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[Abstract] Long non-coding RNA (IncRNA) is a functional RNA segment longer than 200 nucleotides, with little or no
protein-coding capacity. LncRNAs can regulate gene expression at epigenetic, transcription and post-transcription level, and
widely participate in various physiological and pathological processes. More than one thousand IncRNAs have been found
participating in the gene regulation of mammals. However, the functions and mechanism of IncRNA and its relation with disease
remain poorly understood. This paper reviews the progress in IncRNA function study and the role of IncRNA in the
development and progression of clinical disease.
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K45 3E 4% RNA(long non-coding RNA, Bl IncRNA) F LncRNA EZHFLIT 5 FRIES . (1) 8 [ g0 % 3 K 1) 25
K% 5 B AT AE I # AY IncRNA B8 # />, LncRNAA] 4 v W T B B — B IncRNA; (2) e {6 )5 8 41 . B A oK 7 ¢
FE 3815 K e S K T R e 3 U5 K T IR AR TR 25k LR 55 55—l ST i Sk R I AT AR S 2 A A BT
T2 5 50U LT B A B B0 A2 L 5 06 K 114 2 o IncRNA; (3)3F i fith & X 72 52 il i 72 v 9 S B 6277 4= IncRNA
FAR g % e R B Y] . AUk IneRNA 5 Eﬁ% &R (1) B0 a2 7 B 1 2 IncRNA; (5) 2 ] Fh il A — A5
IncRNA £ I R PR & A K R i V8 I AE — 2538 BT 7= A A D e B AR 4 A RNA, B R IncRNAK AR — 2

| LncRNA #5445 & ST 7R E AT 1A ik (R 2k Y 942 5 T A AR UL /R I E

) 2 LncRNA X & E B iEE ML H & I ge 6 5=
2002 4E Okazaki &0 78 XF /N Bl 4 & B 4 DNA (cDNA) e e
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AT B N, L RNA B ZE LSRR L R Wt e RUIR JEFALE S g & T i 7 SEl0s R T BN

2 B SRR BORG SR JR AR AR ) TR R IR M R B KE ERELMEEREESRS, (O USRI EA S
[YFEEH] 2010-12-02 [#EZHEH] 2011-03-07

[fE&E®N] & JR.+4. E-mail: gaoyuan_324@yhaoo. com. cn
* WAFVE#F (Corresponding authors). Tel ; 021-81873592, E-mail: Huin1956(@ yahoo. com. cn; Tel ; 021-81873620, E-mail; liushanrong(@ hotmail. com



ST E R KEEIRRS RNA BT 5T E

. 791 -

T P . 52 380 7™ 4 04 T A B T LA AR 4 4 B 2 AL 1 I =X T
TEHE (ORF) 5 85 3 90 3 8 7 3] 114 42 S 428 {1, DA A B ) i 3ok

EEST, (3) LneRNA &4 & 20 1 G 87 51, 22U T I 8
FHWEHRE, A WE O TEURM S aeRH, (b
— BG4 R Y N 28 R AR SF X8 T B R Sk AL IneRNA, W
HARIY  FE KM R % B W B s ot %k, (5O AF5
R LB 3 4L B 196 7 A Y SR AR R T 4 1 7R
FILT0 A 4% ~ 9% 7= A4 19 5 st A& & IneRNA, Hh if £
IncRNA{FE F5 22 (9 & & B Be b 8107, 8 B A 41 41 5% 40 g 45
SHECT B HIRZE IncRNA BA R5F 10 R0 59T R L
FORS o 1 0 40 o 2 i, (6) IneRNA BE A 0 =X 9 5 1
AP M R AEEE RN,

