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Abstract The study on epigenetic mechanism of aging is becoming one of the hotspots in the field of
molecular biology in recent years. Epigenetic modifications undergo complex changes during the process of aging,
and that is supposed to be one of the decisive factors of aging. Here, we summarize the research on the alteration
of epigenetic modifications, such as the hypo- and hyper-methylation of genomic DNA, the variation of the histone
modification including some particular sites methylation and acetylation of the histone proteins and the related en-
zymes, the remodeling of chromatin structure, function changes of telomere, as well as the role of microRNA dur-
ing the process of aging, to provide some theoretical basis for further research about the mechanism of aging and its
potential application of anti-aging.

Key words aging; epigenetics; DNA methylation; histone methylation; histone acetylation; chromatin re-

modeling; senescence

—t

1 #= G, BURMER e TR YR & 1 0P

YK 2B A E R MR o, (LR AR R R A1) (075 2 5 I A 22
BRI RE A R M AR Al SR R, RO B B K K
W, MR K HLASSERAE R ZIIR, P WRIOBFIUR L AR K R [ HLAT20%~30%
Y1 G R R O R F PR M B B TR AR O] SR EIRI IR 2 R, T 70%~80% S SZ B WL LR 110 3%
WK, B AT N SR AE R LM W, WS LU A SR R 2, AT

It

Wk F 3 2013-02-25 $252 H - 2013-04-20

Il 5% SRR B G (G HE S 81070270)FRYITHRHEHE S AE R AT RI (S 1C201005280552A) %8 Bl 1 R

*HIHAEH . Tel: 0755-86671902, E-mail: wangzm@szu.edu.cn

Received: February 25,2013 Accepted: April 20, 2013

This work was supported by the National Natural Science Foundation of China (Grant No0.81070270) and Science and Technology Bureau of Shenzhen City
Grants (Grant No.JC201005280552A)

*Corresponding author. Tel: +86-755-86671902, E-mail: wangzm@szu.edu.cn

P25 H B T): 2013-06-08 11:28 URL: http://www.cnki.net/kcms/detail/31.2035.Q.20130608.1128.003.html



1028

(AT, 5 Rl Ah A Hs D) U v B Ao . SR AR
AN E IR A, AR B AL IR 4%
PRSI LS R A M2 o Tk 28 DR B WL S A 85
Bl BT 5 | A 38 28K 22 AP Bl R Lt A%~ B i Y
G Sl VS I R ke o5 Y NC (WP 32 TR T i S RS B B
2B R I O S R I R

FEW 15 A% 2 U Fi (1) A2 HH AEDNAFP 81 K A A
A T 3 B 2 B A R 3R 0A () B AR ) e
AL 7 T 9 T AR TR T DNAMINA B 1 i) e 18
M A0 — Le R IL A B A . o 18 i 32 220 SR DNAT)
RIS HE AT, o, SRS, B
PRI 15 20 8 1 ARG R VR B 1 Y B4k i
MRBRBE I IR LAk 22 Z R AN I3 2 IR VR HE 1)
BERR A S FEIL B RE Ge (A ST B, AR Y
RNA(noncoding RNAs, NcRNA)XJ 3 [K] 2 1A 1) )i $5
DA R i R PR AR A A5, B AT TR W] DASE I 5% i s €0 A &5
oy TR 5 PR SR AR AT 50T, Bk 22 (k45 R
B, AR K — 3870 30 2 1 R v R DR 3Rk 1) A A2 1l T
S M) B DR 2 TA () WAL 2 B M s AR e 5 R . A
AT JUAE AR AL S B M A 3 S AR T B AR 1Y
W5t et it .

