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[ Abstract ]

multistage process,

The development of cancer is a complex
which is primarily due to the
unbalance of cellular homeostasis. In addition to the well-
characterized protein coding dysfunction and DNA muta-
tion, dysregulation of non-coding RNAs including microR-
NA ( miRNA ), long non-coding RNA ( IncRNA ) and cir-
culating miRNA was found in the initiation and progression
of cancer. Moreover, aberrant RNA transcription, pro-
cessing and regulation, such as RNA alternative splicing,
RNA editing and competing endogenous RNA regulation,
have emerged as important regulatory molecules or mecha-
nisms in cancer cells. These non-coding RNAs may play
vital roles in tumorigenesis by regulating oncogene and
tumor suppressor gene at either post-transcriptional level
or epigenetic level, and act as potential targets for tumor
diagnosis, prognosis and cancer therapy. Through compe-
ting endogenous RNA, the IncRNA cross-talk with mRNA
in a miRNA-dependent manner, and thus form a

regulatory network. Via RNA alternative splicing, onco-

gene and tumor-suppressor gene could generate tumor-spe-

[EE€TB] EHFARFFESEYTH( No. 81230074 ), Project
supported by the National Natural Science Foundation of China ( No.
81230074 )

[ M4 H AR ]
20130118.1611.001. html

http://www. cnki. net/kems/detail/31. 1725. R.



e D

o [ ffosd A M a4 2013 £ 2 A ,2001)

cific alternative-splicing transcripts, and therefore affect
their biological functions. However, several questions re-
main to be elucidated: What are the underlying mecha-
nisms of abnormal expression pattern and dysregulation of
RNA in cancer? How do the aberrant expression and func-
tion of RNAs affect tumorigenesis and progression? Which
abnormal RNA can be used as a biomarker for tumor diag-
nosis, prognosis, as well as the therapeutic target for
cancers? Taken together, RNA dysregulation in cancer has
become a new research frontier in cancer research.
[ Key words ]
RNA; RNA alternative splicing; RNA editing; biomark-
er; targeted therapy
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neoplasms; microRNA; long non-coding

MEEARRER, HREFMRER-NFE
AP ROAR SRS TETEE. 2011
4  Hanahan 7 Weinberg Dy b s By 6 K 3L K
FEAERS BT 10 A, RN T S R Ex e
KBNS N KBEOEL,T. XEXBEAQ TN
WA FERRTARRASNENL, BF A0 E 5
15 W 25 1y 25 FL Ao 35 T ok 3k B 45 P 4 o L. 2001
N KA AN 40 B IE AAT DLR, BB B9 R R RN
FEEANR, T ZFK, BLERANF LA N
HEREL FEETF ARG ERETAEZ AL
FoaFIAWRE; AL, MAAEZRASTH A
BB A GAEEAN R RERL 6 F.
RNA 1E 4 &0 = U B AZ 0, B 1% 1% 15 & b DNA %
WMEEARWEN KRN EERT TR, &
FHERN,EMBEFHEEERERARN S RT
fy RNA, X 26 5% RNA B & 3, 6 AT T fik 74 oy
A F BN R T # AR,

Jif & A X RNA 8 53 % 4 5 : RNA 3 25 2 3 4%
Ty #E B 2 % A0 RNA 4 & B T ik 69 % o RNA 3
1R 42 T A WY R A A R R R R KPR
FR R R LR R, W 3= RNAL & 4 micro
RNA( miRNA ). # 1= /N RNA( small nucleolar RNA,
snoRNA )% Jiy Rk R th %, E X FH# T E K
TR 4 A R 2 3% A mRNA 8y &3k Kb,
Mg XA e XE Wi KEFEHRT
RNA( long non-coding RNA ,IncRNA )89 3 # 5 % , &
ik 98 A o< A A R 3k A% B4 K A TR, ik T O
BHAE, RNARGBEAHRN RGN EZEGE
RNA # #5735 69 52 % fn RNA %38 09 % % . RNA
WEMETEN AR DEES XL E B

KRFULRL, FHBEXERI BRI HDE AT
EiEE K UE;RNA /W R ¥ %" RNA — 4
ZE A R M A tRNA X A 7R B e R A,
BEARE I, X R H K I A JE AKX RNA 1
FHEREEMFER AN EFRETRT HONES
BB, R R R 1 B R 6 Y T I B BT R AL
A Sk A JLAEH P K LBy S R AR R 1 R
) RNA 5% DA RCRP 8 28 B o RNA A BR e T, Rk %
Fohy f e B ALHI1E — 3t ik

1 miRNA 5/igiE=E

miRNA 88 % 7 i 5 RNA #F % 4088 & )2
EREN, BB FEHH R, T miRNA £ 5
Pr R R AERVE LR E R A EERT
B AEHIAR,

miRNA & — £ K FE A 4 22 M H w0y 24
RNA,Ehft F ERFAHEHEE N KRR, AL KXY
30% t 2 [ % %) miRNA #9842, miRNA # DL
Y00 M i S AR, o i b g B R
MR E, LA R EfAR, HER, A
HEXELREENNTFLZEN BN LR E &L
PR 4R % AR R EH 44 miRNA Bk A
EEAATHLTURS M B (LR LA RL TS
Jip 8 An SE AR E ) 40 L Fe IE 48 18 B9 miRNA 48 40
( miRNA signature )' ™" B # 3% %6 miRNA #5407 B
4 7 B4R L, £ 1% miRNA 35 S0 A ik 58 5 B
BT BTG FI T o v A AR
1.1 miRNA 835 b 55 64 A 75 X,

