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(IR PRAMREZR S 2017 4E 1 1)

FFHITHRTE SHIR TAEEIT

W IR T A 1 (MALAT-1) & — MK L) 8000 R, Hh=FFHUK b HESS, JEHE A MISIIREN) LncRNA 73
T o MALAT-1 7] 25048 SR & [ 70 A R AE L B BT VIR s Tl id Pe2 Al Spll & A (E e SRR ) 7K~ 2 15 2 (R R AR R T 4% 5
"2 5 Wnt/B-catenin, PI3K/AKt %5 715 55 Fi@ 8% "TIAT MYB HI2EE A B (B-MYB) R iM% & (1 ¢ (hnRNPC)
S0y T ER MOS0 3 BRI 72 45 AR ST MALAT-1 /Ry — MG IR, SR ZMRI R A . RIBFZEIM. A
LEEIRR MALAT-1 5 R R MR R, A BRI AA ST 3408 — S H e .
KA, KEEESED RNAs; MALAT-1; WA IR AR Jedt A

WA LR Z IR T A T I IR RGBT AT AL, B 2 U A 22 R e e, o IR S I B
RIS M . EIRIE, BEE ATAEFRKF g, TR R R M RRERNBE TR R KEY, ME
B E NATHIEER o T ARZEAL Gy 1200 W R Z M s VR TT BCR AN, TR tH— M B VR 7 77 16T
TUA PR 2 IR VR T U B, BF A R B I L 5 AR 1 (metastasis associated lung adenocarcinoma
transcript-1, MALAT-1) 7551 FAREE ORI, BMEIEA = ERVERF, finE H SR
FHORE LK 22 R MR R A R R B IR M, L. MALAT-1 7 SR R 2 IS T bR B RTATT
B

—. MALAT-1 Jy&E#45 5

LncRNA & —4 i K KT 200nt FI3E4ES RNA 01, REBAERAMLIIRE, nIEH KT
B Ja K. RWBLAE NS SREFNEKE MR, MEGRIEGE. 228, %, HrSsdEd ik
FEEEP, MALAT-1 1285 LncRNA SRR A2 —, el 2E0E 70 /N0 e v e 3o 394 i 2 22 1%
i ie tHOR (KB MALAT-1 6 T A Gtk 11g13.1 &, EMSLENY s BEORSF o W02 (9 5574 MALAT-1
B RT3 SN TR A4 P ARG RNA, 33X i 2 32 5 VR A B A% 2 RNase P AT
RNaseZ 5¢ . RNase P 1 444 & s 3% I 1 = 82ie 4504, BT Ja B K/ 6.7kd B MALAT-1
Fil—%4 %5 RNA.RNase Z FHR 5% RNA 455 85 ), JE4 CCA IR INBEAS 1 5 7 £ 61 nt ¥ 75 FE £/ 57 1) tRNA
REF A, FrA mascRNA (MALAT-1-associated small cytoplasmic RNA) , 5% 5 & iz T4 5 ). MALAT-1
NS B G B B AR, T 3Um A RR T B VA, IXAE — E R R T 2 BRI R [poly(A)], t/2 MALAT-1
AT HoAl LncRNA BB 2 fif l AR K T 234 1 J R,

—. MALAT1 K& FIHL%

(—) MALAT-1 Rz B89 4]

HBE (nuclear speckles ) [X J& — PR =A% 40 M (W ML AZ 25 1), ¥ BT R 28, & AT AR mRNA (pre-mRNA)

BIRERIN IR 7, REWS NBT UL S IR T IR At e . B0 M B AE RIS 18], DA B4 83 5 R RNA

B R E A A It RISCRFOUE  (201610730172)
EE RIS AHE (19935 . L, WHLHITTA, EREL, 2012 ZEARIER:.



