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HHUAKR, YEHRAFRLEEEGHFATLRTELEMFHAK, LR K
WA Tt a3 A ek, Bif A AR S S HF AL R . BhE
¥ ()R AMAG N, SHERLDE; Q) BEANMAE . HiEBMF
BAL BN, FRELBTF mipimftn e AR, Fit—FHErFA
AEAERAA] ; (3) FWREA LR ML T A EHELBINH. £ IHALE
REEZ, AHE, FHIER, LT HFESBAMAA 18 R, LEAMTAHEL 804
B, BmEAR A, BATEAEA 2, 2005 FAk T AR B AR 2006
FRER O AAFERELN 2 “REFH7;2009 F “H AR AHFERT,
2011 443 A “ LT FRF RN 2014 FAGERE THAF A2, FHF
X ARETRFFFER” REMFT 2015 FRRLFETFTAEAS AT,
FAt Tt EAFREBALR .

R NE L S

Twefat, xEs, BAKY, HERT

(1 o E R A - e S S TR AE AR PR BT, B SR B REAET O, S FAE s
GG, TFEAEY S E S SR, B 200031; 2 T EREERRSE, dEE 100049)

W B AR EERIOVERAE A B IhREN IR HT IR, AT R R AL R 1 X ELE
RIELH— A E AL, 7R AT DL I 2 W 30 A% R 75 R A 25 4 % IR T M RN . U AR
HH R A A 1) BT A — 2R .

KHEIE) : E s DNA HEAL ; AR OB ; JEFREE ; 545 RNA

HFEFHES : Q34 R339.38 XEAREED - A

Epigenetic regulation in aging process
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Abstract: Aging is a process with gradual loss of function and ultimately results in disease and death after sexual
maturity. Disorder of epigenetic regulation has become an important feature of aging, which implies that we can
delay aging and treat aging-related disease through epigenetic perturbations. Here we summarize the recent study on
epigenetic regulation during aging.
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HERBRZHEMIRE TP —Fhid e,
BAMEREMR, ZERIHNE PRI SR
AP EYIEN, FERIVA AL E5
ST Re I B REIR . R R AIBE T
NN S S P EATTRS =35 WS = o il il
PAUGERR . R R R AL R R — AN E
TERRAE P, AT T DNA JF7 41 BT AR 4 1 3 4% 1 %,
YR B RV IBALAS AT R v I, Rk, 8%t
LIS AR h R AL AR AL I 7T AT LASE A 4 g
AL AN P BOE R

P Z I DNA HEEAL, HEABM. Jetm
H I ARG i RNA 2577 T R ) 18 8 2 1 fE v g 3R
WAL 27 R4 L

1 REIBEPHRWEES

1.1 DNAFHE/

DNA Al & — ML A A8 1, KR
£ CpG 5' S s E (SmC). DNA H %4k (SmC)
ki A7 T CpG & 2 AR B FE BRI (AL A & 7 X3, DA
MELFHIN CpG b, KX MERR
FIRTA: B e T, T ARG PR R T AR R
FENFY W FHRCHL, KAL) CpG A T &
£ CpG X 1, Bl CpG & (CGI) |, XL CpG
By 3 BT T4 L R A 202Uk S R L R A ) ) 1 X
B K, 1E CpG ZAMIHERIFRAL A _F ) DNA H

Fetk (E CpG FIEAL ) thfh sl 4hoE .

HAT, eI e H 4 1> DNA L
T4, 035 DNMT1, DNMT3A. DNMT3B Fl DNMT3C ;
1 M4 7 DNMT3L ; BLJ 3 /> DNA 25 i EAL T,
B o i 02— BN Fe®" MM XU 4§ TET1. TET2
I TET3. Hr DNMT1 FZH F4EFF DNA F3E4k;
DNMT3A fil DNMT3B = # ]+ DNA H 346 1 A
k& B, DNMT3C D) 4 v 7 e 4 A= B it o 4100 1) e
JE T (3 o U s DNMT3L A 5 A A 46 5 1,
{H A 5 DNMT3A/BY 8041 & 11 2 2 Bk Bg 7
GEA RAIEAE T . T TETs AR VOKs 5- FF 35 g s g
(5mC) %A A 5- F2 H 2L g g (ShmC). 5- F Pk
Jfams g (S£C) A1 5- ¥R JE fumE e (ScaC)™, I J5 il
8 3L ) B 15 & (base excision repair, BER) i& 1%
b i 5 s K R LE B (TDG) 1) 045 i 1 5% 32 3
famsnE AR E 1, i/ S DNA [ £ 3 & H 364
(ED.

