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ABSTRACT: Epigenetics refers to affecting the expression of a pattern without affecting the genetic sequence. In addition to the
classical genetic, such as point mutations, transversion, insertion, in recent years found that epigenetics also played an important role in
lung cancer. There is a brief description between the DNA methylation, histone modification, non-coding RNA, especially miRNA and
lung cancer, methylation leading to lung cancer mainly through the inhibition of oncogene, promote tumor suppressor gene expression,
histone modification can promote the expression of tumor suppressor gene, non-coding RNA can be used as a biomarker for the diagnosis
of lung cancer, providing a basis for the early diagnosis of lung cancer.
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BiE

Jifiges 43 M 7N i it ( small-cell carcinomas, SCLC) R/
2 fifa 98 (non-small-cell carcinomas, NSCLC ) , A /IN4H it fifijea
Jilige () 85-90% ., I HIEf # UL BB MM, 35 /N i it S
Ay Ry R 2 it 985 (squamous cell carcinoma, SCC ) . Jif ¥ (adeno-
carcinoma, AC)5 K 4 if &g (large-cell carcinoma, LCC), Jilife 1)
BORHLEEE R B 2%, 3+ TUARE R ML 35t 17 27 ) e Ay it Jis (%) B
ST EIRYT SRAL TR U o AU RN i A% A it A R
PR TSR

1 DNA BB 5

1.1 HEEFESESMHE EF (Suppressor of cytokine
signaling, SOCS)

SOCS K i /0 8 Fl i 1k, RP SOCS1-7 i CIS,
SOCS 111875 JAK/STAT(Janus kinase/signal transducers and ac-
tivators of transcription) 22 4t (5 5-4& TP, 52 0w 21 it 384 515 45 T e
i A7 A2 SOCS3 LAY S W 34k, I HLAH 2 H LAk
MR SAZA GRS, R KSF BT, SOCS3 1y HT Bk 2k

*IEATH LR TR E A T H (K2015311201501)

AT LA JAK/STAT 3 % , W15 EU R Y & 4=, SOCS3 i
EATREXIARY IR AV FIPL T ., 75 NSCLC i %3k SOCS1
FTLABOE SR B p53 H3E 4 , el g 1 A 4,

12 £fEEgEE MutL-homologuel (MLH1) A MutS-
homologuel2(MSH2)

FEBCAE S RARTE ST DNA FEECER P ih i A% R IR 52 1 o ik
e R . H5ELE I 438 MutL F1 MutS, MutL U35
MLH1 MLH3 .PMS1 #1 PMS2,MutS g #; MSH2 MSH3,
MSH6 45, MLH1 5 MSH2 W58 2 R R CHEE F . BT
1S HE DN MLH 75 il 93 v 64 i HY AL LR O 72% 7, MSH2
R I Ak 1 HL B KT R ARk S
FRIETCHH IR
1.3 BMmEF I Z4% 3 EE (coagulation factor II receptor-
like 3 gene, F2RL3) BB &AL

F2RL3 (coagulation factor II receptor-like 3 gene ) % [K 7] L)
Jfih 5% 1M fiff PAR4 (protease-activated receptor-4, &5 [ 1 57 /&
4),PAR4 TE 40 ML M il S HA A 3Rk, 5 — LB e %
I AR SR g 1 SR LR o 71 % 04 i B 2 PR A W R i
HHY o WFFEFH] F2RL3 AT LAAE S R 4055 R IR A ) AR i
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P, WA S F2RL3 WA R Jk b i A 0GR R AE 65 B LR
I B b 22 BT i o 17 F2RL3 AR FP Ak 45 i 114
R FNEIEA W OC R,

14 HihBEMIEXEB (Secreted frizzled-related proteins,
SFRP)

SFRP H:[A /& Wit {5538 B 5P, Wt {55l B2 4R
PR = R SE IS 55 B, S A P T ok AR
VM. SFRP WAL G20 Wt 553 % 5 W0 L 5 DR RAE 1Y
KA, Bt &P SFRP AT LIPD f — Lo 1) 42 2% , SERP
FH SLALREAIC SERP T , B N 4 A A2 284020, DI 5380 e
W4, 78 NSCLC H1, SERP1 5 SERP2 iy H 34k /K - B & 7
B o Horp, SERP2 23 53 I e Ak 414 Zinc Finger E-Box Binding
Homeobox 1 (ZEB1) 5 matrix metallopeptidase 9 (MMP9) {ig 1
Jitigez 42 5% , DN ITTAIE S et 1) i A o
1.5 %% % A (transmembrane protein 88, TMEMSS)