(1) Interfering adjacent gene when transcripting

5

A VTR IncRNA B/EH 70~ (& 1D . (D #E %R
T 2 A TR 1 0 I 3 DX Sk, DA 416 408 30 26 14 4 1 3
B A 235 Cln % B iy SER3 D ; (2) # l RNA B 4 1
I, 3 5 Ys 6 [0 = A4 R0 4 2 B A L T % el 6 TR 3R 36 5 (3)
55 s 2R R B SR AR B B A XU L 2F I F P mRNA
W85 Y0, P AN F B 85 VIB 25 (4) 5 4 % 2 1 5 IR 1) % s AR
& BUH 4 XU , 7E Dicer BE/E T 77 A IR PER) sIRNA N T
P RNA) AR R 125K P (O G R EE AT LA
A R R S 5 (6) VE N S5 M A 4y 5 R A TP B R R
FT A A (7) 4 6 7657 08 B 1 1 DT B8 1% 2R A R
FEANL; (8) AT AE /N 48 F RNA (41 miRNA, piRNA, mas-
cRNAMD) f a4 71150,

= mw = ;

(2) Mediating chromatin remodelling 1nd1fr}g \-
and histone modifications ;];gtcelnllcs (8) miRNA precusor
ﬁ (5) Regulating
protein activity
Splicing Dicer \(G)As structure
components
LY of protein
e (Y (7) Changing protein localization
(3) Multiple alternative splicing modes (4) Endogenous siRNAs
1 LncRNA BJER AR

Fig 1 Action mode of IncRNA
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Fig 2 LncRNAs regulate gene expression at epigenetic level, transcription and post-transcription level [
A': LncRNAs can recruit chromatin modifying complexes to specific genomic loci to impart their catalytic activity, inducing heterochromatin formation and
repressing gene expression; B: LncRNAs can regulate the transcriptional process through a range of mechanisms; C: An ultraconserved enhancer is tran-
scribed as a IncRNA, which subsequently acts as a co-activator to the transcription factor, to regulate gene transcription; D: LncRNA can form a triplex
at the major promoter to occlude the binding of the general transcription factor, and thereby silencing gene expression; E: An antisense IncRNA can mask

the 5" splice site of the zinc finger homeobox mRNA from the spliceosome, resulting in intron retention
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2.1 AW ARE AW IncRNA /5 07 3 0 53 1% 21
AR (R AIF 5T B S U T 3 B 4H BN (genomic printing) A1 X 3 (7
PR35 (X chromosome inactive) Wi 4> 77 1, 43 %1 5 H19 #1
Xist RNA % Y11 (B 2A), 3+ 4F HF 58 3E 52 IncRNA
5 RWMB AL RS I E R T IF 2B 5 A
PP A KA IncRNAPY

2.1.1 FEEAme FEEAONC.EF EMIRICH DNA
F 3k (7T D2 R AR T . 0 DNA-ZR [ 5t A1 DNA-RNA
ZHAEH ZEFAEMNS R EIEAES SR AL
Fifi, BAREDICHEE N i AR E A A F 5% . 07 IR
fie JRILIAE R AN AR R B & & b A % 2 06 I i R R
FH AT Sk R G 1) B et A AR K 5%

DNA H 345 55 H B0 iy @ r M4 Hs, & kB fE
B 40 L Y B AR ) X (ICRD . AN X — U3 i i 52 B A [
JEEXT A 3 R B IE X 17 5 Y R O 1 IGF2 % ik
(Igf2r) X 7 5 G o 445 i 19 Kengl X, IneRNA 7 31X $6 E[)
OO RAEEEAME Y, LocRNA 18 EIE X A 5 28 47 2 7
UBR. BT AR, Ik 2 B il 2L 3 i B R AT e e
T o R A S = W B SRS RNA™ (235 IneRNA) . E
A IneRNA HIE Y 2 5 1 45 B g L PR 32 k0,

ANEL 17 B Y R 1Y Tgf2r X 55 — S BTk 52 B0 Al 5 5t
9 IncRNA BIRL 85, BRI Tgfor S AN S FRG—4
ICR,Z 58 & 1Y) DNA F AL, A0 &R Y 4K 1Y 1gf2r ZE P
EAC 2 W7 Y, 3 2 T AR 7E — R PF 3 19 IneRNA— Alirn
CED AR B RE A% LU 7 I HE B O 5 8 1O A TR
B 2V T A € B Y SC VR Pk 2 ) Sle22a2 1 Sle22a3 19 ED
e,