(K0 T AL EE . MALAT-1 JE[R A SR 2 45 s i T e X . SR 2 (2 B N 7 — 25 22 (1) RNA
ditEn, EEAY 1~2 4 RNA S ol — /N 2 R A RA 2R E M RS X, fERSAEME
F 4 P P T S B P AR S A S A A BT B2 PR TR BT A, 225 pre- mRNA [ o4 80,
MALAT-1 &AL TR, FEKFET mRNA B =F 50 T.[5+ RNPS1. SRm160 1 IBP160, SiRNA Tk
i, MALAT-1 73 BB, KRB FTTRERIAMIhEE. BRILZ AN, MALAT-1 78R Gk fEE AN b 75
(R Bk ST 25 KA 5 e A TR, 43 BT T MALAT-1 £ %11 1961-3040 nt Fi1 6387-7011 nt, iX 4> [X 15,
v AT AT — AN 3 PR AR BT S B MALAT-1 SEAr 2, BB B4t b, ke 2 ahrefe itz ™.
(Z) MALAT-1 EEEFREF G KR
MALAT-1 A AT PIE Ny —ANF Gl i S 52 YRR A s Ja /K-l B R ik, JRAT S Pe2
(polycomb 2 protein) £54, 1ERN—F4rF 88, FEHESFKF LG 52 s R 7 E2FL W i A Ky il 2
B, Edkgn s sEto, BT 5 Spl (Specificity protein 1) #5535 H 454, £ A549. Hela. HepG2 4iiffl
H, MALAT-1 )R8 F&551E Spl R A45 & X GC-45#3k, MALAT-1 /E4 Spl i FiFiA#ER ¥, 5 Spl
245 T A PR v Ak I g f g A T
(=) MALAT-1 5408 #

A BE R e A AT s MALAT-1 7E TR 40 i 8 1 GIS BIANE 22 7y R4t R vh R E HEAER . p53 1k
N MALAT-1 FUF—AEZFE T, MALAT-1 [ RIE B T 350 i p53 L A & 4E 98748 . MALAT-1
FEZR AR E T GIS HIAN M A 2 R IA IR . H4UTER MALATL Rk, 25 GIS MMM JHE R Rk /KPR,
NEAERYRt G Wilm S B JEsZ 0, A 2nfzm, FRE MYB FHXEH B (B-MYB) Fik/K
ST B-MYB H bRk H ik i b M, 45 ScikdiiE B-MYB A R4 i A B RS /7, 7E 2 R R i
% MEREEMES, B-MYB Il MALAT-1 2 (B f#7F —FfiE PR iR 5 R, MALAT-1 81115 B-MYB
1K) 3 3 17 42 1 T ) 30 o R SR MEAZ A% 25 19 € (heterogeneous nuclear ribo-nucleoprotein C, hnRNPC) /&
MRNA QT 5 A% B, fEGRRIGTE . Sk i 3 B FM . MALAT-1 {24 hnRNPC M AR
FE MM, W N R ER BE AL A5 741 CInternal ribosome entry site, IRES) /S s%, #BmH %
53 %43] CDK11/PITSLREPS8 & /KT, 3X — R H (K1iE SR 12 T Go/M 31, #E N F —FR T e 2 10,
X2 A R B AS R B 78 0, MALAT-1 e s ARt A AZ A2 240 )58, 5345 hnRNPC AH—%k. i
— P IEYE 78, MALAT-1 5 hnRNPC 7E 40 )it )9 BABE L, 48 hnRNPC RI67 B &k A2 e 46, JTER MALAT-1
(1223518 hnRNPC 7£ Go/M HITCiER AL, [RIIHE4H Go/M Bl el