TMEMS8 J&: i 15 A MG 1200 534k 5 FE AR & & e 5
HEM, [ Wnt {5 S B H5 TR, TMEMSS (15 3 m H
Ak 5 NSCLC A R 5 M, 7 NSCLC K Hijg 5540 41
1, TMEMS8 HIEALRY L2535 4 82.2% 5 65.9%., i H AL
Ja BE WA 46 A~ A AR H BB AT A 56 4
Ho TH., ZH AL TMEMSS J& nl il dssse s 51228
1.6 %55 ERHE 2( short stature homeobox 2,SHOX2)

SHOX2 5 & &R F & M /MY LR A ¢, SHOX2 Fiifith
EAMSREET, WMERRREHELE, LHESWUEEER L,
SHOX2 15 H Ak 55 i 14 2 A= A W 8 R A DG . BP9 A 91
T B I S TERE BRI , SHOX2 5 RASSFIA 177E
SR RVH AL, RPN 97.4%09, SRR 22 S AE e L
. Bk, SHOX2 7] LIAE N S it iz e bm it ™,

2 HEBBH SR

2H 75 2= £ Ak (histone deacetylases, HDAC )R] DL 2H
AR CBERERR S, DTS SRR R A s s TR e
GEIE R ", HDAC &I 45 18 F i 1 (HDACI-7,
SIRT1-11)P1, HDACT 7EJififiaf) ik , il i Stat3 9 Z1E1L,
St AR RS . MVEHR HDAC il & A4 i—i8 4,
SIN3A 7edE/ Nl v 25k 7 R ™, Hii, 248 HDAC #j)
TFVE R IGYTHREAE B A bR @, FE— St 40 i ,HDAC
fR3R3E, 1 HDACY FEff iU HJE i i Ras 29, Hii
HDAC9 T g LAl g A= i iy 77 R AEVE R . HDAC 38 5 i
955 14 | J% 18] 5 % 1k, ( Epithelial-mesenchymal transition, EMT )45
oG, MM EMT &2 5 fifis 50 & A 512 221 J5 R =,

3 JE%mAG RNA 5iijE

3.1 miRNA 5 Ri2H

miRNA 7] DIGEIR T 50% 19 8 (1 g i 56 R g 28 152070, 7
it 4 A R SR AR v i AR A, BLEE 2006 45, Yanai-
hara 2 % $7E ADC 1, A W Fl miRNA (miR-96b, miR-102)
Fik, TE SCC 1,4 PUFf miRNA(miR-202 . miR-203 .miR-205
miR-204 [ FTR) mFRIEPL, )5, RZ miRNA 5 (1) 3¢ R
B ST 2K , miIRNA-16 175 R IB A 2 MiiE A B fiUs

Bpras ™, SCC & & MR 5 H AP miRNA (miR-25,
miR-34¢-5p .miR-191 let-7e .miR-34a) B i F 15 A P i H
miR-31 Rk 5 E SCC BH A B filj5 A ™,

3.1.1 By miRNA il 09 S W Bt iRyl o
B, A IS A miRNA. SR A T 5 At %) TS ik
NSCLC 2 Ay h miR-21 [y ik it I i = TR, —4
A7 miR-21 miR-143 miR-155 miR-210 miR-372 7£ N 19 T ff
miRNAs 25 i Y 5107 A T EL AT L 83.3%fi # Hi NSCLC™, 1fif
HA miR-21 miR-31 miR-210 7 P i L B i 2 T HAls GE 77 1
82.93% 1 ML IR 7 ME i 25 715 (malignant solitary pulmonary nod-
ules, SPNs )P,

Jun S Z5HY 66 il i 5 35 M 68 BlERRAE AR BB A S U 25

£ (training set), 7€ 12 4 miRNA(miR-21 31126182 .200b.
205,210,375 486 Fl1 708) 3% Hi miR-31 5 miR-210 P> miR-
NA, RIMAIZEMEE T RE, 7R TAEFAEINZ (re-
ceiver operating characteristic curve, ROC {1k ) =SB h4
1 f4 (area under the curve, AUC )y 0.83, 555444 83.8%. 1M X
28T )2 B R (computed tomography, CT )2 Wi i i 19 45 5 1
K 83.8%, M4 E X MRk I 7 s B B0 R, A S 1k vl ik 3
91.2%., ¥ 64 44 filide B K 73 44 %} PR AR 4E (testing set) 7
AR5,
3.1.2 MmEMEER A miRNA (17 miRNA 7559387 79 4= 4
Fras, vT LA S e s R B AR AR 2246 ™Y, miR-155 miR-197 &5
miR-182 £ NSCLC )& ik it ey X I, mT T it g 7
B9 4™, miR-21 F1 miR-155 (R £k 5 miR-145 AYfiLHA ]
DA 1 69.4% (14 it £ 10, 78 NSCLC & 1 IfiLi5 5 4141
#1, miR-205-5p .miR-205-3p 5 miR-21-3p fE L E & TIEH
NS R R, SR AL, NSCLC &35 i4 1l
HEEL RNA 1, miR-22 .miR-24 miR-34a f A ke, &t
SCC F ARG, HF M i miR-205 miR-19a miR-19b,
miR-30b miR-20a Y& HEFEAT “, 76 NSCLC & By MLiis 1,
miR-15b 5 27b 414 HIFEFER 93% , T LA Ay il i v 1 A=
PIbRaE™,

