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FWBALZR T VL2, /£ DNA FFFIA
BRSO T B AR IE R A T AR 22 A4
BEABT I ) 32, R R IR E dy B2 1
AT . fERME AR R, i DNA 248
FELLAR 1)\ RAR BT A% A — A T )
BRI —Jrim, AN S o, %/
M T A3 B T J i 2 A R e It e et AR R LA
O TR R AL 1R 5 Jsihl, W2
el bu Ll Gl (IPRSBURST ¥ NI S RN TINES
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RS BT AR DL E A TR 325 Fif 4]
TR R R AL AW E RO R A
s AEH TN B ol ) 0 A R AR s kg
X S AR AR AT IX LI R (R K 1 R
ARGy TR B T AR KRR B bl BB
AR, JEHGRA RHBEEOR, S8 AR
T X LA SR AT ST R SRIE BT 9L T
Be. —Jrm, e iR AR, ki e 1o
FRABIR D PIRES . il e R AL 4
dfr, RPRE AR TR AR ERAAR,  DISEOTFE i A
WAL T X B iA 2Bk, BAR H ATt B AEY) 27
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FEIXHL,  FATT o i 3T 94 VR VL B = 4t LAY
BORAE R AT 27 AH O S5 R BT 5 A0 o 1) — L2
. BRI WA REAEPAD T DA T
HEV =YL InTTE; GO s R it L2
30 nm £FHEST KRS

1 BMEEXETFESYNERNR

K/ INAAE i R e 8, o o R A 2 WL B A 47 v
FHEBAER. MBI ICES 1) K7 1RV R BT 5T
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NG G AMER T s BBl A, AR &5 7
RGN mr FeR g by . BIEX T i g B
5 XA, SR E S WA TS —
AMERIPk.  H AT 2 AR MRS E S Y
RURHBE AT, B T AR DB = dE
IHRERIE R TR GRS BTG SN, K25
(1) &35 K AT R B IR AE 2 nm A A . BRI /) 9%
IR B AR SR AR AN (5 B, (HARAE X
Wk, MR . R T S AR T B
PARENR, X Legs JLE 2 vl LA B AT % /Al
KPR T A5 ARG M L EAT ] 9 R M 455 07
XA I T i
11 REREZESY

SEDVA R Az, S FURR A i R A B T
MR —. B B 25 e s Mk i R E (W
RNA RG W BOm 1 A0 5 BEHAE T T 2w i X
B DNA B (HE, s 2ok i) DNA 1R 2 I i
BmgsedEma b, I MRS I & R 40
BRI, VR EAR S He R R s R . AL,
e O R 98 Bl SR B B B B, i ATP
WA G € 5 I 5 S Wl s T b B 12—
K. EAMEA R RILER, JLPAE 10 Mz Mk
WA —A ATP BB ER L &Y. X —KEEY
HH] ATP K36t B e FT T4 H 55 DNA i
Berl, FREFTBIER MR, DLeksEh &R g S
A L DNA FPIRAS, 21 vk e 2 B i s 1 4
Nermris. ROFERERTAZFEZFE: B/
ALE . SIFRALEE )\ SRR e R AR A 41 B
B8 53 (B AN 20 2 11 A8 4 B ARl sl ok ) B,
ATP M ) e 10 )5t 39 53 & W) #AT — SR ST Y
ATP i (ATPase)f%L», J&T SF2(superfamily 2) 5 jikH,
WA ATPase 145 Ky AiE SR AR 3 0 4 A 12 21
W5 ME: SWISNF. ISWI. CHD. INO80. #/~iF
FIGEHRAT H ORI 2548 38000 A, AR HE AL T
P, A —FERE AL S S Y. HAT, BR T CHD
HKIEAN, et 3 ANFIGHAT T AHN ) B4 i WE .
1.1.1 SWI/SNF &5

