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AE[ITSMHAZHFRERE
ZEIN FO# OBERY HHAM? FEzflF

(N PR BT WA AT B 7], FIARMS IR 011517; 28 52 K245 oy v SR Sl st A% E R 5T s,
IPAIERE 010021; ° P 58t [l b 52 PR S e, WA 010065)

WE HAZZAZTAMANTARZI— ZHARTHAEE ZHK, AH5RPFEEAR,
bR FRET; FELE#FRET. AR, REALRARBTHA X, A& T FIRH2AZ
TR e EART BRIk L 09 5 AR, i R ER MG, 122, H2A Zx 3§ AR M 2 L a9 4
FAPHIE R RARF R . E G T RARH2AZA0E 6 RIS 3T e GRS M e T2

WAVER . Z I ERT AR G T FARH2A ZEAT 4534,
AR AR AR, H2AZ; KMot At; et )i #% /M

KA

1 5%

EEAZ YT, DNAFIZ & A 45 64— 1B K
Peta i, A%/ MR G AR I B AR G A, e
H—MxOHEA )\ BAEL . ZOod i)\ R
4 th4Fh 4 5K (AH2A . H2B. H3FIH4Z B, 4 — Fi
HE & HA 71 Bk, 29200 bplfIDNA%) 14
GAERZ L AL )\ RARSMI, TR T — AN/ IMA
A ARG o i ef 2, EHDNARIZ & T HIAH
HAEHMERZ AL B3 (nucleosome core particles,
NCP) 5 gt i ¢F i e e —ile, ik — B S B g
.

R/ IR ) 5 555 8 ) B DN AR SR 1 A A 7
BRI BE . 4 A i AN ] B ad A0k v ki
NIRRT, 045 21 2 11 7 5% )5 18 i (posttranslational
modifications, PTMs)™. Gy it i /PR 4] 8 1 ) \UR
Perp 2 R SRR AR Y. A e )R ik
A H AR AR B A BAE LR R . AR AR
FEARLEAN ] (1) 240 1 o 390 T B W S A ] (1) G € 5 4
MIyfe, ik B Ay /P 48 HH2A
AN AR Sk, i X A e okl g T4 8 A, 7
AR SR (ELEE Sl RS 73 R0 P A7 AEH2 AR A 5 A
H2A.Z. MacroH2A. H2A Bbd. TH2AFIH2A.X, Ty H.
RS B L T A M. ezl s a, dEN
H2A KGN 2 A e 5, H2A 2RI R S BEH2 A-
H2B AR 5/ MARIDNA Z 8] AR EES . 418K
FITH2AZR AR F 5 KA 3 FTH2 AR LE, 78 CoASR )2
B KRR AAN R . H2A X CoR 3t A7 PR <5 11 22
AR A (ser]39), & BFIR 0 S DNAXUE 16 5

A 9%; H2AZ I CoA b J8 B A 6T bR, e A2 SR A=
A7 8 1 JIt i 2 1) MacroH2A [ CoR i J8 12 4 1<, )
EIINBEA IR 45 H2A B[ E 5 5, &k
CoR ¥ B 1, 1 HH2A.Bbd RN i B E 5 Fo A 1)
AR S ARSI, A H ) R AR S A ) £ A A
TE WL K1, K HHFD(histone-fold domain)f{ 2 £ 5F [
A H TS, NFIC o AR NI CoR g 2 7

MacroH2A F= B /3 A7 7E KRG X G A L, i H.
MacroH2 ATE RIGEX G A b 1853 A 52 R X e (B 4k
5 S 5 DR Xase (1) 1 7551, H2A.Bbd M 2% 3% [ X 4L €6 44
ek, I B S 2B HAK 1235 5E 4 o BB SY
BOR, 16N R T R 2 H2 A Bbd®; TH2A &
A 0 B S R AL R TH2 AR AR S AAUY; H2ALX
55 DR 2H A AR M, R BR D BRH2A4. X 3 BUE R AR
SEME BRI, T H A, 4R (AR R ARH2ALZ
Xof i[RI TR A4 . ik DR A R 0 Y o g b
MIPERTT . BARA R AR SR H2 AL ZAE e (0 T 45 1)
FIThyfie 7 TH A, EE e I - HLEE B i
ARG AE . T LAAS SO LR (148 S AR H2 AL Z YY)
SERUFIE. DhRE. LN RIS KGR SE R
Wi S5 5 THTEAT 2508, AR DCHE I T R4 it 5%

