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Fig. 2 Possible origins of IncRNAs™
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Fig. 3 Schematic diagram of the four archetypes of IncRNA mechanism™
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AR RIS, KARG Y RNA 7122 1 A] LA
KAERIEDIRE, IR f2e R e A 1 5 2
KRGS RNA 2 5. XK AES IS RNA (13—
AW RIS 2 5 ARG R T L GRAT
PRSI AH IS D) eV GRS Y RNA
3.2 K3IF4AD RNA S50EA FREXR

TEAGURE LR T, DTS R e PR 2
KILIE 5 N B I B A SR A G AR G i
RNA Bvht (brave heart) 11 Fendrr (Foxfl adjacent
non-coding developmental regulatory RNA). 57k
B, AE/N BV T8 PARHT A/ BLC LA i, i
B Bvht 2 52O IERE S 1 B DR ) 308, AT 520
O E . B RPLEIT IR Y], Bvht
&5 PRC2 AHFL A F 3 o e Wbt A% 27 R A i 45 AH
KEEFRIL. (B2, Bvht HAENRPAAE, A
A B AT R, AR KIThRERIIETHS. AR sh
il RNAI % Fendrr A7 B B HRAL, (H2RG
0 i 58 AR 12 PR U T I D BE R 453473
DEIREBIEEL S, RN mERELRE . X5
N — T 1 U ) 56 4 B AR A0 AR 2 i RNA
W EZNE. B RINLEIRETT R, Fendrr BE
LA S 5 PRC2 A WAH BLAE IR AT AL i
WifE 5 MLL1 Z-a WA EARR], AERMK - 4%
FLRFRIL. (H)E5 Bvht AN[A], Fendrr 7E A2K
FEAERNIE P51, AR AR RTALHISE L, WY
PRC2 AHHAE I,

3.3 KIE4RED RNA 5EBNMABHEEXR

TENVA R AR R T, 38— MR I AR G )
RNA /& linc-MDI (long non-coding RNA, muscle
differentiation 1). RANSZEG KL, MDI1 1E /N il &

IV 1) JUL PR 40 B A RO N ) P9 B k. AL
HIRE TR B, %K ARG 5 RNA A] LR b 1 6
RNA LA 4H i MR 280 06 300 1) 3 AN 2 A e i
line-MD1 7] PL5% 4P b 5 miR-133 F1 miR-135 45
4, MR35 55 7 MAML1 #1 MEF2C 1) %
ik, FFHEE— D s LA e S 3o 4 T R
Linc-MD1 7E A B IR S 15, (H 2 7E ik
ATHENVE A R R LR e W2 N IR, 4k
ARSI RN, WKL IX L JILE IR A R 40l line-MD1
FRIE, MTLUES LR r bl i, W oR
linc-MD1 ZEHILIA 434k b B2 Hh HLAT ARG <1 1R Sh RE.
3.4 KIEYRED RNA 5Bk, &EMUAKRERAER
BEXE

K ARG iS RNA 75 b 7 40 g o4k Rl FE AT HE
WEE IR, WAL TR, TR
HHBRSCHE. AR R E AW,
S TR B 2 A P S B A A T AR AMIE I, K AR G B
RNA 1) Ty §& A1 AL i 577 5 £ it 77 2 AR fg 455 20
Khavari Z5697E | 57 41 B 53 4b ik 7 o & BN A 22
K AR 4 s RNA, ANCR FiI TINCR. ANCR A K
AEguis RNA Y244 8E 40 fg o0 e 4 it 7 5 HL 1 Uk
i, ANCR [R5 25 T BUER F T 41 L /A0 it = 3
PRI ANCR [ EZ DV RE A4 RF T A M T4, BH
1w E Rz g a4k, 5 ANCR AN[H], TINCR i
i B 211 OV T I 211 07 R S 1 R L R AT NS
£ T e S A R B, TINCR 2 434k ik i v
Tk ZE KK AE g 65 RNA. BF 50 &K 3L,
TINCR BB b 5z 40 Jfa il /> 2R o34k IR R Ak &5 440
F0HEIZE B A TURURLRN S 0 SRR . 1 — 20 0 I
YERIBUHIEAT RS & B, TINCR #] LY STAUI &
455 i TINCR-STAUL E&4, HEZE G
5 mRNA 454 NiiAasE 70 AH G ) mRNA, Ll
KRT80 45 4 11, MM O/ Uk 48 S 23 44 i) It A1) gk
1?[57]'