SWI/SNF(switching defective/sucrose non-fermenting)
HIPT W E AR R R, — Bt 8~ 14 Fi
AFFEFEA B, 7 7T KZ KT 1 My, F#
SERIRE R S AN RS NLBh S RN A O i
F ) N i HSA 45415k (helicase SANT domain), LA
Fe—ANRe 5 R 4L 1 e AL sz R L) C S
Y535 (bromodomain)®. Ko B AW IR N B A 2

FRAHSCH) SWIISNF B E 54 (el REh AT SWI/
SNF #1 RSC (remodels the structure of chromatin);
7 Sl 45 BAP(brahma associated protein)F1 PBAP
(polybromo-associated BAP); fE A 25 7 5 BAF
(Brgl associated factors) 1 PBAF (polybromo-
associated BAF)™. HEIC KKK EWRE GY
Mgk, 4 24 SWISNF Ml X & &4, 54
RSC HHRE A0, XL B w4 RER T4
AORNRRRAE: RS CREKEE AR G
(K 1a~1).

LR KM 4 MERERSC EEHU L ANET Y
RSC [fJ5 1) PBAF Z5 gty AR HAHIL: 4 DERIR
AR 1 ANEZS 0] L REZR AN B A% /IMA R R ]
HeA e C AR, BT e B IME, SN
AL SERARATC S, AT R RIS, 2K 1d R
(¥ RSC- K% /INMA )2 B2 18] o I AN e 21 56 B AZ
B RE, T — 4 4 B 189, DNA RIS A
H2A/H2B it 2. 7% RSC 5 PBAF [1) F i 45 K,
LU 2IW] B g kg e veie . 7R la~e ik
g H IR g kg, LG BARES: —FIT
TR — M S PR . 2 — R BEIBON RSC
IR 1 ) S WAL AL R 1 H3 UK A 1R IR
RSC 2 B[] T M & PR,

1% RE ) SWISNF 245 1 1) 45 44 7 i >k Al RSC
AEARZESR. WE = HHEME R PR, SWIISNF
R EAT— DR R MR (K 16), AT ARG
R TEEEAE— M /AME. XAZ5 184 DNA L]
7% (DNA footprinting) F1 6 80 P #F 5 47 &1 A8 Be
(photoreactive site-specific cross-linking) 5 % Jt %
ik, #SE U — 1A%/ Mk DNA 5 SWI/SNF &4
,ﬁE)EH[M*lS].

1.1.2 ISWIEE&Y

ISWI(imitation switch) % J& 5 SWI/SNF AH LE /s
TIRZ, BHEHEH 2~4 AN IS, EIH
ATPase WS —A N Ui Snf2 I ) 45 Fa SR — A
H1 HAND. SANT. SLIDE(HSS)4 Al 6 5t I 5 #%
AN = 0 S5 R . SANT 4 by sl e 45 i B 5
c-Myb DNA 55 IXIAH G, i S far, PR A] g
SHEAAMHEAEN, WARBMK H B2,
SLIDE (SANT-like ISWI domain) 4 k4 e 3 52 15 4% /)
PR — YR il (dyad axis) ff) DNA £ f]; HAND 4%
g AT i [ I 55 20 B 0 RT DNA 2545 ) 0,
FEREREF,  ISWI G A B 45 1ISWia, ISW1b A
ISW2. £ N 1R i b U6 55 ACF. CHRAC #
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76 HBE 5 KR T LT, WS SE e i s N AT
IBCRT E ENVE CL e il , HSS 45 Kyl fiiE £ DNA
MHEAER, ATPase Wzl 454 7E SHL + 2 HIALE
(— AR BT AT, B MAE BT AT E
(1) 2 A7 iz —)uel,

