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ZWIZE S microRNA B AIEH1 &I LA K
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F8E DNA HEMCRIZ R CUE M SR B AR L M R R AR R R 2R 2 —. SRR AR PR B, microRNASR
BRSPS 2 5 M R . Bl iE AR B ke s, FOW s AL TR 4% microRNARIL, T —LEFP 31 microRNA A 1Y
WML, IF B R VA B AR s 4 2 A M P B PR SR K D S S R A BEST R IR R, MR
ZLgk DNA R 418 A 0055 5 0% microRNAZRIE, 1M microRNA NG i 17 DNA FBEAL B . 4E 840 M
DNA FHEAY K P38 4 R (LB M S5 R R 2 W% . %) microRNA 5 28 W1 4% 22 1] (¥ 428 56 28 LA R A e g 4508 1 £ v

FHEAT 4100 1T RS R

KA miRNA, KWL, MRkt
ZR9ES R7305

M 152 7% (epigenetic) & 8 DNA J7 41 FE AN Kk 2B
AR N R IEH R A T s AL oAy . H a1
L FE 20 P Bk s £ L LA S (R LA P a8 A 4 o o
5 R ELAE AN R 6 RN 14 G R R A AR A .
RMBEING IR Z, 2 DNA HEAL R4 & A
16 A 25 2 WL Jik A% IR 5 5 006 T e o A R R 5 D) A
Ky HERIIE CpG Ky H LAk T 540 5 IR 53 0
N i 45 A6 Sk s SR A 1A DNA FH AL AL &R (1
BT A B T 2 LI A% 2 R0 2 W DR 4 2 A o g
JYATIER A B B> % . MicroRNA(miRNA) & — 25K
KZ1H 19~ 23 ML IR (nt) (K FF 4 i 555 /N 93 1
RNA. T miRNA 7EHUESEA A drig sl b B
Gz R HAEKKRE. AR, JLHAE
TR 1 R AR R A R T, PR E O,

HAT, AATVERRTH e 28 miRNA 75 M8 i 5 845
PRI 9T AR AR Th AR LR TE AP U 2 15 T i
RIIRE R AR R, {HA miRNA AH 56 28 ML
HIFFE AL T-HIR N B, WER B REsE, Yetifk I
FLE I DNA 43152 B R IEE 45 5 RE % 75 R
JHRE = A, AR BB SCRRAR T — LSRR 1) miRNA,
W1 miR-34b Fl let-7a-3 %5 L K ik 1152 3] DNA H
Tl 55 R B AL LRSS, AT 2 Bl 28 1)

miRNA JENL T CpG 5y J& Bl sl T2, R AF5T
R, 2K miRNA Rk 52 2Rt L1y, 1 H
Y1 2320 i Py 5 AT PR 0 1) T BE 1¥) miRNA 38 B
DNA i & FHEEAL T TR A IT 3 380 L6 g AR 19,

Ty ANE B IR b BE BB (1) miRNA K2R T H R
A%, UiHH miRNA F3EAL 5 s & A R R s )
XK. WEMGIIR, RWBALLE— @R LX)
miRNA 3 77 2 BL KI5 K b8 7 A i 4 o B2 (1
AR, U2, miRNA 52 H 5L Fg
FHE S22 MR ML HLRIAES, 55— TJ71h, A
T I miRNA 6 M s A 7 2 — e 1 7E
MR 5 |V 22 B 25 S 8 R HE AR R miRNA 5 3
M AEHLH] 2 [0 A S PED. 4T miRNA 15 %
WA LA B[R] S 5% B R Mot A 1 4 S 3L — 4 A i
R R R R AR L, AR SR T A A
miRNA 5 Wit A 2 [0 M B 9% R 76 3 KRR R4
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I IRE T 1 DA S AE B8 45U FA S I