Fan L 457E 94 i) NSCLC 35 /R AT AY L FE A rh F 58 4]
it B FE A X B R 39 12 4> miRNA (9 £k, 45 R A H
miR-16-5p . miR-17b-5p \miR-19-3p . miR-20a-5p 5 miR-92-3p
(25 5 W] W R A, 17 miR-15b-5p ik BiH, AT LIfEN
NSCLC ByFct i L YbnEd . 1M miR-15b-5p .miR-16-5p.,
miR-20a-5p =AMZWi{F 5 T NSCLC 8 (A5, 7]
VM S B2 Wi 5 i,

Powrozek T A57E 90 {4l fifidi [ 3 55 85 51 1E 5 X IR A4 1ML 17
e B SR RS BEE S (QRT-PCR) pAfrsisy, &
miR-944 5 miR-3662 7Efiifei 3Rk i FiF . ROC L3k -
AP miRNA 76 11T B ) AUC iy 0.881, 1fij H. miR-944 #¢
A FARK SCC HiS Wik 1 5 9 AUC y 0.982, miR-3662 76 A
TR AC HIZ kG i 11 AUC 2 0.926, & i 73 B 5
miRNA #ik 5 IEREH,

Nadal E S7E 70 f4ilfidis 75 FEA 5 22 il f st B, ]
qPCR $3iE T 38 /9 miRNA , & 35 % BUAH L, 7E NSCLC Hi
60 il miRNA 35 31 4] miRNA T3, Hrb, 3L T il
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miRNA :miR-193b miR-301 ,miR-141 FI miR-200b A2 Wr
Kiwfa 72k BUAE (discovery set) Y AUC 2 0.985, 7ENIASE
(test set) 1Y AUC 2y 0.993, BEHHTX DU 5] miRNA AJ LAAE il
Y IRCR Ty R 7 LS

Qi Z %34 30 1 1 # NSCLC 3,30 {4 11 # 3% ,30
5k R I RORE AR, O HL (AR BRI AR AR K T 50 % 18
I NSCLC 1, miR-17 miR- 21 Fl miR-192 %X =-> miRNA
FAEHEETXRA, HARBERER (P=0.001), HLE
NSCLC J5 ], i 48 miRNA {335 5 A BT T FE(P>0.05) . fr
PLLVEF AN miR-17 .miR- 21 F1 miR-192 AT LAfE -l NSCLC f4
FIAE bR,
3.2 IncRNA 5tifE

i B ,IncRNA metastasis-associated lung adenocarcinoma
transcript-1 (MALAT )48l SCC B30 LR . MALATI 7
SCC ik ik, 11 MALAT1 A LU SCC (A, it ik
MALATI f¢ # SCC iy 3§ K . 1 H ,MALATI 2 il i
miR-125b/STAT3 & & & {£ #F SCC 4 K 1 ™. IncRNA
LINC00968 n] LAiai ik Wt {551 i, £ 0 NSCLC #y Jsfis 3 [
EAEHI™, PANDAR R 7EMfifE 38 FiRP, CAV-1 FEHE
J T IncRNA HOTAIR , fig i [ifi i 40 B (1 1 58 5 4= 28, diad
P87 miR-126/SLC7AS5 & &%, Long non-coding RNA PVT1-5
AR s 2 D P e 5 5 g A

4 NESRE

FMLIB AL~ H DL B 7 2R Ak A 22 0 1T 52 Wiy 26 il 9
MR KR, ARSI T 20 F2RL3 B IR H Bk, 5
Wnt {5 51 45 5 19 SFRP Fl TMEMSS 2 [H (1 15 H 34k, 5
JAK/STAT il A7 G ¥ SOCS F i 57 H AL 55 o ARG
RNA AJ DT it 5 00 s 2 S Wl i 3R 8 0, XMt ) 5% 401
LA B, HHERE P miRNA 1] LGk fi2 Wil
P, BB A 27 AN AT R il ) i A v B 6 T AR T 8 il
FIZ W SR T SRR TE R A D bR . RIS %7 2 L mRNA
T R 2 Y b B R A A S) BFSE DNA AL (20
BEUEH 5 miRNA SHEHCR, 0T EGT SR
L
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