#5284 4] CREE Vol. 28, No. 4
20164F4 H Chinese Bulletin of Life Sciences Apr., 2016

DOI: 10.13376/j.cbls/2016057
MERS: 1004-0374(2016)04-0452-12

ATPIRF B B REZEE Y
FEDNA XN s 212 8 P RI1ER

DR A dr b B, Ui 430072)

7§ ZE . DNA WEEWI RS R 6 5 SR B R A AR e e, dii R A AR el st T, B AR Bl it
I 9058 L 2E RN RV R i e 2 IR AR B R RUREWT 2 . I ARk R 2 Bl ATP (KBS B () et i E R (IR &
¥, AF5 RSC. INO80. Fun30. SWI/SNF Al SWR1, EH#%ZZ 15 | DNA XN EE L. e Eimid
WS DNA B8 2 p5 380« 24 oKk i 89 1) & 241 35 (1 H2AZ-H2B/H2A-H2B B # % & ZD IR R E DhRE. P LA
PR PG B B (OB SN A, SRR 3R B ATP AR e 0 )5 5 3 2 A W07E DNA WUEE ST 28 5 P i Thisg L /B
1K

X527 . DNA DUEEWIRY ; Gt Em MR AW M E T s FUREM ; JEFTRA b

FESEE . Q754  TEARESR : A

The roles of ATP-dependent chromatin remodeling

complexes in DNA double-strand break repair

ZHOU lJian-Jie, CHEN Xue-Feng*
(College of Life Sciences, Wuhan University, Wuhan 430072, China)

Abstract: Defects in repair of DNA double-strand breaks (DSBs) can lead to genome instability, tumorigenesis or
cell death. Eukaryotic cells employ two major pathways, homologous recombination (HR) and non-homologous
end joining (NHEJ), to repair DSBs. Recent studies have revealed that several ATP-dependent chromatin
remodeling complexes, including RSC, INO80, Fun30, SWI/SNF and SWR1, play direct roles in DSB repair. These
remodeling factors exert critical functions at multiple key steps in DSB repair, such as DNA damage checkpoint
activation, end processing or H2AZ-H2B/H2A-H2B exchange. In this review, we summarized recent progresses on
this topic with an emphasis on the roles and mechanisms of these chromatin remodeling factors in Saccharomyces
cerevisiae.
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JIREAS, 45 ATPHOBUR Gy 57 B8 2 S E DNAKUBE T B 2 vh i/ 453

RIEEYIAE s [FB, 6K _E 2 FiGy7 e 259
#i /2 LA DNA B 2 &2 Ak B Wk, 5
DSB 1& 5 ML) K L 3% BAT BRI 5 SE R s

EEAZAN LR, DNA 5418 A 41285 K Bt
M, K/ EE— D BT B Y B A T O 1)
JeftJfi. DNA Sl 35k MA8 2 & H AL IR AR
T FRES L AAERA B e B TR R AT, Bk, &
5 B i R 1A ¢ B 1 2 200 v R G 6 R AR T
RRIRENG, AR A AT DR TFFLERA, i
FBE S R ORI, S — AR AR T 2 s
MR B AT R R B, B OB, FE
1 BRI 72 =L R SUMO {65, DLstds ge s,
JRRIS 3 55 R R IE I Jeta R E IR AWK AR ATP
KRB A% /M B AR H A . ATP #
M i BT R —REZEAEEY, &8 ATP
(AL S . e AT T 5 R R A 4% . DNA & il
J DNA #3716 # e & 2 R EEMMEH . BRI
REE AL A, 75 AAHF 58 DSB 12 52 fil 4
R IR ORE T AT BARER . A0k AR
W5, A I SN SR AH S 7, £R 18 RSC,
INO80. Fun30. SWI/SNF }z SWR1 £& J1 f 3= % 1)
ATP i 4 e 8, )7 56 9 52 & W) 7E DSB8 52l f
PIFER

1 DNAXNGEHZIEE

1.1 DNARGIEES

DNA KA W5, 402 30E DNA 15145
6 #5 £ (checkpoint), = % & i Mecl/ATR F1 Tell/
ATM %5 LU g 46 0 32 5 1 — R 51 & A i R IR
IR R o FTAER, ST R I HAB S Y 1 £ 1 o
BIVE G 1&14, W SUMO {h fl Z Btk iz i th 2 5 1%
GEH IR R EE/EM . DNA B0k 2 N
SRR SR, W3R,
SRR R (55 T R AR T AN . 1R
B 8 % £F 1, MRX (Mrell-Rad50-Xrs2) & &%) /&
DSB if5 546 a0 s - Bz 88 P DSB R 2 5
MRX 2 & S| 2L A i, Tell Wil id 5 Xrs2 B
VEW;HH 55 % DSB, 8RR 1L 4 5 1 H2A 158 129 fif
R (-H2A)M . KA, EEHESY P, Tell
(¥ [/ 95 4 ATM fig 4% i1 %) DSB!", i@ it 5 MRN
(MRE11-RAD50-NBS1) & &4+ (1) NBS1 W JE H {f
W6 35 % DSB &b, JF ¥ MRN & & 4 s
MRX/MRN & B 2R b o, xitelh 5" KR8y v)
77 45 BBk DNA (ssDNA). [ J5, ssDNA £ il B 4k