HRAE B 7 miRNA 1E ] 2 20 B 8 R ], o7 DA K B
& miRNA K B o & B & 90 35 B A 2 a6 oh 30 &
miRNA( tumor suppressor miRNA ) f1 B 747 J& F F #
o f B & & miRNA ( oncogene miRNA ), # /&
miRNA A #5881 3 2 A, 30 %) 3£ F oy R 35, £ M E
A4 E AR R 3K TR miRNA U 38 ) 400 3£
B, sl dm A E N ERL EM Y RAEEAS.
1.1.1 #15% miRNA  #7%% miRNA 7€ i3 th & 4 |
KRAAPRIANMG FENER, BEEXHE—
X B A0E miRNA 34 #6877 DL 5 Bk dw B
EHEAENELT, REAXASHTURZNE
miRNA Ty a6 M ek K AL, B R EH 46k R % .
2 WU Bk DA B miRNA A Tk 2t #2 5 % 4

miR-15a/16-1 #£( miR-15a/16-1 cluster )7 12 14
WP 2 j8 ¥ & % ( chronic lymphocytic leukemia,
CLL)® F LU 2 9 b £ KWER . RAWAN,
#Bt 50% By CLL B4 13 5861k q14.3 RRFAE
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AR EAEWHE T RATH—FHELN, X
— P iR X N % R LA AR B CLL SR I 9 30
BEEX-—REALIRTHEFROXE, K
FEERRLT —BAT Lew2 EEE2 5F 548 F2
8] # — £ 30 000 bp ¥ %% miR-15a.miR-16-1 #y X
B, miR-15a . miR-16-1 7 1F 4 9 & & F % v it 5 1Y
KAEFEX —REALEE T EESY . miR-152/
16-1 % B 798 & B — #F, 78 I8 3 5k 3k AR B 1K
P CLL &% CDS* 40 F miR-15a/16-1 #% % 3£ #
KRR TS, BEL s 2B % I, miR-16a 7
W LENRELRE M CLL B A Bk 3k 4 TR
AEHE FE R 7 H 4 & I, miR-15a/16-1 4% 7 DL #2 ]
BT E Bel-2, %A B A CLL R EER &%,
A MR AR, T L4 miRNA 1E ) 310 3t
By 1 A R 2 4L Bk B B miR-15a/16-1 45 1K
Fik, T T B2 EHE M RK Kk W4, &
5] %7 CLL. A%l R % R #0352 7 2% —#
#,miR-15a/16-1 £ 5 Bel-2 kK B RAE A X %,

B2 7 miR-15a/16-1 # 2 4, & 3 let-7 K
I miR29 Fk A B £ miRNA #BE
SEAME S, £F LR EC B A EE
HARNFELINT — £ 7 A A KB miRNA, H &
t#ymiR-199a/b-3p-EL A W # B9 318 3 46 5 AT 28 J
miR-199a/b-3p #y K 35 & AR, KA KT 5 FE
FRFEEEMK X R ERNF 7@, XA miR-
199a/b-3p ¥ UL 38 1] PAK4, # it # 4| PAK4/Raf/
MEK/ERK 15 5 1 # % v JT % 20 o 6y A K o 3 2o B
W 058 o b 4 M E 1% miR-199a/b-3p & T AT &
BT R AR K

o —MERE BRI st 2o B8 o
B miRNA L HA L8 L —HH L4, &
KA BB L4 5 A R F B9 miRNA BT/, {8 5 41
A H T ME, FE 4R B miRNA
HBEEL 2 B KA, Wk Hela 4 4 F miR-29b
s F LT 7q32 X 3 89 miR-29b-1/miR-29a #
BB 26 A, T AL F 1g23 X 3 B9 miR-29b-2/miR-29¢
U B BR 4 A E b bR SF B miRNA 445 3
FWZAEAEALALR BT 3 miRNA 2h 8 6
FEM E-ANEMERRE, AW BESE LTS
ZE| B, £, m T miRNA B % 50 5 0, 7T
T T & A 2 H 4 E i Bl — miRNA 7] L 7E 48
MARRETZRER, #THCREAALESRR
AN FEh . HMEMEFRNEN, 2H KRB
% W 7% miRNA 8 [ 20 & 30, 7F ELAk & hm i RoA
R miRNA R H R 4 5 KBt K ENER .

1.1.2 {8 miRNA HMxtFELAANKENE
miRNA , {2 & miRNA JU| 48 % 5 4, 3% 4, % 5§ miRNA
MAERGETEET S ERTARBATEFE D
MEMET X, REwlk, LILERFELRERL
Y — WA N EE miRNA, it Rk #
W EMENAEE R E