(J9) MALAT-1 54-T55@%

MALAT-1 A] {2 3 (i 40 % 4705 (proliferating cell nuclear antigen, PCNA) « J£ 5 4 J& 25 i (matrix
metallopeptidase 9, MMP-9) | B Rk (1) PI3Kp8Sa. & [ 5T 22 Z R /77 2 R B i Akt TS 4k, HE TS PISK/AKt
E5@EEY . MALAT-1 (Rt EFRE [ (B-catenin) FI'E FHEHIHEIER c-Myc. MMP-7 FikHm, #E
WOE Wnt/B-catenin 15 5B, Ly MALAT-1 (9314, #9E2EE (WNT inhibitory factor 1, WIF1)
WO, T WIFL 76 Wt 13 5385 file 5 703 /], 35T Wnt/B-catenin {5 5 38 Bk 31 1,

=\ MALAT-153 R & B8

(—) MALAT-1 5EERptE
Bt R E— N2 RRNS 5, ZRRBAMNEZOS R IR, 55 2 FF R A ANE PR 3L [F R
FI S5 T HoB e R R B2, YINGE PR e 2 L, LUTERMALAT-1R L5, 5 F R sk
(epithelial-mesenchymal transition, EMT) #HCHEEFRER 4S5 & FVE =L & H1 (zine finger E-boxbinding
homeobox 1, ZEB1) . ZEB2H1%% 5% [A ¥ SlugSs K ik Jik/b>, 2 5WntfE 5 B& (1) 5 43 B-cateninFR SR ik,
105 40 BRG B AR DG OB B R A (E-cadherin) FRIAHKIEWE . PUEHEFCUESLEMT 2 8 & A= 1) B E 35
¥, TE-cadhering ik /i N — St 72, T3 R 4R AR RAEE R RE 11, YINGZEZh)
JBE IR IR % b R e s RIEMALAT-11] Bl 30 /- s Wntf5 5 38 1%, 5 ST MEMTE B, (et s i



. HANZEPIEE I 5 B MALAT-17E B s 414U 22 17K B 50 s e 55 4040, iR e e FR i b i g o
MALAT-1f £k AP m TARE ) L. 46, HIsiRNATTERMALAT-1R I G, e bt 4 i s s v v
A2 240, AR TR 2, IR I8 KL R ) I K. RIS ATTIE R BLTE B s 4l A
MiR-125bXf MALAT-LEE & F M #E A, 1 BEAEIE B miR-125b7E b b 40 i vh RIS B#AIR, & — i 5
R, 1E2 T miR-125b 78 s it 4 i h A B s, AT MALAT-1F(2 385 e (1 4 A . FANZEOTg)
FR IRk, TGF-Bi5 FMALAT-1[RIA e TEMTHI KA, BEEMALAT-1RIE T &,
e E A — AN EINA RS . 1 HMALAT-1HIE-cadherinZ (] — MatH R, 4ITEAMALAT-1/(%
AP, TGF-PRIEMKL, BIFEMTIIR A, MALAT-1Z % & 06 K Tzestel2 (suzl2) , 1Ef
T MALAT-15zeste12[1)45 &, E-cadherinffJZ& & F4#{K, N-cadherinflifibronectinff) 1A 7KF-Fm. ABATIA
R EIHIMALAT-180#%suz12, REFEIRTGF-Bi% T MR B MR fE 11, FUSPk# MALAT-1. UCAL,
c-MycfE AmicroRNAs 1) H I, 755 e 40 R T24 F15637 347 K, A ATTH N & B ffimicroRNAs
UUERBEIEIMALAT-1. UCAL, c-Myclf5Rik, KIS DI 40 AR T24 15637 13858 . e fie /1 2 52 240
Hl, EME TR, X RN T MALAT-17E B i v e 25 18 g 22 B (R4 o