1 RWiRES miRNA Z EHEEIRZIEA
P92 72 A&,

B IR s 2B iy i P S A B TR IA DA R R
B BT, BAT SE A AR R SE R AL AR AE
[ FE AR T 26 A Ay A S5 4% LA R AR AE DL A e
SR e IR 2 S, LR E U AN SR A
FEPRY s M E o) — SR AR R R FED BRI
SESRFIIB A - W IT A BEH A RE T IX S ) . 4R
M 3T At 2 A1 I P e A ) — AN R R 1
PP ST A0 B34 LS DNA HJEA0AT . iR
055 R T o e e R A 2R e . RSt
FEAEMiBR DNA AL T7 2040h, AT —Fhige b i I
()7 2RI e e SR g A e, R 2 WAk SR AL 55
W2 T8, LR AT B ) e (0 i 45 4 A
s AT 3 50T DTV 2 5 A 4 = A S 4k
WFFTUESE, DNA F AL FNAL B (116 1 % 3 K R 1A
HAETREAER, R85 R R e .
DNA H LAY T2 AL 5 N 5 R A1 2 F 640 R0 56 2y
X ek v P AR, o DNA 25 SRk 78 iR A=
REFAERJC A S, 5 A EE it e SE A
FEAR Y LS IR T B 1) EE B R WAL AL 2
—. O SCHERIRIE A T BrhRe v 21 2R P& b
Tk 5% A 0 A0 B S A K R 3 TR 0k A e
etk

BF2E P miRNA AT 4208 FL5h 5k K 4
2y 30%IE K Kk, ARiMIE A R 1k K E 5T RHIE
S5, ALZRAN MY miRNA 5 320K 1M 5 5% 1 g
(FIRBE%028 =5 T miRNA [F1E 5 KA K. Har, &
X miRNA 2 i & 28 R R TRIATE 90 L 48 J b 72 i
FWFFAIR A — AN EE S, BRI e
RAFHUHI LA S G T 0T 5T 155 44 S0 %5 4y Gy e 1) iX —
WA, 1 2 [ by 2 44 2% 75 0% SRR 16 Ied A ¢
miRNA Y75 D) e LA AU RN (A 5. let-7 7 Ml
SR AR R R R R R R SR B, LR AR 2
Ras JE[H, let-7 FIA PR AT I Ras FEIA34 n A i {2
E g Az 5 AT R ) ) BE 1Y miR-127 7E 1E
W R A IR JOE 2L 2 40 i v 20K 1T 7 R 11 21
B T UCEY, miR-127 T i S 8o 5
BCL6 & ik 3% i 3k 17 fg 2k 98 & A2 kR 1
miR-17-92 K& RS IE W oA 76 b g 28 h e BU 1
I H AT c-myc 3005 7E B 41 B 9k T3 0T g v 22
AL SIS AR A U], miRNA 75 I 5

KRR R R R A AR, miRNA 5K
IR PO MR R AR R RN, {H miRNA £k
WAL 5 15 5 5038 S U 2R 0 i P B AR TA 1 AR 1k
05 MU= 2E g (P AL AN 8 A 2.

B ANATTZ AR B R AE X miRNA 7)1
= A R AP H B2 5 ek Ak e it
Fits [RIHS miRNA 437t ] i 428 3 I I8t A% 1 o &%
PERPR A . 9T B4R SE miRNA H 5 152 HoAh
Z PR RS, B S R . miRNA
52 A B A 3RO a5 AR IR A S A R 2R B8 T R
miRNA £k, BRI 70 K I DNA FEAE AN 2
CpG &3 & F A0 DL R 41 3 B A A5 DR 2 34 ] 2
Wi LA iR 30 4R h B I miRNA 3R A0 9, £
miRNA il 2l Ft vp R 5 FZAE 1) Ago B (B2
FI| DNA H R4 AN 8 B 1 S HL I 48 1T 5w 5
5 miRNA BT FE. 5340, N i 2 350 45 b Sk 5
JE B il 2 1 miRNA F3k 1105 5 s &k Ak
(1) 5 2 3R W B AL HLI . ) — T TH % R IE R
miRNA B 0]l 777 DNA HILFERS IR IA . YERF
S DNA F AL Bk AR 4 B R 4 56 22 Mg 4
MRS WL, Ik miRNA 5 &ML 2 6] 17
TEAE A IAH FLRE, — 7 T n] 6 4 2340 = 2
DRSBTS, 53— 7 AT BE A2 15 A MR 7= A 1 — A
FEEJFEA. EF 6T miRNA 5 R I8 A% AH S 15T
WA R R IE DR I TR AL LA B M8 i A2 R S L
il A2 R .