2 DNAHRENHARZHEPINE
DNA H AL B 9T B 22 1) R Mgt A% 22 A5 1, &
REHEAT RoE HonT it % 1) R Wbt 4% 2% 4% . DNAM
AR IE T R E e i, B2 fedl ffe
A EAS A i R e ) AE TR LA ORI I g
ST DUERFUHRIE, IH L3040 4 i 7 3
R A ] T DNA T SEAL IRIRAR, 5-HT i s g
(R 53 AT AE A Bk DT VG A R AR A, sk 5 32 A
K HE K AL DNA FF B4 7K P BT SR AFIE K
I, DNA FF LA K AP BRAIG 3 2R A A1 J1 5 )7 41 X Jak
(ln AT 7)) FZH Bk S e 05 DX 86K, 2 i S e (8
DNAWE #) 2 AL I ), 32 20 DNA AL 1l
1(DNA methyltransferase 1, DNMT1)%¥ fig & 2k 5% 4
TR UE AL HE H AR 45 R®. DNMT1Y /) il i
T-DNAH B AL A 2 2 I ) % 9% %% 2 (immunosenes-
cence) (AR T 1 SE 2 B BE ST R I, 3 It
i v ey S5 5 DR AV i R I W DNA FF AL 7K P T
e, A9 T LA Y T OB SR IR S Bl 1 X R Cp G B
DNA & H 34k, M B RIE R I Rk, FEUL
M — R Y5 3 A OB AU o, AR

A(lamin A)LL K 4> & 8 111 B ZMPSTE24 6k [ AH OC 1
RS I R E A AN, 0TI R AL
(AR B R U031 A Zmpste 244 T 5 1A Il 3 PR f5f B4
() 5L 22/ SR v 5 DR ZH DNA R 64k 7K1 B 4R 0
T S 2, (HrDNA(BE 54O A% A DR 5 1)
I SRR, e BRSO A I TR B S KT B
BAARS, AHN 22 /N BRAR I K R B, W TIDNAH
SRR BN n] LU X — IR, R WIRR 2 7 55 5
H AL A 2 R A (W R AE AT SRR . SthAh,
BT R INAE B B R R, DNASE A7 55 LAk 1)
FE [N A0 5 i %8 4k 3k [ICOX741. LOX. RUNX3.
TIGI. pl6INK4A. RASSFI%5, 4= K k& HFIGF2,
cFos, Z 5DNATi & LI IMLHI UL} — 28 {5 5
356 3L RIFZD I RN FZD 7% | 1% 16 ol A 15 5 22 (11 1 IR
Jos BRI AT W) AR OCHE, dniRg . e IR AT R
AR, I A I SIS, R AT G T A L R S I
e, BockerZE M) Ll 1 Y f H 3 LT 40 MY S Rk
A3 1T 40 S (HPCs) H Cp Gz 14 34k 1) 2
5, RILEAAHPCs T {1CpGs 350 Ak JE AL,
192Ny ey FR A, 1T HL v FR S s K 2 T T
PRC2(polycomb repressive complex 2)# % [X [{)CpG
5, SEGLRDIER . PRC2AE A AL K 1 CUE 524
PR e 22 5 IR A TR Ak A A, X — )t
FUHE 7~ T DNA S AL (1) o070 e 1 4R 1 4 i 43 4L B
T BEAR I AT REJR R 22—, 3K 4 T4 g v 5|k
M URE T 1A SRR

3 HERBHERZHIEDRIIMT

YR B S5 LR VS AR I AH G . 18R
1R B RN ER AR 43 BRI 55 A — e, e e e
DNA X 35k % (8 TR A5 10 TR P &, PRt e e 45
TR S AG PRI 35« 4188 A B 7 X BT 4l
E AP RAL R AL, 418 10 OFL S 2 2Bk
o HE AN gl ot — A
1'4:[5]0
30 HERFRENERZERHINET

