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DNA R EALEHZRYmiIRNATE i & &£ & R P HIER

B HEZ*
(P T RS2 IR D 5 PRI 20 e, 1495 D 2L 2 B8 920052, PRIV 010050)

WE WRASRLAFAIT R R G RE, 677 TR IEBRRAHASE S ER,
SRAF T AT A KA K AEAR P 0T AR, AR B FAFE978 97 K. miRNAYE A )~ 69 3 0
RNA, € T4 35 fe B 49 mRNAK AR A0 5 474 miRNAZ 2] 3DNA T A/ A 89 R ALiE A%
Wz, Ah A mieid AR, QiEmitst. HIAf AT, AEREF M RARE. DNAT EAME S
T i 49 F AL AR AL, B W CADNAL T AAL T R FRE 16 Ro8 77, (2L F FHRER
P4 4. ADNA T HALIAFE S miRNAA WA &, 3% K ALDNA P HALTAFE 69 miRNA A
KA K AR, oA B A TF Fod R R Y BT T AT 45 54

X##iE  DNAH AL, miRNA; fifi

Role of DNA Methylation Regulated miRNA in Carcinogenesis of Lung Cancer

LIANG Yabing, SU Xiulan*

(Inner Mongolia Key Laboratory of Medical Cell Biology, Clinical Medical Research Center; the Affiliated Hospital of
Inner Mongolia Medical University, Hohhot 010050, China)

Abstract Lung cancer is the cancer with highest incidence/mortality rate in the world. The treatment pro-
cess is beset by low cure rate and high metastasis rate. It is urgent to understand the molecular mechanism of lung
cancer in the course of occurrence and development in order to find a better treatment plan. As small non coding
RNA, miRNA can lead to mRNA degradation or translation inhibition of target genes. miRNA is regulated by epi-
genetic regulation, including DNA methylation, involved in a variety of cell processes, including cell differentia-
tion, proliferation and apoptosis, and regulating disease status including cancer. DNA methylation is a reversible
epigenetic regulation process. Currently, DNA demethylation drugs have been used in the clinical treatment of can-
cer, but it is still necessary to look for drugs with high specificity. In this paper, the role of DNA methylation regu-
lated miRNA in the occurrence and development of lung cancer, as well as the research on the sensitivity of lung
cancer to chemotherapy and radiotherapy are reviewed.

Keywords DNA methylation; miRNA; lung cancer
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SCLC) A1 HE 7IN 41 fa fili ¥ (non-small cell lung cancer, carcinoma, LSCC)(40%). Jiti i Ji# (lung adenocarcino-
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ma, LAC)(40%)F1 K 4 A ifi Ji (large cell lung cancer,
LCLC)(10%). filife 155 AE A7 K Z1N18%, £180%(1)
it e 6 5 DR2 T e ST AN BB TR, AT IRF70%~90% )
TR B SR, PRI, T R AR 4 P AE AN
) A R I B I 23 7 A, 158 A 2 R A Wb &
W), s B TS 28 E 2. miRNA(microRNA)
68 b B ) s R) e e 0 o TR, 2 5 T R 1)
W5 RIFBAFERE LR, 15 NI ) R AR R R
EEEEMER . RMEAE IR 2 MR kA
f16) 25 2 11 L3I UK B0 (K 2K, DNAH Z:Ab 20 R £ 1)
RMIBAEEM 2 — o miRNAVE e 32 PR 5 fi 3 100 1)
L DR AE g A R J R 3R K 8, S5 miRNAJS 311
X FIDNA B R R & V] A SDNA I 4L
DNA H 3 Ak 18 #miRN AT fili 8 A& A5 & g i 72 1 5
WA FEAT 450

