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Abstract

Epigenetics involves in the changes of gene expression and function and generateion of here-

ditable phenotype without alteration of DNA sequences. The regulation mechnisms of epigenetics include DNA

methylation, histone modification, chromatin remodeling, non-coding RNA. These epigenetics changes are bound

up with many kinds of diseases. This paper reviews on the correlation between epigenetics and diseases.

Key words

R AL “F 2 W TN SLDNAFP 51 5048 1)
DRI IR AU 2 (1 T det A% B A, RDER 3 I RIS 28 0
R PRI — DR E R M (5
BB PETrIs frt, RU Ay 302 AT DNAGE
A EPSNIE IS ES L BUR SR e AV N & & Y LB Ui
Fefi BN E—AUEig g T AP, ANBURHE R RIA
P AT AR, AR LU
20 ARGV 2 PR K R LE R IG IR 00 T
e

1 RUEEF
LI e 2 1 B 59 28 53 o M DR e i o
[y Y PO DRI SR [ VP 3 . (DN A

Wk H #A: 2012-08-30 152 H #: 2012-11-15

K AR GHE S 81072741) B B PR

*EIMAEH . Tel: 022-59596197, E-mail: yan.bian515@gmail.com
Received: August 30,2012 Accepted: November 15, 2012

This work was supported by the National Natural Science Foundation of China
(Grant No.81072741)

*Corresponding author. Tel: +86-22-59596197, E-mail: yan.bian515@gmail.com

Epigenetics; DNA methylation; histone modification; chromatin remodeling; non-coding RNA

LA, A B, Gy i E %, SR iSRNASE.
4, A E AR H AT A A R g R I AL A 1) )
— BRI E,
1.1 DNAFE(L

DNA FEEA 3t 2 76 F 5 i Dnmt (1) 4 H F
W S-MR T FH o 28 BR B AL 1 PR L IL A0 &5 5 32 B i e 1)
ST IR T b, AR RS- IR I i Rk R, A
DLRE I ZHDNAR Ja KA 7 . IR 1E I aE
W ORAAES - Mo mE e Ay b, H A R SR IR AT OR
PFDNAILAL 1A 2R € PR Mg B2 004 . fEAL
FE L 56 85 11 B 2 $5Dnmt1 . Dnmt2. Dnmt3afliDn-
mt3b. AN[] LS I (1) D g A —HE 1K, Dnmtl 3
B TR B AR B 25 AR, PREF T EALIRES;
Dnmt2 & tRNA K] H I 6 7 filf, Dnmt3afliDnmt3b 1t
TTCeG BB I LA IR B e IEAS BT A 4 Fh
HBAF A Dnmts{H A7 75 5 AdAT ] 5 1) R S A 7 g, X
SORNEIE LR 1) 52 SE DR ) 2R IAPT . Bt IR I, 5'-
b W P R AR AR T 2 — AN Bl AT i R, %A



230

53 -

PR 2 AL R, DNA 2 Rk il ot LR 1)
RIEW R T EAE S, AEIEREN T, XYt R R
DA KA B D) R BE A A A 1 w] 52 P v, DNA G
IIIE W R il 2 o0 EZ M /E Y. DNAF AL
Xof e DR 202K ) 1 T L I B R R S K, A A
T X CpG =% T R F Ak >k R DNAGG 14, [F] i
FJEA e L PG i s R 1 SRR 25 5 9 —
b g H L4k CpG 4l A X 48 (methyl-CpG-binding do-
main, MBD)Ht [ 55 5 B PR A FRIRAL I Cp G % 1
MRARLS 5 A B AOIRAS 1 s, AN 5 R 1
e sxc, X T e B Ay A ik
1.2 AEFHMNEE

