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KR H2A AEH, AEALE, AEAHE, ROREH

FROES Q7

RN, BMEE G 5 i FE AR 45 4
HL.JT, HZ) 146 bp DNA 584 & 1 )\ SR AR (L FE 2
A H2A-H2B AR F1 1 /> H3-H4 P AR .
Z %/ MRS G T B BREE KA 30 nm L €451 41 4
HZ TS B PR . RE R ETT &N
et 5 i Ok B2 AL V) 5t DNA 15 DUAR JE i A7 AE
W/NFI AR A, H27E DNA &, . &
H., BEEEmIRE T, Get )5 05 2O B fa s
¥, LALR DNA 1] DL & o 188 B0 4% ]
TAHEAEH. fERE R AMAR A M LA, HiR
Il BB it N et s NG 0 SRR B, (S et
SRR

— NN, TER/MERA T FET, DNA %
MLETE H3-H4 DU AR b, JERUZ /NMA DNA
Wl , BHJ5 M2 T 1 H2A-H2B — Ak 2 Wil 45 & 78
H3-H4 T RARFE M DNA _E, FERJ\RE R
/MRS H2A-H2B AR 454 11X 5 7 DNA B
BZ /MR DNA 1408 1a). 5 G 4EZ MR TG
AL E ) H3-H4 AL, 4T 4% /M Sh B ) H2A-H2B
HETEMHERshEN, BERGPENBE L.
HE [ AR H2A.Z X H2A B ¥ 2 H2A-H2B 4
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JTCISS OF 20 B 42 B4 e 76 4R A0 G 2B 1k 4 8 R
DNA KA e 5 R R g iz ME i 3¢, IF
B T M e B A AE AR R R
(nucleoplasmin), X &2 & AHERE IRIRIE. 24
EAMERESESHEA, PiibdERS DNA K
AAERE R A AR, AR 2 352 B AR
PR R HE GRS, TR HE AR a0 N
HPEAR SRS, Hodr, etk E AR AR IR
fI4% H3-H4 DL K H2A-H2B 7E N i & Fp 28 R 4 3
PR AR A, AREEME 4> 74 NAPL. NPMI,
FACT %5; M=, #¢5 A& A AR R 5
H3-H4 1 H2A-H2B KM AEH, 1 Asfl 55,
oY F X B8 IR 75 H2A-H2B 1 dF H3-H4 257 41 5
M, W0 YLL %, 534, 8 — B0 ORI 1 RE
SUEHEAHEE, 5HEMAHAEAD H3 8038 H2A A
e, ‘efi1xt H3 AR R B8 H2A A2 4k B A o ik
Bk, ARMEAE O AR AR 3 1 00 H2A A2
& H2A.Z /] YL1. Anp32e. Swrl. Chzl %%, iRl
H3 A8 1A H3.3 ) DAXX. HIRA %, LR %] H3
AR CENP-A ff] HIURP %%. HEAHEXNHEA
() S P TR AE G 00 T B A 45 A 1 4 v B B R
A, YL e 62 {2 {81 iF & 1) H2A.Z-H2B 4H 3% 3|
H3-H4 VU 5 AR b Bk /N #2529 Anp32e {2 i3t
H2A.Z #% /ME 1 () H2A.Z-H2B M\ B /M E i s
el 2 AR B T LR A g R B
HEWE IR, AR AR AR AL
FH R EAL. 2006 4, English ZE @ 7 25— 4
HEAHE Asfl 545N H3-H4 ks, 2
SRk, B —FIHEASHEAFEBERNEEYD
SRR, R T IX G S B fET, FA
REMS T INIE 2t T AR R AR R B A i T
BUf. BT RIERE, A CEEHeHEOHES
H2A-H2B KA 40 8 [ J HARAR ) S5 R FBL R 8T 2
TR HAE Ge to T 25 A YR T rh VR H

1 NAP1

NAPI1 (nucleosome assemble protein 1, 1% /M&
HAEE DER T RKMPHAEAEEZ —. NAPI
T T IR gt s IME R
L. NAP1 KRR S 5 5] DNA $ 5P,
S ONER U R s R N 1] N = Rk 41 IR S SN
HhSEG R B], NAPL Re4hi & H2A-H2B, &4 E
H (linker histone)H15%, B H3-H4®; {4 py sS4
2 B3 NAP1 A LA 3 H2A-H2B % i % 18079