Y1EE 1 LAAS [R) 6 AT 205 40 Y 2R kAT
R IR, I LA 212 338 B0 1) 35 PR 4 SR 7k 2 11
YER . 48 1 F A R T — S i BE AR I A BT A,
WSRO S XY ORI, LR, ¥
Sk LL ADNARI B R . fEH B AT, KR
(1) HA S A — 5 B SR vl A A D IBG, T 8 U 1 Y 35
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A BE R B8 5 B0 s 0 n] LS BUE s,
H3K4Me3 3= %2 5 5E K 2 A1 OC, MTH3K27Me3 U 3
L R PN AT O, IX BT & A A R
ZAPRIRIED

e A s o R AR AT
A, AE K R AL, HAK 20 H FEAL 7K P AN AE 3
NI SRt B R S T A ST E s M B ¥ 3 W
AR A8 I H RSB IR o, HAK 201 XY
A A2 L 0 AR R o, T A R A 8 XA
e E AR D, = IR N D KM 24
ke b, 6= H IR 2 B 2 3G 0, if B
FEACANXUH FEAG R T 2O 387 W) AR B, fEAz 2T
J24 B FTASR B 1) 3. 22 % (hutchinson-gilford progeria
syndrome, HGPS) & 4 4if i vt & I T H4K2011 —
F A 7K AP HAK20me3 Tt 15y, [R] B3 £ Bl A5 A 41
B A, WH3K27Me3 FITH3K9Me3 i /b1,
TP 5 AR T2 I T s e AH OC X eI R R A T B
o BbAL, T A TR K I TR A A AR
W 38 22k B b A E AR . H3K 791 Y AL 4K il
DOTILZ: 55 1 15 41 B 5 5 A0 3 A0 1, T 2k a2k
T RN M S PR A ARG, e g KL, S
Y g 2020, DURT i SEIA h, H3K4Me3 ) T AL i
BB AV R E ST Th e A EEAE .
T 9% 0 &% B, ASH-2. WDR-5LL K H3K4Me3 [
FIL BB BESET-2 R S8 nl LLsg i 2k de A5y o it

H3K4Me3 1) 2= AL EFRBR-2, N4 S5 (H3K4Me3
KV T, 2k 7 iy 4 e ok 2R IARBR-2 I AT BEA
H3K4Me37K -, HnJ DUGE K 26 i 75 dir . H3K4) 53
— & AL BELSD 1R A7 KL HIPY. H3K4Me3
(1) FR L 2 A8 Wi el L 30 ) 2 o v RV T H BTE AN T
2, EE NATHE NI S 52 31 7 L 5 R A
KR IE KT AR, H FARAE ], s AT £k
— .
32 HERCHMUERZEHIENXR

S HE N A i 4 R R B 11 LR AK mT DA R I
FELAaf, PRI TT A9 59 41 2 1T RIDNA . [R) J2E1 H far 1)
MEAEH . XARTRETTNGE, (RARNARS
MRS P 5 B 8 IS & LI R vT
AR AR 0 2 3 U 71 DT B A e ok 1 5 A B ) o
SRRV T N S8 AR AE . ERZ BB,
YLE [ 1) S TE A T LU 5 A s A T, i 4L 2 11 10 2%
LA 1 i 5%

X} L E BN BB I 50 R B, Zmpste244x & R
T 35 DR e B 1) 22 B AR AR 4L B T HA SR AL
TR LS, JUHIEHAK647 S ) 2 AL HAK 16Ac
BEARG B o 1] Sk, R IS AL HAK 16 £ BEAK 1) £ Bk
B BEMOF /D, TMOF-5 41 f 3958 . Gt Jit 25 F4 F
DNA# 7 & 2 550 % V) 8 R(E). T RKIEMOFEL
IHIHAK 16 2 L WEAk, # ] oo B2 ek XA )
H B T AR 1 AL S R R AR DG L. B

I o 6 e PR R DA S 2 N e A e AR R JE BT A, 75 1E 3828 1 B AR Bl b A7 A
MOF ’\\
Repair of
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Fig.1 The complex regulatory networks of histone modifications during cellular senescence
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AT R FIHA LAk T Bt B,