FE I L3 ) L R 4H rh, B SRR i 40 7 1A,
— R AR AIE AR, S AMRIRZ O 4R FAH2A
H2B. H3. H4, ‘eI g M AL, L4548 i e e 1
A ) 40 L T S RN s g R 4R 1 ] LA
HIRZ M, WAR4LE O R W, 2
. B 72 4. ADPAZBE LAY A4 X dbqk
i 8 2 5 M B DR R e SR TiE 1k o H T FUIR 2 (1) 2 4
RAFRAR OB, OB FEZHEA LW
R M (HATs) 41 8 (1 2 S AL (HDACs) 1 L [H]
WP, X PG BE S TR S R I FE 5, S e
3K, M2 SR W 5 55 . 24k el 41 2 1 R 3
MR HMTs) M4l 8 L F R B RE, B2k
AR R FIH3FIHAFR AL b, 418 111 F AL e A
Fob s XU AN — AL = FpoAN ) JE 00 FREAY,
A7 SN BT IR AR D N AR s AN R . A ER )
B T 38 L 5 M 4 8 11 -5 DN ASSURE [ 5% A W T 24
AR I IR A B 5 RS B e 5 L e s A
T 5 &5 MR A 8 s Rk R AR R D 4
2 AR B X i DR Rk 11 1 4548 B ADN A A% 55 i)
R M R e I 28 PB4 5 AN [ DX 3k )
FER A, 9 anH3K O = FH SEAAE M 17 57 S G (0 i TR 0
BR, H3K4 = FHELA A4 07 5 A £ B IR
1.3 FEREE

DNAR il 5 B L ARGt KT R A,
RS Eol YO i EE RIS P RN N A WAl )
(AR, M Gt T 2546 e A2 2R o ATPAHB IR e £
JOUEE R DR ] HOHT R A AR MA, U R MR EE R
FIRALHE 2 P A4k, — MR G 00 JBUR a8 IX 00 % i
feoe e . Bt R EAl R, o/ MATE )]
RESe— R B ZEHLH, &SRR MAE SR, (SR R

/IMASDNAEE A AL EN . Yttt 88 R F 3 %
DI~ She Bty 1 B % 0 A 52 o) DT 3 (R 800s 22 A% I
I (1) 2 AL E RS
1.4 JEZRAIRNA

AF 2 FIRNA(nCRNA), s 45 5 A 2 it 8 1 T 1
RNA, X $ERNA B AR AT G lish 5 5, (HAE S A19%
T BAEAE B R AN DR, 25 8 R
R TR, S AR KL 450 000N E
ISRNA . 7E T 58 O 1190% 1) N S8 HE R 41 R
H1.5% RNA%i it 11T, H4288.5%# /&ncRNA,
G BIRNA R HB 7. ARG A RNATL L D) g i
ANTR) AT LA 43 by FE it 45 R4 PR RN AR 32 P T RNA,
FE Al 45 14 P IRNAE H5 % B AARNAGRNA). /N
RNA. /MZAZRNA; ¥ £ 1 FRNA L $5miRNA.
piRNA. siRNA. IncRNA. ncRNAK % il i % 5% M
M a2 A FiRE R R RIANY, TR gm i
RNAZ T IAWHRIL, 51 TR0z 080

2 FMEERFE5ER

TR 2 BT A 15 N 2 (AT Ae] — T R A A
K S i e (0 5 5 A4 RN L [N ik, B 30 A B AE
20 [N 2000 LA BRI o 3804 50 5 R A% 4R X
2 AAET, FRABAEAEA R AT . Xl
MBI AT FITRBHAE T — AN R il
2.1 RUBRLFSME

T 3L W R BN VE 2 0500, RS HE
8 7 S PR B A A0 D — s A 1 e, (ELER
1 B e BT E S 308 A R 26 0 338 A% 16 1 1) 3 )
PR, JRE R AR 2 T B AR AE RIS AL 22 AR . BUAR
FERE R AR AR RS, BBl fa RIE R AR AT, H
TR () 402 5 35000 2 W8 2 27 A 4 S, A Jigge
1 5 Jie v Al R 4 4 FE A ). Yagi % 2U7E 14941
K g 20 28 o a2 R HR A s o 20 B & IR, DNA
LA IR S TEA 5e 42— 8, Ar 461 i, HPRMIE = Fp
RAS, T HEAL L AEMST-high K BR AF-mutation(+)
B TR SRR A AR AR S5 KRAS-mutation
SEAEAH DG U 3 DR (1 R RS A IR 25 8 iR 4 g v
TFAE 25 5, 17 HIX I IR () AR A 15 45 L W e
BTG B2 A . Vaissiere 55228 I W HIDNA
FH A s 1 30 B 040 9250 A i 9 AH O 25 IR 3R 4T
g3 AT, 45 R 3B AE20941 it i S K W CDKN2A4.
MTHFRHFRASSF1A%E R W 3 A B 22 53 1) 91%.