# B H2A-H2B W IE B 47 &0, Rtk — il A
NAP1 s& H2A-H2B {18 & B . NAPL Jf K Xt
H2A “BARR I B e £ 1%, (HAE/ 2 H2A-H2B
5 H2A.Z-H2B A2 #5599, NAP1 {#5F ff] NAP 4%
P32 NAPL 14 &b 20 36 4% /A 1) 0 75 o AR 90, [4]
i, NAP1 C uii FER 1 X 38 R % Al U4 4H 2 1 A1 DNA
FIAHEAE L, % H2A-H2B MAZ /A PR Sk
I f ZAR L MR B0 56T NAPL R A 4H
E AW T IR — B A AT, Park S8
X 2R SRR 5T B AT 3RS NAPL AR — SR AR 1 45
M, KILNAP1 ZRAKTER “ ST 454, M
BRI R, HENIX —RH A ReH T 4568 &
MR AEH. D’ Arcy FUVIE I SR AL e - i
W DL & FRET /13 103 E 528, $2H NAP1 54k
FIIUITR 454 2 70§ H2A-H2B W5 &S 45 /R R,
Z A A 4R NAPL = E 45 & H2B, NAPL Al
H2A-H2B 1) &5 & W % b 2 2. B J5 ,
Aguilar-Gurrieri 6™ & T NAP1 5 H2A-H2B &
HW6.TA oy HERI SRS, $8H NAPL LLSER
) % X 45 & H2A-H2B (12 > NAPL 45 & 6 4
H2A-H2B), 1% B & o NAP1 * Z 45 & H2A,
NAP1 fl H2A-H2B &5 & ey 2 0 1. TR %05
AT NAPL FRIE2K 75, B SRS o 9
FRORAE, WX RN E %, NAPL 5
H2A-H2B 5 &4 MW7 J& 45 R AR & 1IAE H
U B 2%, $87~ NAPL W& A HEAT IR, #
iE LR FHLH R R o PR A .

2 FACT

FACT (facilitates chromatin transcription, fi& %%
RS EA)T 1998 FE M EHREE, &
Orphanides ZFMI7EAE 5 40T $2 & RNA SR & B8 11 %
SRAREEIT, A HeLa 4HH A% -h 32 HU AL Sk 1 g
e RNA G0 1 H e i N 1. Bl S T %
# 8, FACT AXAE DNA it f& i R 3E1EH,
2 53| 7 DNA & |99, DNA i 1) & &2 97,
mRNA #1289, 35 22 R 4 FF OS5 A s sh b . 18
DNA #3 it f2 e, FACT @i 2/ H2A-H2B
AL /NS i 25 DT S e A% /N R 25 i AR e 0. ot
4k, FACT WS 1E Nhp6 HIHZE T SR /MEARE &
Gh4rN. FACT HFIANIEAL AR S (9 36 Spt16 Al
SSRP1 (iP5 % £} 1 4 9 Pob3)2H 5. L5 W0 91 %%
B, Sptl6 1+ 458938 Spt1eM Lh—A> “U” JE#g
1 45 M 45 & H2A-H2B, XA “U” B8 Mk
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H2B ol #EhEEH, S4E 7 #%/k DNA 5 H2B |
g5&3KIM, N FACT R 18#%/ME - H2A-H2B I fif
BT 45 M L RE Y. Tsunaka 25 Y o f# M7
SptleM 5 H3-H4 U KM S A4, KN
Spt16M MU AR T DNA 5 H3-H4 22 [8] ({4 HAF
. EBIR T H2A docking 45 #3555 H3-H4 2 8]
FIAH BHAE R . Bk 45 R4 7R SptleM [A] i) 52 i
H3-H4 UL K& H2A-H2B TE#/IME LR e 454