miR-155 & & — /M & W A & 1F Al 0w
miRNA , 2 4% 7 2 F 4T B 20 % & #( B cell inte-
gration cluster, BIC )3E %% %5 RNA W, % & (K & L T
20230, BEAHBEAF R ANAHHE T miR-155
ZBukit hEH . EXLMEF EAEHNFEEE
Ak e E CLL, & M % & A i /% ( acute myeloid
leukemia , AML ) i J& X LI P £ X ¥ FH., =T
Jib 323 40 0 % % 35 miR-155/BIC th 4 T HL 4 & H o #
EHE A FENNHR, b BAE 5%, miR-155 18 1 19 22
B A 147 AT e B By oh fE R R T
2 Al 78 R R L b 1E] T 4 A6 ( epithelial-mes-
enchymal transition, EMT )% . #2 5L B 4 4 5 o 6 &Y
% FEMEE 4R miR-155 7 DL It & A ik 2 K 1R E 1E
Jl. #£ AML % ,miR-155/BIC &§ & %0 ji % & 4y £ 7+
K FLT3 W & B E Z R % (in tandem duplication,
ITD )M B ILE EM X % 20, £ A | f i % i
H BT FLT3-ITD 15 & 3 % 3 F & 1 miR-155/BIC
W%k %k A F, # F miR-155/BIC # % 3% T & #
FLT3-ITD'®’. miR-155/BIC 7 § H1 & f1 5 & B9 1
B EBAR W LR BTE %2, & B 408 4 7 M miR-
155 Bkt EHXEDRER T, LAT & fwmar
W BAM S mEWAEURMEATHELN B A
Hog I £, ST, miR-155 £ Mg R 45 LK
PR R R R b T R Rt AR R
I, &% W A G & ( chronic myeloid leukemia,
CML )% it % & CML A2 %, miR-155 % 3k R T 5
1%, [l # MAPK.ErbB.mTOR #1 VEGF 5 % & 1t.,
miR-155 &3 1 36 0 0% 35 B B R AE . XA RE I
F 44 miR-155 B FE ) £ M, 48 78 3% miRNA-
155 #& W B 12 % miRNA 72 F8 & & B9 B B £ DA
ENEEX YN Y &N bR A

B 7 miR-155 z 4b, 3 & 3F 52 4 4 miR-17-92
#0524 miR21'521 42 19t % > miRNA # B # th
B9 3h fb, 3 43X 5 miRNA B9 3 35 AT 30 41 fie g iy
K R R R T B B
1.2 A%+ miRNA Rk wyiE s

miRNA AR kA RH T E R B EEA
Bk RSB PTEI AT A, B F miRNA Y&
KRE AL E B B FRERAE TP R ek, &
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W AE( B FX DNA 8 H b )b 5 5 &
B, EBMRETEXAANT HTESFX DNA F
A P75 A2 miR-127 LB A H 2, miRNA
FALZ %] DNA ¥ 34k i 3, 78 7 DL 38 % e 38 4%
DNA W FE By A8 X & & R % & BF 8 00 27K DNA
F A K, 7] 4n miR-29 F Ok #T DL ¥ 1) DNMT3A/3B,
Wit KR R KT LR E
w8 B AR R R AL, g B F miR29 &k
T, 3f £ miR-29b 5 DNMT3B W %3k 2 4 %,
# 7~ miR-29b F ik oy T T a2 g L E 415 F 3
b LR A8 FE LB AL 2 —
1.3 miRNA Z#HEW IG5 T 47ED

miRNA 72 it 8 41 8 1B % 48 DL R B
CEE AR NS Rk oD R
Yo miRNA By & 3838, ¥ DL BT fif 7 45 7 It o 4 4
REENRE, A EREBERTLTF A, A
IR, RE T A R LA miRNA & 3k
TR T DAE A M TN R E Y R IR . B E AR
miRNA FAE R N I E 2 FoBHNHE T A,
A, miRNA #3385 71 DLF T 000 52 1408 B% 1
BT, — a4 9 > miRNA B KA 4
miR-155 .miR-221 .miR-222 # & % ik % miR-29¢
K F K )G RIFMH T CLL B3t B A D let7 1%
Tk A P HOA R 5 ARG B AR
RIS, — 4 W 6 A miRNA 41 5 8y % 3K 3% 43
LHRATHMARCEEBOERE AN EF
) A K s R, miR21 Y A B S TN
BABREAGHWRIIIENIF S, HEK S W
B % & W, miRNA % 3k % & — F A 808 i 8 A
J& W IF I F B, A8 A A A miRNA F AT 10 i
W2 2 B (B W 5 FHE— R,
1.4 miRNA 50557857

miRNA G R G LW SR &K T A W E
RNA 4 4% 18 3697 89 87 7], B T miRNA & & 09 4
Mef# 4 miRNA B R T 008 % 367 B & KA 8k
P, B, — miBRNA TUER TS A0, HW
BB At % 4 3 B AT 5. B w18 miR-
NA # # miR-29b, X 7T DL #8 1 ] 3@ % (o
MCL-1), ¥ ¥ DA% ) F 3 (6@ B (40 NMT3A Ao
NMT3B )™, H ok, B T — % miRNA, 4o
miR-155 .let-7a . miR-21 . miR-17-92 # , #£ % ## 5Lk
BROLRRAZECER BT RERE , ERANKE
ST b3 2 miRNA B ) f & 4 3697 % Fh B E o F
Bz —,

miRNA Al THBE BT 5 —MADWaFRAE

M R AR TR E T RE AW
miRNA. %t ¥ & 78 28 6 47 9% miRNA % 3 09 6
T AR T B, % B Y 7 R E 4T R B miRNA 4
T, B miRNA #£ #1 4 ( miRNA mimics ). 4% T %
miRNA o FER N EEMEREN B, o
miRNA 42 F Tk LB sh 37 8 o7 R N4 e,
PLEAR IR 7 & K & B RNA B # /5 miRNA
LA A R, miRNA B4 0 M A T E YK
e AR TR T. LA R R
T ¥ £ F B4 miRNA A8 7 £, 2L F 5
B miRNA B304 5 T 40 R M B9 2= 3% KR R ( ate-
locollagen )& &, T M A MR H H B E M, Z 5 H
B4 T £33 KRR B miRNA #9004 F Fg R 48 % &
WE RN, TARMEHZRED LA, KF
miRNA B30 sh ' ¥ . 5 — Ak & Mo 4 S E
miRNA F 3k 8y 77 3% 2 38 3 /7 2 4  miRNA # i
NI EE N, EH - S EL AL ERRE S TR
T 2 miRNA B B 22 4 e k04