DNA 4548 [ (RPA) &5 &5, %0 IR 2 [F YR
Y Y, ssDNA-RPA £ i — 0 48 3%
Ddc2 5 Mecl, MIM{EREA# M55 W Tell/
ATM /54 1 1 Mecl/ATR 45 "), B )5, Rad9
FEIE L 5 y-H2A e H AL 1) H3K79 (H3K79me)
g B YR b, B35 i85 Dpbll (TopBP1) (1)
FHEAE T SE . 7E Mecl fEFHI R, Rad9 KAETE
FR AL, Ja & 1T 3E Mecl B % B2 1k ¥ 8§ Chk1 1
Chk2 (Rad53). ¥ () Rad53 A1 Chk1 # fg 1k T i
RUSLER [, W5 DNA 51455 S5, /L35 LB 200 A o 40
FES BB EINEKIE. B3 DNA & & i %
DNA ZHl& o fE 'Y —BiER e, KA AN
E9 e o0, 400 ST N0 A JE 5 R
FEE, KA REE RS E T U R,
FERUFE W R I TR A AN BB AT, 20 Bk R < &N
Bl (adaptation), 54510 1HE A2 i i 19
1.2 DSBI¢EREFERIKE

HAZAY)H, DSB 3 2L [FlJF E 41 (homologous
recombination, HR) A9 [F] 75 A ¥ A2 Bk (non-homologous
end joining, NHET) % 2% ZE 40 OR 57 (1) i (R #EAT B &
HR H DNA iy )] i T i ssDNA Tt 46, LA
B2 AV 11 [R] U 4% 0 A4 B R ok G €0 FRLAR AR D ASEAR
HATIER, BEAA&EREN ; T NHEJ UL
LD ENEATERmUIE N L, EHEK DSB K
v TR, B 5 R R. DSB R R i Ku
(yKu70/yKu80) Fl MRX (MRN) % [ it 57 #y iH 5,
P 55 4 M Hh 45 A E R T (¥ DSB K i UYL AE
NHEJ 1, DSB A i i Ku #1 MRX 2543 [ €,
S8 J5 TH 5% Dnl4-Lif1-Nejl 48 2 A4, il
(f) DNA A SoBr %82, mipisE . 5 HES)
Y, Ku # 55 DNA {8 (1) 25 H 35 DNA-PKcs,
¥ B¢ i) DNA-PK 4 fif 55 MRN & & ¥ — & K %
DNA K& /E A 2, £ HR h, B4 MRX &
G5 Sae2 (CtIP) £ [ — AT 4h 5' & 3' J7 M K
s ) E], 0 W R R i g AT A R BY ). MRX i — 3P
AR I Exol LA K DNA fiieli Sgs1 (BLM)
A% HG Dna2, {213t % H1 Exol Al Sgs1/Dna2 /)&
I BEES DI, AT = A2 K & L5 DNA, DLk
RPA Z5 4. i#t—20, HEHE A RadS1 B RPA 45
4 E| gk DNA |, TEiZ 42, M5, RadSl #%
2 e AR R A R R T A, R AR EENR TR D-
K 5 8 DNA & . JE B8 H 8] 77 4) Holliday
junction 73 & J5 77 AR A R BR ZZ #: [) DNA 73 F, 5
JE B B DNA 4§ g Al A FiE Rz, seiis g .
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DSB ) 5' K iy BY V) /& 18 5238 15 35 5 11 DG g vk
SER . — BUITEGRIE, Ku & A% A AL 5 e 45
A 16 DSB K, 40K i H HR B RE &% 1M
B R A2 AR B, DA fR HR A1 DNA
(S HIAH T R. 7E G, A, 46 iR R OO
CDK [PJiE b TR FAIRAS, DSB E## S NHEJ
KB s 7E S/G, 1, 4HMfaHh CDK &b F mis ks
T HA A& (AR (B Nk et ik ) T ff HR
B4, DSB Tl HR A FiEE P,

2 S5DSBEEMATPRHEREREER
HE&Y

2.1 ATPRHBEMABRELEEY

Ik, DSB & 5 fir 75 1) By 60 5 I8 15 %2 2]
THCkKMZ M EMN. ZHRRIRORERE S
VIHE R RS S hE AR OCHG, [RIk, AT 4 )i B
15T A WIAE DSB 18 5 I R 20 F e PR 4 b AR
MAEAEEZ . ATP KB LEREREASS
W, 1EH ATP /KRR e & 56 U B E /M)
W3 H2A-H2B — SR K #% 3 ali 52 4 . 4125 H -DNA
AHEAE FH B SOR B /MR I B e, IX i FR RE Y 0
DNA JUfEHE R A SR (I S i i B2, ARYE Y
R I E SV ATP B FE 51 4509 22 5 7T LK
AV RNARRBT K. BT 7RIS 2R IS

F 4y B 4= SWI2, ISWI, CHD F1 INO80. SWI2
W 55 % () ATP Bl &5 A — AN 45 7 380 s ISWI 2K 1)
ATP [ 41, 2 SANT (SWI3, ADA2., N-Cor. TFIIB)
M1 SLIDE 5 #J4 ; CHD V5 ATP B &4 —A
TREE PRI — /> PHD 48Rk 45 #4455 INOSO I K ik A
AN ATP BRI B, FTHEENAS
L DSB it iz E gLt i S A, 4% RSC.
INO80. Fun30. SWI/SNF 1 SWR1 HE&%) (% 1).
2.2 RSC
2.2.1 RSCE &YKL