2008 FARIE T IX AN KGR — AN B 40
N CHRAC E-5WM ety AR 2 2t
W BT EANB S M MR GAE, ST EA
% /INMA IR AF F A PR A R e,

2009 4 Narlikar S5 = fif# #fr 7 N ACF 2 &
Yrh G ST IV L SNF2h 58 /A [ 47 e 45 Fg e,
AT R I SNF2h 5% /MR gty 201, 2
A SNF2h 73 5l 45 5 76 B AN R MR R P g . BLAR 2R
T E#s B7n ATPase 45 itk 45 & 76 SHL+/-2 IR &
PLJ A HA N iy )2 A E AR, (2 Rk
HAGER 3% B2 DNA A1 HSS g5 Ry (1 1g). #Hs
XAERE, EHRRE T —A 0T 1ISWIAE F AL
B 2 AN ISWI G AE T R 3R 3, 8 & 1 AE A
(alternating action), 1fi AN /& 45 ¥ (tug of war). 7EIX
AR L, B> ATPase A 7 HuAE I 76 4% N
il DNA I, — & HAT—> ATPase &b T3 3l 4Rk
A, fEIEH: DNA K (15 [f) ATPase 2% 54
KR ATP, P 5 e AL 07 11, BRI o — i 1)
ATPase f&fl—MaE S HMER, H R/ IMEW
Uit [¥) DNA K FE AR 3 —FE,

{H4& 2011 4F Richmond 5246 = $2 H T 53 4 —
Bl 4E ML ) ABE R . At ATT R S R BT T ISW1a
(AATPase)-loc3 1 & & LA X I 5 DNA 4545 1) db
PREAE SRR R 7 U L B = 4 A BRI
ISW1a(AATPase) 5 #% /I A 1) 4 1 J7 2B A {4
DNA K BEMAR L. k% /IME AT 54> 45 bp 11
3 DNA I, 2 /M5 UL 1ISW1a(AATPase) if LT
Fe 2 M Z/ME. BRI AR L, 1ISWa 1EH
e —feE ) B R, R B S M EAR R
&7 2 ANFHEEARZ /M IR B (B 1h)ey.,

HAT, AMTETEEE 2 (045 5 % 5 w0 7 ek
oK 53 B3 VR o ABE RS WA T Ay A 1 S B T ISWI &L
BV SERBRAE B
1.1.3 INO80 E &

INO80 % Ji& I &2 & ) £4 #& INOB8O (inositol
requiring80) fl SWR1 (sick with Rat8), 437 i & %
7E Mu 9050, WHHEARZ , {r Snf2-ATPase 4t
B AN T — B RecA2 TR ITBMEA, 7ot

55 AAALSR ) Rvb1/2 IR JiERF.  INO8O Fll SWR1
WA —A~ 5 SWISNF TG AHALL ) HSA &5t 3k,
1 U7 %5 actin Fil Arp 45 [ (actin-related proteins).
INO8O 1 SWRL #i#4 actin 15 Arp4. MBI
AL LU ARBL — 207 51K, INO8O 15 SWR1
IAZA e AL AR A 2 ), (2 H AT B B o1
S5 A W oR I AR =,

2013 4F Karl-Peter Hopfner Aff 57 4 & 4R E T
BRI BE(Saccharomyces cerevisiae)™' INO8O [ 564
gk S L E R ME S G I B A = dE g5 R (] 10)24,
PRI T BF P INOBO F 7 T i 1.3 Mu, &1 15
AANFE I HE: Snf2 ATPase. Rvbl. Rvb2. Arp4.
Arp5. Arp8. Actl (actin). Tafl4 (TBP-associated
factorl4). Nhpl0O (nonhistone protein 10) DL &
les1-6. M HIEE# K LoRF, INOBO &4 3L
—ANGEM ARG R S5 M. Rvbl/2 A4 T3k
B, AR R ). Snf2 ATPase Ak
TS, B les2 FR%8; Arp5-les6 A H A T #1040
J5— M5 NhplO Bk &b T 5 K547 . Arp8-Arps-
actin A5 B U] B B IR G 4 . AR Ak il B OR
Arp5-lesé 5 Arp8-Arp4-actin P K ARP i b 5
Nhpl0 Bith—id 2 5 5%/ MM EG. BRIEE S
i T INO8O 55 % /M &5 5 (1) 47 B R i v 0L I
fH T INO8O M= BE B, A il A% M &5 & %
FEBIAN Ry, B AT BEAF £ IR A% /IMA 4 T R IR
IR RE BRI = e 2. (Rl e ot
A B g vl LA, INO8O K HL T 5 Swi
FASWI B g G0, e lEdRf s, Ak
4, A RRIMEZAME, s — XTI
AR RZ MR ZAMERCE TSk SRR B
MFEAL, T EAFHANA S, INOBO 1) I AR A 2~
RIS, MO AZ AR T B = T8I 1) A [ 24,