2 H2A.ZZEMIHHE

FAH2AZI MRS IR GT R EAR 026 A,
FE R — AN /NE R, PR R — B (] (4
1R £ 4k, MIH2A-H2BRIH2A.Z-H2B — 3 44 St

Wk #: 2012-04-05 152 H #1: 2012-07-26
*EIAEE . Tel: 0471-7392175, E-mail: lixihe@hotmail.com
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Ell HAREMAEEREEFARARTES ETHTHED)

Fig.1 HZ2A canonical core histones and their variants(modified from reference [7])

R AR, FE DU SR AR AL #2 1X, H2A.Z-H2B
TURARFIH3-HAPY S AR AH B AZ 12 TE AN [R] B AL 5
TAHH2A ZI R N IR Z B AR . H2AZAE
NS AZ EDNA I PHOS RIGAL LAY s, M1 % 5%
WO, T8I 2H R AR e AR MO Gt T A A O
SKPERHRA T 41 E AR S R H2 AL Z Y 5 SE DR i
S, W PR G i H2 AL Z I 36 BN, 8 3 25 18 0 6 A% )N
RS AWISNF/SWIFISAGA () 75 3507, SzIgF i, 75
FTH2AZI G4 8 RS e M AR, T 0] e S 3 1k 42
PO 2 1 25k SR Al . 21 R ETH2ALZ I COR g X A% 7y
A E TR 2 X E W AE Y. AR S &
HH2AFH2A. ZAZ /MR ) LUK IT 8% ANE], A2 AN [FH]
M S N I DIRUR AN ] . H Fluorescence reso-
nance energy transfer(FRET) J5VAWF5TR B, $hHT 41
N AEAE YN bk (Xenopus) Fl/) BUAZ O 41 B T H2AZ
-H2B = ZE A L i FIH2A-H2B — ZE 4 (1) 43 35 1310,
A H2A ZA% /N ) B B LG RAZ /A i i

JEARP, ZEAiL I BE(Saccharomyces cerevisiae) ¥
Ak, H2AZ A% /IR IR RS TECLEH2 A R /N4 1Y)
B o,

16 7% 0 41 B 1P v, H2AAR S A4 AR 7 3
H2A X 5DNAH 547 %; MacroH2A 5 £ 14 11 S5 e (4,
JR R ST R AT B, H2 A Bbd A 72 FL 304 EL G /)
PR A A44 12, HLDRE A 2 H2AZ, A
H2A.Z/F /2 i FE R~y AL AR A, IR R A 3))

SN R B (Plasmodium falciparum)$) NS5 K I
TH2A.Z. H2AZAE Wy Ia) i [R5 LR A B
H2AE . HATRAEVERH2A Z22 S AR a0 45 Wi 3La3h )
HJH2A.Z. Caenorhabditis elegans FE & (Fungus)
HIH2AVY B (Drosophila melanogaster) ™ X H
IRERI H2A . Z/H2A XY Y i Hi(Tetrahymena) i)
H2Ahv1P9, S5 HGH2A FANEIE(Ciona intestinalis)I¥)
H2AZ/F(F )P H2AZAEW R R] R o A~y P S ik
H2A ZW] e IR 2 B ALY 2 D e o

x1 AEATRKH2AZERE M AR EZFR

Table 1 Commonly used names for H2A variants across species

JE A=A AGES ERaEZIL )|
H2A 2K Protists Fungus Metazoans
H2A class FEh [itas: 75 M KA 2 1R (EN L] 5% L34
Ciliate Yeast Nematode Fish Amphibian Bird Mammal
Canonical H2A H2A H2A H2A H2A H2A H2A
H2A.Z H2Ahv1 H2A.Z H2A.Z H2A.Z H2A.Z H2A.F H2A.Z
H2A.X - H2A - - H2A.X H2A.X H2A.X
MacroH2A - - - MacroH2A mH2A mH2A MacroH2A
H2A.Bbd - - - - - H2A.Bbd