RSC H& WG T ATP (K B Je i IR &
W) SWI2 W58k, A% JE ATP {4k 7 3 Sth1™,
RSC [ N KR P52 PBAF, X8 (] ATP {84k 7
& BRGl. MAEALMAERE, RSC E &) DNA
R INMARC T () ATP B, 7EARANEE RS BL IR 45 &
DNA, thfggs &t/ P, RSC Al SWI/SNF( LK
) BT RS T LA ATP B H s ah, b5
— AN HSA( f#J7e i -SANT) 45 3 Fl— A~ C 3 IR 45
3. RSC & A4 B RE AN A5 BT b 75 B4,
2.2.2 RSCHE &W/EDSBEE H HI{EH
2.2.2.1 RSCH5DNAH6 7 p

RSCHEMSE T 2 A EEYIMLFE, kR
TR sk g R B IE K DSB Hifiifs 2 g Y,
RSC RE 1% 2 ¥ Tell/Mecl 7E DSB 7 s (5545, A

*1 S5DSBIRGIEENARREBRSESRATE

WK Ak [i:353 PNES

SWI2 HEY) RSC SWI/SNF PBAF BAF
AL 3 Sthl Swi2/Snf2 BRG1 BRG1E{hBRM
HAFIE  Rsc (1-10,30). Swi (1,3). Arp (7,9). BAF (53a,57,60a,155,170,  BAF (45a/d,53a,57,60a,

Arp (7,9). Sthl,

Tafl4. Swp (73,82).

180,200,) hSNFS5, B-actin  155,170,180,200, 250a/b)

Htll. Lbd7. Rtt102  Snf(5,6,11) hSNF5. pB-actin
Z il  NHEJ. HR HR NHEJ NHEJ
INO80 S5 INOS80 SWR1 INOS0 SRCAP TRRAP/TIP60
AR Ino80 Swrl hINOS0 SRCAP p400
HABFH  Rvb(1,2). Actinl.  Rvb(1,2). Arp (4,6). A B C
Ies1-6. Nhp10. H2AZ. H2B. Swc2-7,
Arp (4,5,8). Tafl4 Bdfl. Actinl. Yaf9
Z5i@  NHEJ. HR NHEJ. HR HR HR NHEJ. HR
Etl1 HEY) FUN30 SMARCAD1
AL Fun30 SMARCADI
HATEE K BN
Z 5l HR HR

A: TIP49 (A,B). MCRSI. YYI. ARP (5,8). hIES (2,6). Amida. NFRKB. BAF53a. UCH37. INOS0D. INOSOE
B: TIP49 (A,B). BAF53a. Arp6. GAS41. DMAPI. Znf-HITl. YL-1. H2AZ. H2B
C: Tip60. TRRAP. TIP49 (A,B). BAF53a. Actin. YL-1. GAS41. DMAPl. MRG (15, BP). EPCI. EPC-like. BRDS.
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FIT-Wr A7 S BT H2A (OB RRA (& 1A), 7E DNA (&l 2). RSC &M ) e 0 5 45 ¥ 1 e 28 A F1) T
PR 2T S BOE R FEE R 2, MR, rsc24  Mrell 5 DSB A7 S 454 (B 1A), FL, )3
RARLE HO 155 DSB B, il H2A BRI A ERIE,  MEHRAL Sthl FRAH 1% Mrell #3%, S8 MRX
ssDNA JEHAI RPA (4545281, 16 G, WIIERIME KBTI B RCRPRAE P 7E LRl rse AR, I
Rad9 A ZL/K-F MK, M T80 DNA B A oiid 2K o 10 89 U)ok R A7 70 5 35 i BV ARSI b, 7
PEFRAR. %A MMS A5, RadS3 BERRIL  rsc24 BFRAT Sthl 3 VESZ30H bR H, RPA 7£ 1Kt
KPP EHERKFEE FBEP. Wik, RSCX TR R A EEWD, RadStHHELAELER P, BT

s DNA ffk A s+ B MBI 2 4, RSC b4 HR BB &2 5
2222 RSCZHHREH&ERZ B, FHEE A (cohesin) 7E [FJF B 4L R 5

RSC S oW I BAN S DB BRARE S B, e DSB A bk i (6 W 4R B 12— 2,
A~
NN m?) I

ssDNA ' ®

C gy e)e))}
M = 993
DY) %j)\))

— IN(W

D H2A/HZBl T H2A Z/H2B

INOS0

“PUSTINN)

H2A/H2B l T H2A.Z/H2B

> 00°-9
B

(A) RSC 5INO80Z 5 T DSBA M EI S A6 7 s %, INOSOMH I Tes4 W& 52 Tel 1 /Mec | (KB BRAL T B 2 56 78 A 10 30% 8@
# . (B) Fun307EDSB A i 1K 15 85 1) %1 vh 5 B A% R s v RRadO MBI/ F . T {E#EExo 1 #1Sgs1/Dna2 A 5 1 % V) % %
%o (C) SWIUSNFX| T#E2 N5 FIRad51 fEHML/HMRAL s (48 55 22 0 H 2,  INOSOH A F T-Rad51/EMAT & HML/HMRAV 55
MEH. (D) SWRIESYILHDSBA fSH2AZ-H2BE #:H2A-H2B, Ml A THRIEE, 1MINOSOEA HEH2AZIIINRE:
HNFun305%t T H2AZLE 3 R 4110 /0 A th BB A EH