(=) MALAT-15H1%) 5%

F 78 R BLAT B B T B 5 AR 0s . I8t . PRBERI MR 2 IR AR IS oh, DNASE 4 f pir 2 e Wi iskt
275 TH (AR FH 70 B 90 e T p v A 25 /R 7). RENZEPBHIE Se MALAT-17E RiT 41 it 2L 4R 240 ff
PRH 2 T S5 A AU E B Ak, 3R & 510 71 i B8 Gleason ) 4« PSA/KF- i 4 1 1E
FHIK . FHSIRNAREMALAT-1(1 355 & B B A0 57 51 e 4 M f 3 5 R ZBFNIE AL 68 7, FELT 44t P 441
FTGOGLY . BT PHRIEMALAT-1UL A BT R A e A7 AE T AN rpr, 3@t 78 i 3¢ v i He koA
MALAT-1 5 B, KRIMHFE BRI IE S AME, #HHPhRIAERSIMALAT-17 Bin 4N
MD-miniRNA, & ILILIEMD-miniRNATE 12 Wi 5 51 i BB FRs 7 14 07 T B35 T M5 PSA. WANG
25 BOVRIE 7 HIE B MALAT-17E §i 51 e DA K. 22 Ak g v ik, R AR I R R PR MALAT- 11 5k
BREFEETRKEEBERMEMR, WAMALAT-1 A 0] LA ZEmH a5 i s Ag 2868 11, 1
T 51 e (2 T s MALAT-L11 R B FR AR S M 55 THD 2 25 A0 1 A0 9 e LAt 1) 2 B2 Wi b, B0 dE
PCA3. HPSA. IMMiEPSA. BELZIERSE, H50 2 EPSAK - A4-10 ng/miisy, BEIFPSAMRH: F &AL, ¥
MALAT-L1E A MR AR S, AT AAEAEAN IS IR AT o]tk BRI A H R S 0 R, 8 02> 30.2%-46.5% [ AN 4
TEERL . AT MALAT-LLE S0 i 51 s XU Ve 2 Wb 2 — AN B AR 6 b

(=) MALAT-15'%%%

B AR T A s, HOGH NS B, ORI E A, R A2 I RAE D
J% PIBK/AKYMTORZ: £ 413 2 18 % 113k B im B2, 4 0t 98 R ILTE B 98 TP MALAT-1 7] 5 % 3% B T TFFBJE
B G, TRFBIE NS AT s 2 A EEE, WG R TFFBRI AL T 51, i e 5w
TFFB& (A FIA KT, (bl i % 26 % PR, ZHANGZEBURE 7t % BLMALAT-17E 15 e 4 4R 5 S 41 il ik
TR TE KT R TR S5 4L SURNIE B ARk s MALAT-18 A 7K T 5 B8 40 I A R /s Il PR 20 39
M AL VIM G, Kaplan-Meier {1 2870 H1 B oR £ B 5 MALAT-13 1A K78 B i hlk s, A8 I T 6
7t o HIRATASEI FU K DAL B T 40 M b 25 2 1 Y R R R i[RI 7 5112384 558 - Cenhancer of zeste homolog 2,
EZH2) FIMALAT-1Z [H A —/NEFHDC, BEAEWT FEUE SLEZH21E Ny — AN 2 R 78 2 Pl v =i 30,
MALAT-LE i EZH2 85 RN, EZH24 FHIK27H F 34k, AR MALAT-LEE /- FEZH2IEE,
THEMT/E Sl i I AR BB 46 % o ABATISUER T MALAT-15miR-2052 [A] (1 AH . 5¢ &, miR-2057E '
e TRy — N R, 9T R I 245 R ik miR-205 , MALAT-1%IA &M%, X 3B IR4F 7 MALAT-1
T B s h B G T S R ) £ € B35,

N, B =

ITAER, MALAT-1 A 78 O R Z 80 T B AT 2 MAEY % ThEE, MALAT-1 % e it 416
AL BRI IR T DA RNESE, (H2 5 WA R £ IR 7 TH 2[RI G 1R 2 [ i ANE 4, 5 IR R I8
P WHETT R TG 2 (A1 2R 75 B0 22 (PUEHRIE S8, a0fe) R FH AT R 1 7 7251 150 MALAT-1 78 il v 1) 3R
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