7 5 Qo A Y Kengl XAESEH B 5 Tglor £ B 25100,
Kengl KB — AW & T 7E ICR, A S BF U5 o 25 7 56 9 Y
DNA F 34k, 7= A ol SC TR Pk Al Y 3 Ak 45 Ao 35 IR 3% i A
i — 2% IncRNA——Kenglotl BiFR Litl, % ICR £ 900 kb
KN BEFR O KeDMR1PY & 5% 48 28 45 v 36 X A9 B0 7R &
B, RALLUN ICR A ENCW K A Dh A FE g
£ T 75 Kenglotl™, M7EMRIG 4141, R i T ICR
rh ok (i 3 R A B B D A 45 Kenql 26 R AR B, L3 s A 3T
P 3 R IR VA B B IE . 3k B ] 2R S Mk Y BN 25 R TR AT
FEAE BRI BB ) . KeDMR1 P8 i e Bl il Rk R B 5
A 38 U 30T o R DXL A WL R RS D2 3 — BE 18] 38 A R o0F — 45
2.1.2 X FokkF X YOI R & ERE
Wit & & R, X — o BB X K36 H 0 (X-inactivation
center, XIC) T # il L & — Bl 0 SCBE#E S FEAE 20, XIC & —
AN AR FH A7 A5 A 0 X (0 A B A 5 R XKist 3
PRI 5 T DR IE (AT — 4% o €0 R 35 o L AR AL o AS B L )
H IR T X YR TGS,

X e kR 2hbs &MY 17 kb KW
IncRNA—Xistlil XA A 5, B 7EMFL 3 1 X 4 @Kk R
W AR R EEES MK SR AN TF Y R L Xist IR ik
Z T, A b —BEL. 6 kbBy N R AR 4 15 5 Sk AR ——RepA
A 554 Polycomb I il ¥ &2 &% 2(PRC2) , B Yt 8 J & 14 &2

B EEES BTN X POk REA RNA 55 1, 7%
RIRE 2% 6 A Y2 £ 44 32 B A% “ HM 22 (coating) ™, Xist 18
X P @Ak By e, Ra 4l 8 A W B4k (i H3K27 = H &
A RO 20 & 2 GORE X% 0, {4 2% 0% A 2 7 4t A 3 23 9 1
FHY DA X5 £ A 20 38 1020 (0 T [ SR Tsix 1)
PARR I Xist B9 36 M, 6 # XMW X ROk RfF oA
PRC2, Xist /509 X Y @74 18 19 R A 545 o Ul 3t 2 i 2k
PG M B TR B e U 2 k) T 3R AR 4 A 2R B
M H3K27 0 = H k) e RBUR I Ok L iF £
CpG S J8 30T 34k, 22 16 19 B2 6 R 4K 1H R5 22 & B Xist, DU
RS NE = I R R NN (£ I IR DG S 2 N |
XistRNAM 45 A HLH 0 A WG, A 2 8 A, B8 76 40 i 43
] AN R 2L Ry 35 AR 6 Y B 6 R M L &
Z WAL 5 24 )5 X Y o R R 0 IR R AFE DY, R ITIZ RNA
“HNEET 5 B B % DNA 3 1k 3 [7] 4 i 3 WL a8t 14 27 Y
L DT % 06 (g e e AR AT 2243 24 . (HE AR AN L Xist
F PR B Bk 2 I OR S e 3 P DT B, BB — H @ 57 T84, In-
cRNA PRI WA T RELTHT . B, —5 %
B HOXC #:H JE (¥ IneRNA——HOTAIR™ B4 2 81 1ty HL
i, B RS SR A Y 5 A A 1R 2 (PRC2) I8 3 4 3
HOXD i 5, #E i %S HOXD 3 [K ik 40 kb (55 54
AR TUBREY (B 2A) . AR, Air.Kenglot] X 28 In-
cRNA #RRERE i it 55 58 A0 7 1) 5549 42 & 1 ) R 3 5 B il
Ezh2.G9a Ml 3% PeG 45 5T 3 3 WL a5t £5 DT Bk 1022792 3%k —
MUK B2 0 5 AL 54 0 5 R F MG B i B Rl Rk