i) —4F, My k2% Andres E. Leschziner 52 %
ZNHRIE T INO8O FK ik 5y — K2R AL [F] A2k [ R
e BEP K SWRL G WA 5 K H 5 8 /MR 56 1)
SHELER(E 1), SWRL 23 7N 1 Mu, & 14
MAFEMIEHE. BR T Rvbl/2 4k, W] LAy ok = KA
P i 4k gL Swrl BBt . Bdfl-Arp4-Actl-
Swec4-Yaf9-Swe7 R 1) N #EE . Swe3-Swe2-Arp6-
Swcb F4 R C AEbk . Swrl FLHL) N i 8 &
HAS Zifylf, L5 Arps tHEAEH: N ESRZS 55X %2
AWML NMEI R0 5 455 C Bitkl 4 &
H2A.Z/H2B 1) &4k, SWRI1 [ 4% )46 b 45 44 55
INO8O0 AR KA. H 5L, HX THRKLEMIER
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INO80, SWRI HHHA NI &% . ik, AlF
T INO8O XA 5 i1 2 Rvb #ik, SWRL [
Rvb i 2 R R N R E 5. WK B,
SWRL 1] C fiE 5 N BN AFFE AR 2 AH T3,
Swrl BEHURT Rvb1/2 55 e ) 7] 455 5 — 4% [H 75 74
. AT INO8O, fE# M UiifF 3] T SWRL 5
MRS G EWEEt, wTLS R, A
MASE, Swrl il C BLE DL 2 Rvb1/2 38K T
XAEM . ¥ /NEAL T Swrl ATPase 5 Rvb1/2 T 1,

B4, — T A% SWRL S84, b — ) 2
A, BMAS S G A R i Swrl Bk
PRft, AR T E SN, AR
559 TR 21,

HAR WL 25 LR R I # 2& INO8O Fil SWR1 5
A AMALGE ST, (R AR AT
IReE G 2GR AR/ IME. TRATIIRE, KRR TR
BRI AR KR, Rer s AT EIEA E IS M
5.

RSC
) (b) ©

(d)
»n
7
P -
T (RSC+1%/MA)
PBAF SWI/SNF

ACF

@

T N
/ B UTina

INO80 SWR

Fig. 1 Electron microscopy reconstructions of ATP-dependent chromatin remodelers
E1 ATPR#HHEERELZESNREEER
A5 3 AR, Aol SWI R, A7 12k ISWI IR, 47 R4 INO8O k. 7eil SWI Kkt h (a), (b), (€)M BRI EERE i RSC K454
TR L BEZ A 24, (d) RSC ¥k HIBEZ I, (e) AU PBAF St (f) BT REh SWISNF 45140, (a~e)h & Sk Z &Yt AR
PRI AL ISWI SR B (9) 4 NS ACF &8 1 HH snf2 SPRE 5 % /MA 2 (R A 4 (0 R B = 2 A S5 ™), (h) BRI ) 1ISW1a 5%/ Mk