2 RMIFEIEIE miRNA Rz R ENF

HAIWFFEIA A, DNA AL RTA] 2 (A8 1 2
W45 miRNA RIA M E 27 A TBe. %K R
IR 32 BN T 4 M ) — e IR R Rk,
FLOZ A0 20 g — 26 EL AT R ) ) BE 1) miRNA
B DNA i g AL i8R, I G 1% miRNA 5
)1 DX e (05T 45 44 DA TTT S0 miRNA 28 IA09,
FH 8 A% 2 515 587 3 41 i DNA 648 OC B il
DNMT3A 5% DNMT3B 3E 41 3E, &I CpG il
JE F AL 2 3 B0 miRNA 78 )98 40 B b R R pLs
Z 1S3 B 3RO 8 A A — o R R B
miRNA Fik K- R ARG 1.

A T HRIT miRNA K 2 75 52 F WAL AE 1
P&, 5l Saito SFPMT A Lt ST E B 25 ) 5- A -2-
JIit 46 1 (5-Aza-CdR) Fl 4- K 5L T 12 (PBA) 7] N 75
5 T24 NI e 40 Mo A LDA19 1 3 £ 4 41 o bk
Ja s miRNA Rk GO, S5 R WoR, 16 T24 40
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H—2 miRNA 4% 8175 LD419 41 g ' miRNA
FIALACENTE M B AR, FodE 7T CpG & i
miR-127 2Z 1k JU N & 3 . miR-127 {7 T 4 (4 fk
14932.31 A7 £ Ef— miRNA KT, EE L
£,4% miR-136. miR-431. miR-32 Al miR-433 251,
B T B miR-127 PEENLE], ST INAE
TABERN AR W K. 48 5-Aza-CdR Fl PBA [A] I}
755 T24 F1 LD419 A Mukk 5, 76 T24 4kl
K 313 A miRNA, A 17 Ff miRNA %7k &
= L B RATI 3 %, 1E LD419 4 g mr
MELFZEUE L, (H miRNA FIA25 4k 3 L 5
T24 Ak H B2, HARA R PZ miR-127
75 T24 AR A7 AE 3 AR IR o 2 Ui 7 1 T £
LD419 4 A —A. o0/ N BE— 5 BT
WGP B FeuE. MR, .
Jiges TR e LA R e S R, 7 HCT116.
HeLa. NCCIT. Ramos. CFPAC-1. MCF7 #i
CALU-1 % 7 B N 28 9 40 Mo Kk A1 LDI8.
CCD-1070SK 45 2 Ffr 1 N B £ 44 40 Wbk Nt 92
B miR-127 76 Jr A7 Ji 40 B b 3 e Ui Bk, (H &
5-Aza-CdR 1 PBA 4b P J5 o] #% i 5 K 18 H &
HCT116. HeLa. NCCIT H1 Ramos % 4fl Jf £k o LA
FE A T A B T, RSO miR-127 76
LD98 I CCD-1070SK 4 ffk i o] i K IA, &
5-Aza-CdR Fil PBA [A] I i 3 5 R IE T W 3% % 5.
¥ 5-Aza-CdR 5% PBA % [ Hfli b BE T24 1 LD419
SRR G BIANGE S S miR-127 ik, (HPIRI 2590
[Fi) Ak 0 375 2 L 3R W n HLAE T24 40 bk
Ak A 3, BB miR-127 75 15 5 48 i e 40
Tz Bl B 2 T, JLRIA HE
DNA 2: AL R 2 5 11 25 Z R AR 031 570 B ) 2550
PP,
miR-127 75 T24 F1 LD419 40 g o 47 75 % A [
B SR UG AL &L WF9T 5-Aza-CdR F1 PBA [A] )
P F1ZHE N LS ) 7 X DNA AR LRI 41 &
EHEREREI R IN: 8 miR-127 A B30 bk
FMBAE B, PR ILERIA S pH R AR A 1 1
JAEN T HTISEl . A EE R i R 4 ik
I3MT 2 5-Aza-CdR 1 PBA JIT %55 1) miR-127 Ji )
T X3 DNA FIEAIRAS, RIUAE B R4 i i X
SR SRR AT AR AL, U miR-127 HHH &
JA B FIE AT 51 () 2R X B SR T DNA F 364k
LB IR S, %2 DNA HEME R4 & A
iR, kg — 2 FT T24 41 i v miR-127

