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Regulation of chromatin remodeling in apical meristem of plants

YANG Rui-Zhen, LI Hao-Jie, SANG Yi, MU Chang-Jun*
(School of Life Sciences, Lanzhou University, Lanzhou 730000, China)

Abstract: The growth and development of plants depend on the maintenance and directional differentiation of
apical meristem. Thus, the apical meristem must maintain their structures. Furthermore, the apical meristem initiate
the development of various organs through the differentiation of specific cells. Therefore, precise regulation is
required in the determination of the fate of each cell. Chromatin remodeling is a kind of regulation mode that
extensively participates in these fate-determining processes. Chromatin remodeling affects the binding of various
transcription factors to chromatin through the precise control of chromatin modification by a series of complexes,
thus making cells feel the stimulation from various signals and environments. This process plays an important role
in the regulation of spatiotemporal specific expression, silencing of genes, and formation of a series of molecular
switches. In this paper, we summarize the latest research progress of chromatin remodeling for regulating apical
meristem, explore various pathways and important regulatory factors involved in this regulation, and propose future
research directions in this field.
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WG, . Yeth iU A i 2 AR 20 R i 909

B, AR BRI R E R TE S R LR T,
LD 2 0 = S0 O AR S ) s SR I T 4 A
AT . FEA AN R B AR T 4 A A 2R
IR PO 200 L 2 T 3 P9 T4 R e R e

PRI SAM & — AN RERIR S RIEE ), &
BN 3 ANX IR« T A H 0 X (central zone, CZ).
CZ J& [ )31 Z [X (peripheral zone, PZ) 1 CZ | J7
[ X (rib zone, RZ). CZ j& 25Tl ¥ 7 4= H 2 #%
O X, Z DX I 4E i — BAR AR MIRES, IF
Hifid 73 2ok 78 T4 2 &, [F I A AH AR 1)
PZ F1 RZ $&ALH 4NHE . PZ M4 AL 7 2 HE 3 HE RS,
2 DX I A 38 B R DX A3, T 25 A X e
MU B RZ p 4 i o 2474 B IR R4 -
JEAA 45 4 (tunica-corpus structure), SAM 1] 434 3 2
RPJZE (L), WK B R (L2) M8 H )= (corpus, L3).
L1 A0 L2 JZ i 40 M #S kA7 3 J& 73 28, 10 L3 J2 14
5 2407 ) A 32 BR . SAM 4R —H £ fE
A, YR EE S A R e R . T
H 4140y (SCOC) i T CZ X L3 |2, %X,
FH /D S A AL B LB AT 2 SO FE AR 5 a7
T SAM Tt CZ X L1 A1 L2 |2, 1% X 45 10 41 j 43
KW HNG, MR A, TR s RE74E
PR A, AR PO DX — 840 2 LR PR T4
L5 % (progeny of stem cells), fgfR#F 2 I REHFME
UG HAE RS, R TR ; 53—
RN T 40 (daughter cells), |58 25 4 i 1) 43 24
R M B O X I8 N o AR LRI 3L PZ X, AE
JEIAPGE 73 BEFF AT 04k, RN 53 A 2P I 2%
BEE, I 0L, SAM B A KA I sh A L5 1,
T4 B (%) 4 R AR T A L £H 23 2 AR ) & b
PIUR P AN A 5 1 I SR R A%

fE LR IT B9 RAM A1, — 2 F 4 il & T2 jk
SCN. £ SCN {1 2218 7 & ' 240 Jif0 #e #k D9 e A
FRuC» (quiescent center, QC), 1% X R 4 N4,
QC ZPruh 2 i SCOC. 7EMR IR KA fEd QC
(VR STAN R B AR, T ok WA i B 40
QC AN A2 4] J&] 40 B 7 AL AE 5 R X, QC
IR I AKX RR > R AR A, AR e PR
QC AHiffurhge, B BRI, SEfi B E M
QC fiTAE kAt sk 2 T4u i, efilaei =AW
R E KA, W IR R B R,
RAM T4l 4R 2 A B A5 BRI ), %4 QC
Wl fa, ABIT A MLK B AN ET A DI RE
QC, QC BEJBUE 5 7 LAERFAR 2241 g J= 0 A A