1 DNAFREMK5S5CpGEH

I AR SR T 9T R B, RO AL AR Ak 5 st AL AR
(G DR R AR G o Ak iy A2 ) Ik [m] 4 ol 17— N2 2%
PIBLH . FWIEAE L 7] BLAE AN U DNA 51 1)
I 0 i [R] 3 TR A ORI ik R A B 1, X 642
ML FEDNAF B fb . 8 HE . G ()5 398 A
A 2 FURNA ) 2238 2022, &F — AN v] Be 5 HoAdh 7
T R P [E) AR M. DNAF Ak 2 26 00 36 [ 4%
ML B ZE R 4, J2 T 8 i DNA F 2L 4% 2 Big(DNA
methyltransferase, DNMT){E H, #% & )7 41 7 117 )i
I I (cytosine, C)H B%-507 B #7S-A7 F H A% & FR(S-
adenosine methionine sulfur, SAM)#g ft 1] FF L LA &
i N 5-H JE HO BB IE (5-methylation cytosine, SmC)fit
FE(EI1A). DNAHEAL/EDNABE . B4, FiilLh
o S DR 1 I 4 it o L EAE A . A3 DNMTES
HIDNAF 4L, HHDNMT3AMIDNMT3B: 2 4 5t
DNA I AL [ 2 37, i DNMT1U 6 5% 4 £ DNA
FAIRED . FE ALY EE R A 74, CpG % H
TR 2 A 5] 73 AT, DNAF AL N R AR R R4 BE
R E CpG I X Bk, 1% X 485 /4200 bp, HHCG
5 8 KT 50%, $iFRANCpG & (CpG island, CpGi)®.
CpG I A7AE T £160%2w 15t 11 Ji FImiRNA [ % [K] (1)
VR TFRE XE. fE IR M, CpG B IE
s AR H A, SR 1T 7 M 48 i, DNAH R R
IR, T 505 JE BRI i e 400 1) 5k R AH DG (1) 5%
R 4 X A I R s AR B . A R, 4 B AT AR

JE BT HICpG A% H IRIE # /2 AL ALK . DNA X
A 7K FE i A b IE R 4 AR I H R e AR S
ALFEAR F B A Bl s PR A ., (EJaDAE R m) AL 8%
B BT 35 D5 20 R e 14 AR R e 22 R0 1 4 R I
PRI, b4, T2 #1025 B8] (tumor suppressor
gene, TSG)Z W HH T R J8 2 1 =y F 40T 259,
FH ANy MR e A 1) Dk e H 2R AL
Fe— A AR AL, DNA FH R 5% 7% lilg 4100 1) 551 40 5- 20
Z%-2'- i %A M (5-Aza-dC) BN 5 4 2 1 il 2, Bk AL s
F i F TS A(trichostatin A) 3 [7] 7] /E F 3 2% K] 1) 7
KB,

2 miRNASDNAHEL

miRNAJZ H19~24 1% 5 B2 4 B 11 /5 1) 9 U
PEAE 9 ABRNA, 5 5422 1F 7 5% e 3 1 4 K D1
miRNATE hy # J5E [H 0k 1) 3 3¢ f5 5 R 7, @il
55 30 3 PR3 4E ¥ 125 [X (3 untranslated region, 3'UTR)
ANsE 4 AN A, A SEmRNA 5 5% 58 A B,
T 8 4% i DR A ik . miRNAT B2 5 45 & ik
30% M) E R DAL A . AR A AL I mRNA B RFE,
miRNAH] 43 4 Bl 98 $0 l miRN AR {2 EEmiRNA, |~
225G, R, 22, Fr. REM
FERS SRR RE, R R 41 i T 24 4 sl A ) UK
PEo — A miRNAF] CATER B DGR IR 42 5 50
ANEIMRNA, 1 2 A miRNAR LU — AN . S
559 P miRNA SR A 75 138 W I8 A% 22 ML, 46
DNA B0 A 41 8 &40, H AL DT BAmiRNA TR LA
T I 5 M miRN AT 45 1 25 R RS AR, TR %0 052 fi
T 1) R &, e 2 J BT X3k PN CpG & 1) 24 2
T bR miRN A 25 35 ) 3 E AL