ﬁl%%ﬁ_%u A JE B 4 AN DX G 5 45 7 R

o PERE GO0 i B A AL TR, AR X I P H R
DNA 3 fh 7K SF B AR 1T 41 88 (AR id B m . &
5-Aza-CdR 5, PBA W5 '35 Otk 1 H3 A1
FALAL B 1 H3K4 7KF3 5 a0, wiiidlisE
1B 7K P 19 1 B8 A% T TBCAS (5 S5 45 46 AT AR a3k 5 DS 3
5. Bruceckner S50 2G5 /N AE G T N IR G (f
A 22q13.31 1 let-7a-3 SRR RT3 A0 45
B AR LG 45 AT LAHE N miRNA 5 R Wik 2
(AT BEAFAE LA N RIS G R 7R 40 i b 2 A s 41
T HE ) miRNA I8 5 7 DNA & B F A BT ek
Ha%lﬂﬁlﬁzﬂ%[ﬂéﬁﬁ ASENeny ANTE IR B PRE
S Y TS M 25 4 0 DNA H3E AL 3041 70 A
HDAC #il51], 7] PGS 81 X 88 DNA HIAE4E K
S-S T IR0 €5 5T &5 K6 A TTT 300 pri-miRNA 55,
L — R BN T R 2 il miRNA J5 45

F| RNA B FUURSE &) b R LR R R I8 R4
F(E 1 FiR).

AR
RIS TRAER

mGpppG&W@

J -

miRNA FIEL AR -%
V)
miRNA iilEEﬁEﬂ: /Q‘X)O(
990 99 JiJeE 4] miRNAZE K]
= DNA FTIEAL T3]
CoG 8RBT | yoa i A1
@ol T Pre-miRNA
Gppp—g—reAn:AAA
Ji R Al miRNA FE K]
lProsha J Pashain T.
1{},.,.,...,. Dicer
| FEA miRNA
SRRSO L DR (1 B R \/\R‘SC
Gppp - ORF . AAAAA
3'UTR

Fig. 1 Effects of epigenetics modification on miRNA
expression
Bl1 RWEEEIHI miRNA FiETHAIFN

FiAh, fEdh E b A1 5-Aza-CdR
75 ol B A 4 L HCT116 41 Jfakk b DNMTI
M DNTM3B P8 J5 M %E miRNA Fisthol, KILE
FLE p53 FEA ) miR-34b Fll miR-34c 52K M isifE
W 5 T AL R DBk, ik, X R DNMTI
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A DNTM3B H R v 3 — 20 i LLUE SE . Lujambio
SR AN [ R 1 i g v A AR 2 AR 43 BT 320
il miRNA FAHER A I: 18 F' miRNA FKiA L iff
HBH A 3 4%, Hrb miR-124a WA CpG & it
JiE FRIEAR T S 1 B O ih . WEGT N B A O S g 40
Jfl b & IR, miR-21. miR-203 Fl miR-205 7r O &1
FE 0 M 2Rk B, i HIX S miRNA 7 5 S5 41
Jfi ¥k OVCAR3 4 5-Aza-CdR % 5 J5 & ik W 2 1
Tn, AR e R 2RI R B DNA HELA L 33,
%7~ miR-21. miR-203 Fl miR-205 (1) 53 & £ ik %
DNA FH AL 5 WLt AL AL R P2 AATTHE 23 #r
let-7a-3 FF & ALK & F let-7a 3R 15 7K 7 B & B0
let-7a-3 FEAL 5 5 5 SR A D R0k AU G,
RS BRE RZFEAEKR 7456 810 3 Rk B IEAXK,
HZSE PR AL J5 mT BRI AR R T, ZER T
Ji R 40 JH 96 (OSCO) 4 I FF R It e v, WFT
7 18% OSCC 41 i 72 U%E 148 Fl miRNA KA1
IR I o AL A4k 1 AR 4l B &R RT7 AH
b, 54 Fh miRNA & 4% FiH, Hooe e CpG &
J4 ) miR-34b. miR-137. miR-193a 1 miR-203
Y DNA FBAL PrpceR, Ul e 1 iR
S g P A R WAL 4% miIRNA IR %
T NH S 40 M e v TL-6 Ik FE SR 08 v] 3 30 DNMTT
HASJ4442 FIEHM, 4 5-Aza-CdR % 3 )5 H3%
IR TR, 1L-6 I BERIA 5 T i miR-370 Ki&, 3
fff miR-370 $EAT 55 BUE B K MAP3KS 3238 54 I
M55 MR A 2k, SR B ] ad i — 28 S REAH OC
S IR ¥~ 9% miRNA KIAP,