SCHRIRIE,  AEIE .20 A A A K
fih RNA 25, HA lincRNA-EPS & 76 /)N il 20 41 Jifg
S R R LK AR GRS RNA. 78 /) BRI i AH
I e HF i % lineRNA-EPS 23 BHL ity 6 20 4k i F2 512
AT, HRZ KRGS RNA BRI 4E I HLEIE A
S, T AR IRATT S50 AT T T 1) 70 040 e
(MSC) I G i 73 4k 3k #2122 S 3Rk 19 K 3E G 5
RNA, RIT —%&AEXMTFH, ZF50 0 LOE
Tk 2 B A 1) e A BELIE MISC 11 B I 3k R O e
4.
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3.5 K3E4RED RNA SHREHKRE

I HE g R 2 F A T A B A o A 1 T B
e JE R B Re I 2 RE R PIRES,  BOE T U iR
TNt R . pH ST 4 A0 B Bl LAt s A 4 i 1)
iPS 21 Ji 4% A, 1) 40 i B s o R I )T 40 i i A2 1)
TR, R SRR, RN R AET
SEANEIE, FERRREA kA B KA, AT
P KR 25 R IR I mRNA. miRNA FIK: JE 4 i
RNAS @ Fip0k 4 A o g f2 i B2 G2 iPS I 2
HK ARG Y RNA [RRFF0 R AR5 A BR, 7T FH 2 A
XA D, PR A T g P ok A 0 K ARG RNA 1)
SR S5 IR T 20 A 45 5. OB A 9T K
P, 7 EE R i R DL R/ BRI N2 () i 4 v
170 R 5 M 1 K AR S i RNA, 1K 26 K HE g 5
RNAs 5 3 4 f& 35 22 [ T OCT4. NANOG LA J¢
SOX2 FIEH R KAIES. BE—LAME B#1
AT, XK ARGIY RNA ()8 3h T IX 204
— AN G L R (1 5 e

XRG4l o 23— 2D b, RILK R
KA RNA 25 40 2 ge v o A i i P i 12
Guttman 25X Hrp i 226 N5 11 shRNA,
T I Dy e ki 2R S S A0 B MR GERR DL AT
A K AE S S RNA. W90 R, i
26 MK ARG Y RNA 7 % J5 23 5% Nanog 314,
MM 520 ES g it 2 ae ke k. 54T 30 M KAE
it RNA P 2 J5 255 BOUW G 40 B 17 5 o 1R 3
ZorE. Rinn S5O0 A0 fu 5 g FEid FE H ORI — 45 B
AR 4 i RNA-lincRNA-RoR, il 57 & B il [ ¢
T RIKALT 5115045 Wl 25 50 1S T 24 240 e ) o 2 R ook
Ft. 5 Guttman Z {7 8 1) 45 R A [F, RNA
pull-down 5E 4% & B lincRNA-RoR #] UL 5
miR145-5p. 181a-5p. 99b-3p L Kz A7 ity 3 [A]
Ago2 &ify. CHWIARM, XL miRNAs fE%
7 40 o 5 4 R 3o R (R A% 00 43 AL HE PouSfl. Sox2
1 NANOG, [, IncRNA-RoR 1F k35 4t N YR
RNA 7E 40 B 5 g FEl R vh R 4% T HE/EH .

