7

miRNAI

RNAz

™~ | Y~ ~—""\ LucRNAb
—

(D) LncRNAs in nuclear architectures

sno-IncRNAs &\  Fox2
NEATI S\ psdm
Paraspeckle- ~~ DPsP - O
retained mRNAs PSF
MALATI N\ SRs

Cytoplasm

X\

miRN A3

\

Paraspeckles Nuclear speckles

YA ___ Nucleus

A: IncRNAZ 5 R UL 4% B: IncRNAZ 5551815, C: IncRNAZ:

EimicroRNA M4 14%; D: IncRNA S 5 41 % .45 #) D fig

A: IncRNA-mediated heterochromatin silencing; B: IncRNA-mediated transcription regulation; C: IncRNA and microRNA regulation network; D:

IncRNA in the regulation of nuclear architecture integrity and function.

El1l KIEHIBRNAS SR EETNEE T
Fig.1 Long noncoding RNAs (IncRNAs) play important roles in mammalian cells

Lin28(3'UTR & H #% it B IR Alus ¥ 5y ] LATE % 5 2.
J PR H A%, B A A M BT TR B LIN28 R
JRUL NI 3 IRNEAT I AN AEAZ W 45 ¥ T2 il p LA
Y E A, T EL T DR VR BG40 ) is v g B
HEEMFEEEH.

Paraspeckles /| ‘3 ImRNA i 1 AL AE N IR

SRR AELE, TE/IN BRI A E R LR TR AL .
BRI, 71N RmCAT25E R i 77 A% 85 4 ] LL= 4=
PR B AN K BE3'UTRIG 7 AR, HrFmCAT2H)
3'UTR# %6, MCTN-RNA(R & H 4 5mCAT2— ¥
() 2 RS AE) I3 UTREC K, I 1T DL 51 FE A-to-15 5
&4, 58U B 7E 41 A% (P paraspeckles . 2438
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FIRIE A I, FA R LEparaspeckles - [fJCTN-RNA 3’
UTR( A =1 L 1) A-to-14 5842 i) AR %0 (1) 77 Kbk
bR 2, SmCAT2— 1 Jm b HE FF 40t 4 ds B A i v,
PRIZE A A mC AT2 85 1 Joit AR R A B i aa B0

UG TE AN /K ~F L NEATI fparaspeckle# il B
Z 5N RIE RS, SRMNEATIRE R SR 1478 BB
SRANTE liparaspeckle4t 14, #1115 B I i 3 161,
T $ 7 3K 26 18 4241 B 6T/ BRUOBS) TE 5 2E A 5 )
AR e AT BT Aot R L A 3h
BT A 1 51, NEATI Flparaspeckle T/ S #3'UTR
A IRAlus AT FImRNAAZ i B A2 N U5 40 o 5E oy
]z, K BENEATI fllparaspeckle 7t N 35 3 [K] 32 15 1
R RER TR N R E . B T RR N A,
NEAT I Fparaspeckless2 1538 H A H & I D) REiL A 15
9. HE—2BIR N Fparaspeckles 2 5 1 42 i L 3
AL, 0T T ENEATI Dy se A + 0 EEREH .
5.2 MALATIFsplicing speckles