Bl $ERELESYAEDSBIRG R N A HIERIRE
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CDK i AR CDK i1

MRX l RSC, SWR1 MRX 1 RSC, INO80

Ku70/Ku80 INOS8O0
J E— 5°-3 46 B B AR Wi V)
Exol, Sgs1/Dna2 l Fun30, SWR1

Dnl4-Lifl-Nej1 l EENMER

e Smm——— 53 KRR
3
)
INOS8O
NHEJ Badst SWI/SNF
5
S PN 2112
g_
5’_
3 AR
3 s

— Holliday junction
e N A REREREY

CTOSSOVET OF NON-CroSSOVer
HR

]

DSBF # 4 tHHRANHEIF %@ 2718 2 . Ugifuih TG, CDKIGMEA THAKKF, 4UACRINHEN&RE, Wi Rum e
Ku70/Ku80. MRXE & ¥ Dnl4-Lifl-Nejl 45 HIH FRIHIE T, 27 SMEMIEE . LAkt T SEG/ M, CDKIG M
TRKFIRES, MIREHRIER, SN A3 i sE, S5 45 A RPAFIRadS 155 8 AR 7, IRIKAHENME . DNAE K,
DT R, TEAHolliday junction 7 [A]4K . x5 Holliday junction™ [RIAME S, W24 A BT idERe . ATPAK Y Ye b, Jifi 5 94
S6MZ5 7 ERETEE P RAFE LR RSCEEEHREAEMTIRIFIR 2 5 KPR R IEER, 35 TNHEJ&E; INO8O
TEHRIE S i V) #IfIRadS1HI4E 3%, 155 TNHEN&R; Fun30/EHRIGA K FE S )RS FEH/EH; SWISNF/EHR
BN FIEAE RIS R FE T e SWRIBE/ENHETH R FE(ER], il {2 Exol /- TR HIM 2 SHRIE 4% .
E2 ATPIREBR B RELS SYEDSBIEEFIER

AFI 4% A {2 Al Holliday junction 7% B 7.
PeILUTE I R AR F 5 RSC M HAER, RSC
X FBhE R A SR LB PP 1A). 1 rse24
BRI A7 2 20 kb [ IX I, BRIEE A
ZAWYIN Medl T35 S0 P BhEL 50 551
MR PRAREE KAEAE Y EH, WAL rse24
PR AR (A5 B A A 52 B e, A RSC 7E [B] 5
G IRIThRE S e X EREE A ARG 5P,

2223 RSCZ5NHEIEH &4

%725 HR Z4b, RSC 7£ NHEJ & H i1z
948 L EAE (18] 2). Rad52 J2 A5 & 2H 1 F i
K. rad52 rse XUGZGARLERT N IF) B IS AR A4 0F
DSB % Sl A UK EH i, K528 T RSC X NHEJ
R HEE R P AR H A ARARR (4 B B
PR 15 A 5 e S0 LH 200 i R Dy ke 20 [ IS ASE AR 1717 T
R HRAZE ), HiEH T rse8 Fl rsc30 AR
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JIREAS, 45 ATPHOBUR Gy 57 B8 2 S E DNAKUBE T B 2 vh i/ 457

ARELILH NHED BB o 546, M41uE= Sthl
i5f, DSB 1 £1 Ku & [ WA ZE 2> P, RSC #m
NHEJ #1737 AL B §TiE A+ 0G4, e nlged it
A DSB Ab gLt i (254, 3907 DNA X} NHEJ
BERN TSN, S MRX & & W7E 174
AL LS A s et T BEIE L A B A E B (kB
SR Bty Al 2 I S A iy % 2 BT,

2224 RSCAK[HEYIPBAFZ 5DSBHiffis &

N2+ BRGI [¥) ATP [ 45 #4) 35 b 5l 3 (5] B
W% BRGI F1 hBRM %R ( 4uht BAF [¥{# A0 0 5,
1) B IR bFE Y J5 H2AX BRI BrEE P 5
4b, hSNF5 8¢ BRGI il A MRAE TG UV 5246,
W ATM R i) H2AX BERR AL BREE B9, %
I RSC {E{ i3k H2A(X) W B A6 77 TR A ThRe fR sy
MMM RIE AN ATP B 1) BRGL B AR, £
F YL DNA $i45 Sk PE, DNA #4515 S i 41 i
F T8, [F i DSB & E IR PV, 5k AL,
BRG1 F hBRM ik i 8% hSnf5 23 # 23 4E 5%
DSB & HREFE . FEARH 15 )5 (¥ 40 il 173 2% BT
DL 45 & W], RSC 7£ DSB &5 FL A & FE 1 T
REOR ST
2.3 INOS0
2.3.1 INOSOE AWk,

INO80 & &4 & INO8O 4 {1, Jit F ¥ 5 & W) W
FHERGL, %0 21 53 J2 AL T 2 Ino80. INO8O &
BN B B 8 MR SF I, A
Ino80 ATP A & . BRItz 4h, AZRUNFIEEH 7
ML MBS R . INOSO &2 AWK fE B
4h4 DNA e gs & 1%/, HAERIMe % 2 5)
FAANZ/IMA . Ino80 FIR STk Swrl [ T 617 ATP
B4 Ry 4h, B — A HSA ( fift HERE -SANT) 45
P AT TR 3 R s R TE L ATP i &5 g 3 ]
A — BURK M E g, i HoAth =80 5K It ATP [
SER I A S A — B RN . INOSO BES
57 ¥, 357 DSB g P,
2.3.2  INOBOE &H{EDSBIEE H (11
2.3.2.1 INOSOLDNA# 74 F i