% DNA M E A EBLEs. Bk4h, Sptl6 F1 Pob3 [
C 3t 45 K4 (Spt16C Al Pob3C)H A — B R It i L
Xk, 5 H2A-H2B AL A, Wk C umssiy
)T BEAE B A AR, BRI C a B 2R )
feross, gERIEF TR, Spt16C Al Pob3C LML)
“cap-anchor” B4 A H2A-H2BEY(J& 16). LA
EEAEEM U, Sptl6M 5 H2A-H2B 45 & A MY
24 Spt16M 5 H3-H4 &5 G, SR
Spt16C 5 H2A-H2B W45 &, iX$E/r FACT 54 &
HZ A4 G RefEE 2 A&, XT FACT Wiffifl
A R MRS AS, B AT 2 Ml Re
fig B . — /> AT Be B9 L 2 Sptl6C/Pob3C 5
H2A-H2B %54, {1l H2A-H2B MAZ /MA Ffif &,
BE 5 Sptl16M R 7 454 H3-H4 TUE 4K, T#E H3-H4
5 DNA A EAEH, i — PRk i /N A R AR 5059
B2, WZEMEEAENTFREREYE, REF
Spt16M ] “U” JE &% M1 7 68 ok 55 7% Mk 2 8] (1) F2
SEPES, K FACT 5 -/ MBS B 5 — AN Al g
FIHLH 2 Sptl6M T %6 4 ) H2A-H2B, f# H %
IMA _E AR B AR 4 Spt16C/Pob3C, B JE Sptl6M
44 H3-H4 14 R4k, S DNA NAHEH
i .

3 Chzil

Chzl &P K IK H2A.Z HAEALEE, fE
g 3 1 IR 0 H2A 284K H2A.ZMY. A/ 81AN Chzl
A S MR I H2A.Z-H2B 338 2 A% 386 25 G 10 5
HIBEAY) SWRL, MR SWRI &G0 4 5%
LU 51 (1) H2A-RZ /MRS e ik H2A Z-AZ /M, SE
Ul DNA # i iES. 5X—4 B A1 2,
Chzl BRI AT LRSI H2A.Z 75 )3 31 X 38 % it
b FSE LS. 2008 £E, Zhou Z5ONE T VA WA W 3L
PREAM E T Chzl 07 (64~ 124 M EEEIR) S
H2A.Z-H2B JE I G450 . 145 K Chzl
K% 00 58 7 L AT XA R (1) FEL Ao 0 A R AE ), X — 551
AR T A S AL B AR R . Chzl (R 1

N i 5 H & B 455 IR 7 DNA 54 & 3 14
45 Chzl FIBRME C ity U 45 & 78 4 8 1 AR M X 5k
(acidic patch), BEIR T BRI X 380 5 Al DR 1 ) 45
4. Chzl 5 H2A.Z-H2B FIH HAE R/~ Chzl 45
&0 fEH F T H2A.Z-H2B I A% 3, M i 4R 3t
SWRI 461 H2A.Z AR, (R ZE Ry B 4%
ESE . 534b, Chzl 5L iR % H2A.Z-H2B HIHL
HILFFATERE .

4 Anp32e

Anp32e (acidic nuclear phosphoprotein 32
kilodalton e) % #] & M & & H /N B 17N A v 2
SR, BB B R 5 kR AR ) Th g e,
B 5 BT 70 22 B Anp32e BE 5 HE 7 £ 1R 5 H2A Z-
H2B®2,  Jf 58 6% K5 53 1 H A% B 3 el 46 7 A0 1Y)
H2A.Z-H2B, 1M { i % % (0 R A0 55 4h,
Anp32e I8 RERSH R B DNA XUEE K 24 (DSB) 7 A5,
1 H2A.Z-H2B, {3t DNA 5 {5 B % (1) 1F & i3t
17151, Anp32e 5 H2A.Z-H2B [ 5 & W55 K £ W,
Anp32e HIFF ML &2 FEH2AZ 1) oC 1RE
(& 1o), XFPH RABANAEIE R T Anp32e
X H2A.Z W RE SRR A0, T B3R T H2A.Z
docking Z5H T Y, 2 Joik S H3-H4 454 .
Anp32e I 52 H2A.Z 1% /M I Fa e se L H A%
% H2A.Z-H2B [T 6E.