A FU A RO S R e

231

39%M136%, CDHIFE P MIGSTP15: KA H B #: 4k,
1M HAE99Yo il it £ 3 R P IX SN JE R vp &2 /b Ay — A
FEPDR 25 A TR A, TR IO 2 FIUWAH, 34 R )
BE DR R RS AR K A2 . Marsit 352 i R
BLA1 J LDNA FF BE A R K CpG &% v FE AL 41
6 F AL LA L, 05 e (1 KR 2638 ns £ . 2 A 1f.
AR GEDNA AL TE 25 5 155 D i s BE R R EREAH K o
PRI A1 ] 1 DNA FR AR, mT DAE A 056 155 ok i £
W6 M (R A2 W 2 6 KR . TeodoridisZ5 2450} 244N 3 R
A3 I, AN R SR8 R B B LA G 35 DAL g R 3k
AT AR —FE IR, 451 i OPCMLIE [R5 5 S5 Ji g
H R A KT LU e 3 7K S 22 w51, BRCATEE IR U AH 2,
Jiege 0T FR A KT 1 e T R R K

SR 108 1 0 o R s R TR 1) 3k AE IR R
b 4 AT AR ) A (4. Yamada %5 PI7E IR
Tt L RO 2 i g v Ak R8N B Rl 1E A TMISPA
MassARRAY 52 A 73 #1 & L, MUCT(— iR i85 JIEOR 2
1)L MR i R 7L o 0 i 308, T 7 5 T e
M AN R IE; HE— D WF R W, 45 Wi P MUCT
B X AFAECyG iy i FH AR 3 S 41 85 FTH3-K9)
2 OB G IX S R 3 5 30 TMUCHEE A [ R A
N, iz FIDNAJ 640 25 9) (5-Azade), 414
12 AR B A 700 R il 1 AT LR EMUCT
mRNAFIFKIE AT Bk, MUCIZER )R IEZDNA
LAY R 20 B FTH3-KOE M 1K) i 45 . Barlési®5
345 A 53 90 4 B 59 R I, 3 L 35t A 150 o) AN [+ e g
RREBY B e M AN ], 4185 FTH3K AR 4k, H2KS
FTH3KO L WAk 5% T 5. R /I 41 Ji I g 26 1)
A 0 R0 TG 96 A2 AE . 4 R FTHBKAXL 3 Ak i
H3K9 L eGSRy SE R i R Ria i 2, i
JIRg DI I B R AR, T . iR e T B 4
PSR FH I B 2 B AR, I 310 N TS 22, AR A7
KA, Rk, 418 (TH3I AL A 2Bk 4k v] DA
Shy T SCAR /N2 J T gt 565 — B9 B Y J P9 S 4 10 9o
Majid 557 I —Fia] LA E 496 5L I BTG3 3 1A 1Y
TN 25 ——YRR &R, X PP 2545 5-Aza-c/E FAH
B, B 32 LW L A0 IR BEDMINTG M, 6 T
BTG3 A 2l XA 34k 3840 8 11 S 2 i 1)
TP, O AL B AR, (R FBTG3 mRNAJ#R
Ko FyAh, I S v LA Ik LA AL 5 4
JE SUAEE T, AT R PR L L g A R A K

WTHT TR, Y0 0T 9 R M AR AR K

(1) S — Pl L BENL, SR 2o R e R (1) 1 0 Rk,
IR ST AT o A0 i DR B 1 40 ) 300 o 1
LS, W] R FEURE M R LR . YefkR®
R DU 1k I SNF2LIE R 1) 3235, BEA i B B AL 1)
i 5 241 MU DN A £ 111 52 408, 5] I g dkp s 3L R 1)
I S ILBERR A K P35 0, A1 Bl 45 SNF2LI¥ K ik 52
0, S8 40 S Go/MUYT B — S B P AR Rl PRI,
W HNRISNF2LFE PR, RT LA R b0 1 Jie 98 40 1 1)
Ao Beltran®5 VR B T — B N L5 K1 ATF, 7
FLHRIE 41 fUMDA-MB-23 17 AJ DA i Y (7 J5 739 24
WV 2 25T T R iR 0 i S R maspin( 22 2 R B
IR ) o 45 ATF L5 H LB RS g4 771 5- S A-2 -
It S R4 11 2 SR A1 37 = ¥R i FRSAHA
I I FH AT DA 57 23K, 8 i maspindi R (1) K98