75 DNA 5455 250155 5 (4G £ s s T,
HIWE A R I INOBO SR A7/ W S kB, GntE
HU AP (EHIE 7)) B, ino804 1 arp54 W #RAE
BH 7 240 B A . 5 3 A% IR AL SR I (RNR) R 1A Al
Rad53 WL 4% )7 T #F R BLIE 7 9, Lix s geap
W PRTETE 52 MMS (1T 3 2 B R B 45145 ) A HEAT,
Rad53 i B2 fh th 8 1F 5 & £ M, BLF- 356 B INOS8O

TENE FR 2GRS B S BS S RE IR E .
&, ORI, INOSO H & I Tesd VKA
Mecl/Tell 3 Bk 2 55 5 18 2% R 5 B HAE
(B 1A). —J51H, Mecl/Tell B3R 1] Tesd
VTR B e 0 2 A R IR, RS A
K2 2 7 Tofl HIhREILA ™ H— M,
Mec1/Tell 1&g 44 1 Tes4 WV 3 7 DNA 35455 ) v
Al LA%E & Rad53 (9 N i FHA 45835, M5 Rad9
R AE B A AE R DL 8 B0 RadS3 Y, X 3k W,
INOSO & & W i/ [H) 2 36 7 DNA $5 455 Js B o ]
RERFEAFBIEN . FERHMZE, 2% INOSO ¥
B 1) AR RTE DSB 5 5 7 AR B AR A 0 7 T A
RO BEERG . A, XA E R R I —
JE [ HL 5 DNA BY Y6l F, 136 B INOSO 42 3 DSB
A A R ] WA 2), MR, 7E arp8A B
Firt, Mrell Fl Mecl 7£ DSB WrZLAr s (3242 08/,
Rad53 R 1k 2 25 %2 1, RadS1 fEHG 7 25 & 4 Ik
A B SAL, INOSO & A st 4 s o R 4 A7 15 11
DSB 45 {4 th A B AE A W 8 FRTik, INOSO
AL Z PN [ R AL (450005 15 5 TR AR A e S ik
TR REIER, AR S0 BT L) 22 7 ) Be 5
60 ) 5 A8 WY HE AN [A] A 9

2322 INO80Z5HRIEH &%

INO8O 2= # # 55 &2 Yt Jii W 2447 £ (I 1A),
HAR ST yH2A F1 Nhpl0 % Arpd W5, X%
AN 40 55 e 57 B R AR ELAE A Y AR INOSO
ik DSB Run V) #iXx — =3k, w[ffMe25 7 HR
BREEE (K 1A, 1C; B 2). Xk = g 1)
arp84 BRI 43T R B, RPA TE 3B & %A
Bl B354k, (HE RadS1 RUINEGER . 24 arp8a
PR AR AR BEAR N, RadS1 76 W 2407 55 1) & 45 &
ALk, (B HML/HMR 47 5 1 45 6 B2 i
arp8A B FR VA K B/ INOSO FF I B HE R 4
900 bp 5 %1 ) T PR HH B HML/HMR 7 555148 NI
IR B R T X S B Ak B HML/HMR 7 B /s
W ENIR D o ino80 & RAAMRE 5B EME b
A, ABTE R R B L 4 TS R kG, R
B HR 18 5 (IR A =2 2™ E g W00 R
P R P 2 e 4 2 — AN R R AL HR B 72, 9 A E)
F:[H B i (gene conversion) [H A K AT e, 5 4b,
INO80 L& Bl iF S 7E HAh 2R B ) E 4 A ThRE. 7R
BAEAR arp84 AL, AR G B FL R 1] R I EE
iR 5EAERAAE, {HAE MMS 4B 5, BFAEREE
PR AP gk et AR (R B R 2 T, 1T arp84 B

50
,/[\[ I



458 AR

8%

PRI E AR A A A, VT Arp8 X TRk iz 1
ARGk Gt B e ) A0 1R A B MR AUUHE,  Arp8
XA HE MMS 15 5 AN [7) Gt b % 7 3 18] ] 1)
A MERBER . Hik, INO80 & & WfE £ fi
AR DNA B2 M E 4L i 8 B Thfg.
2323 INO80% 5NHEMEH &%

HR B E KT 1525 INO8O H&Wh Z A
B T AR F I H B R B B s 5, 3k
] INOSO 7t NHEJ &2 & i@ % b K E/EAH (1 2). 1
fREME NHEJ 2 Z WA, INOSO FF T8 15 A A 4f;
900 bp &> H WM BRI KK« arp84 LK nhpl04 587%
PRH A F B BB B 2 R R R A 4T P 1
BERS —FAR A E T NHEJ BB )5k, it
MR arp8A BERE S B AR R DAL, ™, MR
S 5 HO RIEWF, 4B (1 A7 35 BAK T 5 4 1
NHEJ & &5 & #5145, B ik HO A7 /4 i - U
TEIXTERIEH,  FIR RARERR I — & F2 1 1 1E
SHLRE T, SR Z R A YITE B A I R NHET 15
gm RIE TIE.
2.3.2.4 INOSONZK[FIJEYZ 5 DSBHifi1E &