MALATI(metastasis-associated lung adenocar-
cinoma transcript 1), X4 NEAT2(nuclear enriched abun-
dant transcript 2), % 5% HNEATIZE K] i 2158 Kb[X
W, 120074 & IR 5 7€ A7 {Esplicing speckles P>,
Splicing speckles X % nuclear speckles, #& 4 i #% 1
RNABY % [ T-(RNA splicing machinery)fl £ Ff &5
15T 9 A5 2 EX] B mRNAH 44 43+ (pre-mRNA) 5K 4
TE R — R WAL 251, 2 5SRNAM BT R A, 5
NEATIAS A 1 5%, MALATI ) B 2% 3 A 5% i splicing
speckles JE BP0, A SIS R W, 5E A fEsplicing
speckles b [JMALATI W] LA 45 4 i 8 A0 16 B 432 I 1,
T IX S BT $2 K] F- fEsplicing speckles A A 41 fiAZ N
¥ 43 A, 35 17 5 W S SemRNA ) 7T 48 BT 3655, Guo
SEIE CaSkidl I 7 AW FE R W, MALAT I A] gl
R TIREHRERNZ 53R RAK. =
TSR EE R T AR /N0 B s Rt 9 v ek
I TTERMALATI R B S5 40 1) = /) 208 6 f e e Y 248 L
()3 A% A i e T B, T I B R AR MALATI N B A {2
BEVE R, 3K SURF 58 3R SEMALATIE e 1) R A2
Ak feh BAEE Y. FREMIE S EA EEEH
Hb, MALATIAE 025 32 48 5 ful T 1 A 4 5 o 7 o
AAEFPS, SRTA = B2, Zhang PR il &
MALATIHE PR B (¥ /N B, 20 BRRE A5 1E 5 A2 KA
KB, NEAYRRR, [FRT R, MALATI
FE DRI ) 60 2 I AN B B2 52 i mRNA ) 1] A8 BY 1275 5,

H 20 TR FENEATIAE N 1) — 28 [ i/t £ ] 1) R 34
BAME M =CREER . XD 55 R,
MALATI B B A= D ig, H2 0 T BAR K
Gr AL G TR — PR .

53 HEMMZITEHMEXEIncRNAs

B B R D e 5 AR A0 N € A
ANH] 4y —FE, 1R Z IncRNA 75 58 17 7F 40 o A% v s e
LB REHLINRE. B 1 FIRNEATIFIMALATIAh, 40
Xist. Air S5 165 5 Ja 70 5 58 0 T 2R & FIX G g Ak
Bl Igf2r B DR B I8 X 3B 0 R 4 %% B I Dh e IR AL
B W) Y €0 5 R i 1) i #2557 51| TARRA(telomeric
repeat-containing RNA)4% 5% J5 5 5 75 Uiy i i ift, 5
RNAJ# & I 4% A 7 (RNA surveillance factors)f F.1F
FH, 0T iibr 52 R B R AR A OGS, fEZH A
REECIRA R, 4 T £ DNA Ii(satellite DNA TI1, Sat 11])
A DA% 5t Sat 111, Sat IIHH 5% — 6 15 54 5% R 8y 2 41
K8 A 5T A TF B4t B A% B /N (nuclear stress
bodies); JLERSat IITM] VAR YA B AZ S 0 IMA S5 1), 32
7NSat IITE AR JAZ NN L R v R 34 O, ]
FELE RS DL T, A% AT B AT [A) [X 5 53¢ 72 A — 2R e
FERZA~ I IncRNA, X 26IncRNA ] DLk £ 7 45 &
VHL. HSP70Ff1MDM2/PML% % 47 NoDS%E ¥4 12k (1)
BT, R LA A% AT X, AT I I AR X
The 5 1 5T 76 240 B o %) 58 A S BI85 D e ) R
ien,

