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Fig. 1 Chromatin dynamics during the repair of DNA double-strand breaks(modified from Altafe: al., 2007)
E 1 DNA WiEMzHE S PR aRMHMET(IEN B Altafer al., 2007)
(a) 5 T OB EE W2 DNA. (b) DSB I LAG , B ek AR AL 11 H2AQO M B IR (L1, & /&1 Tell/Mecl 8% H2A(X) W EEA# AL T 58 1%
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TR(T126)FNEH 122 {722 28 IR R FE (S122)th & A T
PR AY S L (TEMTFL Bl P 2 56 119 47 2224 /%). T126
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MR, {E H2B S14 W14 524 2] DSB Wi
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SRR RE S, A BT NHET i&4% i 2kt
HATIE SR,
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BEAE R S IR R 7. AR el J LA IR o
KUY, ZRAEN OB 2S5 T DNA (47
e iR, BIHAChE, B RS DNA i
it 21 L BE R 4T HATs. NuA4. GenS A
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AAE DNA 5473 2 Jok Rt o b A o 22 (1)1 0oL,
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F1H3 b AT RO 2 R ik (KS6) R AR 9848, Al
JRLXT DNA XU W22 175 5 771140 4 2 B HH v 5 1) ek
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A2 B 1 H3 K56 kA LWk i& 4, X2 DSB
16 53 5 IR (5 J5 I 5 445 ) R A 2B R O BRE R 3%
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JEIERE NuAd AR — /ML AT, & ReigfiE
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B HE K5, K8. K12, K16 K4 WA i, 4
PRI BLAy A R A 58AT, DNA 6 523 Tl A i s )
[FHEAT. Tip60 fA7E TWHFZh P, & =& Esal 1)
FIYRE T, 76 DNA XUEEW R fed, tAAT
1L 2 BEAL I Th fiE . TATA HE 45 & & 11 TAF
(TFTC), & —&1 Gens 41K 1 LB
HAR, Ar i ERAM s 1 5L 3 P 4n i i i
EACT B AT RS 41 EE (1 H3 KA LR AR I D i
PR,

DNA XUEEWT KR A4 5, NuAd 5 A ARR PR fE
4545 ) DNA G407 05, 418 (1 He (RS2 R R AT

B W, S48 H2A RIBERR AL LT 2 R
KA. AHJE DNA BUEEWIZLAL s 418 1 LBk
B AR BR SRR T E 2, IR
AEIRTERE. AR, DNA BUGFE S A5 N
H2A TR A R T AL 1 L B [ 25 7R NuAd
IFEEA 1c). NuA4/TIP60 & & A4 345 5 DNA
P03 £, AT fEJE 1 Tral/TRRAP 55 3L Ath ()
DNA & & E A HAE RS 1. B ARk i
H1, I TRRAP W 5 NBS1 AHE AR, NBSI
J& MRE11-RAD50-NBS1(MRN) & & 14 1] — AN 41 Ji%
P, X EERESY L, DNA B E ikt , DNA
B AL R R AR 2 B g (0 iU i S5 2 — A
FFE A, BARE AR
222 LB IEIE DNA &5 e FH L.
YR I SR A0 2 EAE TR 4% DNA 12 ik
FE? —Fp Ay, L8 A SRR T 6 R
BRI P IR L HAer, L B R gl a1
Hif, (R DNA AR BB & i far, BT DLE ™
ST GO RS E R, BB A5 AT IR 4
FITUAR, A% /ML TR, A SBAE
Pl B8 7 DNA i 07 25, fiRT DNA B &N
51T DNA WAz s, 55 MM, A Em
LB IS EE L B DNA B E R T, JEAE
THRME T A8 A0 6. B2 e kL, £
DNA XS K 2407 1, A0 2L A 1 LA A 2
WL USRI R I R AR, 1 ER 1 STk
ot — e 2 T RE AT 4 A B Qe B — 1)
WSYER, V2RI Sl 4 E
HA A MR XM S A 52 28 F
(), 2 1) S B A AR AT el ik 1 g A B A
[F] (RIAL TR AH R 78 4L 7] 2 5% DNA &5 1) 4.
F TRRAP/TIP60 Tt 4% 7% Wi i A6 1) L AL A
FIXE T 5545 DNA &5 55 11 21 DNA XUEE W7 847 55
HEEEENVEN. TRRAP/TIP60 /1 5 ) L BEALAE
FBERT LA I DNA (1) G4k, nl BLSE45E DNA
&5 % 11 2 DNA XUBERr A7 ai. R0, BFoK
L, 1 TRRAP/TIP60 /5 (14185 1 S WEALAE FHAY
O — S AN SE R, M HAME R EA
()55 BE AT MR, Xk 3 B DNA 125 8 (A 1) 5%
LIB R /DAEE A, — R g PIRES B AT
sk, AU AL TERAARES I, (EREAA
REM St PP e RS AU, B
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T LA E ] 2™ E s e (0 5 FE A T T &
G K RN Y (0 5 i e 2 . DNA 1B H 522 o
DNA H0i {5 5 200G M1, e (0 T IE 45 et 2
A, AL 40 A N 40 i R T ER . 7E DNA
MEE W s S, A& 2 OB
(HDACs) #% 5545 31 DSB Wr 2447 £ (18] 1i). DNA
By, BRI IIA1ET 1 Ha S1 fefiE i1k NuA4
XA R 1 HA B4 kvt J8 35 45 1) 1 ) DR S AR
(& 1j). Song ZEP4f) T.AEIA A CAF-1 7 DNA &5
S (PG (0 o o e R v T e A 2 OB E .
BOHWE SR CUEY], CAF-1 B R 2l it 5
Rtt106 L [F 4341 11 H3 K56 &4 LB A&k
SEHLAES, 414 1 H3 K56 I A B E 1t T 418
I H3-H4 o3 G (oA 2 0 75 1.