BT 3 A O 40 i A 128 miRNA 5 35 30 3 ak 1
BT T E , & A T4 miRNA 6 B9 7
2 miRNA R X & % & # % ( anti-miRNA antisense
oligomer , AMO =, antagomir ), AMO B T B #h &5 A&
miRNA, 97 %] ¥2 miRNA 7 & 1 % . AMO 5
miRNA B34 Bl A 77 7 TR 0 A2 MR AR 22 B 18] L, 1
W, IO H IS NFEBA T LT U E AMO £ &
W A E BRI 4h, 4 B (locked nucleic
acid, LNA )’ F1 ik # % ( peptide nucleic acid,
PNA ) ® B AR BB F FH#E AMO W& E . 5 —
AT 4 b5 40 0 (R 8 miRNA %3k B9 96 97 % w6
23t 5% 4 K H ] 9 IE miRNA #2847 & T 48 miRNA
4934 4 . miRNA ¥ %( miRNA sponge )t /¥ 7| 4, &
AR % miRNA 4 & fr 5, # 1 B 4 & & #
miRNA, #7 %] miRNA & 2 #2'*’ . # miRNA [& ¥k
( miRNA masking )l # 3t % 11 # % & %} 45 & mRNA
E%% X mRNA £ &AW EREHF#®, H A
miRNA 8 #2475, miRNA Tk 5 A7 4 &, AT 47
#| miRNA #73h 86977,

] Bt #3897 77 R — 4, B 18 miRNA 89367 44
Hom X EERANAELBEZL E, R, BTk
DR S B B SRR, I B A I miRNA T f By
BB &Pk ERHW AR R ;R , X TEEL
T miRNA 1E B9 % 3 5 i, NFE 36 B, 697
M miRNA Z¥ &AM B LR Y &4 F Wby —
W, MEFLFL LI RmENFEEER, A
—MAHAFETH—FHEARGERRBIEE, 4
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ANEL 42, % miRNA B 4% HCV 25 45 SPC3649
( LNA-antimiRTM-122 ) & £ # N 11 1 16 JK i 3 B
B,ACMFETHT REFRR, FAFLEHLAHA
RHF B S AR A B miRNA B B
FHEART E£HWH &,

2 IncRNA 5iEiE=

2.1 IncRNA #2& Ad4
HERTFENFRIEE, BRAGFEREESR
W RNA' BT, BF RNA Il 5 R4 % K B
ZAAPUREZRFHEINEEAAN L HEIAR, KE
MM FATERLN, EHAN L2 EFRPLE
EHEWRANERDHEIAR, MEFTFRKNEN, A
MEAARE| X L R RANE PR T &
W R E B AR P, R R R T A R
R, MEEGESFRXEEERANKBRALEL T,
EHABRT 1% thEamDFHTH#IH
mRNASN, H & 4 K30 7 7] 4 3 %l 4w 28 7
#1°. IncRNA % 3 K J& 7 200 bp B b, 3% H
W B B2 A 4 AL B B9 RNAL IncRNA 89 & X R B
RTHFRFAANERGHIAR, RERSEH
oy 78 LHY snoRNA By K JZ 41, K T 200 bp, B4
J& T IncRNA B35 % . 214 %, IncRNA 7& 40 Jil & &
T B &N J7 T BN T ik & # A 3B o K IncRNA 7E AR
B T 4 BT M B A 8 B R AR, DA ROIE B K
£ REFRKEEEZNER. IncRNA 7 41 Ji 4 32
HERRSEEHSAE P REERNE LHER
&Z:(1)ncRNA 5§ B a WA ZEAE A, B
EAEE N R A TRAELE A EN#E;(2)
IncRNA 5 mRNA # 4 P& 45 & miRNA, M T £ miRNA
T % A 3% 2 ¥ mRNA( 5% 4 £ IR RNA 83 88
IncRNA H B 55 A 4 5 4738, o 3 48 300 — B
#E AT miRNA £ BT TR ARNLE N
HRME, HEMEXRZANFRALTRS B,
IncRNA 7E it 78 o 8 18 B A% X R AL #] u&xﬁﬂqﬂ
R E KENABERNEFRE T2, X —9H
AHFS A REEL,
2.2 IncRNA R4zt 78 R VLI A% 69 45 A A2 X,
R4 B X IncRNA 4 R 89 7 ##, IncRNA 7& i
B EMAEFHLHE 5 miRNA 2 FHZE B Z WX 5.
4 BT X Bk, miRNA £ Z 1F B T # % & A F,
miRNA e fif & o 8 o fE Bk T H ¥ 5 F 09 0E 3 F
SEEESEN, AT, HENEERTIELEE
REHEENRES, XN REFHREAREERR
FWEA . IncRNA R Wikt FPEE ML N EE