LR A S BEA KT 2 415 (1 B B i
(histone acetyltransferase, HAT) 141 25 [11 & L WAL
(histone deacetylase, HDACs)PEAL 7501 . HATSs
FIHDACsY 1 & 2 Fh Xl A . fEHATsHY, B |
A4 B IMOF % ik B4 % 5 - 22 #H 55 4h, STCREB-
45 5E & H(CBP)YNIP300I) B ST L8 2 . &A1 5 %k
BRI P EAER, 55 T 2R Eei
o AR Z TSR I, CBP ] LU #E 41 i
SO 40 ) 384 5 R 43 A, SR 1 R BT
SR AR EE W FLE A 2 p300HICBP £
KPR R AR AT SR ). X5 2 L2
YR 11 SR KT 8 35 22 ERE v 1 BRI AR A — 3
ff). HDACH WA HE EE 1 5K 5K £ M ITHDACS K ik
FINADH #fi THDACs(Sir2 5 %) . - Sir2 5% ik ()t 1k
AN AR 1) At A WA AT IR R, DRI A2 2
]z K. Sir2 8 [ KL [RIVE A 6 vT R LA e
e AR I DR ik T A AR R, T I R 2
A A S R 5 3 kAR P, AT R T 3
HEFRPY, FEMEFL A ORI T R R Sir2 (1) L
LA AR IE DN, WPk 1E 25 S BRALBE(SIRT1-7) . Hor,
SIRTIFNSIRTG 2 6 22 A= W) " SR Tl I Xl 1) 7 A 2
o 7B/ BURT BRET 4 41 i i, SIRT1/K V- 15 48 4
ARECH W ARG . 70/ R, BEAG AR08 35,
SHLA b (i B 5 S8 4) SIRT1II AT BRAIG, HoAT 224
ZUGT R AR, A A& R, SIRT1AT LUK H3K9AC
H4K16Ac. HIK26AcXk Z M1k, fie it 5 Y 6 5 1) T
F, (F4EREAT 2253 B4 b e (AR AL IR B4 M 25 5 T A
AP, iR L AN i, SIRT 1S ¥ BRI,
S B0 DR 2 E S A PR R AN AR R 1 e D).
Ab, Bl NATTIE R BRSIRT 1 5447 2 iR A a4 H
HAEH, 1EZmpste24-8 85 722N, PR
AR T ESIRT AL A 70 A1 e 1 RS PR R B,
Z 57 HERAEN . N HISIRT LG 7 11 22 7 i
(Resveratrol) ] LABE JIISIRT 1B A 7% 1, 2 5 SIRT 1Y
AT 2B OIS G Re 0, ki 220 BORSAT4n if
(R B, [F I KN R AR
()52, CAAEBIF 7N g 16 B BE T Sir2 UL KA 22 40
ST 25 R ) ) [0 Y5 W siruins (K38 3838 1T LA
KB 76 . (H Burnett5 PO BT 97 &
I, 4 S50 A5 A RR A T T S 500 1 2 ok R SR e st
s 5t — 3 2 )5, 788 ORI thsirtuins I 14 2%

IEFFANRAG S SEER S5 R AR A H AR A B, T
X A I S 06 &5 JEAR H T 5 S A B 0, A T 5 P
TR DRI, A4, SIRT6S KR
(RVRIE 5 1k 300 P —4F () 3k o SIRT6 3 2 5 A T4l
Wit%, & ENAD W TH3K9ACFIH3K 56 AcZ: 4. Fk
TR, REfpds 4O T U 0 iuib X 3k . FHITSTRT6
S PR T S R D ek Ok, B TR i il LA K Al
W2, 3577 A BT Werner i #4551 () 2 12

— SR 7R, SIRT6 RS LAt i 10 H NF-xBAE H 2
HPAPUEZ . BATEIE, NS BUONF-«B
&R UG AT LA 3 2, 1 SIRT6 R 45 A5 NF-xBI¥)
RELAVEJE, 5| iCNF-xB#E L P 5 81 T-H3KO i 2%
CTEAL, FHI T SR DA R e S BE ERY. E4k, SIRT6
M JEDNAMK S 1) H (B0 415y, 75 SUEEDNAS 1

