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DNA REXEMEP R EEN SR EEMEPFRER

Regulation of DNA methylation in tumors and research progress in lung cancer

FEH' R, Pa’  TRAGH (1. ANEHXRFE-WBEERESHEMNBER WRBHATH, =% LW
6501005 2. LA EHILFE, L A H IR 224006 )

[ F] FIBABIHEEAT DNA H 3k AE B R E 55, DNA F 3R 0b LR 200 14 IR BF 5% A #4l
DNA H AL AR SE R A SSRGS R TS .miRNA SEH SR P A AR AR it RNA (%G S IR v 3 36 R4 VE L, S5 e
RAYIAE, DNA FIEIL S miRNA 76t B/, 38 22 77 A S0 9. PR 25443808 F1( PRDI-BFL and RIZ ho-
mology domain containing protein, PRDM )3 | H BEALAE il vh & ¥R T ZEVE R, P16 \RASSFIA (FHIT 55 55 X HE LAk 5 Jifi o %% VI AH
% EGFR W 3E4L . miRNA J3 31X 9 34k, K AR 4w % RNAHOTAIR \TUGT 2535 T i 5L R 8 )1~ X A% B Ak 34 5 i e

UK

[ RG] R IR DNA AL il
[ FE5%ES ] R734.2;5 R730.2 [ CHERIRES ] A

WAL 225 B AR L DNA P8R & 4R
ARAL TR R AR T U, I XMk E 1 A B R
fasd e R P RERR A A . BEE BT RITR A, AT
I DNA FHBEALTE IR 1) K Az e B ) il 4
YEM . DNA F A 7R PR 1) B s RN 53¢ Jim 428 L Tl
/I RNA( microRNA , miRNA )& K Fe3k 42 A A
Zifh RNA( long non-coding RNA, IncRNA %% 5%t f5
P PR AT, U LU ) e A2
Ze Ml ZHRE) 2 NN A 20 A5 4 55 A i i
TERIBFTE R . AR SO EE25 A8 DNA HREAL 7 i g
HH R I BIL ) e HC A it g v ) IF S E i, LA A S5
LIRS %

1 DNA BHEL7EMEE AL

1.1 AREBFHTRX DNA FREACK 15 648
F=AE A

DNA HIEAL 248 78 DNA H AL 7% B il DNA
Methyltransferase , DNMT ) i 4 F T, & PRl 21 g s e -
IR - S5 IS CpG ) A% 11 R 1) L s g 57 fg Ji 7~ 2
Wikl & —AH LI, ZEmFLsh P 3k PR 4R 24K
JEHIH, CpG A% AT TR 550 H BRI B ) 3 1% F At
TRAT IR B LS RE TS B AT — 2K 0.5 ~4 kb
X3 CpG AR, #- A CpG &y CpG B ZANi T
FEDBY 5 v, R TR R SRR 4y FF G, #E
ANZERHNAH,70% ~80% 1) CpG B34 CpG — 4%
R 751 B AL, T CpG 55N CpG AR
WARFFIEH AR . DNA S H (b2 —Fh
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WAL AR LR R B X S i R A 2 i 2
PRI e At 6 PR 2 3% 0 i i LML AR 22— o G
SO BLPR ) AR BE AT BRI R TS R R
S AGI FR RURS: A T A R bR R, B 2 AR
PIRIEDE LR

FN A BT 428 R PR A St 1k o Rk 2L
o, DNA FHEALFIZH 38 Ak 2B e dE Bkl
HeAb 1z R AL IR AL SN Rk 2 B ADP-AX B
FEACEE ) JE 52 M) 2 i 1 SRR A 49 2%, A 138 A 5 e
S5 DNA 254 ok eie2s Ye 66 5 45 16 ot 7 15 3%
SEPSARIIE R B &: -4 & DN iOK 41 i A e
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T, DNA SRR IR o B R BL ) B e St 559 -