Mo, FERBENZEEFREENARIAN
IncRNAXE i 78 98 45 0 £ B (R LA R,

IncRNA # TR WA FF W 5 L EH A=
fr % Y14 K o IncRNA B9 25 B 4 % o — X T & A D
T4 #3.% — K 3 IncRNA( antisense IncRNA ),
HpmFIMTEaRBERNGR (4 L HEHE
PE - NRBEAXENSETFES;F -, NET
IncRNA( intronic IncRNA ), H %5 & 7 7| &2 46 T & @
%%E%;EIEW/\%EF HFEASEAIETFES;F
=, % 1 IncRNA( bidirectional IncRNA ), 3 % &5 J7 7]
miEEMLTERARSEENES FXE, M EFELT
e BIAT7 1 FE i, 4 A5 A4k L IncRNA % 19, 2 A
8 IncRNA( intergenic IncRNA , lincRNA ), H 4 2
FIMLT T AR & A % 5 2 F 8, A fb 5L o 5% 58 4%
Tof. TEMRGE L ET 3 A IncRNA 3% 5 H T i
HEE-FHpAERA AL ABAMANEDER
KARAE A, T lineRNA 77 78 8 57 B9 3 08 38 T4, %
BERZHBM LA MEAE R EE

IncRNA 32 i 8 A8 % 26 [ 09 3k W 3% 4% ¥ fE @
T T3 M F R

(1)E &% :IncRNA 5 & & 48 B 1F Jl & & %
By AL, B IncRNA 1E h & G 518, E L 4 J & 8 R
) DNA £ & L 5, LI & & 8 2h 8. fl 4 IncRNA
Gas5( growth arrest-specific 5 ) F VL 7% ok £ 0L T 48 %

Fi#E %R DNA S ofmuk R TS E

R, GasS WIF PR AN G XRG4, E L
Rt %A DNA LA s P R#EEWE T,
— A% T IncRNA 1k 4 & & ¥ 18 8 ] F = e 2 K3
i PANDA™' . NF-YA & P53 4% i 4 8 1= 3 %
PEENEXET,TUERGERANA TR
B, T PANDA 7 UL 5 NF-YA %4 {5 3 )\ 0 2B 4
& LM T ET P53 4 Eﬁéﬁé&}ﬁ’@«ﬂto

(2)E B L4 :IncRNA 5 & A4 B 1EFl o 75 —
M RERBIATEE LS FH A, EHADRHA
EARTHREHE N, ANTERRELNF
7, AT I IncRNA 4 F HOTAIR™, | 41
PR 3% KL B & 4 B 3% B BE RNA TERCT™' — 4%, 7T D
FUE A LRKAER AW F k. HOTAIR & if
HAEEFR RNA M E 46 ZRIH 264 2
( polycomb repressive complex 2, PRC2 ) 2 LSDI-
CoRESTH & 4y, st B A ERERN A &K B
H3K27 ¥ 2 {6 o 4 & & H3K4me2 & ¥ H Ak, I 2
wEE xR, B AT RATES W
IncRNA#E A ANRIL # Kenglot 1, ANRIL 7 DL [E] B
%4 PRC2 5 PRCI RE A W ¥ 3 8, T
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Kenglotl [ LB PRC2 5 G9a % &, 3 T & 3 41
M 24 E A 5 4i——H3K27me3 7 H3K9me3 th =
A FAEENE AR EOANELAAT L
BAL FEE B M A W IneRNA' S £ )
IncRNA®Y B 8 X R R T i) 2 F

(35l &R . FLEAELWNIYEE
T 45 7 M IncRNA 895 2. IncRNA 7T DL [l B 4
bEOEAMERFENE)TF . EEAELMS
HRUEBLSTELS RELENF . IncRNA K3
Sl R k& H & E BB F Z IncRNA 2 F Xist,
Kenglot 1 Air A F| B4 E R EEAR L H 5 5 &
FEEAE R UL B, A B F F, HOTAIR # 3t 5]
PRC2 & & ¥ 1, A 45 fb A0 X 2 B B9 & 'Y
lincRNA-P21 ¥ 7£ DNA #i17 J& % P53 H# % 3 %
3k, 5 A E B hnRNP-k #0142 T i 2L I 8y
Ik, P53 Wgh '™, 4 E PRk, IncRNA £ 3%
Sl RERALREAERMERN ) FIhE 45K B
By Th Bl DA R G A 4L E KR R B e
2.3 IncRNA B35t 5 09 & 12

AT IncRNA 8 45 B 75 40 i & W3 7 5 i AR
AR, T8 KT IncRNA 5 EW L4 K EH
EELA 0B RS B R IHKA IncRNA 72 it
PRk R ¥, A % IncRNA % 2|98 3 B 3 308 &
(40 PS3 MYC J NF-kB % #3405 ) 42 573
6 IncRNA % 5 B i #8555 38 % ; H & IncRNA 7
4o o JB o R M R R0 T R A L B e 4 B
FHWEE, RECHETRER, FEREAW
IncRNA 3 3 ] 4% % W, 3 th 2% oy & A B 0 % 8 Jib 8
0y R AT R o
2.3.1 % w B E 20 B B R R W B 45 ( epigenetic
landscape ) 3F %% % RNA # B HOTAIR & PANDA
TR 2 LN R e B R 2e i Rk LB 4 B9 IncRNA
HOTAIR 77 25% 3L iR e B % W 4 8 P & &
ik, H Rk KT R LR 2 TN LIRS B A R R
B 5 4 9 52 86 3 5L, 1t % 3k HOTAIR 7 LA 3
LRSS LB ERANF AR TR EA R %
WmEGwE e L E, 4, HOTAIR % 3 T ¥ 4 7
K Jre BORE O 4 I s B ROk R P R AR AE, B
o b RO R TR A B AR S A .