“RINANEAE B 1T I AR

“~” indicates either that no protein exists or that a homolog has yet to be reported.
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3 H2AZ5EEFTIEIFE

H2A.Z 2 B AR~y A B 1 R ek, 2 5
WA PUUCER. DOBRRIIE PR Al AS e MY “Z-A 55
T BRI ARTE M JE R S 37 X 3. H2A.Z %y
A )32, R REAE I AN [FPATL A A T 15 4 s 0t Mk A
UERAE IR,
3.1 H2A.Z3F £ E 55 R E R 220

1F VY i s (Tetrahymena) R BRF(Yeast) 1, H2A.Z
5y s s A7 RGP, JRAEAZ /IMAE R 52 5 HISAGA
FISwi/Snffff i AN, GifidH2A.ZIFE R AR 5] K
G050 4546 (1) A, AT 58 ) e s DY . H2ALZ
1 35 DRI B 53¢ i TR FE A B G SR, H2ALZ6 R R e
ST R MR . BRIE IR M, H2AZBR T
B S P LA, 5 b AT I PR R 0E A ORP, i
I MEK-ERK/AP-11 5 il 1% i 15 u-PAR(urokinase re-
ceptor, also known as uPA receptor or CD87, cluster of
differentiation 87)JE Al 1) L IAL7,

H2A-H2A ZIR A 3L AT 9T o, GALIFIGALILO
LD S H2A.Z CoR ity X380 A R R A0ORS 1P
W9 7, H2A.Z CAC 3 FIRNASE 4 BFII(Rpb 1) A )
AR GALIEEN A 81 et /AIMAR st ah for
SRR, K220 bpZe £ fhtzl A g5 RIREY, AT fig 5
RpbI LA 50 A, GALIFIGALIOW #iH2A.Z
KARAT 58 WO, BLAL, 40 5L I CLN2FHI CLBS
WAMBIH2A. Z KR4S 56 AR . W R HTZ IR
TS FILE TR TN 53 5 SRS [ 20 2 B+

LR B 45 R o, H2A ZAE I RE(Saccharomy-
ces cerevisiae) T 3= BN} I K 18 R I R T BR AL A
o H2AZM 1 2 38 1 356 DR 7 0 BR DX 3l Jo]
I RFHTZ1 45 /3 5 Sirpi BR . 54 R i A 22 0L 4t
{4)5i. MATING-TYPE LOCUSHIrDNA, 7534 5%
R e (VA = W B A S 1Y R AR VARSI ST 7\ =
4 W) tHSir2, Sir3ISird iR (9 4 . Sir2 JENAD-{
E A 1k SR, B 1S A HA-KL6, B
& W Sir3 MiSird 3 7] SH3FIHA 2 L BEAG % /NMAN
A & AHSS & o Sirt H 753 10 e e U5 i e 45
Sir2i5 3 (H4-K16 % 44k Sir3FISirdifs S &
P AL A58 e JCH2ALZ IR 41 i v, Sir2-Sir3-Sirdit
BE SR ALY 2

162 M AW P H2 AL Z I e R 5 A8 77 HE B R
DRI, A 958 S AN B SEBBH2 AvER AR 5|k S e
BT ECZ P R AR Ik (Xenopus) T, HIRNA

T-H(RNALK fil S H2 A Z 5 4 15 1 25 o7 3 R 3R 94,
N 51 A 5 T B o I e B 2 75 DR Ay e S i
SRACT I, H Are e I 1AL AR B .