% DNA HEAL A5 miRNA £iL 48, 4
E M T /S miRNA L5 . T Scott
SRR TN AR IE, AF SKBr3.72 FUARJE 4 Mok b
miRNA FRIA L 5 32 % HDAC #1571 LAQ824
FIHIFR ARG, ATHTBESHAR D W4 LAQS24 Ab
PEHT G SKBr3 4 Motk ¥ 60 2 FAN [i] miRNA %
IETEWLR I, 29 40%K) miRNA Fik Kk A4 3%
A4k, b 22 b miRNA £k % i, 5
miRNA K& 2 B, 3418 BB miRNA &
A EEFAEM. A i S A 1
i BT A 5 1R W aBE A A2 407t W] 1) 422 25 miRNA
I, I miR-223 (122 3 1 ik St 1 i
T3 AH 25 25 11 (AML1/ETO) ™ 5 1) 26 W 35 42 070 Bk
LRI SEEL, AFFT AL, 7 pre-miR-223 FE K 747
AR AMLL B4 A AL, A BT A RE
G Y 00, T S AT % (5 SO 24 7 A SR SO AT A

St miR-223 FR PR, F5h, S G
S miRNA FIA K5 R 2 —, i Yo o b 8 o
A5 L) miRNA 23 77 A AR . A I 48 %
miRNA 5 (15 (05 5% 3 4 D) AR G2, {5 T Bt
B LA HE AL A S W AR KT 227 46150 S SLAR
S FISE ZERIbR A TR, 45 SRR, Esm 40 i b
A 5 R miRNA 6L Y00 57 X 35 py 35 L
STHEDR A1 AR S, 0 TR 1A 5 5 Ry R A T
e HAT — e .

3 miRNA FIERMIEEZ AN EEH

miRNA 038 it 2 Flog 42 5% i 2 W ast %, 41
W17 DNA H IS Ik . H B 4E #7400 i
DNA HUIEALER AR 4 B (1B IS5 iR 12. 8 TR
miRNA XJ & WL ist 4% 1] #5, Fabbri S5ECIF) FH il Ji 41
g miR-29 S5k A F 5T X6 % A 8% miRNA 2 75 1]
AL T DNAH L3RS i [R) 12 52 i 400 1 34k
EHFF0/ N I T miRNA FIA 1% 028 59 5L
DRI 21 F AR SRR S 2 (R AR DG, Ik 22 b 2
BRI 00 Al /IS 41 i il i (NSCLC) 41 B A o B
DNMT3A F1 DNMT3B &5 mRNA [ 3'-UTR J341,
$41Z )7 5148 N 2] pGL3-promotor A L 5¢ o K
R T B it & 22, 5 miR-29a. miR-29b
o miR-29¢ JL45 4 A549 41l iy LW 8¢ miRNA 55 4
PREER 2 A AR . M S miR-29 ) AS49
H1TH1299 400 Fp$2HL RNA #E47 %€ & RT-PCR, SE
K2k FAESE, miR-29 BN R IA I Rk AT
N YETE DNMT3A 5% DNMT3B ] mRNA i 3% %
i, MR R SCSERZ T (ASO)UTER miR-29 K%
BN BUUE S DNMT3A 8% DNMT3B 1) mRNA %
B L. K DNMT3A 5% DNMT3B %[ mRNA
1) 3'-UTR % 2 )k 75 4 f4& QBI-GFP25 [f] GFP J¥
BN, RIKE— NP DNMT3A 8% DNMT3B 1)
3'-UTR fl & GFP & 1. # vo [ # 4& GFP-3A 1§
3B-3’-UTR 1 miR-29a. miR-29b. miR-29¢ FL 4%
A549 48, 4 CE Y miR-29 (X140 fitd 7 & B GFP
HARBAKP BEFAL, Ui miR-29 i K iAW &
F( DNMT3A 5§ DNMT3B 5 B 1 K1 2 35 TR,
JL 1 GFP-3B-3'-UTR B IU A B2, H Ry
#& miR-29 I DNMT3B 1f] 3'-UTR U F2 f& 5
. B DK DNMT3A 5% DNMT3B 5 miR-29a.
miR-29b 5% miR-29¢ Z [AAHCHE I e I — 35 2 W) £
A B FETAIE, Y miR-29 FIERDL AL AT
2 DNA RABAEASMG AR, 8 A (i - o
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e Bt i 9% (LC-MS/MS) 4> #r # 4 miR-29a.
miR-29b. miR-29¢ ] A549 4l il 5L K 20 &1 & DNA
ALK, RIIAERE Y 48 h 1 72 h 5 miR-29 5
T ATAR] i 7 55 0 BECZELAH BL L S R DNAL 34k K
P TR, Horh DU B miR-29b RUR 5ok W
FHOO B PR AN YE miR-29 75 it 41 A
(1R 2328 T ] o SO PR A R A K FRAEG, TieRg 910
i) 5 BRL R A Ak AT A0 ) ke A . A
MassARRAY & 4¢ £ Wl Jib 83 $0 ) JE K] FHIT AN
WWOX F s R EARES, KI miR-29 1
T oA R B B SRR KR FHIT R WWwox
KiK.