Xl 25 B3R B, IncRNARE 7T LA J# 1 5 DNAEL
FHHERARSHEERH, S5z g - R, X
AT LLE LR E B 40 A% W AZ 2504, @il 5
AN EARE TR IR, HAT, A5 H
O A% A 25 1 (R T A PR PP X, B B L 2H e At
A (random self-organization)Fl J7* 41| 41 %% 455 7 (ordered
stepwise assembly)' . [ A1 2H 3 155 20\ S 48 B A% 0
2S5 R 2 R ER 1 DT R 2 Bk R B A LRI 45, 3t
[F) TV 18 5 B 1) SV A% 5 440 T P 91 A s AR, 4
F2 VA% 465 40 1) ZEL RS R J T72 A e B AR (100 P Ak ok &5
A, FLIFH R TERE AL o RS 8] BT A =
YA SR SCRE, T RIneRNAZ: 5 41 i #% 4%
SERTE RIS A R T SRR R A, BRI SR AR
IncRNAFE N “Fli - (seed)”, 1E A% 0o o M IR 45 5 AH
I FTER 5, R EC U AT i ST A% 465 4 R e
6 MWEFFRIEFENFHTLEKIERILBRNAR
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It 5 %o e DR 21 S AR O R RN, AT
RIK Z H K AEmIBRNA T LIEmRNA—FE HRNA
RATU %, TS T (cap)F13'- R EL(polyA tail)
) 2 i 25 f02; T20124F9 A & % FIENCODE % 4%
T, NEEH A 2 L HI9 6402k IncRNAsH, H A
16.8% 1 IncRNAs 7 HpolyAJE 0, 4 t1, H A 1)
BEMMINEAT 1K FF AR FIMALAT 145 5 AN B AT S A4 (1)
poly A% ¥4y, 1 & B 4% BER Nase PEY U1 K741, FA1
S AR I, TR IR AR RIS RNA T 51 BE
AT DATE BY 2 J5 Fe e A7 AR, ST DATE 40 e R 5
BT AE N, JLF B i L 30 A2 200 A 1 2 R
HANE RN FAR. —BAA, 4ME 7 BUE
REFESRBYEEIN T, A2 R ThRE M CEARNA, 1M 4 &
T 7 AL BY 45 J5 Wl ik R Bl O [ A, TR L Ve AR )
FURe. WATIBCH I LR, —RICKm# & A
/IMZAZRNA(snoRNA) ) P 5 T 7 51 75 89 £z 2 A2 3ok
FE A ] DU Bi— 208 B K AE 9w I5RNA, iy 4 Jysno-
IncRNAM,

1B N 25 5 DR i /S B 3 R 27 & iE (Prader-
Willi syndrome, PWS) % %5 5¢ Ik [X 33 17 7E F. >sno-
IncRNAs, ‘EAENFEMIG T4 b Rk &, A
Lsno-IncRNA 1) & 1k H 2 5 £ 5 K (U Gapdh) K
RNAFHL, A2 B T A A 75 IR G 480 i o
Fik i N F B IncRNA, X £Esno-IncRNAs[H] i, 2
M T snoRNAMIIN CHLH. DhRe ot 7R B, R4
P A snoRNA ] 25 1), sno-IncRNASTE 41 il N 7 A 5
28 B (1 snoRNAIL & {7, 1 & 75 il 24 5 AL T H 3%
SEAL R B, TR Fh A HT A AZ I 2 7 (FE2A)
PWSZR A AIE X 38 [P sno-IncRNAsit 7 2 A~ BY $2 1
R FFox2 & [ IRIRE S 45 6 7 25, AT AT UG i
2 —FEIY B A0 B A% N B Fox2, 8 Fox27E 4l fia k% N
) =3 0 U BE (K12B), 33 1 52 M Fox 2% 45 S mRNAJIK
W AT AR BT R (E20)1Y X LR 5T — b R B,
S5 MALATI®F1Sat 1IT'25 L), sno-IncRNAs{E sy
AT DASE G R B o, JE e eSO R B
(20 i e A % H Th g, 1X 1 & IncRNA K FE T BER)
HERRZ

% T PWSIX 15 i) 1. M sno-IncRNAs b, FA
RPLEEDRZH b () He S T XA B Re 8 O RS
5E [fsno-IncRNAs, 5k G805 % sifa @ A2 7E 10, (52
AN HA RS R IDRNACK KRB H . &7

(A)
(B) . .

Cytoplasm = %\
= B
) ? Fox2
sno-IncRNA @

O AS /

regulation
Pluripotent cells/other cells

©

A: sno-IncRNASTE 45 ik 4 i % 52 (4t (), IR R E R R YLt fh
FE R S o R M (L 6); B: 8 43 BT 4% 5 1 Fox2 8 (4L () BUR
TEsno-IncRNAs(ZE (4)fHilE; C: sno-IncRNAsZ: 5 n] 48 BT pzifi 2R s &
FRL=10 pm.