DNA HI AL TE R R R IR 45 . X Ye ki
FEIRI AL BN o e Gt 5 5 Mg A4 1) 55 R 77 51 7 1T
RIFEBEZEINRE. R, Bk E R0 BTG 5%
¥ DNA H TR 3 2 1 A2 R 1R 4 S 4%

1.1.1 DNAF AL /e fE A4k

3 o i s v e (o Rk U B
A PR gk g TR g8 UY) DNA 3R 5 1,
DR, S 58 2 5 B2 i DNA PR JE Ak 258 A0 15 o0 A% 1 42

&1 DNABRELET5EE. DNALXBRELEEULDNARRKESER
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29%:

BL BB 7 22 5 TR AR AL Bsh P

AR o B R TR AL I A R, N ER
c-Myc SEDRTERRIE A B HE 15 522 M DG I IC H 264k
(ERAERFAE A B 5 2 M S e FR AL M ZEN
KL L T, IGF2 ¥ P2-4 J5 3 ¥ L ) DNA
FH A AT BR P B AR S A R R b A (e 31 T R AR
SR I 2 (] | 1) LEA-1 (CD11a/CD8) 3[R
(A F R4k 2> 5] 2 HL mRNA [ £ ik & 38m, #Em
SEH THEARIERNE &Rk KUl F
I MK LFA-1 (CD11a/CD8) - 1) 2= W 34k S B 3L
mRNA & F RGN, FIae S i ik R
HH xR,

FE BRI K P b, SmC 7E /N B IE o B
FHERIZBDREE", /£ CD4" T 4, MELT
WAL, B 2N H B4 R A B R KT I R 2
b, I HOX R 34 32 B R AR R CpG # /b I 2
DR FH 2H 235 S M B TR R 3 7 19 CpG A Ji b,
CpG 518 37 DNA H 34k K B Frsn 7 17
WL 283 AN NI s BRI E EE LA SR
YR 1) 26 486 AN CpG A7 b 1 FE AR 28
R, FeF LR R BT E1) CpG &% th s H 564k
M 2H 2R S5 1 B2 R R 3l 1 2 A CpG A7 s 50 2 1
HH AR IR ) 25 R EAE PO,

TEFFRE. BORR AL R SEH 2%, HAE DNA P
Hl) B ILAF RS ARH I 25 AL . dRARIE, AYRPE
SIS B I 0 38 R A T2 1 R A 0 ) B e 1
DRI, W08 A4 8 1) B 52 7 1) B804 B [X 45 DNA ) 2%
IR TR S ECE AN 2 AR R E L, T3
FESTR AT o

Bk T DNA Jfamsng Ak Ab, 5- 30 H RS s g
(5hmC) 7] LA A Fe e R s AL Frad, 1AM
X 7% DNA 2% H Ak i) o 8] 445, 40 DNA 4115 5
TET 4 5 ¥] DNA 2% H LRI 1) ShmC 7= 44
5 BUBL U B/ I AN G rp ) ShmC S 30 H il 4 4
W I G N s, RS R, SIS A
K i) ShmC 7K~ B Fb,  Gn7E LB 4 fE 4 R R R
ik B 5-Lox JE IR W8 3 T BE A& F S B
ShmCP*2%, BRI, 33X FhoET 0 R WAE M6 1) B A T
TERD R AME AR, TR 20 LAt — PR
HEEEZMKR P,

[FIf, fRUTiE KL T DNA _E ) H Al A7 5 i B
FACABG, A2k s DL K S E RV S N6 ) P 3
1 (6mA). 6mA I H AR 1O R A1) % A1 e 1Y) Ty

e O, T BT SR R 2

Wi B, W AT T ) i S AR M R RS 1 3
LSRR E R AR A = L

1.1.2 DNA I EAL ARG B AR AR i AR AL A
it

BRI P 1) SmC ACPA IR MY, EREERIE
Dnmt2 ( i AETT A DNA LR ) 7l DLIE
KR Ay, T Dnme2 (1) 982544 ) 3 B N 75 i 46
Ja B,