P& 7 1% HOTAIR X £ By KX & lincRNA Z 4}, &
X IncRNA 77 WL K 45 = Mg W E A, AR
IncRNA ANRIL 3 J& T ix 2 K U4k # F 7= 41, ANRIL
4 E LT CDKN2A 318 3 b ir o9 R U4,
AR F) RS otk ik ANRIL 7[R 1# 7 % 6 J7 th
B, BN 2L E PI5/CDKN2B % % 3k 5 45 P& o,

H19 ¥ DL 33 5% W84 #07F miR-200 Kk 19 4% 3%,
HET AR B 4 K EMT ), X Saf it 45 R 47
7, IncRNA A HT DL 38 5% W3 % 151 % v i 2L
SR A Bk 3k, 3 T DL 3t % R miRNA B &
K,ENE M E KW &, % IncRNA 1 [
miRNA & Wy B 78 3697 ¥k 42
2.3.2 ®wWEEHESEE 5 — % IncRNA U 7
AAHRNEEA G AL RATEN B, 2
o # % BB, & 40 A0 F5 A B R . IncRNA FT %
v WY I 15 5 B P A O0 WA B R P53 5 TR
F B 4 X lincRNA-P21 fn PANDA ¥ & it i 4%
P53 1z 5 3 % 7 4 A 1
2.3.3 ®WRNA FH RT7ERAEZEIATH
IncRNA, B — 2 & 3L IncRNA 4, 7 DL£E #% 3 5 K
SR R R F Y Rk, E-45 %5 & B( E-cadherin ) By
ERG54M R mBRBERMEAL, EEATH
AUREGHE AR REES I F
E & %45 4 & & A ( zinc finger E-box binding ho-
meobox, Zeb ) K He K Zeb2 W K K R X 4% ## F K
( natural antisense transcript, NAT ) 5 jf J& ¥ E-45 %5
EARK KM, H— PP FH AR LN, Zeb2 B
NAT Bt 5 Zeb2 W4 TS HTHEMEA LKL &,
] Zeb2 thIE W BT HE, Zeb2 b M W KB RE
PEE A, (P Zeb2 B RIK, HRAVH E-FB R
FUbykk Retmgmat g™,
2.4 IncRNA B 98 o 47 &4 69 e h

IncRNA 1E 4 fif /8 AT 75 40y oy % #E B 2458 B 5E 52 .
IncRNA 72 77 7 B @ K W AL RROE & LR |
MR EABK XUETFERBAL T LR
T # IncRNA 2% & 0y Mg AF S 07 B A A
507 % I 4 W P, MALAT-1 B % 3 K7 7 DA
THR AT EET TN, EREX TS
KRB RENTNLEAAENEFEL ER
X IHF R AR 7, F [F 8 IncRNA 7 38 3¢ B 55 34T
Hal R REETNF e REs . s, £ T
IncRNA $5 % ty = S 2 #, IncRNA ¥ DA 72 R i o A4
A, X — M FR#ES IncRNA sk H 7 3 88 L4
BB H WA A . B3t XA FAOE B0 RNA U7, &
T A& K %0t B 4% IncRNA, 2 & PCAT-1 4
FERS G HEEBERINAE N RBEERT
B A T W, T A B R R R R
PCAT-1 5 3k KT R IFH & T )5, IncRNA 2 F
& h B T A 5 BT E B AE AR

3 PhER RNA BESAENRSE
HNFENHRB T EAUEFAAREESRD
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RNA X E iR, 52 5 BN A £ K EZHN, &
KINT I % M8 RNA R4 5% I T R 3 R Th 86 77
W%, T RNA FENH R, EF S
Jib 78 20 JELAE T B9 RNA %2 2 R & RNA 3k 35, o
FH I RNA BN LW BT T HEETT EAW
3.1 4EZ miRNA

&7 miRNA & 7T JL4F B 78 #F 55 B9 — N 37 4T3
J RNA ZE B /8 4 W o o 0 BB T Hr el BB
2008 4E, % [t Mitchell #2141 B # B 8 7 A %
Bk R FIRA A 9B E T miRNA 7 o 3 K
VE PR, ORGE L T miRNA FT DAZE 40 B S
REFE, ZJGHE %M HEARK o f iR R B E
TR I T miRNAL7T, — A o B T
A7 RNA B, 48 K ¥ 2 U7 B 89 RNA ¥ b £
RN IE A E M, T 4B 2F miRNA 89 & 3¢ i
RET . TR LA, X B ERE T F
7 By miRNA 3 RNA 8 J A% 35 4 1 8 pH 3008 £ 19
RELGR, ZAZE-—TRNWHERZT, EXRER
A — A R 3 miRNA % RNA B & 42 69 JL 4
uE4% & % 8 ( microvesicle, MV )& 2 miRNA
MR . B ThHRFTEEAENNEREEREN
#y MV ,MV % 3 miRNA {& £ & % % ££ T i 48 31
o BFE R L, g P MV A B miRNA B A
25 i 1B S 15 B9 T Bl s M A ET DL AT 4 W MV
miRNA 2 16 Hr 4 2| ¥ 20 j 7, 9F T F 4 0 40 L 9 3
A T R xR KA R A Y R
miRNA &K EHAT 0N, KT £ 7 UIAE 5 B &
Jib 8 AR A A B o 0EF miRNA, B BT S 4 o9 7 DU T
VW 528 Bt A& 48 % M R 8 B miRNA £ 3k 79
AP RAE T B A B e g Y,