KUNEJZEUV HT T 4555 S2 5618 5, K B14.0%
(ARG WU 1) 52 WL T 4% I miRNA 58 427 T CpG
BN, 11.6%FmiRNAZ 5 £ W% 2R 0%, A 36235
JiJRg % FE S AL, Hoh, 45.0% I miRNATE £ A fif 8
AL )40 b 52 B R B 5. T WimiR-124a.
miR-1/2/3. miR-127AImiR-199-1/24 /b7 7Ff i Jg rh
52 ZIDNA F AV ) R WIS AL 1%, miR-34s I 7E 125
Ji9g 52 BDNA A6 (1) R M 18 A% P 455 . miR-34
FEA A b Je AR R v 5 TR A S I LA, AR
i B E. &, PR k. ERLALAE SRR
i 987 o 5 ] LW 8 3miR-34b/c FlmiR-34aft) H L4k,
A7 A, AE S R F0 HmiRNA, miR-34a B #2248 1)
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(A) ®)

NH, NH,
/\ CH,
NZT S sam NZ |
—_—
) J DNMTs I~
o\ y 07 NN
" H

Cytosine

Normal cell

Pri-miRNA T Unmethylated CpG

—_—

T Methylated CpG

? IL r 1
Exon miRNA Exon

- -——=->

CpG island |

e ¢t

CpG island

TI9797

Promoter

5-methylation cytosine Cancer cell —T—1 Promoter | Exon nmiRNA Exon J—

A: DNAHEEALIEFE . B: 1E 5 4 MR 41 i -F DNA FF AL A% I miIRN AR L AL . 58 28 R R 7R miRNA [5G S 45 LI

A: DNA methylation process. B: mechanism of miRNA expression regulated by DNA methylation in normal and cancer cells. Dashed line and *

indicate that miRNA transcription is blocked.

Bl 4B ZDNARELIHTmIRNAFHE
Fig.1 Patterns of miRNA silenced by DNA methylation in cells

E2F3(E2F transcription factor 3). MYCN(V-Myc avian
myelocytomatosis viral oncogene neuroblastoma derived
homolog). Bcl-2(B-cell lymphoma-2). NOTCHI .
JAGI(Jagged 1). MET(mesenchymal-epithelial transi-
tion). AXL(Anexelekto). IL-6R(interleukins-6 recep-
tor)s YYI(Yin-Yang)5 R 25 1T 2 A B HE,
miRNA-34s [ K iE (et TR I, &ah. LR-
B8] Ji %1k, (epithelial-mesenchymal transition, EMT)H
2281120, R A — L SZDNA L 1K I #% I miRNA,
UmiR-2037E 2 Fib S 4488 M1 I 2% Gt 8% M Jieg o R
T T miR-2 1 g i i 2 R b T3 RO ,
X LEmiRNAZR WAL AS A H T8 A Jee, T
AT g (et BT 12 2 e A% . B, miR-17-92#% 4%
Jige J o = 40 g v 22 B 1 28 FODNMT AR L 3 A
T 1, DNA R B A4 1 71l zebularine AT LA 13 4 4 fig
miR-17-927% K 7KV, Y355 [ 40 i 1) 1 R BT g
JIv BURTHE L 2B IEN e, X SRR S T DNA
AL 3 BmiRN A SR LA iR o () B AR 1
miRNA B A R UL i A% Dy g, sl 17 5L 5 3)
THAERE EEE A, B0 AR R AL 4%
K5, WIDNMT. 4 H % LBt R (histone deacety-
lase, HDAC)F1 Z Hi #5454 (polycomb repressor
complex, PRC)FJZL 4y, fiE st 4 i (1) 3R Wit %, 78 FE [A]
WA R KPR S, FABBRIZE!SIE fiti i 4H
H & ORI, miR-29 5K AT LA L HE I DNMT3 AR
DNMT3B. miR-297F Jiz: 2 [ v (1 5 2% i 3 1 41 )
DNMT )35 4 AT BLE B0 EHDNA R A UBR R i
JREAMEI R 1, TV e A A0S 32 B REAR TS

fJmiR-148ath A& 1T DNMTHI/KF, iX % B, miRNA
FIDNAH JEAL 2 (A7 AE SR AR R T EAR . HoAh
B 4% HIDNMTIE P I miRNAIE £ miR-152. miR-
185. miR-3011'7, miR-708-5p™), miR-101294