UG P BE(Schizosaccharomyces) . #EE(Saccha-
romyces cerevisiae) K157 1) 510 41 o A w55 55 s ok
H2A.Z4% T 30 L 00 i 2R 3R 38 = Xl gt 1
H2A Z ) A4 5 ) 3 3G (AR 23 g TR B N 1~ 1) R 0A
B2k o
3.2 H2AZ33 E R R E R 5200

H A A 5 AIE B, H2A Z38 3o 32 [R50 BR A
RS R AR PR, N, 7R AR TP H2ALZ Y
FEGL TR G AR LB P4 i, H2AZ
5 59t 5t &% A (heterochromatin protein, HP), HP1-o,
(LocusLink: 23468)F1% [i1] 73 44 {% Jifi (pericentric hetero-
chromatin) %% {4, 44 43 % 25 FHINCENP(inner centromere
protein, LocusLink: 3619)} g A7 JFAH AP, x4t
W50 W, H2A.Z0 66 PR 304 T i 3 22 g A T
Bk R H2A.ZIP) X 358 B 32 b 5 DR 3 IR X B R
H2A ZAXAE SR B 3 A7 15, 0 HL 5 B AR DT ER 1)
st fir X 3k A0 BT IH2ALZ ] BEAUAAEH T 57
et AN Ge (0 FUAC e X . IR i o, 7

T4 e, H2A.Z Ll polycomb(polycomb group s
FIEVMALTT X EFE T R B UUERIE D h 7 iF5E e 1],
H2A.ZHZ #4 5 kDU K, TMH2AZ2:02 %
15 3L S BE AT %  IE 2 %2 {4 (androgen receptor,
AR) T S R PSARIKLK 3 1) 5 5% Woi% SZH2 A Z R 2
FAEF S B 11§ 10(ubiquitin specific peptidase 10,
USP10) 1412,

4 H2A.Z5DNARE1L

DNA A0 K e 8 4 45 K Fl A s v vk AL
BAER . fEEY D, Gt i AR A A 3 B
T 2404 ITDNA R AL (1) 4F L 418 1 A8 S A48
DNA FEEAEAE F ORI 5 B R 24 45 2 W 16t A 40 3 1)
WS HRR
4.1 DNABE . HEFTREH2AZINZ/ME

FEFLAZ L), DNAFUZ /MR ORI AT A %
Y]k %, W 4L HH2A. H2B. H3NIH441 1,
oplE] O FEDNAFI A 8 FTHLE $E 7 — g . ATPAK
S G o o A R 2L B B A B R 1 Y R
(R G SR S I BE IR 20 2 1 A8 SR H2 AL ZAE Swi2/
Snf2 FH JC ATPHK At 1 % /s 1k T 44 52 &5 ISWR1-CAT,
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1 FEAEPTO . H2A.Z 3 B I R 5 R g £7 781, 1E &
LTH2A Z0 e PR 53 5 A A — 250°% . DNA I
A SRR, SR A ATV G € )5t T AL 52
B )AL H L8 16 R T DNA R AL, ()
20 85 AR AR T DNA H AL R AL T A
SEIRTEHE . AWK B, H2A ZFIDNA UL 2 TR 47
TERRIR I R 45), 5-Aza-2-Deoxycytidineifs 5 [FIDNA
LH B R SH2AZ S S, i #E i DNA
25 FIE AR R 0TS Snf24H G 22 I CBPILG £ 1 (Snf2-
related CREBBP activator protein, SRCAP) & &4/,
4.2 H2A.ZH)E 5% 5SDNAR R R f1#E 5%

K TS IE AR P DNAH AL RS, K
FH B AL DNA %% SLU00E 777 (methylated DNA im-
munoprecipitation, meDIP)7, 45 LG oR | £ 8% )81 &
x0T EE GBI, T 7E Annotated genes’
SRS AR A7 s [ R A K AR BT R 2,
DNAHIEALFIH2 A Z 1) — LSR5 1k Je 2 TR AH . LE A
7R, DNA L AL RTIE  41 P (R H2A.Z 2 (8] 7 7E &
JE FORH ORI, G AR PRI A v S AT H2 ALZIN 2R 4R K
SRR B AR . H2A.ZE S e FL R 3 sl U
A7 BT, AR AL T IR AR AS I, JE A A S
AR IH2ALZ, T AR AR A0 3 DR o 5 v 7K F 1
H2A.Z. Bb4b, 14w JF(Arabidopsis thaliana)k
A, i KPFH2AZ S HREA () 3 Jos 147 k104,
4.3 CGRENLFETH2A.ZH 2%