N4 i B = hINOSO 3% 14 s B3 2 YY1 i
S5t 4 i 35 DR 10 52 ALt HR A8 7% M 32 451, hINOSO
L YY1 M3 S v 2 4 A R A, AT EE HR &
52BN, G Ul S a6 W 82 1) hINOSO 2> i 4 55
DNA #1455 {37 5., ARPS W F 44 mli B 22 J5 hINOSO [
TS, HRTERE R ARPS 5%t Ino80 7 5%
B F I 404 22 B INOSO 44 3£ %5 DSB [ #L1
ARARSTI . Fir KL, INOSO 47 5% & DNA %!
{37 s5%FF 53BP1 R AR B AR H 2 B, hINOSO
F BT BRI 40 M xS IR & E UK, 1 R BB E
FEIR BV, Horp BE AL S 508 5 DR SR A RS T
IR EEE, WEEE AN P Rk,
A B HAHAE hINOSO 7E{ 1 I FLh ¥ 41 ff ) DSB 12
SRR B B E R, FLAR 1) 5k I e 41
H ST A AE K A AR AL
2.4 Fun30
2.4.1 Fun307EDSBI&E 1 HI1E ]

Fun30 2 #%/MAE B [H - Etll WRENR L, &
Je— /N A AR ATP AR L (A% /N S VB, A
FEREAN B S et R M A e it F R,
257 HML/HMR 53 & 5k J2 rDNA [X
335, 1y 5 DR T R G R BT, Fun30 i el 4E R 42
RG0S B MR T AR B 22 kL B0 4, B
5T HEARA K H2AZ 78RR _E 10 A i 45 B

(Kl 1D). Fun30 A\E[FJiHEH SMARCADI f£ 7 4%
T Y AR R R AR, R E
ARG ThRe s Y SR, B2 T T
Fun30 il 454 I E A%/ MATTT7E DSB #7155 4
R AR B 0,
2.4.1.1 Fun305DNA$R {74 £ i1

WIRT SR, INOSO 1 RSC #B1E DSB 4 17 ka:
AR R R E R . YR R g
f¥] ARPS (INOSO) 1l STHI (RSC) KK, Rad53 (1)
BRI FE B 2 K KPR, (HIEREH 4 K A= Ak
1M 24 INO8O. RSC A1 Fun30 ix = it 8 ¥4 [ 1~ % 1k
L AMEIRT, RadS3 JLT-3H KA Y, XE
B Fun30 7E DSB 45473 K& 5 a4 1 30s A — 2 Ak
o B REAE M Im AN T2 2 1) DSB I, Fun30 Xf
T4 R A R R BOE B ML AR L. A 90%
(1) fun304 Z0fI7E DSB 5 3 K4 24 h J5, hRAET
G,/M WIBH IR A, iX 5 RadS3 /5 (46 25 5 BH
ANBE IR AR G, T A K (1)K AT A BH BT 4K 36 T+ Chkl
W 1,
24.1.2 Fun30Z5HRIEE&%E

240 % 5 77 4E DSB I, Fun30 £ [ #6147 iz
mOKESESE, IR DSB HE MY E ¥, Fun30 5
Z 5 BEE BT 4% Exol F1 Dna2 DA J% #15% DNA
44 H M RPA Z (R FHEAE . FUN30 5 [H 1) i
B X DSB 2K i (4 /62 46 D) B 52 e £ 55, {H s ™ HE 4E
BT PR WAL A 5. 10 AT 27~28 kb [X 45K PR B
PIEl. 5 A — 800 &, fun304 40 fe H RPA
Rad51 4 FECEBE WT 447 £ 5 kb 17 B [ 55 K2
A O fun304 240 M AE AR T R B ) ) B0 B L A
&4 (single strand annealing, SSA) i 2 H 5 ™ &
Bk ¥, X SLEYE A8 B T Fun30 F DSB K i &
FEEU)E R A AT ERAE-. SEIE A
Fun30 7£ Exol Al Sgs1/Dna2 Fi/ 51 46 K #E & 1)
E)R R EAR T A E R Y B3k 9 Rad9 T
5 yH2A 1 H3K79me ( Hi Dotl /5 ) & i Ity 41 &
454 M7E DSB M 48, Mifi{eidE DNA Hiffife
S OE, (B DSB K i ) E  BELAS /R
7E y-H2A 8¢ Dotl 2% ()15 &L F, Fun30 & [ X F
DI ¥ A 15 A0 4 8 B, i B Fun30 3= 212 # 1)
Exol Fl1 Sgs1/Dna2 7 ik Rad9 7F 4L €t i _FIE Bl ) 1)
FM BN P (] 1B). MR, WA=
Fun30, Rad9 £x7E4stt )i FAL 2 . %46, Fun30
7 o L 4 R AR, XA DR RE 2 LA
Fun30 M T S A v [ U)ok 72 B
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2.4.1.3 Fun30 A2 HJEYISMARCAD1Z 5DSBi
s