AR G S BN 3 R ek i IR, A4l 2R B 5 i
e T B 2R ) 28 A S O B PR Fak i 4 L 4
Yuta T I AR SRS RNA 7 38 i S o b1 i) 52 3 0t 5
PRI S LA R SR I R TR, i RNA TR+ DL
JUANS IR Z A AH B IR, A An] — 5 THT A9 S 5 4104 52
e G (0, B 25 A0 AL R 638 . TR AL, R 3l 1 X
() CpG &y 5 Al W AR Z , T R &8 43 UL 43 A 1
CpG AL HIRZ KA WAL . g v, 5 Bt A P
AR AL KO AR A L 28 L [H] CpG Iy X B
FAAKCT- S T Qg B D ) PR 4 R A
BEAR K- BEAC, AT S ORI BE PRI A e e 1 1Y S
Feik FEPRH AT E 55, X BE P R AL HE TR Y
A BEPRR B 1 X CpG 8y & AE S v TP Rk, W]
LR e SRR, o0 o B 5 DR A i R 1A 4 ]
SR T B P O T P A R R AN 0k,
Tt A T R A B

DNA FEAL F 40 85 148 i 22 B AR 3 Bk A
UUEk. HILfmEnE 5 H 3L CpG 45 A E A4 AL R
Je S A 2 SN A R R I
o H SR AR ELAE A, AR DNA B4k o 8o
(Yt 5T, FHORE SRAM . L 5 Y CpG
By AR, 5 7S e PR 35 O AT A9 2, Tk g 410 o) & A
P53 5 P16 BT Y CpG & Y Y BE AL T8 15 X 2L
FAITTERAH G ), DNA - FH Ak ffi 5 PRI 708K 2 10 9 ik
PR T8 ) L HLHI 2 —7 24 DNA — 4459 CpG
ALE R P BEAL I, SR B4 CpG iz 55U AY DNA
FH R 7% il WU foff L AMEE 1Y CpG o7 i WY SR AL, SR &
DNA BUEHS 7 T 2E 4k . 72 DNA S il i Fe v, Y 4k
AR A IR 25 23 35 4% 208 7 A 19 P 2% DNA
53 ¥ Fo DNA AL R 2 DNA f)— i 201t
1% I BLXFh I Wis 4 T ARARARS |

DNA FEEAR AN AT 33 fy ek 72 3 5 1 ) PR
AR B ) 0] T AR 52 28 R R A i) i PR Y 3R
ko M Ah, A H % L BE AL B )R ( histone
deacetylase inhibitor, HDAC )i i W3 [R)1E FH o] L)L 5
FR AR D A0 350 A 1 FH 7 R R R D o
PR DNA HREAL R —Ff o 22 ) Rt AL A6 1, e
TEREAT Y, 6] DNMT 3 P 2 8k By ik i
FEH RS 5-AL 2% IS NE A% 1 azacytidine,
5-Aza-CO)FIE B LRI 5-R 2% It 4AU M0 g e
145 ( 5-aza-2'-deoxycytidine, 5-Aza-CdR ) j& DNA H
BEEL R BE00 A R , i 7E DNA S il A rp i
FUMLE E 2 15 DNMT 1 i3S 85 4 ] DNMT §7%
PEIX 2 PRI DNA B 3Efb, % e — 8k
MEVEPERR Rl AR I IR 77 T, B I

HIJT AL . Zebularine S 3T 4F >k & B4 55 — Fh A5 417041
DNMT ¥ PR L 25U , & RE 4 HB IR DNMTI %
V£ H HAEHE /2 1 B DNMT3a F1 DNMT3b, fi [ 5-
Aza-CdR J5 {8 [l zebularine, 7] A 2 #i% F 3 fa &
P16 FERPFRIR T, R PIRN 25 M A 18 DR A 5
i TR A ARG YT, R RS

Wi DNA AL, 2R R s R AL S
Bl F LAl R I T BRI AR o B X R R 3
Fal B I A DX T — B A S R AT R
B S0 EE N — 4% DNA 8RR E N R SS A,
TE B F Ak ) el A4 32 b 1A Bl DNMTT 7Y
W, ff DNA 55— 2555 H LAk, DT £ 40 35 P ) e
FE T 5 5E 4 L
1.2 DNA W45 miRNA 48 Z 4 A 2B 5 P &9
A4z A