5T BRI VR BT A IR 4R INOBO SR BIH Hh (i) A BRI % BF INOBO ) f1 e 452, () BRIIPEBE P SWR F e 45k, 4P b

TR MR AT RESS S 7 B

1.2 #ZNMEEEEF

NUA4 22— H 13 A4 E A &
T %4 7% Wfg (histone acetyltransferase). ‘& i fi: 44 IV
Esal 5JAth 2 AN TAE Yng2. Epll 7] LA —AM ik
AT DR S5, fir44 4 Piccolo-NuAd,
i FK Piccolo. 2011 4F Francisco J Asturias SZ56 41 &

T Piccolo S5 Z/MAM) 204 43 HEZR KV 1V R H
Bigify, o Piccolo JT§ 2 MEMHHTORG MY 1 1
LR NkgE 4, HiBh I cross-linking 5K 56K Esal
(1) Tudor &5 #4) 5 & T #% /> #& DNA &, Epll 1)
EPCA S5 RS UI7E H2A 1 N i 2 507 1 (K] 2a) 2,
HP1 (heterochromatin protein 1)/& — >k B %
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(PR IBAE bRl T, B 2 4Rk, chromo
domain I chromo shadow domain, 1 —4~¥% f 45
) 1 B IR X 3 (hinge region) 3% 3 . HP1 A% iH 5
H3K9 FIEALIIZ/ME, 2 HEENPTER . Jeta X
AL S — R EE R, 2013 4F Canzio 5P E
T HPL IIRIJE A 11 Swie — 5k 5 A/ IMA LSS &
I A FAEF IR A5 ¥ 254 BT 45 #4 (K] 2b). A%
EE LA LA, H—A4 Swi6 [¥) chromo domain
L5 % —/~ chromo shadow domain 7£ H3 2 i ) H!
FIALEL 2 SHL +5 DNA b 5%/ MEFIERL. S54h)
chromo domain ¥ [ Ilfi 3 A% /MA ) H3K9me3 47 &,
DU T Swib {EA%/MA 2 )4 i (spreading).

# 4 T (intasome) A& — Ff P 2R K 1 22 A
(integrase), 15 100 4% S s B K0 BB AR (5 B ARG
F17 = DNA WPt 2, 2S5 NMAAH BAE i &

LR, R RS T I SOR R A HIV ) B
Fr. 2015 4, Peter Cherepanov S /IN2H B oy A
FHV 5 FO B B ORL — 4 AR R A3 2 T PRV i
(prototype foamy virus) ¥4 75 N2 D02 #% /M)
HEW s, hPxiss| T 784, 2HmC
KRR G R AMEFH I ST A W A5 ha v B i o HE R 1
S5H( 2¢). BTG T ARG DU MEAR )
m R, ATV E G RS ARG I AN
FE 3, A% /NMA R 1B DNA BEie LA J 41 26 11 1 1)
—ANH2AH2B R4S 5 T 85T iz MEm
MHEAER . 35 7457 00 88 DNA 5% /MK 1)
DNA 7£1% H2A/H2B — 2 4k - 1 4 i (3 &5 Dyad
36 bp &), FHHERZ /A DNA 7 45 i 25 T 3R 56
WS R R,

©

Inner IN
CTD
7 DNA  Outer IN

H2A

o)

H2B
H3
H4

CCD — %4k

[ 2NES
DNA

Fig. 2 Cryo-EM reconstruction of nucleosome binding factors with nucleosome
B2 #MEERFEZIMEEHNZHBREEER
(a) Piccolo-NUA4 5% /MALS &1 R B L. (b) Swib SH%/IMASS S8 1R BERIPN. (c) PRV B 5 1%/ IMA 5 5 VA 185 2 el 9,

TSR IR AT — SE RO B AR AS i AH OC 1) b
fitf BT 45 0 TR R, WA PRC2 AW K 4
By ¥ AEBP2 [ fit 4 45 # B, % B} Setl/
COMPASS & & #il A\ Ji MLL/ICOMPASS-like &
B0 P S5 ARV (HLIX A S A R AR AT 20 3 R R
FHRHAG, T HB A A3 52 MEE A AR 451,
AR Z TAE AT L.