1992 4F, Bird™ K IN, DNMTI jl [ 1 4 /N
B2 AL HH 5 A AR A R N BRORE AL T R R A A
2001 4F, Yung 25 PRI, Dnmtl FEREEM T /N
RO E S RZIS, X AR M T Dnmil
R 2 5 BT R 45 B 1 Mecp2 [HIRIA
S, 1T Mecp2 225 17 J PR i) AT % €8 )5 14 2R 7
TEAE KT () Ok A /N B A, Dnmtl (1) 85 FH7KSP
AR T B AR R I Y

FEZ A AR A2 AL WI-38 2 Jfg o UL 3] DNMT1
B AN DNMT3B Jt7 %, DNMTI 1l DNMT3A (£
Ntk B b ik, H DNMTI 76 b 41 R[4,
BE J5 a5, T DNMT3A4 1F 52 i F2 v ka5 K F%,
{H AR R IE () DNMT3B A A8 i 28 4k U /N B
O IEH ) Dnmit3a FIEREFERE T %, 1MW X ) Dnmtl
1 Dnmt3a A~ mRNA & & 50 A&, H Dnmt3a
) 322 5 AN BB E W8 i T B BT RN RO S iR,
Dnmt3a [N 55 A Dnmt3al A1 Dnmt3a2 315
RREEFER AN, JF H@ i Dame3a2 W] LK
HAEZ/NRIIARIRE 71, TR Dnme3a2 WK T
RN ACIZ IR P N O e T R
d1 Dnmtl. Dnmt3a 1 Dnmt3b R 15E N, X
FRES ZEMERAE B RS0 BRI Y. fE— T
5T 8 AR FK 1) 2 000 £ 44 A [F] 4 94 B i 53
ML (35~75 %) s ge e, M2k i A1 Ja i Hp
i WL g 5], DNMTI (&I F NG T
B s ML R, BEEFB K, DNMT3B )Rk
BEVERAG, I EAE Lt h 5 ER A S IL N B
B IXSURF R, R REE AN P IR RS
RIS, SFECT BB R R

DNMT!1 #1 DNMT3A 7 5 il n] ¥8 14 75 1 5
e ", 1E Dnmel™ NI, DNA F3EAE
ARG, HAE I RO ZRE I A IIER /MR, &
B HRAX A 22 RGN RN DI B8 52 Dnme] 7% 14 F0 5L PR 20
H AL I ™ Dnmit3a 75/ R4 2 48 1Bk
A E SR G a4 ™, 3 B Dnmt3a2 FiBRHIR
THERNRACIZIER Y. [, DNA AL
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PLahxt N K A — € B 520, W DNMT3B 1)
KA S HICF 42 & 1. DNMT34 7% [ L5 (AML)
i s R AR ER . — ", TET2 878 0 5
Z B BESBE R A o< Y,

98 DNA A0 g A 3640 6 7% B 7 U 42 52
ZikFEH ) DNA HEAE G TH A 5 JE % EEREH,
(EEEAER 322177 30 @it i 5 & ) H
s, 5 FEA TR AL, H AT A
SEAE A, Hdn TET3 0] LAE A HOIR IR R 32 4k
(TRs) MHEAEH IR, MG maifEss T3 (thyroid
hormone) [IREUBE, T IX FHAH EAE 5 TET3 {4k
T B,

DNA H B4k i i #1352 15 5L R0 1 5 B
BN A 5% R 7 5 DNA 45 & Rl 5 & R &k W,
RILt, BR T DNA HH AL R B L B Rl 2 0
FEHt DNA HEEALIRZm 4, DNA HEL LS &8N
(B ) fEE 2l T gedc s 2 X EBEMER,
U5 CpG 4548 11 (MeCP) 1 1989 445 % 52 7,
HoeARu] S35 Rett 2250 1iF BV,

1.1.3  DNAMEAAERNIZE R IR E)

JRAEEIHAT AL, @RS 4 5L DNA {7
AR H ROk K TR A SRR AN ATAT I, (H R R
T FR)— St K HUSECE OB 7T 5 0 M R B, e fr
U DNA FUEAL AT DLE AP R NI, I 32 8L
32 MO A Ybeicy, HAs e o7 Lol
ok 5 R ) R R 285 000 5 0 R S B0 VR 9T I
R, TAFEEHHFH ST AFRLR.