A: sno-IncRNAs (green) accumulate at a single chromosomal locus to
its adjacent DNA region (red); B: sno-IncRNAs (green) localize to the
enriched Fox2 accumulations (red) in the nucleus; C: a model for the
role of sno-IncRNAs in normal cells. Bar=10 pm.

[E2 Sno-IncRNAs7E A% A B E 1L & T EE (TR 18
SECHR10]1820)
Fig.2 Sno-IncRNAs nuclear localization and

function(modified from reference [10])

PAsnoRNA%S K A 9 AYRNASL, il it 583k K
LT AR E AT ARG RNA GE F41 X B AN[R] 431
S5 T K AR ALY RNA 21 H AT 5225 1 4 i 2H
HRIENE N, FOR K EE MY IR, SR, N
Y B G T SR B R Ml A T R FARS E R AR
ZMBYRNA, DL AT SR P R 2 A0 Tl B AT £
B i A 2

7 KIERBAERNAESIBFNRIEFA/ER
H 7 E 4 BT 9% W, IncRNAZE 1F 3 92k 4yt

FE AR BB Y, B T4 2 R 4ERF AN &
e, . LRAEYIRRE S, Rty —
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e\ SR OB ELAEAR G, B AEAE . LRI 24
PWS%,

i, e 4 R L B A R I — S X AR AR IR I
RH 023, IncRNA Rep AR Xist3) 745 X e i 44
IRV I S 4 AN 4 5 b R AR A BRX G
14 5 75 A, Rinn&8P7E4N HOXEE TR 75 5 30 9 1 o2
T231/NHOX ncRNA, X $4ncRNA ] %% [i] 32 15 /& #%
HIRR R E BB A AN, B efS5mBEE
B 1 358 A0 9% FengZ5P2F 57 & I, IncRNA Evf-2%5
& Rk E M8 s . 38 4) IncRNA
T R R B e R 3 R B I AEAE L, WKenglot M%),
A% 7R LB G B 4 R, Kenglotl LA F
F 5 1007 AN Keng 15 AR 1 85 5%, JF 4E 47
Keng I3ERFRIIUTER; SCARKIE I IncRNA Air DA% {7
H DR e 1 O S U ER 2 U B K B AR R
Slc22a3. Sle22a2FIgf2r3L . X HIncRNA LA %
TG AL A 555 77 NOLA L2, 379135 11X
S ) A KR B R

25Kk G RS, IncRNATE 40 i+ 1 45 35
Ao fE k5 E EEAEH. A THOXAIM
HOXA2#: ] 2 18] () IncRNA HOTAIRM 3 i i 5
HOXAXE R 75 52 R R A8 2 51 20 2B 5. Cesana
VR LT E B LR 5 I IneRNA line-MD1, 8 1
W T miR-133FmiR- 13517 43~ A7 8] 322 U 75 %% 5% A 1
MAMLIFIMEF2CH ik, M 2 55 % VLR 5 2
8 ¥, BertaniZE®V% 1 ¥ IncRNA Mistraln] 5
MLLE & & 1F 1 B B 3 Hoxa6 F1 Hoxa 73 [A] ff) i
S, BT R AEmESCs 7 A Ik A2 o 2 43 A A DG 2k
Mk, Dingerf % 5 H 7E /N R G T 41 Al
(mESCs) [ A4 73 AL i 72 1, —£8IncRNAs 5 41
Mo 2 BeVEEE M3 E 0% . Amaral L HlIncRNA
Sox2ot) i 5 X 18 5 2 fig M G HE K F-SOX2(1) 1E X
B E S, Sox20t{EmESCsH 2 58 ik, i 1E 71k
HREPRIE KA. GuttmanZEPE T RNAT A
KA 7 T mESCsf] 5 [ 7] IncRNAs(lincRNAs)
(R ThEE, I —EelincRNAs R il [ 1 458 FH 06 -1 gk
(P, BET TP T 40 B ) 2 Be ik, FH A X it
lincRNATE /)N B 41 B 2 g 14 1 4 35 7 T R 5 56 48
W AER