B, H4R SAM Ml RAM fE45 4 F = RIR K, HE
ITERZ I, thin#Ea A 2.0 (SAM H 1) SCOC
FTRAM "1 QC), 2H 2 v 0o J B 1 400 Bl
T-4Hf i — 20 = A S R AR o

BRab MIAHALZ Ak, 33X 9 b 2H 23 o () R 32 WL
WHRZMHFEZ A, L2520 475 4 1w E H,
R A T i 4 A L S 45 0L 1) D A AR T AR Kk
J&, WRNRKIT —FR512 5T A H R34+
AL FE R, Ik S35 (K] 5 AMEAS 5 — e 4L il R A
(1 4 SRR A K A k. TR E IR Z,
NATTZ T & B T 40 B RN Eh T 40 i 25
Dife &5, T4nMtaas 4 Rr 20 BA AL 0 FHL o
405 A0 R e S AE  R AR [R], - BT LA b
R WL = T B o e € KT 1) O A i
T 52 AR5 7 S R (1) 3R, AT O AR 40 T i 73 2 2H 21
AR AR B PR . AR S ISR IX G 0 5 R W
WAL LERY) SAM A RAM 3 35 4 B Sk A 28+
KT, X e A5 i AL A R R B AR
YRR -

1 RBREBLRAEFESS5RHT

FERZAEY Y, DNA FIHE H— & % 48 hl
—NEEE TGN, RN R, RO n
JEBNASHT,  FLah Mg ANt 35 4 B 93 6038 A i 2
A, TR 28 A RS il 2 S A AT A A A
B2 DNA 2. HAH. BE UL
Sz Y. AAEY ERET R AR
B AT Gl (0 J5TAG T AT RS 17 R 428 SR R i) % S 3 S A
W 5 G i a5 S e S R, T A Rz
B APE 5 IR, AT A WA I L IE
HI R Geth ik b i IX 28 52 0 A% Bl i
(epigenetic mechanism) Fft 2 18 1o 25038 Yo €6 )i 5 1) oK
SEILRT,  XORR Y% i )5 B %8 (chromatin remodeling),
EANIFE V2 5 R N 2 o e PR ik S O BR Ty T R %
FLAEFE P, R A0 R S G 5 B R AT 2
HIPE R AR I AT AR A AT I o %) 40 i R
PF AR E F AR BEAT AL L E Y, TIAESH
L K o R P X A AR I AT 22 7y R i 25 1 AR
ML, A ARG AT RE i B CAEK B
LB By [ I 2 U 38A% P P 390 12 0 09 4 L £ B
T BRI AT, O oA AR I AE AR E A B SR A ERA
Bi TR A Re PRI Mt 7R RE, ORI C I E
o R EPR - ME 2 RME T s
T, I B SN 6] ) 3 B A ELORER AN, 3L