M I KB RE AN [ ZH AN S5 1 21 369
A~ CpG K 4k 43 M R BL, 353 4> CpG ] 1 Ay i
Bt CpG TN AE &S B, 58 — THURF 7 I Bk A 38
RN 25 1 7 5 1 2 AR R R 3 vk, W2k 45 T A
CpG trid AT &, &J5H 71 A brid 7%
FET PR I AT BMI 5% 1) i 0] 52 A E Aff 1 9000 4 6%
I HAZA b LT B MbRic e T 5 2 8 (e
SR AN T e i R N BB, G H B R BT R R
WEER . JEE. ALZUPEMR . DNA Fifsi. AR
REREFIARISE . BT X DU A0 B T I, BAKAE A
FZAEYFRCH CpGs BEHU/D, NI 1 A
FHL B B

REBEME T 71 A3 n] DAE N EZR
AEIFRIC, (H R AN 2 X e 2 AN [ 25 2 4
J R 28 LU A5 A A 5 T, 3 A B A A T i A
BRI O SRR R, AATIEERL A YA, a0/ R
W AR R IX LI 4 CpG FH LML .

12 AFEARGREEREZZREFHITHE

FAZ A B G 57 1) R A 2l e A% /M 2 FR A%
O 41 1 (H2A. H2B. H3 Hil H4 & 2 /) Hl 45 &%
H ERK 147 bp ) DNA 41k, i H1 f#9, A
[Fl#%/MA 2 8] 42k DNA (linker DNA) firi&$z. 41
HABHEEAAETROHAEA L, X Bt
T £ DNA JPH ARG AN 7 — Z . AR
iR, BOAE AR R Y, R
ARG At IR 5 S (AR A
121 HEAME B

FAE 1964 47, 41 E B D s B 9T 10 5 O
Vincent Allfrey 5 [ 542 H T 41 8% B U= IR 4 1k
A RE G BOm S R R A 1 o fe B BB AR A LW
FEAEE . F WAL 24 A R A R B
HIge R, 48 A OB AT LAE N EGE IR
ARG ST ARE R T 1ARid, &) 7225 DNA &
#E BE P Sl P SR, T AR
BB MRE L, 2 MU E A OB R
ZCAGEERIA AR N, A FHR AR 5 1)
LB irE 2 Rt B2 HRIE TR E
106511 g ) 4k 191, Sirtuin F% R RS
R —2R % LB RS, B IR RE . 75 U B AT
25 R R b 2 C B Sir2 S LRI R AT T
RIN, 1T FRIE AR (AT LREK AR K A T,
FE/N B B FEARAE ] T AE 7 A sirtuin A, B
BT RIA Sirtl/6 e IEEFE, [/ NR K 7Y,
EEREERZ, DR R IR BRI A
WO WA ER . B —J7m, @i/
I T4 B DA RE 8 SR 1) 2% LA 1T T DA SE
KA s U7

PBf 0 R BT RN, KREJEL
SH B P R IR T A A2 T % A L 1) e s 8 48 4
s WEEE UYL TEME TY. BERE T, g
T ERE UYL B- B TR UM BEFAREAL T DL R
R T HORTIE R A A O T AR R G 7 X L1
MRTE L FE R B I A e, AR 2 S it J e
8 IR AT 32 220 AR 2 R B AL R B AR
1.2.2 AR EE

AFEF Ak, 2R SR T R R e
530 B gk T L AE AL s B, R A H3 k4
¥y 3 F AL (H3K4me3) 76 F e figi b LW 2~
B (e dh B, e NG v U R B AR S
o NP Y, 2k i H3K4me3 Jf R B3 2 & 4 B
AL Y, (HEH SRS I A 7k COMPASS ik



1056 AR

29%:

B VR 5 ) B AN R R T 7 R A W L Bk
H A (R FE K B, [ REHh, H3K4me3 5 H L AL
rbr-2 [P B R 2 45 F A5, B ot Rk ] DUAE K
i B SR b2 [FYRFE N lid B HEVE AT R AT R
B 7, [FREME A H3K4me3 22 HIRAL B trx
R 5728 )R £ S e P SR e 0 5 ), IR T ARTR
F AR I 2