Y FE L FE K ARG TS RNA [R50 AL LE ]
PRI B, 2B B D) REPE K ARG Y RNA AH
XA, BARMAERPURIEAGERE, K& —
IRAWE 7R R . RS 40 M 1) AR g At e s 4.
IAEARBIR K 2 (WG, [RIIHE RG24
7E K[ RNA-seq AL 5 &M ChIP-seq (%,
AR ARG IS RNA D RE M BN S AL TR K 35 ).
BAMEREEDT RN, SHEZ IR

T AT 14 S R PR A AR e S RNA A DL, ATt
DI 40 G R I R AR AR,

4 1KIERAD RNA 5ERMEEIFIE

KRGS RNA GefEH T AN H AR D Bl — %
HAREER K, S HAR R EER caf)
IS, WF R IV 2 K ARG ES RNA 551
TR AEAE F LR e o s Bk, — e K AR gutd
RNA G IE SRR % G Ry 3 R, Bl Ak
i RNA MALAT1, Al 22 %008 / R 2 R 5 1
WEPE, AT mRNA Fi A4 AT AR B 1),

BRI R R, KAEgwhY RNA 7E41 i
P& . DNA A0 S5 38 0 15t A% A i 7 rh
FEEEMER, 18IS 2557 5 E IR W B il
AW e BRSOk, o § I DR G £ )5 B
DNA AEAPR AR I 1T 532 1 12 LS DAL [ Rk B o681 g
KARSHS RNA HOTAIR, ‘B[] 5'5ifAES 45 & PRC2
HEW, 344 LSDI/CoREST/REST H &,
FERF AT AW AR S DR X 3, AfT X 3
(2R 1 H3 1 27 A ad e T 84k, i Es 4
PR R 25 64k, TR WM IX b o 22 ok s 3k
IR ZRIA (] 5y o),

HEE

OTAIR 555: H3K27me3 H3K27me3

49 H3K4me2 H3K4me2

Fereim
HIFE
PCDHI0

5'%“ 3! PCDHB5
YT

L HIAL

e

Fig. 5 Schematic presentation of HOTAIR function

in breast cancer progression™

El 5 HOTAIR 7EZLBREHE P RIIIRERER™

WEFC R, K JE %% 13 RNA ecCEBP (extra-
coding CEBPA) {5k A K ik k2 4fi T CEBPA L
2kb, MM, AERYAE poly(A) HEE
ELE RN, ik 5 DNA H ALK DNMTI 45
M55 CEBPA Ji 8 1 X 38 1) HH 640 Wi i 12k
CEBPA LA 22180, g #0051~ TCF21 1 —
A X KBS RNA TARID, 5 TCF21 i3
T LA A GADD45A A HAEM, M55 T DNA £
I EEALBE TET £ A % TCE21 B8 17X, KHIKAE
i RNA RN F4F 7 H bR & A DNA 28 AL
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TR AT RS A I R (1) ek 971,

A, ATAK KRGS RNA (1) D) fig 2 70
B FUREE R, tetn, SRR A R R IA
SR, BIEWEIUIA Y, K ARG RNA REfS AT
T AL B RO BAER, IRk R
Bt i 5L R IE . dE— XX e g & | H ik
W, ThEePEKAESniS RNA 7] LLgh & & Fh g 0 5 1E
MEAYERE “RiLa” (readers)(Prcl. Cbx1l 5
Cbx3). “ P 548”7 (writers) (Tip60/P400. Prc2.
Setd8. Eset 5 Suv39hl) fl “ ¥ [ #5 7 (erasers)
(Jaridlb. Jaridlc 5 Hdacl), LLJz DNA H 5 AL
B2 R, SR AR S i RNA &5 5 i
(R E5E AL KU 23U H REAS R ARG 20, o4
Rt — RN AT

5 1<3E4RADS RNA FOJESE

KARG IS RNA S5FEAESFAH #VIRAR, X
TEAEI AR A R MRS P AR M. ARG

fith RNA {EJiE oo 2 0, (H 2 TRA T I
REMIN IR R . A — 28K HE 4w iY RNA, ki
PCA3. PCGEMI1. PCATI &8, & & 78 5y 41 i
W R IA I ARG AY RNA, 1] LAE R 5 2% 1 B4
Fridigra.