(HR)AI A [7] Y5 A S i 4 (NHET) 18 53 1 B2, 0 4
IR ZH 8 s P RT3 2 R S 381 B A FH B4,

4 FEREMIIKSEREZNXR

G0 J S5 1 TR E A P A s S DNARE 41 1
SO HERE, HORAS 5 41 i 2 e I 4E 57 % D)ok &R
et 5Tl DL REME 2 A e O SR S g (5T,
e AR AR R, 200015 — LEyT MR IA (R A
T 57 24 €0 Jo 5 ) B, 101 35 R S T R AE 4 i KR A
AREVE i HAT EEAE . W g o S e (i
(R 45 K6 TEAN I — AN AR, 172 B AT v B 1R ml ARk,
XMARALIE 55 R FAE R AT AH M. 20034F Kk &
TECellZ i W IR IR, N AR £ 4 41 i A4 b K
I R AR S M 3 22 B ER U Dk R Rasis 5 1 40 1 3
N 23 T 1l 38 28 A O S e (0, J5 2R B i (senescence-
associated heterochromatin foci, SAHF)”, 1] LL#DAPI
IRGE, BN A S A 2 K AE ) AR 8. SAHF
() 32 B o> B0 AR S B (0 4 5 R T L(HPD. A
A 4% fkmacroH2A . H3.3LL K& & KT 2R ks i 9
H3K9Me3%%. SAHFIE ot ih 2 Fi 4l 1 AR
T(HIRA. ASFla. HMGAZ)Z: 5. & /s fmifil
[Klp16-pRbMIpS 33t #% /1 3 1) AR FEE . el ot
SURIR, SAHF 2 5 e (0 5 /v (A7 &b (1) 5 )= 5T
214, RI%ESE [Mhigh-order chromatin structures(HOCS),
AW S H3KOMe3 [ FH AL B AR BT, 3 —AF 50 ok s
O 5 R A AR A 3 E I R R BTT T — L.
TEHGPS L E0E R IE #2840 v AW %2 FISAHF
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L%, W WISAHF VY R AR IRE, A fr it — P IE
ARG AHEAWIFERY], 1EH E9 AFHGPS -2
U R R IR T A T 0 A 5 R SR, A0 BT
R L, A% e g 10 Fi3e KUY, Zmpste24-ii i 1
L/ B IG T Y 20 A2 I N B R, A e 5
T HHP1RIE T, G5 — 00 Th i W] 3 2 40 g
HAETE QL T A MR TL I, e U2 e
T A 7 S B E R 2

G0 50 45 4 36 v] LLSE DNAR ] (1018 &, 1
DNA; ) R S EA 2. My gk
U 2745 B 2 (i T DNAS# A2 e B AIDN A 45 15
SRH 9% H 1 R PR R I R AR T 3 D, AL FF Werner
Syndrome(WS). Bloom Syndrome(BS, BLS). Coc-
kayne Syndrome(CS). Xeroderma Pigmentosum(XP)
FllAtaxia telangiectasia(AT)%5 . 7 4h, FEM 4 )ZEH
ASEH ) L2 (HGPS, Zmpste244: J& & [ Wi 5=
BB/ ROBEFE R, AR AN A4 fi B X DNA
51005 1BUK, DNAR 5 b 10 YIYH2AX R 1L 19 i1, DNA
016 587 53BP 145 53 45 BIDNA S 41547 53 K I 1]
W] W SEIR, A7 fEDNASRI 18 R R4 1) 1) 7, A7 W]
(1) PR ZH AN AR TR AE, 5 8 28 R AR ™ AR 5 D) AH
5 SO T /5% WA EEN Y (ARFAAER S S R0 [ S U
DNAF s W REFE, JE A DNARM (16 2 th 252 15y
Wi, DNAITJa, B 05 AL 1 56 AR ot Jm 78
GO ) i R A K, AETFDNAE S D 1 e 5 4E 5
DNASI AL KR THE S DR, 50 ids 55 - 32 3%
{0 5 e 45 /. BRGAThSNFS( Y FRINI1/BAF47/
SmarcB1)73 il J& ATPHK S G 4 )it 5 98 552 5 YISWT/
SNF#Z LR 7y, BATIE N i g R bl &
IEHS R LU 40 i 52 %, BRG1Ar T SAHF[A 2,
hSNF5 15 45 7 e 5 /K1 5 38 28 03 1 b S Wp2 TR
pl6™MHIERI TGRS, 1 55— R4S SWI/SNF WV EE [
ERCCS8. ERCC6H:H 547, nf LL5| & CockayneZs &
TIE, R WL 2 . R AN 2R R R
oo tRAf . MEBRAT R AR S, XWVFEH A
IXLETEAR SN ATPAHCH IR % (0 J5t 51 9 53 5 7400 4t
TR EIRAE ] . AL, W REXUR AL I 126 S50 K 3,
HGPSHH JE A2 /N 5 20 0 flid £, B9E L i (nucleosome
remodeling and deacetylase, NURD)& &4 ' RBBP4/
RBBP7. HDACIFIMTA3%:41 4 7 & W] W FR A, FH
WINURDII G v] 5 i HP 1. H3K9me3 %5 5 4 (4 it b
BT, TR £ BEDN AR 754 B 238 . 44