L ARH2 A ZFIDNA L A #0806} 2 53 7 15 ke AR
M, BRARRKR. A T HFFIDNAF S Wi
B L WH2A . Z ) 52 45, ZilbermanZ5/FDNA H BL 4%
F£HF(DNA methyltransferase, DNMT)_L#ET5845, 58
A% J5 FIMETHYLTRANSFERASE 1(MET1)% /i, 2K
Ja KrH2A ZB) 53 AR A . ATDNA B 48 Mg gk AT
RAL L J5, BEACGI HBEA KT 25 BRAR, (H 2%y
TR R DR 2 DX 380 AF A e £ PEDNA T BRGS0 7%
Met1 575 J5 K Z150% 1) 4% Jo 1~ Ab T oM IR A,
IX ] e T AT 3RS H2 AL Z 5 (R i sk s, i
ASEDNAF AL AR . W DNA F LS R B E AT 58
ARG, ERE PE AL S ACHEH2A ZZR B, ML HEHE %
7 SN

5 H2AZ3F 6 RGN
AT UL TS A TR R /N 5K 5 TR /S
PR S5 RIS TH, T EL R T 5 S [ 4188 1128 S AR %

AME, HokzAIMAZ AR, X AT eSS T 4L AR
SRR S5 HFN DB 201 .

T A H2A ZIZ MR B AR S5 1 5 D H2 AR /)N
R 5 RE) AR AT 7O 8 R /N A 3 1A [ acidic patch
AN FEA80 . MR ) o 5|
REE G ME MRS MR 2 T A AR
=N
5.1 H2AZREES5E B 72 F(pericentric het-
erochromatin) #4544

RN, /N ORI IG K B iR, H2A.Z
Z: 5 7/ R IR G e 5T TE . G 8 5T AL
TR AAE oA A, P9 41 g A (inner cell mess,
ICM)4H 1% B RH2A.Z, {0 N 25 50 4k JF 4 3K k.
H2A.Z W) I 06 2238 1 26 70 8 Ta) e G €8 J5t X 380 A7,
T HAE R3E XY kb gl ok o B LUH2ALZ ] fig &
T 1) S e (0 O R R RS 5 o H2ALZAE D B 1) S
et bs s, HEAME T 454 & HINCENP(inner
centromere protein), 1 #[42%, K TICM, H2A.Z{E
HEAS U2 A B A (R A DA AN R ) e e g8 i rp K
HRE, WXL/ Ak h, H2A Z/EICMA i A1
W2 40 B 2 1) 3 A, 3% Ak P, 52 AN
WZg0 L. WARAE R & A R rh, H2ALZAE A
[F) e AR DI S5 AN R ) 0 A i Ol 7240 ez,
H2A.Z 5 56 58 A 115 TA) e % 00 5 X 88, TTH2 AAE B
[i) S e 0 o X 3 2%, P LAIA A, H2 AL Z 2 FE ) S
RN EE bR EREEERE, B ) 5 g e i
TS N ESEE N R, H3KOE 42 b 2 J5 7
HILAY, A6 IH3K 9K HP 1 B2 R st 44 A
A, NI 7 R AR RF R ) S G €0 3 (1) 4 A IR ST

TE /I BUVR G 1 480 i 5 1) S G €20 5T IX sl 2 2
HALL T S AR, 1 75 L X S8R T DNA HT AL A
o HICMIF IR 2240 A0, B8 TR] e G4 €4 5] Bt 2
THH2AZ. AEEHAL O, 48 FH3
L FIDNA F AL (1) 22 574, H2A ZAEICMZ Jfd Hh 6t
K, H2A ZI¥ i 2R W] RE PR AR o e 0 o IX sl ik — 2D
i, AT INICMZH 1) 73 24057
52 H2AZEB S EERPHMER