RERSREHOTR

Qe o A MAE T 2 A% i RE P AR 2 T
MRAPERIMEFT, Bl DNA sk, &Hl. w4l

2

MEE R, A2 30 Z4EHE, AMT—HRE
AT HAZ/AIMARLE B B 1 B T 4T 8 T g £ )5
TREIN ARG R BT B s X
2 Kb U . TR A BTVE AT X5 S R 2 4
TR, W T — R 56T 30 nm B+
JRAFYE AR AL, F PRl one-start helix
PRI two-start helix #2781, H.H one-start helix 15
TN RR AR R4S (solenoid) B, AEIEAR R Ap, 4%/
P BRHY A IR el B s BT R AT 4, — it b
AHAR BIAZ AMALETE LI — 4540 A Kb T AH AR 1) 47
B, JF B H: DNA 245 1) BUE WY A A 1) DNA
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K PERA, pl AR TR m) DA G 2 i A 4R AR 2
WM Z TV [ AT A BAE e, AR AIMA T L
BT KK FE . I two-start helix £ & 2 7
(zig-zag) A 2y, TX OB ARY 1) — AN FEACRFAE AL AE K 4
Pyt R, JEH: DNA 54k T ek B2 HJ .
& XOAT LAY Rl AS X% 42 (crossed-linker) 5% 71 123 i
# (helical-ribbon) #5284, — 2 51) 1 AH B 1) 4% /A
Y HILERRTERN W, 34 DNA 43 ) 3 5 F1~FAT
TR, A B TR IR, two-start helix
TR HR AN ] [T IZE 2 DNA KT T B 1 G €2 )5 41 4
EARFIKERE M IRR.

Ak, R EEORMN A, JEHR s
FRIINH, 56T 30 nm Gt it 274 1) 45 f i AL
5, AT —EEHRNEERE. MR 30 nm L ta st
YESLIG MR RYR, X LR 5T RT LLRE o LR L
2 . 4K N 42 HL (isolation). A& P JE fr W %2
(observation in situ) F1 4441 B 2 %3 (reconstituted in
vitro)-

2.1 {RKAIEEN 30 nm FBRAELEEWAR

NS T AT, IS FIAS A ) A= 4 4
ML (2 0 M . R 2040 L 5 P W i 21 40 i
B JH 2 55 mp R B e £ o 2 AR AT WL i e 9,
1974 4, Olins KM Woodcock %5 M ELAZ 41 g
PR G I i F A G SOE RS, AT
P T HRBOIR 45 1) (beads-on-a-string) iX — M &, 2
Jii» Finch A1 Klug® A\ & 40 M k% o 32 B R 4%
11 nm /MR BOR G5 R, I ) e NG 4 R
1 H1 8 Mg, eSS TSR] T 30 nm Ge a4t
Yegfike). MARBEEL R, MiTieset T one-start (1)
WRER A

Woodcock 45 B4 M A Ifil 21 41 Ji - 3 B G 68 )
2IYE, o AEAN AR Eh VAR FE T 1241 (10 mmol/L NaCl.
10 mmol/L MgCl,. 20 mmol/L NaCl. 20 mmol/L
MgCl,» 50 mmol/L NaCl. 50 mmol/L MgCl,. 100 mmol/L
NaCl. 150 mmol/L KCI), FJF7 5t rf 6% A1 4 o
BEAT G M. ABATTR I, BB 56 55 1 IR B () 4
A, Qe TR AR K, St AR 1S SN,
% % 1y 10 mmol/L NaCl B f#) 6.0 x 10* u/nm 3 in
F| 150 mmol/LEEIREE R 1) 27 x 10* u/nm, T R4 Lk
25 MAZ /MR 111 nm A2 25 11.6 A AZ MR T
11 nm. 38 0T WU B RO UEAT R B A, Al AT TR
Yu i, i AT YE 45 45 two-start f) 12 JiE 2 (helical-ribbon)
R, FEHENN L8R 1 HL PrAE 147 B A0 2 AH 7]
1), FFASZIER: DNA KFEREm,  HEEA 407