miRNA 158 7K P28 A AL T[] 422 52 Wi 40 Jfd b
DNA HIEAIK, 1 H 4> miRNA I8 HES 5 4%
FRAN e i DNA H 54K, Bao ZEBI LI SR A
WA SRR miRNA 5 PHA BULOSA (PHB)E A HY
FEAbZ 0] 6 R IR L, miR-165 1 miR-166 & 1%
Y+ PHB AL BT 24 75, miR-165 Fl miR-166
5 PHB 1f] mRNA #HH 4E ] DL 2 20728 PHB 3 A 4
6 TR Y AT 5 e (0SB 25 ) R AR . AR T 9T
g R H miRNA 7% S PHB W LML . miRNA
TEA0 M T B, 2R b B miRNA v HEN
W5 PHB ] mRNA HAMICK 3k — 20 &5 & At
K71 2 B B AL R AT Gt U R R Ak, 1%
HERTS PHB I 54, miRNA 1] GEE A
AR — AN o R X E A Y)Y
BN TTAERE DNA 34k, A4k, 7EmiFLah gl i
B miR-290 T ¥ 5] i 15 RbI2, DNMT 3% M s T
RbI2 FRIAFEEE, miR-290 03 ik} RbI2 i %5 M i
(425200 DNMT 3Rk, 255 DNA R 4E
kL, %28 miRNA i # DNA 340 R s b i
PE 75 Dicerl [ 40 Mt 45 DL 7S 40 UE 55, i B
miR-290 4% RbI2 MM 1) DNMT 4% I\ #
40 P A4k DNA HFEAEEA, 55— 71, miRNA
CIpGibeRY Rl AR NI N IR E R, S Ve cr A P
LE/N AR BB R PRI miR-140 DL AR A 2 4k
iy A b, w4 R 2 SRR IR KT 2R T
Wi 28121 A A8 0 0 26 58 ) — S8 AH DG R R AR

A0,
4 TERMEIATT SUB MR B BT =

miRNA 55 F L% AR BAE 5 iR 2B 2 1]
AR AAT, AT — ey i T BOf 1y —
B LR TR 2R IR K H . S CUE ]

miRNA FMBAE 2 52 miRNA Rk KR
IEERTZ —, Kt miRNA 20 1545 0K 5%
A IRE TR E S ). RPN S
miRNA H. 4. S48 11 ASO 114 S0 4% v 1)
miRNA, 45 R BoR M A R R 8% . Kritzfeldt
SRS T R A EAT ASO, 1IN T
T L T4 ) BRUFFRE S22 1Y) miR-122. i
FE /N ST FH K 3 S 7 R 5 IR T e L BT
2, -O- HFELAEM 1 ASO v 2/ ARy, 45 R 8
IRANF L2 AR Y. miRNA 35 B A H A 3 R e ik
KPR . Esau SR 50/ NER A RS & 2, -0-
S LSBT B 1 1K) ASO &%) miR-122 ik th
PAF T RIUFIT R, SEG 5 BRI U miRNA 7]
REST 25 P IR 5k AR TR FE AR