JEm RN ARE ] VE Ay i HE TR, ] A by s 2
PR, SR R R A R P AR AR K . Wang S5R0)
I, TS 40 M P IneRNA HULC /& 5 1 3 J5 R A) g
JEcAMP [ W JG A 45 & 1 I (CREB) 5 miR-3724H H.
ERI R 45 3. W90, CREBSE & £ TTHULC
T U 3 B 7 DX, AT DL G PKATE B S
45 & CREB#E 2 i s K 7, WORCREBE R 1L, 4E 4
HULCH 4 &5 M IR e ko TR, Gt SR &5 45 07 A5
()5 AR Bl Rk v AR LA PE . HULC RNAREHEHD
HImiR-372 35 2, miR-3723F 1 1 FAAI S A 1 i 4
5 Mpkacb 21k, M5 FCREBIFIBEIR . Wit
TR FEHULCH w B X N EIrfaw T
— ARG ). ZhouZ5BY i 4t MEG3JE R &
— ARG RS RNA AL A o 3 O B A R A4
SIZU6 UF BHMEG37E [ 87 40 i v SR a8 e 2k, % R R
FOH RIS RS R 4l ) AR K 53 4b, kXt
JERNAK JE Je gty oy Hr e, )8 T IR 4w i9RNA.
0k, B4R SRNA R IR LA & e AT 1 Zh e R L] e e
FUR IR IR T T G378 A ATE 5 0k o
2.2 RUEE 50 MERR

AR, BAG R SRR G, O )3
gy A5 o LA 5 993 #1853 M IB A% 2% S AR O, Jl e %)
Lo ML 35 93 3 R T A LR AR SR NI 9, A R T ol
SO0 LA 505 PR AT 28580 A SR o Poms S5 P2R B T — A
BT O ML P RIS AL 0 1) o SR FERE AL
R AR TR B A B A B O A T R iR R 3
I 450 H B AR M B B, I~ e JUL A 3 A=, o
AU . 4L T LR BE(HATs) Al



232

1R 1 2 OB EE(HDACs) BEMS I 125 I3 412 2 X 1
NFE-«B. L35 5 3 K1~ SRF(S5 S0 45 ~F- 3 LA it 43
A2y TG JE R A MM P L4 ok A 9 A i ik
DA, DA 3 3 FTHATs Al HDACsH ) 714 5 1 1)
Vi 1 8 5 DR B 0% A7 20042 1 3 ik 86 B A4 926 93 1)
KRB UL AR 5 PR 78 (1) 2« Ohtani®EPI R &5 T 3£
WAL B (R R 1 LB AL F A4 T . ATP
R 1) G €, 5 T 8 A5 ) A I 43 AL R LA A Y
PEH o W2 8 125 Mt A i 4 o 7] mT AR A P9
P AL R S BEeNOSIH 2 ik, e ik I 17 41 g
I3 H3K36 — ML A6 4% g (2 3F 7 o JE T WHS C 1%
5K, BAFSE G916 1 4% ()51 1) 45 4 NIDNARZ /IMA )
AHEAEH, B HERR R IR T4 L 2 REdE, f2RE0 DL
oAb A T A FH 5 2 0K R 0 43 T R R 35 A 2 1
PR E S, Vallaster25BP9A by, Jo R M CMIFIR 1Y A&
A5 R AL 45 9%, Nkx2.5— AN S 11 i ok (A
T, WO LR ARG B K . Nkx2.55 4185 11 i
FH 5 g B 2 1 PR O A % Il 3 () 90 0 JOE 56 AL 1)
FIE, WARNkx2.5 K A58, A v e S B RO
IR ) & A e Turunen®5 BV R BN, 148 N A KA1
A(VEGF-A) & — > 4580 ML A5 Bl BE AT B 28 7 o AR
(1) = L 1, shRNARERS #E i) P [¥14F FH T VEGF-A%
KA 871X, 15 3 VEGF-AFE R {1 3R 15, T~ ishRNA
ey A-H3K4me2 2 H R MIH3K 9ac 2 LA AE HH
T/ B AR A SEEG R B, B ShRINA RE % 38 i gk
1 07 1 | 2 A WAl 5 A 1 == o G S oA K e
W ¥ shRNARE NS AL 216 T7 (I 4FE H . Han%5PO5 45
ATPAHS 1) G € ot T 958 MG 1 6o I it o U P A e LA
RSN O s LB (R S Wi 0, Gt i B
I8 DA ¥ Brg 1 HeM 6.0 4 1 46 )8 25 1 Bl Adamts 1, By ik
R IL 22Ak, Baf180-5 4 FF R AH LA FH 1 #50a
O E T BG e 60 00E 1 BEHDAC 1 fg % 1 | Cdk
FHIFp2 1 FIp2 742 34N fp #4%H, HDAC1RHDAC2 5
RESTAHH B AE FH I G JL/Co UL 45 Th g AH G 356 PR 1)
Kik.