T T) S 4% 0 BT G 00 7R 43 5 R i I 4 SR
L (0 E = I T 3 RN g ey AL SR RN
Jett Ry B BT, Hok, B Rl g i EH TR 2
PR gE A E N, B OARNIET) . AR E .
5y EAH K VT FHINCENPY,
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XTH2A. ZIZ/MAS S R AR 73 B o, H2ALZX)
T[] S 0 A 4 &5 0 I R FEAZ MR 41 4
R AL MR ZE AT EAE R, TE R B 45k B
SR R L I 2 1) 45 ), H2ALZ 38 o 4 A% /N4
T2 2 2 1) (PR B A FH A BEL L B S T 1D v 32 R 4
S5iK. [, H2A ZA% /A LEH2 AR /N & fEDN AR
FBE AT 0] ) 2B TR A T, S A AR D 2 P R B
(1) 37 % € o ) B AR I

INCENP /& 4 {4 {Apassenger protein, 7F 4 & {4
3 BRI 5T 43 e f vp i AR Y, INCENP S
Aurora B kinasefE K4 FE W HIL, S5/ %
73 B 4 B A H3BER A NI Survivinid 72 . {HE,
INCENPYE 41 i 43 24 v J1R ) e % €657 B 1R A2 A AL
S A WA, HP1-aFTH2A.ZA5 B 1) 53 4% (0 i 3L
SE AL, 1 HAEINCENP R AN /] X 35 H AR A H, 7EIN-
CENPHE & ¥ [X 3, JE Ji% — > combined docking pad.
H2A ZIF) ik 2% 5 3004 4 1% B (fission yeast) 1 faf 214 e
B (fidelity) i 2 FEAI™

G 00 J5T R 3 Ay 5 R M e G 10 TR S e G
i EPIRN gt i, H3K9AR k2 S Wik, 28
IMTHP AL 25 45 T8 1) 57 4 (4 )it . MacroH2A7T: 2K i
XG4 b s 4R, 7 m]— MDA g 5 n] DU
AR A (WAL B FTH2 AR ? H AT, I8 kLRI X
AN ). MacroH2AFIH2A. ZANRESL € A, X464 1
AR AR AN BRAE AE [R] — M % /MR T 60, 7T RS2 2
SCARATLE R, be Ry S o AR i PR . A
RAE ] — M A, —/NH2A.ZH—>macroH2A
Z K BERC X 2 S 3L 1 loop-L1'loop X 15 2% [a] i 5313)
5.3 H2A.Z3 R & R EMIR 20

YO TR S e (0 B B A IR W A S, T
BORRIA QL AR T A . HUAR, R BT A R S
TR TE BT FUAT AR R B RERE, B2 G T3 (05T, 7
AR 22 I {8 H HTGVE S HORSRA O MRE, B, 24
T SO S e 10 T R 1 A i

TEG o i, H2A.Z38 i 55 ATPHOR 1 3% 14 )5t
ERACRE U R Rew S5 R 41 PENIHET ‘S ianl
X LLAT A W) I AL Swrl . X 2T A W) AL
Swrl ZH Y HINuA4LL i H LI I S 50
TiAb, e AT B R Yk T B Y, Swrl G
NuA4 5 5P G (0 AR TR E T AT R,