3 DNAREMN A mIRNA S
3.1 DNASHEmiRNAXSFhE IR0

FH 3 A A2 3 L ) 3R WL A R B ML 2 —,
miRNA I [ 738 A 23 o8 th gt 35 Mg (1 34
JEA . (EME F, miR-124a%), miR-1262°, miR-
9. miR-34b/cPImiR-200cZ5miRNA [ FF B AL 4 i P
VUERSS T IR R A IR R 28 MR AL BT
RN R E(E2).
3.1 A RELES FZiEEEER
DB AR G R A MR MR R, X & E S
J7RMCAMPE T ) EZFE K . miRNAZ 5% # 2
PR, MRS ER R EEEH. &
A= VY452 (arochidonic acid oil, AA) R iE it ¥ AL
-1(cyclooxygenase-1, COX-1)F1COX-28Y 5-f5 %
4 (5-lipoxygenase, 5-LO)RIBEIEAE F#24k AT
HI| IR 2% (prostaglandin, PG)EX FH =i (leukotriene, LT).
PG LT/2 2 Floge i (045 2 R he ) 10 i iR 15 5 7
Fo 5-RE A BRI & (5-lipoxygenase activating
protein, ALOXSAP, FLAP)ELT Ak [1) i P 4 1k 25
B FEIER . DR SR B, LTAE MR 1) & A4
K E % EAE B . miR-146afE it 40 i &
i LA, 3 5] COX-2 N FLAPI3'-UTR M I i
TPGSFILTs[ 74, Bl afu g v, /735, i
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I
5

Hypermethylation

miR-886-3p | — | PLK1, ]

TGFpI
[miR-1247 | — [STMNI |

miR-34b/c TP53,
— NKIRASI,
miR-125b-1

RAR-p2
[miR-589-5p | — [HDACS |

iR-200: ZEBI,
H(Il\;SCLC)S — GATA3
‘miR-145 ‘ —] ‘mucinl ‘
—i[cae
[miR-129 | — [ Weel |

miR-1179 —] | CCNE1

miR-146a — | COX-2,

- FLAP
miR-193a

miR-9-3 —1 | NF«B
[miR-127 | —[Be6 | _

Migration
Invasion
Metastasis

Hypomethylation
[ | LATS2, B-TrCP, |}—miR-135b
NDR2, LZTS1
miR-539,
miR-323b,
miR-487a
SMAD4, -
— TNFAIP] —| miR-224

miR-200s

| | ZEBI,ZEB2 —1 wsco)

Cell proliferation\ ___, ng cancer
Anti-apoptosis

Down-regulated
Up-regulated
—1 Inhibit

%2 DNAHEALYHIZRImIRNAXS ffifE 8IS0
Fig.2 Effect of DNA methylation regulated miRNAs on lung cancer

T R4 28 115 5 JL I B0, et T e 1) R ARk
&P, miR-34 5 B 75 0 o ik AL, (KR A
[FJmiR-34b/c 5 LACHH M 1) iz ib ¥ # A1 0%, B RIA
miR-34b/c] DL ELACH MY 1112 28 M AR, 78
NSCLCH, 3z H B Ak 1 3% 2 18 T B IfImiR-1247 1
miR-145%3 538 1 # /] STMN 1 (stathmin 1)fTmucin 1
FMAINSCLCAN L 3T R AR 285031, 1 H. miR-145()
A0 2 FE 5NSCLCALZL 1 /0 A 2 B 2 7 B2
2 H R A A 45 235 T 1 B miR-125b-1H1miR-1372
5 TNSCLCH) # # 3 #2, Jf HmiR-1375NSCLCHJ
WA RS A R PR TS AR OGP, S b Hz 48
JfIAH b, NSCLCHI I [fmiR-589FE K J 51 iy F 34k
BN 2 2%, miR-589-5pn] LU it ¥ i) HDACS mRNA
[13'-UTRK P& IRHDACS 1) % 1%, H5-Aza-dCHi il H
FATT B RHDACS3R1A . AR I AMIE 73R B, miR-
589-5p/HDACSIE i {ENSCLCHH f f1 i #8 . 1R 28 A
g v R SR (E Y. 7EANZRSCLCH, 1 — A
T 25 5 8 75 i 8 3 2 U miRNA £ miR-886-3p, iX Fif
miRNATE66% I SCLCH 1 H 5= 4k T B, H 23k I
A IR A WA A AR OG . 1) 2, miR-886-3p )
20 38 1L # ) L HE 3 K| PLK 1 (polo-like kinase 1)1
TGFpI(transforming growth factor?EB1)n] LA 1]
HA44641 R IFTG5E . TR AR 225,