DNA H 3 b5 miRNA REMSAH B JH 4 . 5 o0
AN 1), —28 miRNA 431 B9 5L 4
FF XA CpG &, 58 = H B Lg% 5] 2 miR-
NAs IR, T 2R & 2 22 5 — o7,
AT s ) miRNA EAS 3 1 #0 1f) 15 DNMT1
K DNMT3 532 DNA F LAk ) 50 o As
1.2.1 miRNA %3 4% DNA ® &£ £ miR-
NA BEAZ A DNMT (1) 335 16 M, A1 H2 52 | Jife 40
B JG shF B AR K F A 16 v, 92 5
B %A RIS . U miR-29 FEE R 51 I A S
FEEZ MM TE DNA B AL B miRNA, 76 2 Foii 42
ZHZ1 miR-29( 29a .29b 1 29¢ ) ¥ ik 5 DNMT3A
FI DNMT3B 2 415, B2 miR-29 RE W% 1 12 4 )
DNMT3A F1 DNMT3B /) 3’-UTR ; miR-29b 3 A L4 i
IR R DNMT1 /Y % S 300G + Spl, [ 315 =
DNMT1 235 F . FrLL, 23R8 miR-29 # R4S 1K
52 DNA HIEEAL A JFReAE R g 4 il -5 1 T
A P 35 A T 070 R %) 0 2 TR A 63K 05 % . miR-29
()3 A ) 2 R P AE R 5 2 W AR 7 b B
BB %), Chen 2820 75 52 U9 40 M vh A8 &
B, miR-199a-3p AEHE 171 [0 4% DNMT3 A, ik 7F 52 L
T AN AT TR T RE LA R S BFSE A,
25 H W98 ( colorectal cancer, CRC )™ miR-342 ik
T H miR-342 REf% ELHZ 4 1] DNMT1 19 3'-UTR.
miR-342 7£ CRC "2 AF kb9 41 1 55 5], miR-342/
DNMT1 A9 3¢ & Al BE R CRC JT RE BT A VA JT 40 18],
Zhang 45 HEh 28 JE I of % B miR-185 BEAS H 4%
#[m] DNMTIL, I35 5 B IR 40 i 38 4 DNA H 564k K

miRNA 38 if B 422 55 [A] 42 7 LM% DNMT /9 3%
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RIEME, S S MR A R R . AN R i
HREOE miRNA [ 3RIB7KF 23 30 DNMT &ikiE
PERYECAS FT DNA H AL AR, 375 b8 41
e384 B0 ) R T, Ay i R AR S e 8 s ()T 9 4
"rTr3s%,
1.2.2 DNA ¥ 3 {hiH# miRNA 8y £ % CpG &
() LR H S R A i L R DUBRE 6 th &
R miRNA 5 0GP, 40 miR-122 . miR-
129-2 .miR-191 Fl miR 1-1 25 3E 1 5 8 F (07 5405
PELERT IS A0 P 232 5] DNA F RS Ry 842, 9F:
Z 5 A kA e A sl T AR 5 B DNA
FEALIRZS IANE AR miRNA 386 B0 2
L0 R I P 6 miRNA R 9 7 S0
AT B DNA (148 FH AR, Pk A2 G Se L R Y 3R 58
S T T 1 I s A (1 N e el <)
miR-28 \miR-143 .miR-193a Fl miR-203" ' 4% 7%
11 miR-34b/c . miR-342 . miR-345 . miR-128' #*/,
P R o Y miR-23b 1 miR-34b/c ) g
f) miR-34b/c . miR-219-2-3p I miR-212" ") JB Jiit
Fi 1 miR-124 F1 miR-148"2 5 [ b 98 b (%)
miR-124-3" ) L B¢ 5% P A miR496 1 miR-
3435 R B B v Y miR-145 F1 miR-375, i Bt
Ji6 P ) miR-137 . miR-124-2 . miR-124-3 Hl miR-9-
30360 I 28 miRNA 76 A [ 2 215 78 v il 22 3k
Rt T DO 2 W SR TR RIS L
b, 50 PRS2 R S miR-130
FIR T, T miR-130 [ R IEfLAR N CSF-1, RERS i
DR HLIR 0 2 it 25 . miR9-1 A1 miR-9-3 J&3k
R A L3 head and neck squamous cell carcino-
ma , HNSCC ) FURSUBPE FLRE e e AR b, 3 H 5 H
AL AR 5L UM ¢, miR-9 3l I 10k PTEN He[H %
ik, D fig EAE R HNSCC g #m il 7. miR-328
3 2 8 45 T U LR R B0 2 1 ( breast cancer re-
sistance protein, BCRP ) iy A 164, #1125 A
# BCRP MAR YR H 7,