B2, 4 A AT EEF miRNA B9 MV 4, 4 K #
H Y Bt % . Turchinovich %[90]%75 , I 3% F miRNA
BRI EAT MV 246, EEHITE Ago2 & B
(RNA % S B2 &R 4RI )% 4, AT # %
W RNA B b, X Rk AR E], B A8 5 6y 18 37
miRNA 7 4k R 2 8 28 0 8 T B3 30 5 Bkl oy
RISC & &4ty — 3 4, H & 38 3 4 AR K 09 B AL 1 A
TR EME, B A LG miRNA WP R K £ T —
EWE. Fi,kRFEANHEE KKK
T — W I A Hela 4005 % Bk RO A
A ¥ & miRNA B 247, & I K % miRNA 247
T MV # % MV &5, N4 8 miRNA 7+ 2 &
JE, Tkt RNA B fT o ;X 2 miRNA § Ago2 &
B % 4, 53 RNA B 0y S0 R8T Ago2 Z B 59F H

AR R AT, 408824 3k B9 MV # miRNA 2
T 5 Ago2 4 F 4 AW BIE BT F R, X A miRNA
%4 Ago2 EEM RN, R R MV # miRNA 2 F
By oh ik 7T B2 B P £ . Ago2 & H B 4 4t miRNA
A= 0 M B 4 b Wy FL B 4e B 1B] 3R 5 1 B B miR-
NA 4T ;3 Ago2 % 4t miRNA & % 1K 48 g, o ¥ ¢
R EMETEAETEDF D . THRET,
P —F 4 Ago2 &4 dE 4 A B miRNA 7 DA
T4 Y1 3 4 3 B 8 A K 8 PR miRNA B 34 66 o

BTTE 2, & TR Z LR+ miRNA B &
RERLTESNE,EEHRBALFANNE.
— 7 W, & 3 miRNA ¥ b & fif /8 15 7 69 38 AR &
M, A AR A A b R B R BT S
Bt B AT 8y At R AT 5, E 0 ¥ B 3847, 16 3F
miRNA By 45 2 Mk ik 2| 4 A B B AR E, 5F B 6t
DR E A F R RS A E, AT
RK % % F MK P2 — miRNA kK B0, EHA
K B4 % AN FE miRNA B 3 3k 3516 4 5 48 4%
FRAUREHEHELT UR G AR BTN, X
RRRW KT W, 5 — W, MG miRNA 7 #F
7E 4 L 18] B 45 T #E L B R miRNA 2 B A3 4 3 2
1, A miRNA By MV 4o 5230 % i 3R ] 82
20 M8, miRNA 2 & DLAEALRE MV # F1R KA E
B, # % 7 miRNA #9820 ffl & & ¥ DL 3k MV 3
T 615 5 Aok SR A% B 3% MV 8y IR 48 J 7 xfax Sk
] B AT 3L Jn 2 b, A 45 3 8 [5] R4 B A R
Y ENAF B A
3.2 354 M AR RNA( competing endogenous RNA,
ceRNA )

7 RNA A o e o 55 o, S 4R W 9FHE 5
7 ceRNA 12342, ceRNA 1B tA N, 0 W Fr & 4
# A8 B miRNA K M 6 4 ( miRNA response element,
MRE )# RNA, % mRNA X IncRNA & X, H & &
— b DL miRNA 18 H /> 89 48 2 42 L% . miRNA
EMAS S AR RISC, # 3 4 7 M % % B 47 RNA
9 MRE, B 4% B A7 RNA 46| a8 m 1>, &
i, ¥ — L HE mRNA £ 4 H %A MRE, i 7
W %A Bl B9 miRNA 3% ; 3 — miRNA 7 DL 5
44 HHME MRE 89 F B # F A, #dE#%
4 M 4 4 miRNA . mRNA = IncRNA X 1 1€ f T
miRNA, 3 # ,miRNA € 5% % 7 mRNA X IncRNA 7
ERATWCET ., AR BB HETA,
— 7| FF 5 PR T X A RNA 22 1) 40 73 4 Y
WU, BB EZERIAT HA ceRNA HEF
AWAR, ERXENE, EMBELXE ARLHR
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# ,mRNA i it ceRNA i 1% H b 2 H % 1k B, 7 2
EHAHE mRNA B E o R A MR WAk, #lw
2.3.3 FRR BB LR Zeb2, EF EE B K £t
A, 7 DL 5E 4 M4 & miR-181 ., miR-200b , miR-25
1 miR-92a, M i & B X 2 miRNA 3t 478 & B
PTEN 34|, (2 #t PTEN % &, 14| Bk 5 th & &
Aok BB L R R P, 8 Zeb2 T
DL I A S EMT (2 3F b i 6y 46 % s T ek £ K R UR
Jib g 4 B, Zeb2 T ceRNA #®R2 K 8 £
FETER . It 4 415 B F 5t ceRNA B R4 R
HEATE A, L T ceRNA 248 E ') 8 13 21 4 38
B, P LA+ 4 7 EHU R 45 B By mRNA 2 IncRNA #y
ceRNA & M,

ceRNA Th it W K AT M By oF R B T H 4
MBEHE ., S THERRT S, L8 LT HE X
AE5EEHR, 2 — 0 FWMELTHEFEH— R7 4
KM AR, 3, RNA 2 8 # & miRNA #
THERE, X i ERS miRNA EfFE T L% %
MEATE LN ERN. % MHEMHX miRNA B
By /NRF A AT AR A LT 5 A
Ko MBBHWAE KREE-RIIGISRAENER, T
WE-—KTaes, WERSXHE -5 TFHTHE
HRGERCEAFERNTAS WM EHR, RA
A RNA G 5B WL A EmaTE T M, 1
AR R PO R R
3.3 RNA #t#FHifa