MBL AN T T BRATIASHE R, 2 Wt 2% I
OIRE . A B2 07 g O lE R
R SRR
23 RUWBEEREWERFER

DNAF ML i o As . HE A B M. B s
RNA 1) 238 #0555 4 28 141 i (1 A PR ARG, X483k
WLTE A% 27 [0 5 T DB R #0281 4t i o A T R %

ANFE LA TS BT, JHang 2PV R B, 78 #4847
PR s LA T S A1 A 4 AR IR T T, 2 LBk
A ) 77 T DA TR S R A 5, S B2 IR,
Bl LR AE 27 22 D RE S I VE FH o Zibetti S5 R 3N,
— R A i LA LSD 1 (COFRKDM D) AR LA
F= B R R AR T H3K A AR i AR
LSDI1Z 5t & o0 1)k B b2, & g 5 CoRESTIE ik
HEY), MR /MRIRY) 2 AL, JsIE R 5. R
B A SO B, HDAC23M i 1 775 98 firk (1) w98 1 LA
KAz e K, BE S 5 R B . —Fp
HDACi# ik #8781 4 Fl T"HDAC2RE % 2435 /> B
WCIZIhRE, By, mhas 78 DL RN
Fl. Meza-Sosa®5“" A 4, miRNARNU L R 48 0E
W R P TR T LS T A 8 B A AR A (R
ST, miRNAJE h 3L PR () 4, BEAS ) i 22 4
it A KRN 23 A S 30 AR R 0, 5 iimiR-7.
miR-122. miR-12443E R 28 Jo 40 M (1 21K, TiimiR-9
HIFNHI AN TR0 B R385« miRNAVS K B 4+
RG240 B I 22 fePE B E 2 RGN R B S5 P K
PHEE R G R B —/N BT, DR, 3l P #miRNA
(RZIL RS R BRI 2 RGE I K

3 45iE

UL L e WA 4 F AL T K, Fe i i
A V05 0 5 T LA RIS 5 e DR 1) 9 i A1 57 1 gt
TR 4, A PR s o, — ELAB A EE B it
2 LN IR (B R I R A1, EAh, A
AT R I 24 AE [ & S MEN o T AL R i
LR AL T P BT T KR IS RS T
AP HIRIF TR . AR, ML 22 DR I —
WFFCHt R, (E 0 £ VEAN N ARIHLIEIE G A TR A
FCo AR I FE I8 4 S AT RS R N RREA,
W R 3o S R S IR AT kA SRS
— AN, RS I T . S AT
I 42 S T A O

S & ik (References)

1 &0, 5 o, ok W RWE A SRR BN B LRA(Cai
Xu, Yi Bin, Zhang Hao. Epigenetic and clinical renal disease.
Medical Recapitulate) 2011; 17(17): 2591-4.

2 IIRAE, BR/ho, b T, 5k E R AL 2R ALK
Tk . 22 Bkl B 2%(SunYongjian, Chen Xiaogiang, Sun
Ning, Zhang Lei. Molecular mechanisms of epigenetic and its
advances. Journal of Anhui Agricultural Sciences) 2008; 36(33):



%

S R ey B S B AT et

233

10

11

12

14

15

16

17

18

19

20

21

22

23

14450-2.

B, FAHR. 21 E AR S A B 4y T AR R ST e
H [ A 2% i 4R (LiWeiwei, GuoDongLin. Development on the
histon variants and histon chaperones. Chinese Agricultural Sci-
ence Bulletin) 2010; 26(1): 56-61.