910 AR

ERIESS

F A — N E AR FRENE . B AT R
Z IR e 0 o B 98 T AL HE AR IMA LS I / A% A
A OHA. HEAF I ATP #8145
HIPE,

Yueey J5R 3 o e FEE T 44 1) 465 R AR K L BELRS 1 45 %
SEIXAE A AL TE B AT, T R A 1]
S 0 J4E A0 H R o SR SR R o B — PR SR g R B
b E R R AT I B R AR R,
1 “RRE” FER/MEFEIANR W, B AR 25 5 itk
ITRFRBE, B, B, BiRiL
Mz ZEE. H o Wb 2 4 5 B AL
(histone acetylases, HATs) i {bSZHLAT, 418 X
FAEM 5 FrfE DNA X IR 3 sis % A oG, T
HEE H L] U 2 S AL B (histone deacetylases,
HDACs) X 405 [ HEAT 25 20 Bk Ab A8 4 17 410 1) 5% 5%
TEVE, IR R — 0 U 45 ik DR A TE M 1 4 T T
Ko T, ORI 12 4> HATs, filtn HAG1/
AtGCNS A %} 20 5 [ H3 55 14 A7 #i & B2 (H3K14).
HAG2 #] %t H4K12 LA }2 HAG4 7] % H4KS i3t 17 2
Betbasts U AR, AR A% LB LB EY
WA RN, C 4 %P HDA18, HDA19 %
25 CIAGBETEAE Y AL KRR B ok R v ok 4 H 2
W AER U

HEAKHFEMFEERETHRAREE, X
S 5 1 o e € R A I P A EE R R . H3K4 AN
H3K36 1 H AL R SeE A 0%, 1 H3K9. H3K27
PA Kz HAK20 [ H AL 2 5 L IR (1 5 e . 7290
R ST IE R A 47 RN NS & SET 45
P 11 3 R R A, BT AT 9 T AN K
e P, ATX1 Al ATX2 J& T TRX (TRITHORAX) 5
e, EAITRERS M H3K4 [ 31 2 53 N B 5 )
BoE U ZESh W, PeG (polycomb group) K
e PR R A4 PRCI (polycomb repressive
complex 1) F1 PRC2 Sk 11 il & [A] (1 4% 3 % i 1170,
PRC2 w] DA A4 H3K27 () = H B4k, 1 H3K27 )
= HEA AT D N 2 i 1 (polycomb) e )i
1% (chromo-domain) P Il () FFAE, 31 A 2 i B2 B
52 &G IR X g A5 - PRC1L E5WIHTE
. PRC1 BERT DLE 4L H2A (1972 200k sE i
S, AR R] DU I R ke A ELA R I e )
SER ( ORR S g A ) SR 8 SRR 1) e A IR
. ERIE I, PRC2 45 EH <7, i HixA
AR5 B & T R — AN R K. 7R BT
A AT BRIE R PRC2 25, S A% O EHE CLF

(CURLY LEAF) 5f, SWN (SWINGER).EMF2 (EMBR-
YONIC FLOWER 2) 5, VRN2 (VERNALIZATION 2).
FIE (FERTILISATION INDEPENDENT ENDOSPERM)
FTMSIL EREY) K B &N BOR $5 B 2R A
U, CLF F1 SWN & 4 SET 4% #4935, & H3K27
L A0 G 2 & W b B GO P I T 2, CLF A
SWN DL K& EAITHI 244 EMF2 FI VRN2 7£ ) fig
MEIUAR. ERFEIFH R T PRCL RUE &Y
AR, Sahdsial, ef1d5 PRC2 3Lf[HZ
AR . PR IT R AT BoR, Yt i
17 1 LHP1 (LIKE HETEROCHROMATIN PROTEIN
1) ( XFr TFL2 (TERMINAL FLOWER 2)) 7£ 4%, )5
LGS S H3K2T = b A M, %
W] LHP1/TFL2 7 J [K 1 BR o 7% v 4y v 2540k 3 P 48
Mk ZHiEAREA. kit 27, LHP1I/TFL2 7]
Pl AtRINGla F1 AtRING1b #4254 RING 45 14
W E A4, 1M AtRINGla f1 ARING1b 5514
0 f PRCT %00 24> RINGI 1 7 R 95 B 48
VIR FR IR A AE — A ShP i i b A TR IR 0 B
EMF1 (EMBRYONIC FLOWER 1), ‘&# L5 MSII
I EAE IR 5 DNA 454, 78 H3K27 = H &bl
R EEER Y,