5 YL1

SRCAP F SWR1 43l & Wi 7L 3l 4 J I BF v 471
TUHEAL H2AZ/H2A B4 s B ) et R S I 590,
YL1 F1 Swe2 ZFVEE [, —3% % 7l & SRCAP
AT SWRI Hf 5 P 17 51 H2A.Z-H2B (1) X 8
FLeo fERERRHAT, SWRI1 E &WIIH SRR
BT S M I Swe2 FIIE R ThEET L S 4k, R
& SWRI1 EEWIHIZ 0T EE Swrl tHREAE = 1411
7] H2A.Z-H2B%%), {H Swc2 k5 7 GERIR SWR
B EWE#H H2A.Z-H2B 66, FE2M H2A.Z 78
B NR B e AP 7, IX g 45 R OR Swe2 J2
SWRI1 B & Y528l H2A.Z-H2B 3¢ # ) e kgt ook
EW ALY d, YL1 BE /2 TRAPP(Tip60)4H &
H BB E SRR —, 22 R )R
HIPE A SRCAP IR A 2 — 07 (AR
#&, Tip60 &5 SRCAP E A5 WH S5 H2A.Z
AT IR, 2016 4F, Liang Z5PRIE 7 YL1
5 H2A.Z-H2B WE G4, 45iR ] YL1 B
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T ¥R 1R 45 F L 28 4E H2AZ-H2B, JFilid 5 H2A.
Z oC J& SE K FUZiE L K2 loop2 b 4 5 G JE R 1) 45
A SEPLT H2AZ (4 S MR A (B 1d), R E iz 0T
FUER] T YL e fE AR AMiE #E H2A.Z- B2/ MA T
R, N YLD 3 H2A.Z-H2B 78 4L {0 i 1 5 7 32
BET B JIRE SRR,

6 Swrl

SWRI1 & &2 4 th 5t 5 8 2 &4 INOSO .
FIER R, SWR1 &A@ K fi# ATP Bl
Ref, B E 3T X H2A- % /ME 8 4 ik
H2A.Z- /M. Swrl /& SWR1 & &% 0
B, BT EA ATP B PEREZ 48, Swrl fER3C
WEANTT SWRI EE5YHABW I B 45,
I Swrl B N i 5 Bdfl. Arp4. Actl. Yafd DA%
Swc7 &5, N SWRI1 B EWHRA IS mE 4
WAL B K% /MR TR BEFT BE . SwrlC 3 ) ATP B 45 14
WAL & — NIRRT H, 3G N T 512 Sweds
Swc2. Arp6 LA K Sweb 145 & it b 75 191 ™. Swrl
) N S 7] PLR 51 45 & H2A.Z-H2B, 1 H H %t
H2A-H2B ¥ /& 126 F1 /77, Swrl 5 H2A.Z-H2B

Yo A Al

TN R L RO DNA £ 4 i

FEA ) H2A.Z oC- 12 i

MESERFED], Swrl 454 HEET S5 H2A.
Z oC BRI, X~ R KT &4 E
RERBAKER, B H2A.Z o«C 12iE & Swrl 52
LI PR 25 5 e T OB X e). H TREEE
SRVR ) Swrl I 7L 24 K I SRCAP ) [7] 5 IF &
FEHIARLE AR, SRCAP XF H2A.Z-H2B #E4TiH 5
[ BARNLH A gt — DA 7.

7 APLF

APLF (aprataxin-PNK-like factor) /& — /> DNA
T % R F. BFFiR M, APLF g H C I iy
PBZ 45 #3515 PARP AL TE I 2 5% ADP 1%k
B AT 43 41 55 1) DNA $473 7 s t0#3, #E9E [\ R
Uity 3% #% (non-homologous end joining, NHEJ) & 1%
H, APLF NS08 B B et NHEJ R &) (1 41%
JF 4 % NHEJ 118 5 3%, APLF # C % iR 1t
[X B 4% 45 A H2A-H2B Al H3-H4 FA~5 4 )5 1)
HAEE. F34h, APLF & GEF5 B macroH2A 5E i 7E
DNA 3 53 hr £, 1fi APLF [ 3235 T~ i £ i i#
Cdhl J3 8 F 47 &5 macroH2A F % B &, $oR
APLF 7] fig & 2 & 1 macroH2A 1B & A .