Jin B, Li Y, Robertson KD. DNA methylation superior or sub-
ordinate in the epigenetic hierarchy? Genes Cancer 2011; 2(6):
607-17.

Flores GB, Amdam GV. Deciphering a methylome: What can we
read into patterns of DNA methylation? J Exp Biol 2011; 214(Pt
19): 3155-63.

SRR, TR, FORI, 82, BOAR. TET&EA: — il
DNAE MG Z %, 1 AW 5 53 1 A2 ) % W (Guo Xiao-
qiang, Wang Yuejia, Guo Zhenqing, Chang Yanzhong, Duan Xianglin.
TET proteins: A new family of DNA modifying enzymes. Chinese
Journal of Biochemistry and Molecular Biology) 2011; 27(12): 1101-6.
McCabe MT, Brandes JC, Vertion PM. Cancer DNA methylation:
Molecular mechanisms and clinical implications. Clin Cancer
Res 2009; 15(12): 3927-37.

UL, N, G K PR AL A R R A AT
2 i ) 2% A% & (Wang Hong, Wang Xiaoqi, Bao Jinfeng. Chi-
nese Journal of Neuroanatomy) 2011; 27(6): 701-6.

Hadnagy A, Beaulieu R, Balicki D. Histone tail modifications
and noncanonical functions of histones: Perspectives in cancer
epigenetics. Mol Cancer Ther 2008; 7(4): 740-8.

Gonzalo S. Epigenetic alterations in aging. J Appl Physiol 2010;
109(2): 586-97.

RASCIR. IR R AR I FMLEAL T, B AR L 2 2% (Zhao
Wenjuan. Modern Medicine Journal of China) 2009; 11(11): 122-4.
Bartova E, Krejci J, Harnicarova A, Galiova G, Kozubek S.
Histone modifications and nuclear architecture: A review. J His-
tochem Cytochem 2008; 56(8): 711-21.

Wu JI. Diverse functions of ATP-dependent chromatin remodel-
ing complexes in development and cancer. Acta Biochim Bio-
phys Sin 2012; 44(1): 54-69.

Han P, Hang CT, Yang J, Chang CP. Changromatin remodeling
in cardiovascular development and physiology. Circ Res 2011;
108(3): 378-96.

Hu YF, Hao ZL, Li R. Chromatin remodeling and activation of
chromosomal DNA replication by an acidic transcriptional acti-
vation domain from BRCA1.Genes Dev 1999; 13(6): 637-42.
Mattick JS, Makunin IV. Non-coding RNA. Hum Mol Genet
2006; 15(1): R17-29.

Skreka K, Schafferer S, Nat IR, Zywicki M, Salti A, Apostolova
G, et al. 1dentification of differentially expressed non-coding
RNAs in embryonic stem cell neural differentiation. Nucleic Ac-
ids Res 2012; 40(13): 6001-15.

Kaikkonen MU, Lam MT, Glass CK. Non-coding RNAs as regu-
lators of gene expression and epigenetics. Cardiovasc Res 2011;
90(3): 430-40.

Stein RA. Epigenetics and environmental exposures. J Epidemiol
Community Health 2012; 66(1): 8-13.

Kanwal R, Gupta S. Epigenetic and cancer. J Appl Physiol 2010;
109(2): 598-605.

Yagi K, Akagi K, Hayashi H, Nagae G, Tsuji S, Isagawa T, ef al.
Three DNA methylation epigenotypes in human colorectal can-
cer. Clin Cancer Res 2010; 16(1): 21-33.

Vaissiere T, Hung RJ, Zaridze D, Moukeria A, Cuenin C, Fasolo V,
et al. Quantitative analysis of DNA methylation profiles in lung
cancer identifies aberrant DNA methylation of specific genes and
its association with gender and cancer risk factors. Cancer Res
2009; 69(1): 243-52.

Marsit CJ, Koestler DC, Christensen BC, Karagas MR, House-
man EA, Kelsey KT. DNA methylation array analysis identifies
profiles of blood-derived DNA methylation associated with blad-

25

26

27

28

29

30

31

32

33

34

35

36

37

38

39

40

41

4

der cancer. J Clin Oncol 2011; 29(9): 1133-9.