FEE G K B (RS AR AT I M AL B, R AE
A A7 0T, IXLBRIFFTHAR G ] T A (0 45 A A
IR E VIR R .

5 HEZmEZHNRMEEFADHEE
IR & W L% =

sty fir S N 25 2k D I TTAGGG & & 7 41 5
R ARG G R R L A A5, TR
Pt 44 G DNABA 1 IR . 72 K2 8K
0 e, b2 Bt A A0 53 2R AR 1) 38 o i A W 457
FE, B AR BORT G a A, 13k 1T 52 e 40 J 1) 1F 55
BB o PRI AATTN h S L ) 4 R 5% W) N SR 7 i 1)
TP W FL B P 1) s br 5 AT — LR R 2
bR, SR ABAE B HLEIR Y, WHP1IV AL 28
JE -« H3KOMIHAK 20/ = H 34 TE XL LA KK ¥
(FTH3FIHA T £ A0 T 40, 3 2 38 00 5t £ A s
s oz B JEE R 9 2 T AE B3R R, HHB e C
(AR Ak 5 vt R A B AH DG (0 2L AT G, Yl 7w i Rr 445 44
AL R A AL T T, A, N ZESIRT6H
I H A NAD YK TH3K O 2: Z WAL B A ), HL 5 o
FiAHH B R . 7EWernerZs & fiEH, SIRT6I1 4 #E 1] LA
T2k T Ae 2L, JF T B i R R Y,
oL PR 45 FE 4 0 A5 38 b R b A AR, HAE
B A iR DX 110 2 U 2 A 248 T 1 22, I 7S bR
i WAL 453 T 5 | () 35 52 1 LI A AL AH FLIDE R
RO ILTE NS A Fr dE— 2B wE 5, g b
RNAs(non-coding RNA, ncRNAs) & A~ 4 i &% [ )i,
B2 2 5 g o B D RE I 15 11— K ERNA >
T, R A 22 TEnc RN AsFITA 15 PEncRNAs, [l
£ FERNA. tRNA. /N ZRNAs(snRNAs). /M =
RNASs(snoRNAs)5E, J&# K2 UK BF T A,
£, 5 1 ZNRNAs(MicroRNAs, miRNAs). Piwi-inter-
acting RNAs(piRNAs). /) T HJLRNAs(siRNAs).
Ik 4 I5RNAs(IncRNAs).  J& 8 1 #H JCRNAs(PARs)
H1HE 5% FRNAs(eRNA)E . 1715 PEncRNAsA 5 4
PRI s RV S SR UK, Ae st 40 ok . 40 1 38
Yotk giby . BERAR SN M0 245 Jy T 3 5 2
PERIPOY Hij, 5382 b % V) AH S I ncRNAs I
FY 3 B 45 b FmiRNAs. miR-34aff yp53il i
RSN PR A 3 22 4 23K T, L REAIRIE2F
c-Myc. SIRT1. Cdk4F1Cdk6%% 2 5 () 41 i J5 114l
IR BRI 226, miR-24 5 miR-15b. miR-
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25, miR-141%5 A E - HIp 1636 PE, 7R3 240 i
H R PRI 0TS 3 22 {7 5 il [ p 1 6/RBIF) 5 22 i
RIBA, b Ah, £ FmiRNAsS 5 T 5 2 A I K 1)
ik W Y, fImiR-23a. miR-26a. miR-30al 7
HMGA2 % 14 %, S 5] RMSCH 41 M £ 22 1) i
Z —; miR-29FmiR-304L 1] 1 i B-Myc &K ik, fy
B-Mycid it % ik 1] LABH 1E Rasy 3 DR 75 5 (1 41 i 52
23 IE Zmpste24-H b 22/ B R AT miR-1
FmiR-29 15 K kP, 2 5 3 22 17 [ miRNAsEL
HARZ, HHAWAF ORI, e e n g
A R R AWEFE. 55 b, IncRNASTE 4 (0 ) 45
P TR R A R A i 22 e T A 4R 55 22 D T ) L)
RE A ANATHTIF T — A8k, eSS T IMe
55 20 W 5 22 A s PR L . EINK A 5B
#5% I IncRNA(ANRIL) 7] LA H 4% 5 Polycomb 5% Ji&
#H FPRCIMIPRC24S 15, Jf /EINK4b-ARF-INK4a
A7 k3R BB R e B €0 5T X3k, 4 il p 15(INK4b)
pl4(ARF)Flpl16(INK4a)[F15R 1A, A BT 141 Mo sl #H
0 R A it 2 B e, Ak R i AR () 48 0 g AN
IrAEE 1B,