H3K4me2 1 4 )3 27 5 3 35 7 1) 3L [ AR 12
Wi, FK PR A R I T I e b S b T ss ™,
7 38 b 4 25 7 5 RNA -t B& I 26 HU 1) H3K4-
mel/2 2z ALY LSD-1 31, A6 Ly i K P,
HiR 2k durh 53— A H3K4mel/2 2 HUIEALES spr-5 A
SEYREIRER, HEIHFERTF STk,
I 27~ 1 5 H3K9me3 Al DNA 6mA & 1fi 2 18] i) 5.
'ﬂ; [92]0

P AN 3 5% [X 1] 1) H3K36me3 5 % 55 fiE {1 A
5%, ALt AN R T 2 R P R B 2,
£ RAS S Z 4, H3K36me2/3 3% N4
(¥R, H3K36mel K bF+ o i e BRI i £E
BR 1 PhERL SAS (cryptic transcription) b 42123 b
TGN RS, AR AT A AR AR P, 2k
H3K36me3 H 3L 1 Bl met-1 (119838 244 B 50 1)
F71i, A met-1 FEAT RNA 068 F FIAH L B
G B R B B b H3K36me3 H 3L 5 RS il ser2 58
o R W 7, AN, SRR L 2 L
rphl W LIE K B ) B bR HEDN, 7EZ 4
AW AR H3K36me3 7145 i /K ml Ji it £ oe 22 [
IR 1) o AT SR A SR A o 40 o A 2,

H3K9me3 Fric 7 3 PR 41K 1) 57 e 5 (X 1]
HEFEZENENRIM ) FHIFEZ R
4Hf . Wermner 255 1E R 2 41 i 7 Hutchinson-
Gilford 532 454 1F (HGPS) 3% (19 40 i Y Fi1 22 45
2k dupk g il Y B R B, AN SR I e 0 2 ]
BE % BT A . R H3KO 3L B R i
Suv39hl A] AR = ALK, FE4EK Hutchinson-
Gilford .32 /NI F 6 7

[ B A A B S M B 32 9 H3K9me2 tH 3% 31
R = A AR AL R, RITE N 4T 4 20 il B
g R R, i H3K9mel KB &2 1A P9,
H3K9me2 7EMESR M 3 Z i FEp 2 2 R %, HiE
FER KT H3 A5 F 5 ', 2% dirh H3K9mel/2
SR G RS I mer-2 TR BR 2K 3 B0 H3KO B4k 32 30T 31
SR UL g 2k A 1O

H3K27me3 3= B3 Afi £8 5 e (0 57 b 40| B PR 56

i, AR U BRI R A i OTS dhEad  #)
BEZEZ R, 17E RAS i S A TEZ 400 ™ /N
i ) AN N S R ST AN 5
i U0 Hp BT R R A 4R B H3K27me3 %5 3
A wex-1 0] 3@ I 0 R B 2R/ I B WA A K T
(IGF) 5244 daf-2 W)X RELZ %, RNAIL 534
A5 W EALEE jmjd-3.2 T jmjd-3.3 W, 7] 1E K2 th 73
7, {H RNAi jmjd-3.1 W4k 7, W3RIE jmjd-
3.1 REME DR KR AU AE 5 AR B B IR SR AL, AT RE
K 'Y, RRLE R H3K27me3 HSEFE RS mes-2
A LE TE 55 2 R AR B IR 2 26 R e R AE K A
ELECATL A i A e H 7

H4K20 H 3 S5 4eRF R R AR B M G, KR
JFHE H HAK20me3 [t %% & i 347 38 n U™, 7£ HGPS
B AN R B E 4R T KR I HAK20me3 £ 4 Y,
SR, 78 8 58 2 AR A B FR 4t b HAK20 = F 3k
A T — H AL BT, i RNAI 28 3 H4K20mel
L 56 #% 1 ser-1 I HAK20me2/3 Y 3L i # il ser-4
] E K2R B T Ay
1.2.3 A & A&

B T BRI AN AL, R A R HAb B .
HEAMRIS 5 T DNA 5. #aRE &
Jeta i m R A MR i MY, gl & A Hl ARk
H1.4 il H1.5 fREER AL /K~ 7E N A1 A I 1 240 g v B
WS IZEWT R B MY, (B H TR R AR AR
R DhRE AN 2 b, T IX T AR S A e E S R
e, AHEHBMGEHEAMRMEEZL T RIETE
EAEH .