Teodoridis JM, Hall J, Marsh S, Kannall HD, Smyth C, Curto J,
et al. CpG island methylation of DNA damage response genes in
advanced ovarian cancer. Cancer Res 2005; 65(19): 8961-7.
Yamada N, Nishida Y, Tsutsumida H, Hamada T, Goto M, Hi-
gashi M, et al. MUC1 expression is regulated by DNA methyla-
tion and histone H3 lysine 9 modification in cancer cells. Cancer
Res 2008; 68(8): 2708-16.

Barlési F, Giaccone G, Gallegos-Ruiz MI, Loundou A, Span SW,
Lefesvre P, et al. Global histone modifications predict progno-
sis of resected non-small-cell lung cancer. J Clin Oncol 2007;
25(28): 4358-64.

Majid S, Dar AA, Ahmad AE, Hirata H, Kawakami K, Shah-
ryari V, et al. BTG3 tumor or suppressor gene promoter
demethylation,histone modification and cell cycle arrest by
genistein in renal cancer. Carcinogenesis 2009; 30(4): 662-70.

Ye Y, Xiao Y, Wang W, Wang Q, Yearsley K, Wani AA, et al. In-
hibition of expression of the chromatin remodeling gene, SNF2L,
selectively leads to DNA damage, growth inhibition, and cancer
cell death. Mol Cancer Res 2009; 7(12): 1984-99.

Beltran AS, Sun X, Lizardi PM, Blancafort P. Reprogramming
epigenetic silencing: Artificial transcription factors synergize
with chromatin remodeling drugs to reactivate the tumor suppres-
sor mammary serine protease inhibitor. Mol Cancer Ther 2008;
7(5): 1080-90.

Wang J, Liu X, Wu H, NiP, Gu Z, Qiao Y, et al. CREB up-regu-
lates long non-coding RNA, HULC expression through interaction
with microRNA-372 in liver cancer. Nucl Acids Res 2010; 38(16):
5366-83.

Zhou 'Y, Zhang X, Klibanski A. MEG3 noncoding RNA: A tumor
suppressor. J Mol Endocrinol 2012; 48: R45-53.

Pons D, de Vries FR, van den Elsen PJ, Heijmans BT, Quax PH,
Jukema JW. Epigenetic histone acetylation modifiers in vascular
remodelling: New targets for therapy in cardiovascular disease.
Eur Heart J 2009; 30(3): 266-77.

Ohtani K, Dimmeler S. Epigenetic regulation of cardiovascular
differentiation. Cardiovasc Res 2011; 90(3): 404-12.

Vallaster M, Vallaster CD, Wu SM. Epigenetic mechanisms in
cardiac development and disease. Acta Biochim Biophys Sin
2012; 44(1): 92-102.

Turunen MP, Herttuala SY. Epigenetic regulation of key vascular
genes and growth factors. Cardiovasc Res 2011; 90(3): 441-6.
Han P, Hang CT, Yang J, Chang CP. Chromatin remodeling in
cardiovascular development and physiology. Circ Res 2011;
108(3): 378-96.

Namihira M, Kohyama J, Abematsu M, Nakashima K. Epige-
netic mechanisms regulating fate specification of neural stem
cells. Philos Trans R Soc Lond B Biol Sci 2008; 363(1500):
2099-109.

Jiang Y, Langley B, Lubin FD, Renthal W, Wood MA, Yasui DH,
et al. Epigenetics in the nervous system. J Neuroscience 2008;
28(46): 11753-9.

Zibetti C, Adamo A, Binda C, Forneris F, Toffolo E, Verpelli C,
et al. Alternative splicing of the histone demethylase LSD1/KDM1
contributes to the modulation of neurite morphogenesis in the
mammalian nervous system. J Neurosci 2010; 30(7): 2521-32.
RWAE, TAE, GaER AEE S ElS ek =
PN K244 (Song Meixiang, Wang Xiaogi, Bao Jinfeng. Histon
acetylation and neurogenesis. Journal of Lanzhou University)
2012; 38(2): 67-72.

Meza-Sosa KF, Valle-Garcia D, Pedraza-Alval G, Pérez-Marti-
nez L. Role of microRNAs in central nervous system develop-
ment and pathology. Neurosci Res 2012; 90(1): 1-12.

Leeb M, Wutz A. Establishment of epigenetic patterns in develop-
ment. Chromosoma 2012; 121(3): 251-62.