DNA AL, Al e, Sk, it f
miRNA%E WAL 22 1 430 1%, 75 35 Z R AN
FGEAE F, A 2 (R R AT 5 (K12). DNAH 3
15 At 3 M B4 2 10 I A7 T 2K R, WISUV39H
5 BTH3KOM) = F 5L 46 JE X (H3K9Me3) ] Jt 46
R AT AL IDNA S AT AR . if i Bk
H3K9Me3 753 E iR rh RIS TH iy o0 Al iy, X
Vo5 AR AT SUDNA AL 1 AR Be, - gh ok, 24
A 52 A W 1UFRI2(PRC1/PRC2) I 3% 4k X DNA
FIEA A SR F, il — e e 0 5 S A VE T
A K EWSWI/SNF)LL ZHDACsHIDNMTs N fiil
SEDNA R Ak A I A 22 At i 1 40 52 6 4 0
SR AR AE BT, miRNAFT 4 4 1 4 B4k BL %
DNAHIEAL A A EAEH . 2/ RN, miR-34-
(miRNA)LLHDACs A # £ 7E I, 38 3 #) HISIRT 1
MRS S, s e AR R
p53 L AL K, £EmiR-34. SIRT1HIp532 [a] JE B
TE BB 15 B %, 3 [R5 A P 5 2 Y
2., miRNAZE K] (1) % 5% 1 52 DNA F L4k Fl 41 4 1
LA U R s AL 2 A . AR Z R, A
{EDNAF LRI B 1 S WL R A T A8k, 2
miRNARIF A AR T AR,

DNA
methylation
(DNMTS)

Gene
expression

E2 REZHXHRWZEFERERIBEER

Fig.2 The interactions of different epigenetic pathways
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acetylation
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6 BHLERE

PN B 24 W B (O FEDNAFF Be4h . 1R A 1B
By Yot 45 R RDIRZS . ot okz 4 RF LA S miRNA i
WA A S AHEAER, SRR 6 40 i dr s Fi
PR AS o 40 M RS 3 2 A0 N VR 2 B AR
LA I M L 3 A U 4 DR AE N b i S R R
PRI T IAEEFARENL S 5 | A 2 P A 3 2 0 5 (1) i
P FOUIB AL F AL 3 22 (1 52 AN 5 4% T
HAZXA] o M AL 27 U3 Lg% 27 R 1 v 3
P G R S (RIS 0 S A SR,
WIEE . ZAEMEMERAS . GIEThAebiG . B s
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