AET 2Rz w4, Bz F N E A RS
JEBH) 2 AAE T AE A LT, DNA 5 4L s
HEH H2A FH Rz /N, HERFERHEKRE
) R R AR, T H2B 2 B AL 5 St g
ZEARFNYTER AR 22, JF B2 H3K4 A1 H3K79 [ F &
AU R R R R R R, SR MY L H2B
123 firiz 4k (H2BK123ub) ELff b7, [F)RS, H3K4me3.
H3K36me3 A1 H3K79me3 5 [7] k¢ E 7} "', B hp
H2B 772 & AL Rad6 il Brel LA K& AH I H Lgel
) Bk 2 5 500 KE B U H3K4me3 Al H3K79me3 7K1
NP, @R IgRT Sir2 IFEZE, T 4 je B B
%TJLE [114]o

SUMO 1k 1) 41 & 19 H2A. H2B fl H4 5 # 5
WA S U, EAR H T 418 1 SUMO 4L
FEam e AT, AR RRZ R ABME, HAEEET
Fr A AE AT — B R 7T
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R A AL S 0 R . 3 PR R A
DNA i/ fEm o6 MY, e R EYEe
Fig 12 REHE T IEREY 2/, DU A
fraE K, FEXF DNA 3545 0 HGch ek kst 1
[FIy, HAHE DSV R WRFFRACKT, FERbEE
STIEEEYNIRE, BRHEQEMRLTES
Skt M, AR GRS A g T H3KO Al H3K18
A F AR Y, B A O B 2 B R H3KO AN
H3K18 A=W 2 KT, SR K B R I 35 (] 3%
ik, H S B g A 32 R R P

O E B A LB BE 1k (O-GleNAc) 15 1ffi
M 7 A, ot e g W I A B g T 5 e e €8 ) 4
#3122, H2BS112 (1) GleNAc &1 7] #5 Bl & 42 DNA
WU 25 2 2 A A ) NBN 23545 467 4 1, s
7 W AB i T B 5 e 240 R38R g J3E T 52 e 2B ) A4k
i e
1.2.4 {7 SR A & B TR %

WRTSCHTIR, T2 MR QBRI L1
FEMIAH AR, 32 R — R 8 FHB e A
[FA m 2 RAEARTRIAR, 1A RS R a2
BB RT 73y R AN — 8. SN T B IR A
W 58328 R MR AL AL B, DL R TR s &L
IR T ITFBOR R 5 2, R 4n2H i 45 Hh &
(E2) MEEMRE 2 B8, X ESR T IR RN
) o o L 1 A R 2 A A R ) 24 £ 5 45 5
W, UL AR (B B A 228 Ml 220k A B2k 5
B R . BEE KREFHEAR H I, X
KIEANHE AR E R S ERES .

1.3 BMFEEERTHRERZEEZRESTHTL
1.3.1  /AMEFHLE
W/ MR E IS AR R CE RS (NuRD) 4 (85

\ \ \ S

LA

[X] I'”:: V.‘O e V.‘o DI
SOOI RO

Gene 1 Gene 2 Gene 3

e [A_E A R EB K R 52 2 2 MBS 2 12 16
Ky, ELAS [R5 AR B i i i e A 25 2 A B 21 &5 25 57
EAFLE ] — 2 A P9 (0 22 DR AT AN R KT B A8 i o

2 HERZIFETE

HBGEMEWMANDMM T EEH K. 24
NuRD 47 7E HGPS 8 # FIEH N ZFE40h £k,
F W NuRD & &Y 528 2 24513,  EJ NuRD )
Bk GAEFMREZIEMK Y, SRBHAERAAL
ERE R " R HEEZIN, AR
IR/ IMA SRR T 50%% . R TATIAE KM
Jett AL B Y)RE, SR E M LR A Ak
A2 ER B ARARR, JF Bl T I Spg e 44
W ThRER 2+ MR U At X e AT RI1E F A B A vT
REA AR, WAEREBEF R Isw2 1] DL S A K
ST, MIEL BB w2 E &R E R )
PRIERFRIA AT LLE K 7,