miRNA Fp2E52 7%, ZF miRNA 5 DNA H1 %4k
ZIAIAFAE T 200G 2R, AR 4 i v 2 LR s AL 2R 48
FIREE S50, PR SN P B S H DNA H 3
b BEA% 35 S M AR Y miRNA R B 283k 6 1k, 26
TRALJE 9 miRNA X275 5T i L R 4n J5idgs
SEPURIII g B AR ) I 2GR0 R A, 2 5 M
PRI A R . IR AR . miRNA BE 4 7Y
DNA AL 2 1E K7, B IE DNA YRR Ak i 4%
T miRNA 3R 3G P, & miRNA AH S50 19— 14>
A Wt

1.2.3 miRNA 5 DNA ¥ A AL 18] 64 R4
miRNA 5 DNA FIEAb 2 [A] A7 75 5 S 05 A 4 1Y) 3
SRENLH . BEAIET miR-148a LK G 3 4
Bl HH AT 5 R, T %255 miR-148a HIfEE
FEAIR DNMT1 11 3 35 36 P I 300 ) 20 At 33 4, Bt D)
miR-148a 5 DNA HI Ak 2 [8] 47 7 [ 15t o 4% 5%
F00 miR-152 1EF 5 P B PR B DNA 8 5
AL FTUTER, i 3238 miR-152 ANHFEE L W] E2F3
( the E2F3 transcript factors ), MET( cellular-mesen-
chymal to epithelial transition factor )Hl Rictor %5 %k
L REAS S 1] I8 DNMTT , 3030 1 725 N J e
JE AR A, T L miR-152 F1 DNA FH L4k 2 Al
A R R
1.3 DNA ¥AWARZ L L IncRNA 48 ZA4F 7 £ ¥ /5
¥ ag R 4= R

IncRNAs & — 5L SR AR K BE T 200 nt /) RNA
3, B Z miRNA B o712 . IncRNA BB TE
et T E I S KT R TN S R KO R A £
o2 T B 5 0 IR ) 3 1K KO Y, IneRNA HO-
TAIR,J& i1 12 S YL ik HOX-C R R 5 L7 1H)
i, L 207 =0 35 A28 HOXD R Rk
HOTAIR MERI 7 LT 3048 H: 57045 & PRC2
ARG, FHEM 3 MR 27( H3K27 )i = H
oAk, APl HOTAIR #U m) 3% K Al LSD1/CoREST
AR H3 41 4 (2R — 5L 4k( H3K4 ),
H3K27 ] 802 8 AR IC 06 19 5 28 H3K4 1Y —
HHIARAE R ) RN 2R A e il i AR A5 ( H3K27 =
HEEAL ). HOTAIR 7E & SRR N ESCC )il
1454 PRC2 ( Polycomb Repressive Complex 2 )& &
VoS Ja sh X iy 41 2 1 H3K27 1Y TR AR AN
Wnt/3-catenin S P WIF-1( Wnt inhibitory fac-
tor-1 )FER Y FRIL . R, #8H HOTAIR/ WIF-1 38 %
AN ESCC B PR AR R L @ Z R iR, In-
cRNA 5 )5 3l X F B AL A G, IR oo 1 A= 2
PRIRC K2 ),

2 EFEEZFX DNA BELEMERHNFR

2.1 PRDM AR F KA 5 i

FH AL R B 3 e SR A S e B ST 2 4 Y EE
THLZ—. PRDMI6 HA A& H3K9 HI LS
BV i H3 AR 58 9 o A0 6 2 R ik 2
KA AL I S DNA Z5E 71, B AT
T S e 00 JO 114) 465 ) R 35 PR A 1 S B P, o ik PR 3
IS ELAT IR . 3B /N 20 MG b 9 41 21 PRDM2 |
PRDMS5 .PRDM16 33351t 85 A1 ; PRDM BL A /P 2