NEA M A e 7T R B, SMARCADI 1 H
A e 3 DSB K i V) #| Al HR 2 5 1 ThRe. 440
i I-Scel %5774 DSB It}, SMARCADI £ 447 5%
% DSB fi7 15, SMARCADI [¥)fk = 2x45 3 K13 L
J: DSB [ HR 25, MM FE A DNA 4545177
o AU Y, X R R K B, Fun30 il SMARCADI
et J5i P R FAE G (0 B St SR DI (R
5 B 2 RS DR 2 ) R e M O T AT Th R LR SR
2.5 SWI/SNF
2.5.1 SWI/SNFE &4 Rk

5 RSC —#£, SWI/SNF & & ¥ th J§ T SWI2
WK, L&A 11 ATHE, H ATP f§ A2 Snf2.
SWI/SNF [ N 2K [AJ54 & BAF, XANEEMEA
BRG1 5 hBRM L3 (% 1). SWIUSNF &%)
A A Arp7. Arp9 1 Snf5 27 2, BAITZ SWI/
SNF 75 41 il Py & 35 1E 5 T REFT 6 75 1) Y, Snf5 ik
%57 DSB1&KE.
2.5.2 SWISNFEAYIEDSBEE 1 /EH
2.5.2.1 SWI/SNFZ 5HREH %1%

I Bl SWI/SNF 5 & W) 15 IR i s 45 55 7
T E A EE A, WRIEYEER M, B1E DSB &
St B 1R P, 1E 25 BB T SE 6 R
ZFl swi/snf FAFEKT DNA B4 5 & B Uk, H
WEHE R W], SWI/SNF f 7 1 #i /£ DSB ) HR 2 &
BEFREER (B 2). B, Mg AN T
MAT J%A5i ¥ DSB I, SWI/SNF 435 MAT 32447 5
S AR f HML/HMR 254, HIA %% HML/HMR
fRmt (A 5 HR BEmhA it FR A — 3. 28, diffush =
SWI/SNF 4Lt )i 5 ¥3 5 P, Rad52 Fl Rad51 & A
RELLIEH (M3 1) 2 4 55 2 MAT A 5, (EANREZS
48] HML/HMR f7 /5, HR REFEHE N MAT G (1)
B4 DNA fil HML/HMR -4k DNA 2 [a] ) Bk 2 4%
BHIT. HAh, ZEAYAE BT B A 42 K .
SWI/SNF TE S i 7= )t B 2 /i #7455 22 ) 5 pit A4 Aor
o BRI E AR AT AR R P HML/HMR it
PARL7 L DNA B ok (B 10), DIEARERES
AW, T R 95 1 2R R 2 1 R AR B SWIIY
SNF [f) % 8 Jii 5 B ML (6 VE 1 I8 A R st — 2B B AL,
A A SIS T 48 UE S BB L3 DNA 55 20 85 1 2 (8] 1)
Befih, A SRR B MR E R R A
TR HE L HaT, A IR R
SWI/SNF 7t NHEJ &5 &% 4 Tge .

2.5.2.2 SWI/SNFZENAE Y F i [F5 41 2 5 DSB
HEsE

IR L 3420 HF 1 SWISNF 7E yH2AX JE ik &% DSB
B EE . SWI/SNF 26756 5 5t yH2AX 1) JE
™ R FD DSBS AR BEAR,  ELX Bl I A
J& i DSB 125 J Rl 321k 52 47 5 DNA 45475 5 75 i 2k
WS B HAh, yH2AX 23 GenS L EE#
g F 4L B H3 1) S, 1X5%F T SWI/SNF 1)
T8 55 2 o L 1%, p kAT DA W7 SWI/SNF,
YH2AX F1 H3 LR AGAE— 2% IR 0 8 % b L Ak
1B AT 2 3E DSB 45 75 ) R. N 2 4l i )
hBRM 7E /1 5 DSB 1& & 1 H F¢ 5k AF H. 78 6k K
hBRM 41l 1, DNA 245 47 &1 KU & (4 1 55 46
S98/0, SHNHET 322451 . BRITI /& BRGI
M hBRM 5 & e tafhk FFr b FHEA, =z
BRIT1 (12 ff 2> R 30t HR A8 &35 KSR &
DSB &5 (B . X SeRE R, M EERER
I AEY Y, SWUSNF S8R 1) 2z 5 T
DSB 4% .
2.6 SWRI
2.6.1 SWRIE &ML

SWRI1 E&Y)8E T INO80 W %, &4 104
DL, A% O 5y & Swrl fELIE . SWRI
& AL FE Actin, Arp4. Arp6. Bdfl. Swc3-7. Yaf9
EHE (R 1) SWRI H# Actin, Arp4. Swed Fl
Yaf9 W E W AEAE T NuAd 2B (HAT) H-51)
W, XANE SRR OB AZ MR E T H2A R
H4A, HE B, SWRI ZE A 1) [F 54
Tip60 2% Bl A BE 4T g Fh SWR1 Fil NuA4 1) fill &5 7%
0 AK It SRCAP H 4452 SWRI 115
—ANFYEY), H ATP B SRCAP (MR LR T 5 5K
iR BET SWR1 1) ATP B i B e 7',
2.6.2 SWRIE &W{EDSBIEE HHI/EH
2.6.2.1 SWRITEF & ML A2 H 1I1E H