—LUmiRNAZ: 5 1 58 Ji 83 48 i O EMT I A%, 4
miR-2005% % (miR-200a. miR-200b. miR-200c. miR-
141 FImiR-429)ii i ¥ () B HEE &1 45 A 8% 45 52 11 1 (zine
finger E-box-binding protein 1, ZEB1). GATA3. miR-
132FImiR-1497E N [¥] 2 FREMTRU R %, J5 & miRNA
48 1) ZEB2 A X 3k % 85 H JFiM 1 (forkhead box protein
M1, FOXM1), 3f HZEB2/& T HE-£ % £ 1 (E-cad-
herin, CDH1) #J%% s 4 Rl 1, 7E e 5% 7% rhofd B 22
fEFB™8, ZENSCLCHY, miR-200c& A 1) & 2k 5 A
BT HFFHAM I, HmiR-200c& A F i L 506
R RS FIE-45 55 8 1 R IB S5 AH L0,
3.1.2 #5AT EHIAREE. FTAS
R DA 1) Tl e e 5 AN 2 A 15 1 o5 A 2 MR SR PR T AR 1Y
BRI o K 22 BRI A7 1R O B 2 4 it J] S0 BEL v
() T miR-1297E 4R It 48 it rh &b T vy Y AR
3, H 25 DACA FEPK E miR-12911 /K F )5, &
HTEGy/MYTIE i Wee I 8 CDK 1 2% 3%, A T 10 il i
S M 3G 5H, JF 8 it 2 i 4% X §--«B(nuclear factor-kap-
paB, NF-kB) 1% )it 4 J& & [ B#2(matrix metallopro-
teinase 2, MMP2)[1] 25 [ /K Pk 8 /0 i 41 B i 4% Fi
12285, miR-11797E i K ENSCLCH 2R b 5|l
Jiti 4 23 A R AR K SF 1, HF HLBLCCNE I(cyclin E1)09
0 58 DRI 478 98 41 PR ) 389 5% miR-1277ENSCLCH
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Bl B LA UER, I Ho I 1 T Bel-6 K 35 i 8 4111 1)
BEMY. 52 F AL % T I fUmiR- 13738 i #1741 i
JE A 535445 F142(cell division cycle 42, Cdc42)F & 1
B R 1 B 6(cyclin-dependent kinase 6, Cdk6)if
25 il A8 200 e ) e ST A, B 4 L P A B

miR-193afimiR-9-37ENSCLC & & H i FH A,
miR-193a2: A AL A A 3l i | Mcl-1(myeloid
cell leukemia-1)RAT il 40 P 3G 48 A5 S 729240, 78
miR-9-3 " i fUNSCLCHH L 1, miR-9-3 )5 5l 1 52 Hl
SEAL R 2 DL R OIRE, 5-Aza-dCHT I8 HemiR-
9-37KF, AT T i 48 e RINF-eBI) 2235449, %
117, miR-97E A il th i) R 1k FF A R, — LR 5 2
71, miR-9 b J (i 3k fi Jgg % #5140, 5y — e Rt 5L K
B, miR-9FE R 40 g b T~ i, BERG M| G, (e Bt
T, B ARAR MR 7 A X e T 45 R i 1) IR
B, A —AN AT RE A R R 2, miR-9-37E Jieg A Az v
HA R RAEER
3.2 DNAfEFE X miRNAXT iz RS0