TN, WA TE S TR T . A2 f5xt
KAFZEGE 1000 AN % IME) BFFE T, flATTE— 28
BOUE T Z BRI, S5 s G 0 AT A 2 AN R 1)
3D zig-zag #RIBA. Langmore 25T i 2K T 41 g
WS 2T 41 M 4 A SEEG AL R I T, FEATRIR
AW, 755 Woodcock A 4518, Al A1
H 4L (0 0T S B two-start 1948 3% #% (crossed-linker)
BT U0 e 21 4 41 R 19 i 2 Ak SR B “ face to
face” MFEZI T, PSR /MEM BAPAT BAPAT T
et LT 4E 2 el . Langmore 2534 k IR BE A 5 T
WREITH &, zig-zag 45 R T INE %, X5
Woodcock £5 A IA]. [AII;, Yt et e &5
ZrE RO, I TANE] 10 msi.,

5, Frangakis [41 AR ¥ ¥ L W7 )2 1t
FEAR, of IR I 21 4 6 B e (5 S 21 e dEA T V4
HEE, R R LA dirh, A% Mi 2
s LA “face to face” 177 A MESHEAT. A AT 4D
ZINAR TR 28 I A P e €80 5 v S 485 W) T i ) o
HLes,

22 RAFEAINER 30 nm FERALEEFAR

I A A D A7 U 8% (1) G €5 TTRIE 9 1l SR A A AR
%, FCARFASE T AT DABLSE J 43 24 ) B G €4 1) B
ALk, 5, JLE K Davies A5 UH] T H 1 WA
U SN I A B A I 2T 40 B D) s SEEL T 640 A
P 5E R L 10 ] 0 EEEST . Langmore 45 ETA)
FH B0 52X 1 217 40 M i S m A Y] e, RIRAEAE
“side-by-side” 51 ) EL 4%/t 20~ 30 nm Z [A] [1] £F
YE, HRIA T XS ML AN 30 nm 4 €0 5 4T 4k 1R A7
1t Mcdowall Az H&5 4 25 o) v [ 65 B O 5340 i
F1 HeLa 41 JavA VR V) v b AT WL g%, IR ZL (0 )5t 52 I
HARHE. ¥—. AERCRIISE, HEIFEAU
B 20 AP S5 /. Woodcock [ BA X
SERET AN XM 2R T RS T 40 i
G S 2 AR 40 P ) G € AT
BEWLEE, RIS A AN A RS F: DNA I 3 (45,
BIfeE B SRR A QT R R A . A
ATV R FH H 7 BT )23 PG AR e B RS 1 Sk 350 4 M ik
AT T VEARI 30T, IILAR A 10 G (0 J57 52 A0S FR
(1) zig-zag A1, —4ER G AT TC T 25 R,

Frangakis [1 A%t %t Hela 4H i A0 4% ifiL 21 41 it
(R 0 JFUEAT T KB RIS, AR IR v Hs v R 1)
JMZLE € Hela S3 4, Fil A VR ) i LU iz
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Application of Cryo-Electron Microscopy on Epigenetic Studies”
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Abstract The architecture and structural details of chromatin assembler, chromatin modifier, and chromatin
remodeler, and their complexes with nucleosome and chromatin, are critical for revealing the molecular
mechanisms for the establishment, maintenance and regulation of epigenetic information. The fast-developing
cryo-electron microscopy (cryo-EM) provides an indispensible tool for the structure determiantion of the huge,
multi-subunits, and flexible epigenetic regulation related macromolecular assemblies. In this review, we
summarized the recent progresses on EM structural studies of macromolecules and complexes relating to
epigenetic regulation.
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