AR R, A 2 FKAESiY RNA 7
SRR R IA AR RAE T BEL, HEAE
TAEM. H19 25— MR AR S RNA JE,
FERFIEAR, H19 fig-5 08 A Rl 28 AR 2T 4 40 i A K
D AH B AE R, ] oA G 3 0k T 5 i g .
HULC J& R LR IE e m s A, B2
RO -8 R R Y L AV SN RSE | SR
RNA. R 40 b, A2 TR0 3 30 X1
CAMP [ N TCA 4G B 45 A A7 s & PKA &R 7E
HULC it R EZAER. 5771, HUCL R
T AALHE miR-372 76N [ — Z& 71 miRNA, MM
JHF 9 o e 5 B A S, R A 5% 1 K A g
RNA 15 1 R0,

Table 1 Examples of IncRNA associated with hepatocellular carcinoma”™

R 1 BFEHEXBKIESRTD RNA 53R

K A4 iD RNA Yot h AT K (kb) JHFss v i T e AR
HULC Chr6 0.5 s A b ik B, = RIS SR Y SRR G
TUC338 Chrl2 0.59 JHFRA 28 A R FH S 0 L 3 50 8 T 80745 440 ff A3k
UCA1/CUDR Chr19 1.4~27 BA N7 N2
HEIH Chr5 1.7 5 G EAH G
MEG3 Chrl4 ~18 JHE A b Rk NI, 5 IR AR DGR VR T A E S F A id
HTOAIR Chrl2 2.3 R Ik 5 RS AN A 22 e 0 B A 27 S N P
HOTTIP Chr7 7.9 JHR A b Bk R, SR A
MALAT-1 Chrl1 8.7 A M rp Rk B, SRR R S R K
LINC-ROR Chrl8 22.8 ICARIRAS T T y8a 40 O P73 A 5%

JIi gt 7 7% AH G 181 %% 5 1) MALATI (metastasis

associated lung adenocarcinoma transcript 1), & —>

KERT 8000 M AFRR KR Y, FEAAR
BWREEAER, S R Rt 9T
W] MALATL 75 fiti £ JBE it v v 3807, 3@ i
shRNA {15 1% % MALAT1, 78 MALATI @it
WAL 5 caspase-3, -8, Bax, Bcl-2, BelxL 453&
DRI IE, AT M A0 i A, 40 P T A A 4
MufZ 28, THAEIRHE M, MALATI [ 3/ i H &k
EE M o0 4 X sk o, Rt , A5 GE 0 ox)
MALAT]1 1#) 33 - PLibAT #E [ ¥6 7 .

Ji i R 2R ik b & PCGEMI (prostate cancer

gene expression marker 1) /& — ™ il i g AH OC 1K E
Gl RNA, 7E i S 10 1) 26 R0 R e v b 7 22
YEH, PCGEMI R:PRHKCIE R 1603 ML HIR, LK
Ji e 40 B AT NIH3T3 40 b i 38 PCGEML, 212
40 1 5 5 R v B TR G RE T, 48 PCGEMIL & —
ANEUEIE . PCGEMI 381K 5 JBE R 9o 40 i %
B LIS R BT EEAHOCNE™, L3R IE R
e Ja— N B, X B 2 O E B L
BR T DL b B 55 (1 — S8 RE AH O 19 K R g 1Y
RNA, &1 — 263 W aHIF. ANRIL. Oct4-pg.
PTENP1 H1 BC200 55 71 fif 2 B4 i Rg o FL MR |
IR 4 B AR AT MRS T SRR
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KARG A% RNA. (H2 i T B S 8 =2 264k,
X P eI A Y LR 75 32— 2B IR AT
FU TR, KARGRAY RNA KT & AR R R 1
FHEAO (LA AR L5 DTS2 (12608, &
AT A B AR AEAE 3 PRV 22 SR O (A2 T AT
T REAUH AR AL £, HATB) A2
R S AL B L 2 (K A2 R 5.

6 1<IEZRAD RNA A AYHEKIEAR

ARG S RNA A58 B 3 il J LA A 45 3
Iz e, 5EARGTS RNA AH < 5 2 4 LA
JSER AR 2 R K. 5 AR EA
[, KAESiS RNA fa e MEAE X 22, A0 B
fi. dAh, HREFEEBEMLT mRNA. 5
miRNA M, KAEZmi% RNA FHK B H K, 1770
TREER, RFEDIReR B . DAk, XK
et RNA R FERR 238 FU R T i e A IR 2 /2
TR ST 7 i
6.1 1IELRAD RNA RIAIIFRFLEE