H3-H4 454 L ®)
\ 9(Q° . / \
H2A oC- 1

@

Fig. 1 Structural basis of recognition of H2A-H2B/H2A.Z-H2B by histone chaperones
1 H2A-H2B £EAZRRBIRAIME R EE M FTEE
(a) H2A-H2B %5 #) Je LR 8 (A AR 45 A 10 5 B X (R P8 BT ). RIS SR /MR b i H2 A €8) 1 H2B(ZL £2). (b) H2A-H2B 5% /)M DNA
A XK AR, WM NRRNTEAIE. F M R XK. (c~e) Anp32e. YLI. Swrl 5 H2A.Z oC- iR &5 A 77 K, kR
FEH 1) oC- BRJE. (f) Spt16C [¥] Cap-anchor 5 H2B Hi/K O£$145 4 775, (2) YL1 FIZR N Z# (Phe) 5 H2A o1- B2 HE 145 & 77 .
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Corbeski 2587 i ¥ W A% G LR B R K B APLF
FIH AN O A R A TR R B (B = IR Try A%
12 Trp) 2> # 4l 7€ 7/ H2B 19 i 7K 17148 A1 H2A 1Y
al-o2 XE, 5 7%/ MK DNA 5SHEB NS S
(B 1f, 9. HEEHSMERER, OEARYS
H2A-H2B M) 456 B A H AWM BRI AT, R
APLF 5 H2A-H2B TE A S A BHAE 885,
FIF H2A- H2B M APLF 1% 3% 2] DNA 5 H At ££ 15
wA.

8 HEJEAHRIAANEEZAMEHEMFIS
FHLH

HE AR AR S M AR A AN =, A4
ZUIREWARAAE, PR HAR MR B 5 — bR iR X
B MAEAREE. RE&Wm, @i
H2A-H2B EMHAEH AHAABENE ML, &
B8R T LUK IR2H 2 AR AB 5 H2A-H2B 3R 51 47
TE B S [ A

a. H2A-H2B 541 & B 18 UL & #% /ME& DNA
MgEa i SAHEESE b, £ g).

2010 4, Andrews 558 i #4722 45 i K 3
NAPI il 45 & 4 5 B 5% /& DNA fAH BAE
R 55, PHIEZIEE (5 DNA B SR 5 R 4,
MR AL AIMA IERRZ2E . ToE ), HAihdE
FAEAR (045 & H2A ZX R4 5 1 () NAPL. Chzl.
YLI. Anp32e. UL K &iH H3 XBEHEAB
MCM2. SPT2 &)t n] Llid it 9% DNA 54 &EH
Mg G E, A R0E 45 A DNA R4,

b. HEHEMHIERL G FE H2A-H2B KA
%24k(K 1a, b, d, e).

EOAMAEASHEAMREBENE EMEN
H, ZHUHE O MES AR ANME N 4R A
L, G0 SptleM LL—AN “U” H s &
H2A-H2B, ZAEHFHAGN H2A-H2B 7 & (45 41,
B, HEAFHBETRRFBHEEANSE R ED
b, 1 H2A.Z HE A58 Anp32e. YLI. Swrl 5
H2A.Z 4544 S8 H2A.Z I oC 18 K 24 B 2%
JEA . IZBRIE A ZE P AN {42 Anp32e. YL1. Swrl
RS 00 H2A.Z )45 M kil AR 7 H2A.Z
(A% /AR ZH 2%

c. HEAMERA N H2B BisK 48 H IR 55
BeFr (1A 19).

HEAMHFEZ ARATFEAR B E SRR
BR, XA T I E e F R A B S i R 4

B4, CAmirEamamtiir, HEAHE
FACT(Spt16-C 1 Pob3-C). Swrl. Anp32e X YLI
mE R — AR H GRS T
D/E/S-X-X-Y/F, %57 F 175 7 e @ FL R (Y/F) 18
it B K M HoAF 4 52 (anchor) 76 H2B i /K 148 4b
(FH H2B K ol B2 HE -L1-02 W8I B — AN 5 7K 4]
Y, IR, bR SRR (D/E/S)il ot & B AH B AE
i & /£ H2B 1 o2 #2 JE M N Ui (cap), T B
“cap-anchor” {45 AL

d. HE AR X H2A.Z-H2B (155 5 P10 51
ML

R “cap-anchor” BEANHEHFIEL S
H2A-H2B s AR RS AL 7 B g Ay, (HA A
R R H B 8 R AR )RR ). H2A.Z 2 B
IR Z A E AR —, B 5EMHAEN
H2A BB ERFFIFBIE(Z) 64%), B0 & E 1
FEHNR S AR H . CH ATAEAT B H2A.Z e Ho Ry
R EAME W RE, 5§ YLI. Swrl,
Anp32e 4GB, H2A.Z (1) oC WRJEHS 2 K AL LB,
B A T A EUKE AT, ART S ERfEEE
e KMEBEAER. FAlahRyE, T
H2A.Z, H2A 1] oC #2)EH — M HZARKIEAN. %
AL T E H2A 1 oC MR E T, 2R R TR 5 1
R WS, MTFTRE T B KR, T T
YL1. Swrl. Anp32e 5 E A MM AHIAEH.
FEIEAR, hE Chzl B tiRA K H2A.Z &
SRR IEIR AT REAAE H2A.Z 1) oC B2JiE.