TFEH LA DNA HUIEALAE e vh B A L) S A s vh RO I 5 ik g . 561 -

b 3 BOAE /N 48 il 9 240 21 PRDM2 . PRDMS |
PRDM16 H& R 33k i 2K 5 R AIG Ay S 2 i IR 5 2 Y 0
A2t AR /N2 it g B A AR A A AL
A e 52k 28 PRDM2 . PRDMS5 . PRDMI6 45 5 A iy /i
FALARZSA X T PRDMI6 1 5 s 4 vh 22 3k 4
151,45 SKI 1 Smad3 JE e 19 oG §4 S i 2

AW, % TGF-B( transforming growth factor-B )5 51
SEE L PR A ST AR 80 A0 T e 0 A
W 7 AR 20 A R i) PRDM16 mRNA k7K, 4
KK 4 AR FAAKE Tk . DL BB iR
7 PRDM16 7EA [i] 25 2k P 52 19 19 & 9 HIL I
T RE S ST 00 ) s R S 1 )

£ 1 DNA HE{LS5S miRNA 7 g b ryiEE

miRNA ] R HE R PR A HL I S Mg

miR-29 DNMT3A/3B miR-29 # 5] DNMT3A/3B 3'-UTR X380 F Ak it 0 36 14 , 40l e/ 4hl
i g et 10

miR-29h DNMTI/3A/3B miR-29b B4 [A DNMT3A/3B 3'-UTR X3, [a] 348 T DNMT1 3'-UTR
B3 ) FR LA B RIS P, 18 pISINK4b 1 ESRI 1R FE K i 22 3%, 4
Tl 2 P BB A I o

miR-152 CDHI miR-152 J& 87X EeAb 3] 7 miR-152 AT RE, S50 CDHL ThREIMHI,
PR BEFL IR b s R 12

miR-20a DNMTI miR-20a A3 FIX P EALIH] DNMTI B35 e Bog Ak 24 )

miR-29¢ DNMT34/3B MiR-29 B #:H15] DNMT3A/3B il B 5L A0 4% B8 Bl 16 P , 1958 miR-34¢ Al
miR-449a BYZEK 4005 R I3 20 M i J 4

miR-101 DNMT3A PR EEAR I AY T4 M8 7 A9 HBx 25 11 F 34 miR-101 ARk, M DN-
MT3A TP IEALHE RO BRE 1 , (2 1 e fry i Fgt 1S

miR-10a HOXA3 ,HOXDI0 DNMT J8¥:5 miR-10a J5 sh X 34k, 18 HOXA3 F1 HOXDI0 33k, e ¥t

miR-200b/a/429

miR-148a;miR-124;

miR-200 ;miR-17;
miR-217 ;miR-296;
miR-30¢

DNMTI # EZH2

Oct4/Sox2 F1 DNMT

miR-143 DNMT3A 1 PTEN

miR-148a DNMTI

miR-148a DNMTI1/DNMT3B,
RUNX3

st

DNMTI F1 EZH2 #\-5: 1Y) DNA H B:4LF1 PRC2 414 1 H 3L AL i 3R miR-
200b/a/429 ik AL HEIFE 45 i FFL IR A K

Oct4/Sox2 3833 HAZ BTG DNMT Ja 31 F DX, 38 5 B 5E Ak Tl 1 3% 2 , 0 )
miR-148a \miR-124 , miR-200 . miR-17 . miR-217 , miR-296 Al miR-30¢ Y
i A R T A R R R

miR-143 ¥ [] DNMT3A J5 2 F X, 3] AL vg v 2> PTEN 3 F 3L
A, 400 L g

DNMTI 4% miR-148a = W 54 , 1 2k JF 400 B g ok e 20

miR-148a K355 RUNX3 1) mRNA Ik Rk —3, B RUNX3 )5 3l
TIX R AL, 3 miR-148a K B4 &) DNMTI F1 DNMT3B {915 1,
AR RUNX3 ()24 il 5 >