A WG X Y O R AE A 5 — BL, B —
PR P /N IE SR S RNA A 260, Xist B X BE #5 5 A
Tsix B K B PG AT JE M — RNA — %K, 7E Dicer MifEH T .
BN T BT 24 ~42 nt KNP sIRNA, % — B
it G0 Y X G A b B P R e 5 A A8 R R 6 T
PR X 0 A 0% 2ol 2 v 4 2 1 0 T R = R 3 0 S R 4
H T B L SIRNA, FF H X Y 0 {80 i Xist J8 87 F X W
CpG 8 P EALBTFZ B, X — L S0 T LU In-
cRNA FI/N RNA 7£ 3¢ (4 Ji7 5 9% J5 1 79 4 F 5 86 & L TR e 42
R RNA WAL —NE R E IR0 L ERPY,

2.2 #FAHE LncRNA BBUEIE i £ Fp LI 78 5% 5K 7 3k
TR RN FILA i,

LncRNA WY SRR DL F P4 30 2 R iy ik, B0, e fE
) SER3 3 [H &2 | | iif — B IncRNA—SRG1 ) T, i
Wi i B F 5 SR I IneRNA TR RNA 454 28 [ 0 2 56
BT XN IR R Rk, A, A i 40 i R ) R
M D1(CCNDD) 33k . DNA $i 55 S % W E 8 7 -
Wie—Br IncRNA 9 %3k, & 1 9847 RNA 454 & [1— TLS
HEVE % TLS 1M CREBZ5 & &1 — 41E 1 LB AL 4%
F AN p300 BT 2, #E T COND1 2% [ 9 3 35 BT B 02 (|
2B,

LncRNA 7] By 2 B 98 5 % 5 7 B9 3% L il /)
B — Bt IneRNA——Evi2 #% 55 B — B #8 Of ~F B9 3 3% 1 9
T e 5N T DLX2 R *E 4K I A E—4
s L NIE 90 5 A F i EE I DLX6 /) 3R i85 (&
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20), 55 R S o T 0k B A I R A A A AL
8RR 27 X Ok P RNA B A 8 (RNAP) T 093 3 i 1
PR R I X T BE R A7 AE T E0A% AN B e 64k by b T fh =
5 1A 525 00 85 K 42 L s 30 4 RO 3l AL B

B, N 17 S YRy Igfor KRS — A PHEsLpy ]

N IneRNA M7 5, R Y@ ik I — KRB0
IncRNA——Airn™ A BEJEE Tgf2r /Y ICR X 387 1A 5 5%
Ji 45 Tgfor AR, X — & CBERE S RNA BB A K, 15 i
A Tgt2r i 87, IRl SE PR ] X HE R 48 26, )8+ —Fb
e THRALE ™ (B 2D)
2.3 HF BRI LncRNA 7EH 35 KT 5 mNRA B
BEE RNA 2 A8, LR 36 mRNA /9 38 220 =X 46 oo,
AT 98 45 3k R £ 3k, 9 4, IncRNA-Zeb2 (Bl Sipl) fiE % Al
HOX v 55 5 mRNA B — A0 & F 8 5 o 87 U147 B
BORLUEES T Bl 1k 2 & F 8 0T b0 (Bl 2E), X EE A
XFF Zeb2 BB 132 5K T 0 2004 AZ W VR 25 6 037 4, Zeb2 8 53X
RS 48 & Zeb2 BMAM RE R, X — 6 F U H In-
cRNA AT LI S mRNA WA Y 3k B 85 1%

53 4M . IncRNA F9 & ¥ GB O B $ 1) 71 1 L 6 78 1 32 14k
EAEWRE W IE X 8E mRNA # SE4, X — M AL L F
RNA % S B UL & A Y (RISC) i i siRNA $E 15 /E H F
mRNA, K H FEAEFEALFE R IncRNA B UEE RNA, 45
B M B P R e 5, REAS BN TS TR siIRNA DL 56
B R UTER T (B 2E) .,