I T (K IF 7T 3F B, IncRNAXThESCs i T 14 4k
7RI 23 A0 DA A4 24 it 7 g 5 55 0 B A A A R 4
YE . 0, 20094 B 7T 45 < 1 IncRNA NEATIAE
I ff K% V. &% #paraspeckles T i L X mRNAF i B4

IR CHEAE A, [FI B $i5 HH NEATI Fparaspeckles
TERESCsH1 1) S 2% X T 41 i 2 A8 1 4E #8145
£ FHUY, 20104EDaley MRinn 3L %; % & 1F & B 1R
% IncRNASTE 5 4 2 41 g 7 5 57 i R 08, HF 4
IncRNAs(ilinc-RoR%) R LA o $1 fill pS3 1 Bk vif &5
AR I A2 0 L G R AR, 201145, Ng2&™)
HE—20 R IhESCsF 5 51K 18 [ IncRNAs, ‘EA17] §E
5 et R A8 1) B 1 AR TR, S MAhESCs 1%
W LA b

LncRNAAMYAE IE 5 40 i s AL AT LR & &
HARZENAEEER, M AL — S5 m b 5 R
KO B, MALATI s Ra S50/ N iisE . 1
P I T R N e R AH DRV B si F Igf2Avr R
[ )2 X IncRNA PEGS8/IGF2ASTEWilms)if 57 1 5 %
ik, RIEE EHARBEN T3 EEAEL plsiEl
1 AL A DG P R A 2 1 o AR R T R, p 1 5
AT LAP7 AR g e S ARp 1 5AS. YoZ5U R I, 7
M35 1 p15ASSpl 5361k RO A >t @it AME R
ik p15ASTT UAE G €0 il i Az e e i ik, TERp 15T
SFRIA, AT 51 A i 1) S8 38 5, T R g

Bk TR, £ — R B R 2 P e R B
7 IncRNAF 5% 215 . FaghihiZEUI o wif 55 % B, 1£
0 EAB ST WA IR AE (7 JL AP IR, By WA 25 1(beta
secretase 1, BACE1)] H %A | X 4% 5% /RBACEI-AS
1 Alzheimerfpg A 19 J LA X Hh s 0, - jd m] i
i FIEBACEL, B INABRS WA K, 121 Alzheimery% I
)R A o IncRNAW 5 UF B 5 T 8 IE BLVUE =24 R
(facioscapulohumeral muscular dystrophy, FSHD) []
JRELHLAI A <. Cabianca®57 W T & I, By th )it AH ¢
[fJIncRNA DEB-T%: 55 7 FSHDYJ% [ & £ . FSHDJ
N 435X 45t DAZATE 5 7 51 1 4 i, 530 T 4935
X 35 AN e A R4 G i A 2 6 HPeG, i3k T 51
DBE-TW1%% 5%, DBE-TX it — 5 4E ASHLAR 17, X
AF4q35 X YLt TR B, e 5] ddq35 X Ik R
IS . S Ak, PWSZEAESE B 25 155 Ytk K g
I S SRR X (15q11.2-12) sk 2k SEE FY), H AT EUR
(PR FHLRIEATE R . BATLIR = RIS KR
T W& T XI5 fIsno-IncRNAs 1E 4747 T- 1% PW SZ5 & 1iF
Pt ARG R X 38, 7E1E % ABEH, 1X Hsno-IncRNAs
TEMRIG R & BN IR IR G T 20 i) m Rk, A EH
Fox By 45 K 7 I Z A5G0 i, 1T LME R Filgan”
456 K EFox i H [, B Fox 1) 4 f#% N i€ Az Fl
Ja B, T T Fox i ImRNA f 1 A% BY 47 45 2 (&