2.3 HEL DNA B ER/IEIE

4185 H3 A1 H4 1 H R & il 1 5 DNA
P N R A EAEH, 78 DNA (28 i fE
RAEEEEWER . AEREBERE, FHBT4E
W5'S DNA 01055, fEs A s J8 L R IR A R
A1) H4 K20 F14 o 5 A 56 /U8 1 Crb2B7. Crb2
EA—FES L2 G, 4 <157 G2M
W1, T PRAUEZE JEN 2 240 2 BT A2 88 (1 I ()6 A T
DNA &5, 4 s BIRS 56 s 2 1 Crb2 S i iR
ol FREAL 1) H4 K20 4% 55 45 31 DNA #7345 A7 55 1R B,
HAR HA K20 1 F AL A G (050 B IRATATT — AN
#ArLLR Az, {H2& DNA $#i0, HATES 7 A1
JEEA B 54k, JLAAT 51 Ha K20 AR A H
FALBAE. B4 Crb2 & B4 554 21 DNA 145
7 B ? BFFE R IR Crb2 A & H A5 BRCT 45 k44K,
Al 454 7 y-H2AX |-, DNA FifdiJ5, Crb2 s i)
v-H2AX, SR Ja &40 405 47w J8 T 284 1K) He K20
MZAE, maA ke TREmz EP.

RSB RE, WARAERULE], el
N Dotl i fk 418 1 H3 K79 KA
Fetk, XPMEHRT DNA $457175 S 00 40 o 5 30146
¥ s E . H3 K79 11 54k 5T 3245 Rad9
(Crb2 [ YR 2 1) 2] DNA $4%i {7 i ke 5 ZE 44 o,
BN RS Dotl B4 H3 K79 KRR G, #aS
SR s B Rad53 ARSI AL, 7EN
R4 furtr, pS3BP1 A& SLFH E% BEr Crb2 11 7] Y5
1. DNA Z#ifh )5, ‘&5 Crb2 LAHBIMNIEE S 5
DNA (e E e, 5 Crb2 A2, pS3BPL X
H3 K79 t B A —3E (M2 S0, g5k 5 D Re 7 1
IRFFE R B, pS3BP1 HE % 3 3 Hb i 51 T 6 16 1)

H4 K20, - H =04 200 ik 40 1) H4 K20 55
45 1) DNA B30 07 5539, ARy, AT,
Crb2 11 pS3BP1 #B H BEIR il 5 FH AL [l i A& —
FAL I H4 K20, X360 — HJEAK 1) HAK20 A HELE
DNA 1& 5 i #& v (1) LA By Bk R 42 4 T, B
DNA KA, w] fe e H Al 7 1 2 A 58 2 AN [ 1)
htie.

2.4 ZZEL3 DNA B ERIEE

Z# B R KIS 5 DNA &S FE 1)
— Rl B, MR, dEN
H2B %5 123 {7 = IR FE (K123) K ARz =4k, %)
DNA $5 % Ji 4 M P (1) B 250 e AR S ZE /R .
H2B K123 #& & & 1k Rad6-Brel BT fLit), %K
AR Rade WA B2 2 S ARG E2 192
e, Brel WALH A 2 & &N E3 1) fel.
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TEPE.
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IR BEAR R, e n R et T 4
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fasEtE, JFHESSEABRAMNBRS; c. HF
JEEEREH, DNA #2453 )5 4185 (1 H3 K79 1 H 34k
2 LU H2B 72 =46 0 i ).

3 FRABEREES DNABE

Gt o BUTAR AL RE R KN T A% /AMA 1 B 5
FHHA, BRI GO AL R LR, AT G
RSB 1e/f). —J51, HettiiE P nr Ll
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AT A B ) G (0 o 0 A0 45 AT A 22 W i
FRE A, T HSH —AMEE AT, XA
WA AR T ATP JK fiftiilF SWI2/SNF2 i K, &
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Abstract Epigenetic changes are important etiological factors of human tumor. The integrity of the genome is
frequently challenged by the damage of DNA. However, the highly condensed structure of chromatin imposes
significant obstacles on the repair processes. Eukaryotes have developed intricate mechanisms to overcome this
repressive barrier imposed by chromatin. Covalent histone modifications and ATP-dependent chromatin
remodeling play important roles in the process of DNA repair. Recent advances of the epigenetic regulations in the
repair process were summarized. New findings in the cellular responses to DNA double strand breaks and how
histone modifications and chromatin remodeling contributes to DNA double strand break repair were introduced.
Future challenges in this field are also discussed.
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