1.3.2 HEATE

KNY L B H2A 1) 3 % #) macroH2A, H. =
FLIIREAINH] RNA R A H 1T A5 U, 78 Nk
ST YR A2 ) ZEE R RAS B S L FEF, 1
M %] macroH2A 2 (/K Pz LI+, FFare
BEREE M SR YL B AL T R Y

H2A.Z F B AR AE JA 3l B o Fid oo,
DA AR vy A5 e B ) 7 S AT R R Rk Y. #E IR
S BT 4 AM I p21 JE 3 T IX 85 4 T @K
H2A.Z, WEEMME W EE, H2A.Z EH NG 3T
DX R FFAEBE p21 #5KF B FF, 7R H2AZ AT Rg
LAY p21 M Y,

R [ H2A 7 —42 4Kk H2AX f 139 {7 s R
¥, (gamma-H2A X) I J3; DNA X% W7 %2 ) 38 %
HHBEER Y, HRAX BN REIN L &K EFIR
% GIEREAMEIEA TR, IF HARSH0
M FCAUR M HAT e T H2A X fEEZ 1 fE
AR TS, BT H2AX B2/ R B 4
FREEZAHRIIRE, IR TR . 22t
) — e A BRI R N PR T T HACE RS R, B
S AKCP ] BAE R

ety i b S0E X I & KR I H3.3
A P R T A 4L B 1, H3.3 RIAPEL I
L L, A KA RAR AR, H3.3 Uk
I AT S AE S HE R (1 A H i R H A iy, R LAE
2 K AR IR I R R FE R AR AR T
1.4 JE4RAIRNAZEREZZIEFHE L

KEZHAAZFEFH T LA SR A Sw D RNA (neRNA),
Hrh L E B A RNA (RNA). #% RNA (tRNA).
/IMZ RNA (snRNA). /NMZ{~ RNA (snoRNA). /]y
RNA (miRNA). Piwi #H H.{F H] RNA (piRNA). /)
Tt RNA (siRNA). K JE%i % RNA (IncRNA). &
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29%:

ZF A ¢ RNAPY FI4 35 7 RNA (eRNA) 25, ix i
RNAs # #f38 7f L2 5 A [F] (640 i 3 Th BE AR 4 3%
AL %
1.41 miRNA
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AN ERRCEKE TR K EEZ) 30 nt fY tsRNA #0H
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PRI G R B R RE S, SO R4
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Y% IncRNA A DUEE 53, AE A Bm
2 E W LA S A Tl i AN 2 S) DRI () AH ELA'E FH R 1 75 A
YRR QL I ORAS . TEREMRRE b, WA &
YURIE R, AngnpEor 2. 20 P B BE AN E T I A Rh 3
R ERIL, TIXSE i FEE i s Z A 2 R
FERI. PRI, 704 5 A 5% 1) IncRNA A B+
B b TR e DL % ) B 3 e R G 5 ) A DA K
5B AITHE 3 3% M R TR ) AR 22 TR ok &R U
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PR RE, AT DOl S 3 b 1 H 2Lk
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M 11 35 DR P 1) DNA R 354k AT DGR 377 38 (R Ak 4 52
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F& 3 1T H3K36me3 5% 48 2 3L R 44 py (1 U, 3 mT LA
FF R BE DR A ) DNA AR 7E 5y 0 25 R R Dy e
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SERIPH BT H3 R K4 b B = F Ak 4
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A H3 1IN K ufi, (H & X P A B 7E F AT CAgE
H3R2 F (1) LA B0, 1 UHRFL () TTD 2544
A LLIR ) H3K9me3!"™, MeCP2 [ —AN X 45, 7] LA
5544 e B8 W) mSin3A 140 5 A i 2 kI 1
TRD #H %< HE, 5k & MeCP2 1] LL¥ DNA H %4k
AL AR BB Rk 7 R, Bk Z
HIREFC I, DNA HIEAL AT LAY miRNA, miRNA
Al DL TR B A DNMT [R5, M1 B2
DNA 24k, ik, miRNA FI14H & [ &1 /DNA
FRJEAL 20U m] s200 . AS[R] ()R MAS 1 2 (R i BAE R
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R BT, B3 BT 553K EA S U,
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