L1 it A ) 0L FE T o R A [R)E 7 BAH (bromo
adjacent homology) 1, & H 5 EMF1 (EMBRYONIC
FLOWER 1) % i — ™ 18 7 %5 5 1 2 & %) BAH-
EMF1c (BAH-EMF1 complex), H:AHS5I31##% H3K27me3
id, JE SRR AR S Ah, R
- K R v 590 E 7T BAH (A5 1 2 g 5
KAk H3K27 454, 45 EMFI1 YR &E AR A
&), 1% 1% B BAH-EMF 1 ¢ 7E JF A6 R AR 57 1
Mz, WY 5P BAH-EMF e 75 & 2 f 4
BA AL PRCI MThhe, REEM MY 8 PRCI
i VR A A LR P PeG A B 1 FLC
(FLOWERING LOCUS C) # R YT ER 2 in bR 48l 55 7 11
FFAE I 5 ¥ 4 10 2 W3 A% JF 26 ¢ P VALL
(VIVIPAROUS1/ABI3-LIKE factors) 7£ 1& N 5& fi7 T
B X 3k, R 2 AL FLC % 018
FLC RN B AL i 978 23 40 i) 3 Fofr 22 0 38t
& IT REIE A, XA 948 23 fH i PHD-PRC2 (plant
homeodomain-polycomb repressive complex 2) ] ili% ,
X F B FANH R T VALL 78 PeG A S UTER L
HORIEVER .

WFFIE K IN, REF6 (RELATIVE OF EARLY FLOWE-
RING 6) o] 2 = H I 41 8 [ H3 Mg 27
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(H3K27me3) (1) L BE AR Br 2 i A 3 1
FERPUER BY, H3K27 25 W il ] 3 0 1 2 A B
A SRR AEEYNRE, AfEEER
BRI . 1 REF6 W] I8 ik iR 7 45 %2 ) DNA J7 51
Sk 1 #% H3K27me3 [1)/K~F, X i8] PeG 7E i % 1
IR R B Pl E N EE R ER P

G £ 50 (1) 555 o 5 S U 3 AR HE ATP K A =
A ) R BRI % /MR R A B 5 DNA [ 5 fil,
N AP 3E i TR S S B 3R AT o ATP KGR 1 e £
iR B A A 2 R ATP 7K AR =28 () e B i s ik
[KI4H DNA 5 2H 8 A )\ SRR 1 AH BLAE FH DA R k% /I
FEGL T TP I ARAL, {8 DNA £ 75 ok M i 1k 4% 5%
DRl 7 e Fo At 142 R 7 5 I XA FH R i 45 6 BE 2%
5y, HEmiEHERE R I FRIE P R R IR R AL 2
RIVEEIE 40 N EEH R IEF= W8 T ATP {8 1 42
R E R A, R ATP B4 MR 2 5 T b
Iy ONZ FPEAY, AR SWI/SNF . ISWI Al CHD 45,
SWI/SNF f & 75 BRI B o 45 58 ok, 2By
B 7R I BE SWI/SNF 24 V)4 H — A~ ATP Fig
AR AN AR O B BT, B A YIRS
B R T 5% /MA DNA 254 2, it 4 m1E B
ST R, TR TR R A A 40 2 AN gRED
SNF2 5 i ATP ¥ 5L [, Horb 44~ (BRAHMA (BRM).
SPLAYED (SYD). CHRI2 1 CHR23) J& T SWI2/SNF2
W5k P 2 46EHE SRR fEFU R 7+ o BRM H 55 2
—/> SWI/SNF & &1 () ATP B s fr ™, 768
FEK. MR E DAY A FE o v 0 R 5 E
YRR B, s b, ST brm e RAE R AL
sE R RIE, FHAMEMMRIEIR R A b
BRIEPL, brm AR T WA A LU A,
B2 i AR R /N FLARE B0 ki R il Y
Xt ABA UK BT RS L AR AL, il
IHRER 2 R R E B . A 0B, SR TT SWI/
SNF S &l 5 B a7 Mme&ibv454, s 7 H
BoSFH SRR R A ER, FREE ST RO
SERAEEGmAD RNA (1214 B9,