KA RNA (1) IR T4 2k D 41 56 e Y
SRR, FE SRR AR IS )75, L
TR R R IR A S IRAE L T AT R RS
fih RNA [ 558 ik L4t 2>, NONCODE 2 B4 i
KAESAY RNA I %, R &ML TTH TAE4005
RNA 2 (0 TS, 7R850 20 B i S5 Al Fmy DL
D L T B UL R G % 0w K ARG D RNA.
FIF K ARG AS RNA RIS REZE AT RALE S
A0 EREHE IR b0 18 22 S A K A G i
RNAM, o, s, HR I BRI T B R I8
() 2 57 25 I K AR G 5 RNA 52 BR T 38 61 16 7514
1. FIH RNA-seq FF & (5% 5 4100 )7 & B AE 5 A
ZE SRR KA AY RNA [0 5 —f Zugfe. @k
J7 AT DR IR AT 508 e AT R P A, XL
MURF AT
6.2 13ERES RNA FIIE S B9 E LR Ihse R
HH R

RAEECH 2 b R K AR i RNA {5 B4 2
TP R FEAERE, BRI BAR P55 BIEA
SEAREAE, FELE s — P e HFAIE .
MR AT LR L RACE LA e He g J37 51, i ik
Northern Z4AZ AT AL 4% 7 51) (1)K B DA B 32 B 1) e 55
A, EALE A INRE B U E H s ARy
RNA (#7145 K. FIH RT-qPCR 7] LL5E 5/ #r
FEA T HARFP A NRIE K, Db 20 50 k0

Mpras R

XA ARG A RNA Th BEHIRIE T A 0] 1 B 1
WFFORARL, AT LI f R ik H Az e 41 LA IR
HARIIDIBE, WFF05 06048 RNALL BORLAI 185 55
#: Yl & TALEN/CRISPR 2545 A . o T K ARG i
RNA 1EHHLHIIITSE, RNA pull-down B4 8 1)
W M iR R T 4R K AR Y RNA AT AR
AWM. A, RNA 46 88 R Uil
(RNA- binding protein immunoprecipitation, RIP) X
# qPCR SE56 AT DAJH SR — 20 56 Uk w9 5 1 A1 B A
Fjen,

ARG RNA A 8 B AR ]
DNA #H B 1E H, RNA 4016 i % 4 0 4> &
(chromatin isolation by RNA purification, ChIRP)#$;
APz BRI TR E A, YRR
FEGifi RNA 5 9O i A ELAE R, SR )5 34T 40 i
SRR PR, B AR R AL SR B RAR
BEERECARS I RNA R4, BET/EW R MR ok
PUESERER (R DC BN BRI N 87 S
ARt R AR, e ALK Qe i R A A
S BRI RNA 3 DNA CLEAT R (% 40 47
Chang Z5BVR B H 5238 TIX—HAK, SaEsilly
458 F LAAE A LD 4176 FL N F3 IR S 5 RNA 19
RS A

Bt B AR 1 RER K e, B AR g
RNA BF 5T BT A K 2 AWm L, - i Kk
it RNA W F R PR A J R ARl B AR g AR Rt

7 B 2

AR, WAEGmAY RNA [T AT —4%
LML E TR AR, S TAIA AT %
JEI AL 22 MG T AW (R A O ) L A4 T
PRI ARIVSFAYIT R S 1 i 258 N DI o =
DRI A2 R RS A i i e SR A DU R R B AR A%
GBI, IEAELRE T FN, WAk
BB W BER S it T B2
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Abstract
growing studies showed that these 90% non-protein coding regions in human genome, instead of being

Long noncoding RNAs are non-protein coding transcripts greater than 200 bp in length. Rapidly

"transcription noise", were also playing important roles on transcription initiation, elongation and
post-transcriptional regulation etc., thus affecting various biological processes. Based on recent research progress
on long noncoding RNAs, this review aims to summarize their origin and evolution, novel kinds of long noncoding
RNAs, typical functional mechanisms of long noncoding RNAs, and their roles in development and
reprogramming. We also tried to update studies on epigenetic regulation of long noncoding RNAs as well as their
roles in cancer research, and some closely related modern technologies for long noncoding RNAs. Systematic
screen of long noncoding RNAs and the elaboration of their functional mechanisms will play critical roles in the
progress of modern life sciences.
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