2.2 PI6.RASSFIA FHIT % 3 B ¥ £ 4L 5 i

XF 10 AR RS 311 X CpG & H LAk 7E il
TR BUREAS T AT RN TEAG I 3 L6 F R MR 5 i
S & R R TIRE VT LAAy SR T LR (D i 40
L) 30 2 Al A A B i LG pI6INK4A 45

@DNA 1558 B 4145 DAPK .hMLHI .GSTP1 .MGMT
55 QMR B NEE AN S FE R, L35 E-cadherin \H-
cadherin 1 TIMP-3 55 ; (@) 88 20 i 08 12 A O JE 1A,
£33 RASSFIA F1 DAPK ; &)V 5 I8 40 it £ 1< J] 19
(LA LTS RARB %5 .
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%<2 DNA BE{E IncRNA 7ERhE R RIIAE

IncRNA ok iy AL 1
HOTAIR  12q13.13 R il H3K27 i) =1 3EAk
IncPOU3F3  2q12.1 B POUSF3 JERJH T

A
MEG3  14¢32.3 i, B9 Rz FH Mk
MALAT1  11q13.1 BN Ja 8 F H Ak
SCARFI  17pl3.3 JF Ja 8+ H Ak

il pI6INK4A .DAPK .RARB .RASSFIA MGMT .
GSTPI .E-cadherin .Hcadherin hMLHI 1 TIMP-3 t ¢
10 N FEF P H FERIRA . hMLHT H &40 0, 7R
hMLH1 AL A2 5 il & A R 5 7 . FHIT
RUNX3 . EGFR. RASSFIA . pl6INK4A . E-cadherin .
MGMTHEA Jiti i v s F A0 AR 2 b g 14 34 5 0 3
J& | 2 B AR A B R 00 ) 200 A P 34 R 1 A0 B A O
Too TREN ) B AL RN 25 B BE Ak 3R o7 e A o6 L
, ATiF R B R B TR B, 0 ik A
B AEESE DN, ST ) 4 TR YT -

2.3 EGFR ¥ &AL ik

A/ INE il s BB K A7 AE EGFR J 8 1 W 34k,
K28 30.3% , EGFR Ji 8+ W 34k 5 =A% 1)
FAOC R G AE 1 B SRRl 34,59,
7N i I 9 T 25 20 LRk PC9/ GR 4825 TR K1k 2459 5-
Aza-cdR AP S5, X35 AE 2 JE 0 SR A B [l 5
PR F R AL 25 %) 5-Aza-cdR 1EH T PC9/GR J&,
AT LA L 25 M A — o R L i, AR R X
PCO M3 FE M F s . A FH 25 M2
5-Aza-cdR R L35 JF0 TKT A S50 il I Jes 20 it ik
H1650 \H1299 X 7 JE 8 Je i BUs % . PCO 4 M bk
Yk K VE TKI it 25 )5 , Ho EGFR 5 3h 7 X 58 34k Kk
STt 2 AR 259 5-Aza-cdR T TG, HXF
FAER R U — e R DR s gk k
PEM 25 59 AT e 5 EGFR J5 30 X3P 54k 7k
FHEAa X,

T SR I IR /DN 200 e i 9 o 5 i S5 L 2 B A
EGFR JA 811X 3.6 F1 9 {3 55 HH 3L /K7 Lo, i
FEIA H12.5.7 19 fo o IR RR B o sy, HOH L
A 3R KV 0] LUAE Ay 98 2 2000 1 R 1) EE B2 4R
R BB IX R R RS R TR —
AT DA G it B o ml 3 o R0 i B T X
AR AR IG5 AT 2459 i ORI | BHL LR it i 1 e
2.4 miRNA B3 T X&) FERALS i