TR LB Y40 b, mH2A. 253 BURE D 41 A
SEPE B S | R A R o B B i . FIRNATFHE AR

IR H2A. Z7K V5 B 0 57 77 5 i LA S % 10 iRy
S HE FTHP Lo E 3 43 A1 52 B

PR B AN BL AT R S 7E A 22 i P A e A
Y e 4 5 e G 10 U AN TE AT K. X SWI/
SNFZX I Ji 03 Swrl i’ #F 58 & B, 264K i Swrl i &
FH2A.ZB3%, BAfI{ESwrl & &) 474 vl fig 5
Swrl/H2A.ZAt 7% PE e € Jo7 X 35 (1) 58 7 Ko Swrl
BEMEAIA 2K, Hh A 2 75 T INOSO
HEY PP, A7 56 2 IR e Bl . SWI/SNFA T
P A 1 53 Swr L RTINO80 5 HAth pl 53 A [F E T &
= T 1 I T W (split ATPase)[X 1557, (1 T-H2A.ZH
SwrlfE Gt g FAE A7, M BRSwr I TH2A.Z1E Bt
AR TR 20 A Wl 2 ek DB, By ASwr IR H2ALZ IR T
B EE/EM. Swrl & &0 G TH2A K AR
HH2A.Z, Y47 G0 JoT AL DR (R PR SR AR 1 i 5%
H2A.ZZ: 55 T 1/ )\ TR G 10 GRS e PR IR 2 RR),
SR IR IR, Hr 418 TH2A. 278 S AAH2A.Z.2.2
B A8 S A& (spliced variant), 3= %45 B T 4 €0 )5 45
Ry AR Ak, JGHAT k% /MR R e PE RS, H2ALZI)
acidic patch residuesXf %% (4 Jit T A D) fig il 45 42 5%
LR Y, RS 2, H2AZX e 0 5t F k) e 26
AREE .

6 FHESRE

1 B 1148 S A RO BIE 500 Ak S 4 2 S
FOFSE 4 AR AR FTH2AAS S AR P 2 b %,
{ER A IR (R H2 A S 4o A 7D 9 454 D R A )
L. 2 FTH2AZE S ARH2A Z AR 44 A R
BURE T AR, BOERF ST SR, HERER R A5 R 4
8 [ T4 B EPR-SetTAIH2A ZIK 3%, MTTi 1 1)
REA B A0 . H2AZTE 5 Sl 0 B A0 Tt Ak,
PR IR AT T H2AZK T, A8 B8 % B O, %
U2 FTH2AS SARH2A ZI BT 50 D2 I T 4 A3
AT IVIHERE, 98847 (V2 AL (B12).

FIF A 0 47 48R 178 S ARH2 A Z AR MR AL AE
FTT 44 05 DX SR 2 5, I FEDNASE 7 DX I8 th 47 46
W2 2 B F B T 5 418 1A AR H2A 2
VAN 2 WA R LA PR 0 S R 4 M Ty i 2 40 25 1
A FARH2AZ R T % J AL 1 1, JLR B
FOIRE AT 407 418 {148 5 ARH2A Z A (o] £ R V56
W TE I S (R K02 F AR 10 S ALE 1 R AA
H2AZTAE? 44 (748 SARH2AZEL I I 3 fig ST
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B2 #MRROES SRERZEEEERTER

Fig.2 Schematic of association between nucleosome core particles(NCP) and chromatin

WU R S ARH2 AL Z I e AR R 1) 254
R Qe 5% i G 0 AR 2 g 2

ALY H AT T T, 5B AE 1 )

PR T HANTE RN POF 2 gk, MUE A B P25
WRH2A.Z IR 5 5 28— 5 REAE 40 M0 A0 2 0T R 4
EPN(DE
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Histone Variant H2A.Z
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(‘Inner Mongolia Saikexing Reproductive Biotechnology Co., Ltd, Helingeer 011517, China; *Research Center for Animal Genetic
Resources of Mongolia Plateau, Inner Mongolia University, Hohhot 010021, China; *Inner Mongolia International Mongolian
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Abstract H2A.Z is one of histone variant of H2A and widely conserved histone variant that is implicated
in protecting euchromatin from the spread of heterochromatin and involved in transcriptional regulation, antisilenc-
ing silencing and genome stability. H2A.Z may establish structurally distinct chromosomal domains and regulate
chromatin structure and function. However, the mechanism and function of H2A.Z for chromatin is largely un-
known. Histone variants H2A.Z and their post-translational modifications play an important role in the dynamics of
chromatin structure and function. In this short review, we will discuss about histone variant H2A.Z.
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