270

RFAILRIR -

2C); MAEPWSZE SR AR B B, HTE X
Y6sno-IncRNAs %y, Fox & I AE A H A% N 1 734 HH IR
F 5, FoxJEEYImRNA [ AT A8 BT A5 A DAt HH 3
o NI, X Esno-IncRNAsTEPWSZE S 1EiR A i
R BUANRIE, H A REA B T PWSER & MEE
RA AN, X IncRNA A S 78 9 AATTIE— 250
Tl B SR A OB A 5E T 1]

8 BEERE

5T VENCODESHE Bon, NREEH A+ EH
219 640 IncRNAs"™.  H ZRIncRNAA B A & 1 i
GRh IR RE 70, (HCRER 2 (1) S50 45 R I, IncRNA
S5 T g b v 2 B B R T Re
o R AT IneRNAFIITE 7 L2 S 7 — &1
R, AR A AT S T I o — LS B AR (] R A R 2

26, IneRNAFIEE i A EAEH G R X
AP J5 1 IncRNA - Bf 24 45 5 (1) 28 (1 53 AH B
VEF Je He0r 7360, PR IncRNA 5 2 (4 52 (1A B.AE
F 2 B A (R T RE I Wil R T EE. 7 oh, RZ
IncRNAH] LAAr 5 HAH B 45 4 8 (1 A1 19 1E 8 52
(hn R e = DR 48 X 380), Bl i s s E R R R
RIS B AN G . KUk, B FCIncRNAFIER (A
T HAE FISHAR AR IncRNA R B E AR5 B 2,

LUK, IncRNAZ: 5 YLty JF . RRORT % (0 1 27 45
P RE 5P AL . R L (4R B A A R
DURNA G Y85 (1 2H B o, SR E TR F B i)
PR, X TRNAZ 5 YL R TR B 0T 78— B AR IS
HERE . B — S AF ST R B, IncRNA R {48 3@ i 3=
W A% 45 J5 E 1T o A% B 3 ] 1 3 0K Blower 25U i
FALFER, RNAS 5 1 4 i 27 4k 2 2 25 401 it &) 34
TEBl. PRI, 7RI %L 75 TH 1) D AR IR & R /2 IncRNA
HARMESZ —

55 =, IncRNAS T 41 i 4 4 45 A1 2 40 1
B AR. TR R, 6 R BT 40 i o Ak R
IncRNA R IB AR & AR 7421k, sl F A2 7 b
WA P IneRNA, SR EA TR =AML 40
FENL AEHLT)RREARA NG R . K, BT IncRNA
TELN A A FE I I €, DLRILTE R B i %
Hh (R4 K Inc RN A BT 55 (1) 55 2277 11 o

VU, IncRNAS B 1% R H#T, 155 0E.
Alzheimer$ I~ PWSEZEA MEAH 5 X 38 % 2 Fh 5 T
H ER R I B T — EeIncRNA F 3 263, PRI BF 58
PR A TR H IncRNA ) 328 38 F1 A8 A6 36 5 975 1F 7

BA o BEIER, HEom AT E A B 1
RNAZS TFRICH . {HIncRNATE iX 6595 7= A i F2
WA FHLEIMT A R T, H AT OO 2 B0 AH G
IIncRNATE 7 T /K- HEAT T W53, 25 58 2 &R
(12 5 1, 30 75 BLHE 2 (19 00 T /K PRI L LA T ik ]

BB 1, FE DR AH A AR R SR YR IneRNA Y J BRI A
o BT, AMTKEIHIIncRNA R =E B4 5% 1 JE A 8]
X025 PR 1) SIS A, bk i 22 PR T 7 K I 40
PR AEAE — BB R SRR (T IncRNA, 0774 B 3L R
& T IncRNA(1sno-IncRNAs) . 2RT0, B T4 #7 (1)
B 1], 20 P 2 B 52 S (AT ge ) RN A (L6
mRNAFIIncRNA) A A REHE AT IR, BRIt S FH 8
(R AR T B3 BT 7 VE SR 93X e 5 4 8 41 1)
ncRNAZJE A2 AR IR 2 —

25 L FTIR, IncRNAJZ — AN 4381 (i 70 453, it
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