3 LncRNA 5IEREFRHXZR

LncRNA B 895 5 Z M 56 9 8 4 15 JE 5, IncRNA
B 7R 24 23K T R T BB 1Y R AR X — R IUTT IR T % R 2
I IncRNA /BB BF 55 00 37 45038, B0, DA p15 #0098 3k B
SR T SR B9 — 45 S X IneRNA 0] LI 5 R 3 5 4t (5 5 A
DNA 346, 1% IncRNA A 68 A & 242 K1k, i
KR PHE M BRES ZAE R & E, 2008 4E Yu SR R F IR,
45 pl5 TE N MV 22 IR 3R WL st 4% AL 1 i ¢ Ak A= R I0 8K A
i 2 [R5 ] 5 SRR R B9 Ine RINA L, WA 171 5 5 A1 S8 2006 1Y % 2
LncRNA 2 5% 60 I & 43X — B 7T BE 38 5 90 H 56
PR 22 A5 AR 2 T DX A e o PR B AR A OG0 i, — Bt
S SCBERE S IneRNA R 2 By AL s 5k ] S 3480k
Y a-globin % K AY 2 M UTER , T 2L o P 200200, R an
KA WS TR B 20 rh B 25 2 IneRNA 19 587K 7 &
AR U, IR R R KT 9 A5 Ak B 5 4 Ry e 12 I 1Y A A
Wy AR B B9 mP B DD3) RV 7E 285 e gk o)

3T 2R 7E X BT R PR I8 BRI 04 B 5 P 2 B — A IneRNA——
BACELAS, B4 53 A B 43 il B4 i 5 K BACEL 19/ L4k, 8
SrIBEEREAS A R VEMRER AL JE A 1 BB BTJR %K I R
M FE2FER . BACELAS B % By Ik BACEL mRNA 3 # 2 i
R LA3E N BACET mRNA B Fa ¥ A S 20 g 3
WEEEE 1 Z AR, IR 3 BACELAS f9335 , 3 4 1E = B 6 7R 4%
SRR P B R & R, M S5 o A KRR Rk A X
BACELAS f siRNA J&i , &% Bl BACE1AS B & ik K [, 8
TERY R 2R Y 6 8 Kt TR I R B, X R B BACELAS &2 —

AR AR IR YT BT R R RO Y 25 R

2003 FE AW FTEI, 53— IncRNA— MALATI
(metastasis-associated lung adenocarcinoma transcript 1)J {2
FAAET NSRS BUR IE B A0 ) AR B0 i /s 4 i
Fah MALATI WRB KR RE. BEBERBZE.
MALATI) FRIRK PR F R #m UL MALATL £ M3
R A RRAMN . MALATL B & RIA 5B ENR4E
ERFBYIME, FI, MALATI £ HAbF 2 A2 M v ot
S PR AR AT R AR G e Ak, LM L TR L e L 45 M L i A I
RFHE 9 Bhoggr T DL b SE A0 45 R R IE B MALATL 19 B8
PRV 2 MR B & R B R EZ AR, A X MALATI
TE I A R S AL AT e 2 MALATL bAFAAE 5 e AR
KPR Ty 5 53, MALATL ¢ 55 VA7 F 40 Jf #%
IMERIRZ L ik — X2 5 R A B A (B 47 N L mR-
NA HA, DT 45 I 983 & A= AL, B DLk o 67 6 &R 39
MALATI17E 3 [ 3638 B9 41 23R 45 AR s 2]

4 B 2

HAXE T 8 H 41 R 51 LA KN 73§ RNA SR, IneRNA
W58 ALAL AL 6L 20 B B, BE & 0 IncRNA 72 1 5L 3 ) 2 4k
Lo g A % R AR FH Y 6 1 IneRNA B9 AL © i S AR
B AT PR R, SR, 32 4 S ik, AT T i 3L 3
YIA M A IncRNA JEHEHLE] B AR A 7V 2 i, 45 E
T B Fe Bl R e TR AR AR . R AR ® % IncRNA 254
O B P S A I O T, X A 2 M TR 2 e v A0 TR R ) RE
P RNA R R R E MUY, i, F 9 8 IncRNA
AR R A2 S ), ELA B D B 4R BIF 50 40 18 X 4
TEM B FRC IT B, P A 28 IncRNA 22 6] £7 75 22
HAER I B — B R R 4, R K TS RNA
IR A DIRE MY AR 4 B AT R PR X AT IR A 2 A L
R AR A AR R e, e AT TRk . A F A
R AREUE .
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