T UM R DNAAR H L AL B AL ) R 1 B
DNA(K H EAL B J2 R 2 Fh 2 4, B3 R b - HF
SRR A A O TR A B =, B AR A R AR Y
WAL W . J14h, DNAJKH F: ALt 7] U5 K T-DNMT
k= o B R Bl DX ok RO HY A0 AT DS Jin % e
T RIS T P EOCRE R AR EE R BEAC. AR FRAE T,
B T B 2 K0 H YEDNAF AL JTER, (B0 H 4%
PEF, A BRI 5 B g AR R AN R 5 A i 5
WAL, MR R 1) & A2 . DNAAIG Y B0 AE %
8 r ECAE Ji R e A P LS00 B R I

i gee i R 2L ) 2 AR R R AL O AR 5 e S
TR VIR, HAE N Y e b B — 2 12
WAl #Bor f2FEmiRNAJE 3 1 X [ 57 5 K H 24k
75 HARIA RGN, xS B A B4 A ek
JE 0 R JE AL B . miR-135b7E =5 1% 2% PENSCLCAH
P 1, @ ) Hippod& 42 1) 22 AN B R 43
LATS2(large tumor suppressor, homolog 2). B-TrCP(beta-
transducin repeats-containing protein). NDR2(nuclear
Dbf2-related 2). LZTS1(leucine zipper, putative tumor
suppressor 1), 34 5% 1 IR 4l e (AR AMZ 28 A i
S £ K AT R B8 /7. miR-135b22DNAZ: Fi 5 4k A
NF-«kBf& 5 X %, $&7~miR-135b7E e o i 57
FIK AT BT RAE MR AL W PR LR 45 1R, Bt
R, AT Yt ih14q32 5k L4 5 R M 2 1

miRNAFE(miR-539. miR-323bHImiR-487a)(K)id /& %
K5 % R AR R A A G, (2 T iR 4t
R AZ 28, A B T LACHHM 1) 250,

let-7a-3 1\1CpG & 7F 1E & 41 i o v 5 R 4k, (H
TELACHH M I H 34k, S SR IE . 15 i 41
Hirh, let-7a-33 i EH T2 S A MG 58 55 A5y
1 B 22 A J DR T R 45 A e A FHBY . CUTEEPA) A 7
R, miR-2247ENSCLCAH 2 18 3% i, o2 AE
VIR IINSCLCH 2 H, 1K ImiR-224 )5 3 1~ {IG HY 2
e FNE FIERKAE 518 %% 22 5 [ miR-2247/ENSCLC
PR IE . R A miR-2243 i B AR i g 410 1)
[X] - F-SMAD4(mothers against decapentaplegic homo-
log 4)FITNFAIP1(tumor necrosis factor, alpha-induced
protein 1)1 7348 HL D e (1) 117, {2 FENSCLCI) 1=
8 fIE K. SHENZEPIH G LSCCH 21 5 40 i IF
ML, RITAmiRNATELSCCAL 2 H JE Ak 8 (1%
H 4L 5 & W 2 1b), JF HE2F1-Cdc25A. miR29a-
RAN. miR326-TBLI1XRI1 G2 5LSCCHIKJE. 7
AMERSMSEES H ORI, Sl E R 41 fRBEAS-2BAH L,
LSCCHH s ZSK-MES-19, miR-2005 i 11 3 15 7K
B, MZEBIRIAKTFEAK. 1% IAmiR-200chE
% 0 2% B ARZEB1FIZEB2 ) Kk, #] T SK-MES-1
i ) G T AT 2, 15 S AL I miR-200 5K ik
MZEB1/ZEB2Z A H At 2 5 T LSCCI K g
X 5 Hi ST iR miR-200 5 R AENSCLCH 1y FH B A0 3%
AR, Ui BHZE T AR e SR A R R, miR-