GIF1 (ANGUSTIFOLIA3 (AN3)/GRF-INTERAC-
TING FACTORI) A& #% 3 4 Bh s IR T GIF K
() — 5, FERL R T 9 & B R v A o Y
B R T8 5 DNA 45 &5 5 7 3L A4
FH e 7 55 Yt 5 R R T O RNA R A
IT (Pol IT) KAk 5% . AN3 LB I+ SWI/SNF %t
o )51 5 98 2 A ) BRM (] 1 388 % A B 7E 3% 8,
AN3 3 o 7 32 Yt 5 5 9 SWISNF & A7 F

RESREFRIEg R Y., BRM #id S5EDE
SPER) H3K27 25 B 5L REF6 (RELATIVE OF EARLY
FLOWERING 6) #H 5.1 FH 9t 3 55 21 H b 5= R A A
REF6 i i HAF R 45438 (ZnF) IR &4 CTCTGYTY
ERFREEFEAA S ™, Rt R, et iE
93 SWI2/SNF2 V. 5% % 1% it BRM Al % 5% [K] - PIF1
(PHYTOCHROME-INTERACTING FACTOR 1) 2
[ AFE AR EAE A, LR RIEE I R A
B e WESAE T A KN brm SRAS s LB AR 7 R 30
BEE g, b TR M SRR R AR R AR AKCE
(3% L4 (ROS), Ak, brm FRAZ 4R — LE gL A
HFIRE KL 1 B, 140 protochlorophyllide
oxidoreductase A (PORA). PORB F1 PORC, iX %t Jiff
TEM SR ARG PR A R B IR, T DA
35 ) R g

2 SAMAFELRWUSTIKNOXK 3 & R E ¥
AL

EMERGH, SAM [P & Ak T B homeo 45
FIg e s 7 WUS (WUSCHEL) 1) B IE, 1
WUS {EM G K B 2 18RS 05 0 & W R 28 (1) A K R A
R, AR T4 A7 & SAM [R5 K 4 £5
HXBMIHBEERY., 2ARaR AN TS
WUS f)Feik s, flHRE XM R T OC X, %A
J& AE O BRI ) CLV (CLAVATA) % K] 4% KNOX
(KNOTTEDI-like homeo-box) ¥ 3% K- STM (SHOOT
MERISTEMLESS) (13515, 1§J5 & 2k A F T
CLVI 1 CLV3 Rk =) (5 5 S8 24 4y,
I WUS #£ SAM IZH 3Rk, HALELE CLV3
FEHFIE T80 K 7. WUS J& CLV3 K 1E i/ 4%
K F, 1 CLV3 M| & WUS 174 7, M
B AR s ] i DLk S WUS |10 BERR &R, il
B X T SAM [ K /N 1 45 DL e &5 #a) 4 77 1 22 O &
g W FER R R B ARG, STM A WUS ()i #2 58
BEAE SAM H ISR A7AE B4, (BT T REAE A
HAATIR R, HEEES 5 BEY KR NG 7
HEWAERET . STM e (Lt g MRS
FSG, 1) T A0 6 3R ER 2 AR 1 AR B 1Y i STM 55 R
BRIRA W FAN, iR E M WUS 1 CLV3
Tk MIE R R T, BH5 wUS 150 e AT
1EREE P,