9 REER

TEEAZANNE N, Geto R g5 M sh AR & 31
HEAR, HEABIMN. A EM. DNA H
Bt dEgmBY RNA 52 P A - 11ER, A
MG E AR R B H2A-H2B KR4 5 (A 07T
BERE, RV T AT A AR R 4 R SRR 2 T
ML

WF 70 4L A B X H2A-H2B 28B40 25 1 R
FNLEIE R AR EEARCOCM MR . R AR 2
—, ARAHAEABRSEHMRTETERRNES,
B EME MR ER IR £, A&EAEE
s R AER KM, AEAMME5AEAEK
FEBASSN. Hi, X —SUE AR A D iR T ]
ZHIRE R, HYE, WA E A H2A fFEZFh
AR, Br T H2A.Z 2 4h, & FE macroH2A.
H2A.Bbd. H2A X &84k, O KENFFTUHIX L
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THRERZAMANSYE T 2MEmiEs), FHRA
HER DR, HEESNIENEREEHEZ
FHRIRE R AR, X2 R AR Bh A
WEEHLEIATGE R, ik, HEFARH, SHEMH
FH H2A MIEL, R4 & A AT H2A Bk H
A SRR, i B AR R A A
BT A A A TR MAEEAEH. 2017 4F Sun
LPVR IR B A SWRI X Swes B A
HEAFE WS, I H Swes Xt M4 & A
H2A-H2B 3 ik 80k, X BRI 35 1 101
M EARERE 2 FHLE 2 %8 =, NAPL. FACT,
NPM1 %531 41 25 (1 A48 BEAE 11 31 H2A-H2B K 7Y
HEHR, WEERN H3-H4 KM HER, ZEF
H2A-H2B 1 H3-H4 S5/ 22 5, X P FR 8 7
THURRTTREARAME. 34k, XEed 5 AR E
HRLZH AL ) H2A F 2 PR R R A A A I I R
P, U SR AEAE SR B & MR 43 L A LA
3 H2A-H2B RAHE AR RG], B0, &AM
HEE TR AR E AR, 24049
EAMBAEAE B I FE R BENE, RUEA G & 3)
FIIEH 34T, 40 Asfl 5 MCM2 St [A 454 H3-H4
TR, N MCM2 7£ DNA & i f5 h se B4 &
F 16 T AT DA R A% /0N 4 ) 2 3 SR A6 385 o, Ak,
Chzl FI NAP1 7£ H2A.Z (1) 4%t )5 2H 25 10 42 vt 4
IR AR . 2H 8 AR 22 )2 ey B 3 A 45
TEFRBBERANERE. e, AEAHE R g Ry
RGBSR R Z —, YR sh & I M
HEAAA, HEABM. JEHREM. DNA F
B, dEmiY RNA SRS 5. AEAMFEW
AT 3 i 458 IR BK 3R B — AN 28 1R R OR A5 A
F, BRATTI AR LD L [R]85 R A Mg e 1Y) )
B, T IRAIT T R H2A-H2B 287 24 25 AR Y 1)
REE A EERE L.
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With H2A-H2B Type Histones
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Abstract Eukaryotic DNA that carries the genetic code is packaged into the chromatin. The dynamic structure
of chromatin controls the accessibility of DNA in processes of DNA replication, transcription, recombination, and
DNA damage repair. Histone, a fundamental component of chromatin, plays a central role in regulating the
chromatin structure owing to its ability to introduce a large variety of histone variants and modifications.

Compared to other core histones (H2B, H3 and H4), H2A type of histone contains the largest number of variants
which increase the compositional and structural diversity of nucleosome and chromatin. A number of histone
chaperones recognize and assist the H2A-H2B type of histones for their folding, modification, transportation,
incorporation, and eviction. Here, we reviewed the recent progress in the molecular mechanisms by which histone

chaperones recognize the H2A-H2B type of histones and function in control of the chromatin dynamics.
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