miRNA-34a 5 fifidfig o A S 285538 B AT OGN

miRNA-34a J& pS53 FEPH RIZ5 19 —5B53 , % miRNA-
34a MARFEIR 53R/ I il s i A R TS A3 6, B
Ja s XA F AR B 8 98 /D B miRNA-34a 1Y%
K VR AN 24 R 1R Y T CDK6 kP T
DNMT3A #1 DNMT3B % miRNA-29 [ 5 , 54 Jin i
FEZR AR miRNA-29 f93RIK, AT LAfH DNA H 3Lk
SOAEH TG B S R FHIT F1 WWOX 535 3%
K miRNA-200¢ 5 371X T 34k 5 il 2 200 iR 114
EGFR-TKI Tt 244 #H ¢, miRNA-200c B35 1,
A LAREAR ZEB1/ZEB2 FI_EJH E - 85568 (£ k,
e8I /N 290 60 it s 0 9 10 T 247 40 R X 98
TR, BE % 30 &% JBE b 98 40 I P EGFR-TKI ) fiit
2450, miRNA-200c A3t 3 k18 0 1 il i 7 40 it ik
XFEGFR #[m] 36 97 1 B0, 1 L BB B2 = Ak T Y
A9, miRNA-34b/c (19 DNA H3EAL 5 T #1E/h4
JiL At () AR S A2 2 ARG, T VR A T 1 R /N4
i T VB AE 2 Fhn iy

Let-7a-3 J& T JfUlA let-7 miRNA Z5 ™, H 5
LR NGRIE F 40 & A K B e Ab (R FE il i
HAUR AW IHAL, Let-7a-3 25 P EEALAE R A
i 20 L 22 R Tet-7a-3 B3, 18 T 400t o AR ) A
R M let-7a-3 FF 4 miRNA fYFED | il 1 2 Wit 1%
P R BUEE A
2.5 IncRNAB#ETFHEAR B TRGFRMLS
Ji
2.5.1 HOTAIR HOTAIR K JE #H 2.2 kb 1Y In-
cRNA 7 TR 12913, 13, R B RS 5 TR/
240 R s o 0 1R AR TR 25 WL B g ™
7 : HOTAIR ()3 263k 5 LAD 40 (Bl g 9 o [
AMA KR ) XA Y BBOROE A G E MR AL, 5 2R
AS549 4 MOAH L BT 2514 A549/DDP 4 it HO-
TAIR & &35k, #i% HOTAIR 71K 5& A549/DDP 4
JHL X AR P SRR , R I ABURR B LAD 41 HO-
TAIR HJ7%ik W] 5 T4 ; HOTAIR 5 PRC2 }% LSD1/
CoREST/REST & & AH AR , K HAH 55 % HOXD
LR R FE R UTBR . 2 00 358 A% T R 2 i yeg 41
THIEE PRI 16 B H ML o Zeste2 358 F-( enhancer of
Zeste 2, EZH2 )J& PRC2 44, - Sl 41 H H
KRB SE M . P21 J& DNA 3445 I el 410098 322 1A
P53 558 P53 3L 23R 5 5 0% 240 B S SRS R e
I, HOTAIR A9 F AR, W9 & 8L, 8
it siRNA 1S EZH2 FMUTER, i P21 7EAE /NI
JIti 5 210 Jf v 2R 35 BH SR 39 . HOTAIR 75 LAD 4
JL AR UG T 245 1) V5 ZE AL AT g 5l s e P21 1
FERTTHEINTAT: K GO/ G110 200 o J&] S fss e AT O



T, DNA SRR IR o B R BL ) B e St 563 -

2.5.2 AR 2L 1( Taurine-upregulated gene
1,TUGl ) TUGI 4K 7 542 ni( NR_002323 ), %Efir
T 22q12.2, 7EAR/NMIMIEEZH 2D, TUGT B 2 1
R AR B R L R R T A R S a3k
K TUG ek BA HYUERE, p53 SHEST
DM H A ) B3 98 45 IncRNA TUGL A9 3K, 1
TUGI fEf%5 PRC2 454 W7 A W36 1, PRC2 Y
B4 5r EZH2 BERE M 455 1E HOXBT WYJE 31X, fff
HOXB7 {9 H3K27 34k, HOXB7 i i # 7% MAPK
F1 PI3K/ Akt 38 A 9 240 B8 58 . @R TUG Je
BERR AL 20 L S5 = 4 9 B p-ERK ) (B2 1k 25
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