RNAWEEAR AT SR EFENEZEB
HHLE, B FE M mRNA BT A R A48 X a4
HARFRI ENTIRANEF T, #L RNA
WEREFEETELR, FEFF — mRNA #T4E T LA
WMmI RN AR TR T ELZHEAFD,
Rl R, L SN AN ERAEERTEY
BEAL., MTHEAMNEFRTZECEZE TR
NI IR RNA 356 35 M 87 8 o S8 2 B O 4o e ey
Rz —, MEmR TS EENE L EXIE R
TR FETER R EE., AT
WEAFMERELLE KRWNEA T\, 04 i
B EE FREMBEA TR EE AR EE N
{3

RNAWEHEFTERTEE AN T M, LB FH

WEETE R 2 EZ B/ A K F F( serine/arginine-

rich,SR )& & K ik 58 W A 3 — 48 % & G ( heter-
ogeneous nuclear RNP, hnRNP ) K ji t & & A7 i 1% .
SREARAL AT HEHETHBETEL4D, R
WH B, ERA KT AL L RN E T

hnRNP 3 3 45 4 87 4 U0 3k 7 40 ) o 3, 4 4 5%
ARG AFEENNEF ™ RE RNA &M
WEMAH, N E R FAETER T RNA K
WG AN R % — BT FHAEMIE
T RNA B84 A 1% RNA 37 8, 3 7 30 %]
BT R A R, R
TR EER . BN ZENDTFHAEDIEHNT M
MR R  F o AR AR TERBER X
F A% B ( splice-switching oligonucleotides , SSO ), 3
5 RNA Wi E i R TR HENBRTE S, E
T EEARREATHTFE B EBETRILBR T
W46 AT IR B IE By BT R

RNA & # M 57 #: % it 8 RNA #5697 89 XL —
MNEARITH RO, MEER B REEE
AWEBERETENEZ A LN, wE B
By SSO A ATHRE LB KE,

3.4 RNA %%

RNA 4% % —# 2B RNA BT 00 T 5 $54F
H 4%, 445 DNA 5 5% RNA 5T & £tk T Anig .
W SRR B ETHR  RNA LA 557
MR, BE2LIE RNA BEANL S, kL%
KA RNA R H B LN T B h e % H R
((C)Z| JF v e A% BR 8y 22 2 (U )( C-10-U ) LA B i iR
ERER(A)F R EEZL R FR(T)MNH#E(A-
to-1), H & A-to-1 47 %5 ) & % FAZ 4 4 RNA % 48 By
TEHR, REEWNHZ Aol HESEMBE L £
WEHBESLGIEE, B EHN AN ENGEEFE ST
KRR RR T, A-to-] A M K E P ARE —
RN

A-to-1 % % * E 1 RNA % % B ADAR X %
(adenosine deaminase acting on RNA family ) /> %,
ADAR F 7k 7 DA b W85 RNA F B A L& £ K L.
AR A TR R, —
AEKERETHENERD XS, B RNA fHE ¥
wH miRNA B9 4 & Fozh gt RNA 7 T
mppyEE" BAFE TR R, Aol 4
THPmE L E SR E RN RA &AM
U R LE A A A" P X3 T ADAR
RikmEAWNKIEFE, XLEEIEEIEH T RNA
EBAEMNERE KETREA,

E BT RNA % %8 30 % Jif 8 #F X i — SR AL 203,
B2 DL, M % RNA %A At R AR & B
Aok # RNA 485 A0 8 o k4%, Bk B % B9 RNA %
R L E 2B R, AAEEHEETE.
miRNA VA& 8 T 48 o BBk 8 R S 0 A % 4T
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RNA %457 th # 2) & Z 8 1k i, RNA 3R 77 4 %
BT —ABAED B 3697 R TG H 7 80 5 U

4 % F

RNA 8 #F % & 30 JU4 B 5 oF 58 09 %7 07 11, i 08
B % 5%t 3E 47 RNA 4 F %8 miRNA . IncRNA
B &I, DL RAX % RNA #3%  fn T R #4( 4 RNA %7
B ORNA S®#H M8 ) A wE 3 RNA k3%
B N ceRNA BB R %, ARENXT
AATXT T8 & & K BB AR b I R B 36 A hy
BEWRTHWAL, RTEHFEZNEZ,RNA B #F
RELEHNEORARAEMKRE AR, 0 B &
B 5 7 ik R AR R E P RNA B 7%, R %
TR M o RNA 72 JiF 8 P By 1E L, RO 2 4 3
RNA 4 F 69 3 #6 7= £ 4532 sy AR, 34 o ik g
RNA #F % 77 76 % ¥ % B 45 f# 5L 9 5] B, 4 miRNA
BT W A 2 A M A A M T 4 IncRNA 45 B B
B 2 FHLH RNA 78 % A3 B W 407 3¢ Bk g #E47 &
AR5 B3 miRNA 8 4 4 5 2 f . ceRNA 4o {7 4
Fib 2 o RNA P85 3 o — MR 3 W 4 30
Fib B RNA 3 #5087 8 5 DU O B8 36 97 B 8e
RNA 87 8 P e A b X ey B AL, R oA
JNRNA B & M6y B M &, B o 58 o ey
THREBRBEFI| LA B E S, URET
ZRREEEMF AN EAEAEREFTEAN
F, A RNA BT 40 &t B 8 #1030, ¢ 20 3] 2 A4
f615 2| B W A A, KA P JE RNA HF 5540 X 4180 8y
KR AT AR S R A% RNA B8 5 4 miE AT
XS HIAR, E O B B B A iR Y W OR E A
By R
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