SWRI @ fEuihr . & LR A G 87 X A% /M
o4 B H2A-H2B — SRR E # ik H2AZ-H2B M
T U S DRI TR | S e 0 B R s e S e g P,
FHI )78, INO8O H A 5l ki 4y t4 51 th H2AZ 1 I6E,
— T 524 INOSO A1 SWR1 £E DNA 45 {7738 [ o ik
R T AR, INOBO i 36 253k K 11 4 o J&) 3 L W &
L), S AR ER = A T AR INOSO g 3 i
%S0 yH2A JKF R, [FIR DSB A AL i) H2AZ
SR, 1 INOSO F SWR1 S FEAF S5 H2AZ 4
B, DSB [ftir H2A & SR AL ARZS, T #F B
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H INOSO 7% 1M ‘T B RS 25 fUE LR EE . DL 2
JAE 7R 7 INOSO Al SWRI % Hi 4 i 521 DSB £ £
BT () H2AZ A1 yH2A (12075 F 45 (& 1D), M
VRGN X SE17E 1) DNA #i5 idE i 17,
2,622 SWRI1Z5HRFMNHENEH #1%

ZIWAF#E R B, SWRI 25 7 DSB&H.
HE, 2T swrl RAFPRXT DNA #5475 3077 2 A Bk
B B, vk, SWRI I 45 4 yH2A T 8% 43
BB, T RO 12 A B Y EE R 435 g LA
e DNA (2 S & A R E A & mIEK
B, SWRI ji#id 7£ DSB 7 g i in N H2AZ M i
5 S M Hb 2 3F HR 18 8 8 Exol /it S K FE B
@ P, f 4 4R ) H2A-H2B — AR A% M 2
PHAS Exol HI¥I%], SWRI ¥ H2A B #p H2AZ
0% ff B X Fh BELAS 5 AR N HE, i BR H2AZ 4 i 52 [A]
HTZI 2> F% Ik DSB A 3t 17) %] 2 % 7, H2AZ &,
SWRI 253 #8585 Exol YIEI3ZFH, 1%} Sgsl/
Dna2 /S V) EI R AN & U2,

FE 5 —WsEgsh, TR E R AT MAT AL
f¥) DSB [£) NHEJ 1& & % &, K I arp84 F nhp10A4
RAFR S TR 5 B A B AR ABL, 1T SWRI
[ B A0 3 BB 2 R R PR i3 — 20 1) 5250 45
7N, SWRI ji# i 7E DSB A7 g 19 & 4 PAE 12 yKu80
(1254, IITTRE S R A 3F T 4t £ B0 NHET i 2 9
(K 2).
2.6.2.3 SWRIAZK[FEYZ 5DSBHifiE S

SWRI 1 A\ 2& [F] Y5 4 Tip60 7t DSB & & # [A]
FERIERAEN . M4 M & DSB #47f, Tip60
LRSI R PR B S B WA S, T E
it DNA 45 £ 0 B 2 (A4 ATM B ) 1) ZmEAk
&M, et ATM S5 30E, 75 DNA $if)
B 2 AR 0 0 DSB & = i AR T, 5 A,
Tip60 & & 4+ 1 p400 T 3 & INOSO X Jk [ He &
JRE Y ATP [, ‘©REMZLE DSB A7 50K H2A Bl
H2AZ, T H2AZ 1) & # BE 2 Tip60 & 7, 1 1k 41
H A H4 i, W2 0liE DSB AL s A g
R BT E A T, SWRI B — AN N K REY
SRCAP il it fi# 4f, H2AZ-H2B & & 33 #% /M W 1117 2
gt U, B — R FTAE R T e R R 5
F Sk 22 5 DSB ) HR 18 5 & 1% vh A 4 1) ) it
FE U — Ty TH 7E e ATP BEI 4L N 5 4% BREE CUP
TERE A4, 123k CUP 76 DSB i s 554, B —
5 T 8 3o G o 8 e €8, 5T 1Y) 3 A 5th DSB A B I
(e 4 . 20 il SRCAP 3% 14 (1) 1% 2% K 41 i) DNA

PRSI, HEM 0] HR 2521812,
3 EmESRE

25 LRTIR, ATP M AL e o B 57
DSB i1 & i K IEGE AT ERMEN . XL
PRl -3 i /£ HR 8% NHEJ & 5 & 1% Aol 4 F 1 i ik
DSB 165, Z54st Nyl se Mz ek, Ta
RAZAIR I AT T R, (B E T E K
) B AR WE AT, 0 RSC 5 INOSO #5521 Wy 24 oK
Uity D) E UG AR 28 A0S, e e B Ak $EE AR
FA 3 Fun30 45 5 M b /e KBRS V)&l e, 40
Jfa 4] SZE M RSC. INOSO 3| Fun30 [{) ThfE#54 ,
WML Z T4 s Fun30 /2 14 72 A% Rad9 [ 4] )
HHAE s 4B an ] B SWR1 5 INOSO 7E 4
FEA R - H2AZ /KPR IER s Yot i E R G
& 1 2 5 [A)JF 5 20 F iF Holliday junction [ fift 25 &
RS RR . TR, BEERE. ks EE
RS A 1 2R S A R 2 ) A 2 T TH R AR
FRBRM AL EE, N LIRSS 7 6.
YT Yt IR A B B BB AR P (3R 1),
P B o R AH SC T 78 o B8 N T J N 28 AH ST T 4 it
HEFIBAHEL, DUIMPRERA T B Y € 5 2 pL ]
ERAR, NAIRTE N EAH S0 B AL ER . T R AH
FITIEIRAE D4R 5.
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