T4 B AR 2 S A S A 7R AR Gt K
TR, Qe idnl. AEA WL R ZREA
00 1) 55 T 428 0 R 1 R B R 3 B SAM KR B I
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HPOSL IR SCATIR, FAST I FAS2 S et i 3%
BLE AV CAF-1 )HEE 3, FASI 803 FAS2 R
#8250 A ZE DLB AN T T0 s 43 A= 20 2 7
A, R AB A ARSI, Hf
WUS )RR AR E, L1 AML2 4
R E AL B WUS 1) AL R, F£ W] CAF-1
FE 40 1) wUS R ik i B v kK ¥ AFE H . BRUSHYI
(BRUI) #4155 12 5 DNA 5 1 gL 0 5t 457
Fase E4ERE, HRAALE SAM [ERFLA WUS 3%
B T 5 RAAK fas] RN fas2 AEH FpL BV 7E
HAGI/AtGCNS W 548k v, WUS B FRIE X 34 5L
BRAEHL Y, R\HAE A LB R
WUS s g R R 3EEM . 14, 75 PRC2
SAEYWW I gw Y 5L K| CLF. EMF2. LHPI1/TFL2
(g2 AR v B 2 51 7 WUS 335 W0 1 it 1 BV
ICU2 %t —A~ DNA K& o AR, TRlS
PRCI1 E &%+ 1) LHP1 F 714 456 i 2 5 DNA
AL, 1T ICU2 (2R R 5 fasl . clf-
Ihpl/tfi2 }H— B AR AL, Ht— P KB PRCI 7
WUS Rkt FEEREEEERH. AU EER
HEM, FELRFE WUS RIEIHPRE L FEH, DNA
il R Z G CAF-1 A SR E.. HEAL
Ak A K PeG E & T 14 & AL B 1 S5 1
G e it o I8 I F R B R AR

AG (AGAMOUS) 1] 7£ WUS i1 5538 5% PcG &
1 TFL2 (TERMINAL FLOWER 2) ( % LHP1 (LIKE
HETEROCHROMATIN PROTEIN 1)), M ifij B 3241
# wuS ik B, AG 2t wuS Hifll i AG Al
TFL2 45 & I PANRE 8 X3 l— /N B 53k, AG
P 5 TFL2 #HHAE R, 1 TFL2 5 44 57 31
LA T AG, XWULE] WUS Gt 5 3 2 i il
WUS FIE K5 —FpLsl B9 54, i shimgn
LI SR AE DA, 400 M R S S S Bh A P AT 1 4
P8 5 A5 SWI/SNF W 5% ik B 52 7E N [ 4 £, )5 8
YA ATP g 1 3% P A 26 P70 U 37 R AR E 4 A4
SWI2/SNF2 WA RHA, 43792 BRM. SYD, CHRI2
F1 CHR23 ), .7 BRM #1 SYD 7E#LFF 7 R & it
ﬂ;% EPE% % 5“5 T%L» }—‘— ?Z E,:J ,T/E FH [30-33,35,37-38,40,58,61] . SYD
IR H 3 S8 WUS Rk KV B LA K SAM RF
AN, BEFUE R, SYD REf EHiES WUS I 15 3)
Tt BEMmIET ATP AR Y 65 B L) BB
W4 WUS H2eik 5 % P, BARD1 (BRCA -associated
RING domain 1) 2 — /4 SYD 45 & & H, HRES
B WUS EREY BE SAM 1A LT L2 2, 1

BARDI K1iE B W BEAK T WUS FI3RIEKF. Hitk
HEMI, BARDI i@ i #i) e 5 ) 8 %8 R SYD 3%
SR B AR wUS (1 A /KF PY. CHRI2 1 CHR23
e AL @ T AF 8L A SWI2/SNF2 ATP i i — /> 43
X, EAVULVPERA KM EEY PG E, ERE
R D) AE A B U 4x. CHRI2 F1 CHR23 1155 XL
RARTCIE R AR 22 A ) A= ple,  HR I
IR RE B DL R IR FLERFE R B, S AT 55 0 AR 4
FIFELBLH SAM Al RAM [fik [ ), W] CHR12
A CHR23 7 g i i 2K L ik 12 2 5 SAM #l RAM
(IR .