FOUIAL ] — A S B R AIE A2 ]l i R o 25 )30
BEIXFR RN, G DNA AL 5 806 IR 30 BR T 1
DNA 2 AR AN DL 5%, Z 2R A AT
T sz Bool T, Rl pme
RORWIE. HAT 5- Z 1T (5-AzaC) Fl 5-Aza-CdR
CLiE L FDA TAUEH TR BIERIT AR B A R 25
HERY. 7E DNA H LAl F v AL 5 s
56 PRI A A, M S- IR H AR &R (SAM) I
BRSO SEIA & w25 5 47 2 )5 (I 25 DNA.
™ 5-AzaC F 5-Aza-CdR ik N DNA HIEALATL £ 5
DRI CmE e R S A7 N ANReie 2 3L, L 3t
1Ol 5 IR E I 55 6 A4S &5, SAM b AL
ANBEWE RS BIMBIE IR EE S R IR 7 b, AL
ANBE M BERERE 55 6 Ak 1 EIRE . kA 5-AzaC
H1 5-Aza-CdR [1) DNA i 15 FIEAL R T2 ploAe e 3EA0
HAEM, ISR FEAREEE T T Al R 41 F %
A AH N BRI,

5T, E i AN R B AT g 0 R Th e T
miRNA — e TR s iR, 340 EAT s i 3
REM miRNA KA R THHEG T, @it 5-Aza-CdR
1 PBA 55 B AT R 4 D) B 1) miR-127 w ik
M EoE HE K BCL6 R ™. BCL6 4 — 4w ig &
A BTB/POZ BEFR 2546 X 4 s AW K, 1 s A
TG K E T B5 B 40 M itk 9% & 9 4
K. BeAk, BCL6 il p53 ik 7177 DNA 4%
15 T T T RN, BRI Ab B AT iR i T e
(") miRNA BErI ek fin R B, SOCR B MI8 Rw
HLEE S IR va 9T .

H AT, 5 E 1 2590 an DNA H 40 R
HDAC HHIFER 6] Biss = Mg AL i@ 2 i a sy A R
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IFI N AT 5%, JLHP 5-Aza-CdR F1 PBA 0 3% i
. R AN REBE vT LAt 2R (1 5 1) e
PN, Ty LRSS A AT IR 30 DI fE ) miRNA,
%K miRNA {540 H 58 T BU bR g 3 R 208 N (an

|

DNMTs IDNA FE(

za%a@tﬁa]/

HDACs

|

B 2 %), B R miRNA BFSCHARKTEN,
224 miRINA H AR 20 5 5000 T 52 38 5 5 98 1
VAT L.

IR A 2 A

et

Dﬁﬂﬁ%ﬁfﬂ;‘ﬁu miRNA gfglzlﬁ]

Fig. 2 The reciprocal modulation between epigenetic and miRNA and

the application for treatment of malignant tumors
E 2 miRNA 5FWE%Z BHEE R REREGFT PR
DNMT, DNA methyltransferase(DNA F 3£ 5[ ); HDAC, histone deacetylase(41 55 4 it Z Bt F:M) ; 5-Aza-CdR, 5-aza-2-deoxycytidine

(5- & -2- IAEF); PBA, 4-phenylbutyric acid(4- #IE ] 1).

5 FEERE

A SRTIL 6 B, miRNA 52 2 Wit A4 i 45 H
5 i e 2k e 2], miRNA 7605t A4 i 368 1 %
DUFFRE T IR VETT IRORT AU, AR R R B 5

miRNA 2R Mt AL R A% miRNA FKIE T
Ptk HET AL miRNA B 5 BB A
PUWIER . Bl B, F0H] miRNA I 15l 4
TR 35 R 5 A ST 2 A DA B AR PR e A,
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The Reciprocal Modulation Between Epigenetic and microRNA and
The Application for Treatment of Malignant Tumors’

XU Yan-Min, GUO Yan-He, LIU Li, CAI Rong™, QIAN Cheng™
(College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract The recent investigations have demonstrated that epigenetic such as DNA methylation and histone
modification was closely associated with cell growth and malignant tumors, and epigenetic modification was
responsible for an important cause of oncogenesis. However, for the recent years some observations have been also
shown that the development of tumorigenesis was attributed to transformation expression in microRNA. The latest
investigations have revealed that epigenetic was involved in modulation of microRNA expression, on the contrary
some kinds of microRNAs could also control epigenetic, moreover, the reciprocal modulation between microRNA
and epigenetic could regulate gene expression and induce tumorigenesis. At the same time the data likewise
displayed that epigenetic adjusted microRNA expression principally in a way of DNA methylation or histone
modification, nevertheless microRNA regulated epigenetic by way of methyltransferases expression, DNA
methylation maintenance and histone modification. With regard to the reciprocal modulation between microRNA
and epigenetic, a comprehensive and systemic review of reciprocal relationship in modulation of cell growth and

oncogenesis was gived.
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