200/ A KAEA R BIVEA -
3.3 miRNAR BT B fE T S5 1077 U2 Ry
M

ST R RIG I JdhE 1) — A BT By, (H 2
e 210 I PR TR 247 R o)1 S8 A bR )t PR T RO TS
miR-7 5 H 2 A 4k DA Sy 2 Jili e 41 i I 47 (Cispllatin,
CDDP)iiif 25 A=Y AR 18P . miR-73 1K K TTER 5 2
MAFG(musculoaponeurotic fibrosarcoma oncogene
family, protein G)7/K-FF &1, MAFGH =14 1A A8 1% it
18 0 S0 40 H X CDDPI R BT 77, 15 B miR-75%¢
MAFGH) E 4% 3 HZ 5 N8 41 i CDDPTiE 24
PRI BB, 53 4b, il bR A HimiR-7 ) FF F
W5 B H ot e A A S AN S AR A R 5%, A2
NSCLCH*, miR-7 F 34k 1) A7 75 32 7~ 21 i A= 22 e
W5, JUH R A TLACH i & #, IX A 9 53
NSCLCHIFR ML 25 K BLE T A, i INSCLC
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Gk -

HE 2 Wi it 7897 R 5. miR-4937E CDDPIi
24 fili e 248 B ol T FR 2 Ak R 1T 2R, miR-4937E
JIts 952 240 J0 A ) B i % 08 T S DN AR 47 1% 5 A
T Py A 4 B 98 T A2 3ECDDP R AL T U . Ik
ANIE KB, T 25 H 1(tongue cancer resistance-
related protein 1, TCRP1)/ZmiR-493 1] H $% I fg 4
AT, 82 AR R 5 fmiR-503 2 7] fE SZIINSCLC
4i fg XxF CDDP I UM, H 24k AT miR-503 11 Bk 5 3L
FANCA (Fanconi anemia complementation group A)#
LGN, FANCAJE I 2 5SDNAS S &, et T 9%
4 s %F CDDPIfiy 2 (1) JE Bi*®. - miR-512F1miR-3737E
I 58 240 o A 52 2 8L A% 2 R 3%, I 5-Aza-dCHITSA
W DNAH AL R 3 2 AWk, BB Rikix L
miRNA ] DA 5RCDDPF 5 (1) 4H M 78 1 0417 1] 248
HiSH 51E#% . TEAD4(TEA domain family member 4)
B AIE S miR-512 1) ELELHE i, miR-373 4% &K I H
P40 FRelA. PIK3CAFIITGol1 i mRNAPY,

W, 73R 194 EGFR-TKI(tyrosine kinase
inhibitor)fi 24 ) H A EMTHHIE FINSCLCAH A, miR-
2005 Gt 8 81 IR ALTTER . miR-200cy Bk 5 2
FhEUE ISR CE A K, AHFEEMTHCE FILIN28B(lin-28
homolog B)id £ A . F A miR-200c 7] DL it
PI3K/Akt(5 5 il i AL 7] ZEB 1 % 35 36 3 5 4 5 Je
(Gefitinib)fif 25 40 f i U, 5 S A MRIE T, ]
i B EMTHHIE F 3R 1514 EGFR-TKIf 2541 i 7= A&
LIN28B#Il] . A #B 1) 42&, miR-200c/¥) 5] AFILIN28B
) Bl I 8 %k 3K 45 1t EGFR-TKIMH 24 20 i 7 £E 1 Ji 9
R4, T S A 20 i T 5 A S e e0-en g e
FEHEIR, DLAZ H SR T 3% ImiRN AL 4 T3 B3 it e 14
I i 25 IS TR VR Y7 I A, R 20 W8 A% 1 TRAT &
SR A VRIT IR — NG A B SR

PRl J 30 - i B AT 08 R R I miR-2032 5
DNMT1-miR-203-Survivin{i 5 fil (1] i 42, 7] DL 5
WA AR AZ B B B A 7R 97 SPDNMT LR1/8¢Survivin
I RIEINSCLC 3 AT T I7 20

AR YT 5 ARG IT AR 4 A 0 T3 mINSCLC
FIIE T R B R E B, ENSCLCHIHF 78+, miR-9
IR R 3 7 F AR A Bl A FEL 2 4 S 1) s R T
B0, miR-9fBOE AT AR T i 41 A F 25 4 S UK
PE, AR 7697 BOR B E E, R I miR-93 5 |
NSCLCHIHUH U, 3+ Hax FifE 52 53 3 7 H
SRS = 1, 57 BRI R U Il miR -
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