KNOX Z 1) T 83 K75 28 75 A 44 (1)
FRIEE WUS HAb, ILFE4ERF SAM (1) T 48
52 Y KNOX [ T R JL[R {35 STM H1 BP (BREVIP-
EDICELLUS), BP {ER\FF ikl KNATI. STM
B DRIE IR i o A RS B0 A1 B o - i 1 ES s AN
SAM (KR, HAEEEA SAM Xk #8 A w1k, H
FE O ZE 28 JR 3 b A2 PUER I ™ 5 STM iy i 2k 58 A%
27 BR SAM H 41 M Vs 1, 3 BCEE TG T o AR
LA . BP/KNATI. KNAT2 Fl KNAT6 112 7F SAM
PR RIAMER, ENERe BS STM 5 4C
&, RSB 5 SAM G 4ERE . B RiE R,
HEE A LA AT PeG H A0 23 A4t i H KNOX
Fk 1 KRN RIE KRB REEMER .

16 PRC2 B &k — AN W0 3 4 i L [K] CLF )%
AR T B WL EE ) STM A KNAT2 78 W v ) S A
FKik, BEAEEKR —ANWHEGILR FIE TiiRE
FR) AR B ob 3 B STM A KNAT?2 UL )2 BP/KNATI
(KA Ik 1, 78 CLF F1 SWN [FXU 538k th STM
S AL RIK KB, R B CLF fl SWN 7E 471 1
STM FIETFEF I TR R TU AR B2 W RE & B,
CLF & [ e 45 & STM 1) e (i [X 4k, Bt LA 7E
CLF F1 EMF2 X 9&AF A v STM 4% {8 )57 [X 3k H3K27
() ZE K 22 BEAIS, I BLAEE clf swn BT emf2 vrn2
SURAF A X P AR S SN B B2 I e 7T R i
PRC2 v DL B 438 H 85 1 AR 2 5 KNOX F %
[ RERMFRIAEIE, #1215 SAM 1 .
AtRINGla Fl AtRING1b #& PRCI #% > V. % RING1
MRV [, 16 Ihpl FARARR Atringla”” Atringlb ™
G AR A Tt g I KNOX 58 Je T 28 3k PR 40k At e 310
H1 B % LHP1 45 & 67 A AT 20 B R B, LHPIL 6
i 455 KNOX 5 1 28 5= IR (1) e €0 ot [X 45 5 3l
X1, i LPH1 F1 RING j& PRC1 & &K IR 5
5 LHP1 26181, AtRINGla W 7] i@ iF 5 AtRING1b
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M CLF 44 RAZ 3 H3K27 (9 W 4k, 25 F Tk,
AT T R — AN AL, B LHP1. AtRINGla fll
AtRINGIb B8 % JE i PRC1 HE &1k, ZHE A K S
PRC2 5 &1k A2 5 H3K27 = W EAb &1, #Eif
I KNOX Kk 1 HEF 1RIL, &I SAM
MIRE .

3 MHRMESHE L BRETRFHRER
EHIRE

MR 4G T SAM H I PZ X, BERIRCAA T
B B 4 1R 2 R ) 0 DA KNOX 5Kk T 28
FEERI 9 40H] . AST (ASSYMETRIC LEAVES 1) 9wt —
NEH MYB ik i sk R, 2 R E 1
GEHER, 7E SAM HZUTERM), MR TR Py
Fih% ik Y, GTE6 (GENERAL TRANSCRIPTION
FACTOR GROUP E6) #& — /™% bromo & #4354, [1)
EE, e EBLE S AST AR X I SAE A
H3/H4 (¥ 2Bk, dEmifedt AS1 RIE 7. iR
Hi, AS1 BB 5 41E A EE 4 T HIRA 454 BY,
MAEY)H HIRA %A% 2 S BUR MG S, FE5] & BP/
KNATI F1 KNAT2 ££ W 7 o () S AL K 8. X 3R B
AS1 Fl HIRA BB IE R — Nt i E G &k 5
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