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HEBPEFHENEBUTXAMRHER

et mRE ERT R AR T
CHRKEEAE AR 2B, BRI 430072; MEsfoRbH K2 FIFER 22 BE 2627, 5L 430030)

WE  UTXZ—H4H % MNTPRE M BA— AN ImjCHEALLE IR L0 FZ G 15158, £& 5wk
FMRH3K274% &89 =/ = F 34k, EoFHAH L UTX—7% @ T8 i 2 & T EAEE M K3k B B
B F R3IE5RF _LEH3K2Tme2/3/K-F, 5 —F & ] 5MLL3/4H R a4 iA4e 38 5% F 69 H3K4A F A1k
K, AR I 45, skl UTXEE T vAid it 5 40 &% & TBLAE45 B5p3003k 2 LBELEEHDAC
#a:ﬁ_ﬂfﬁ)ﬂxkﬁwﬂuﬂﬁéz BT, it B 45k, EARRES &, UTXEZA54A KL
F. MBS RIEABARME A EAL, SR S AR R PRSI, BREFRROA L
B, ZIIFTUTXE) RATAF R ARF AT &4, St ARG 7T F 697 60AE A T itae.

N HE AW EALEE; UTX; H3K27me2/3 25 HI LAk JE bR G sl 4% A B 3 %

Research Advances of Histone Demethylase UTX
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('College of Life Sciences, Wuhan University, Wuhan 430072, China;
*Tongji School of Pharmacy, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China)

Abstract UTX is a histone demethylase containing TPR (tetratricopeptide repeat) domains and a JmjC
catalytic domain, which is responsible for the removal of di- and tri-methyl groups from H3K27 (lysine 27 residue
of histone H3). Mechanistically, UTX downregulates the levels of H3K27me2/3 on the promoter or enhancer of the
target genes through its demethylase activity. Furthermore, UTX binds MLL3/4 to regulate the H3K4 methylation,
resulting in promoted genes transcription. Additionally, UTX interacts with the HAT (histone acetyltransferase) pro-
tein p300 or HDACI (histone deacetyltransferase 1), and thus regulates histone acetylation and affects gene tran-
scription. UTX is emerging as an important player in cell growth, developmental process, differentiation, immunity,
and metabolism, and has been linked to human diseases such as Kabuki syndrome and cancer. This review sum-
marizes the recent research progresses of UTX, and discusses the potential of UTX as a therapeutic target in disease
treatment.
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g5k

UTX(ubiquitously transcribed tetratricopeptide
repeat, X chromosome) X #F{ 5 KDM6A (lysine-
specific demethylase 6A), E. A 414 H H3K27me2/3 %
AL BRIt . UTXZEDE LT XHetufk B 1998
“F, GREENFIELD% "R ILTE XLtk TG X 35 P
UTXHKIR AT DAHEAT #5510 W L AT 6 B e (AR R
MIFEE T AT UTX 8 8. HAr, % T UTXH
WF 98 2 A v £ xR s 1 B B R P A T
TEEAZAY Y, HE A H3K27H 3 B, 1M
H3K27me3 /& — 7 5 4 [t Jo [R] B S 10 ) 2 3 0L 10 A
Etfibric. Pk, UTXn] RUEE 2 R H3K27me3 AT
(R, Ak, UTXH AT LS MLL3/4% & [
TR G, AP R s B, Jded ey D
&, UTXZ 518 . S AR RGE5RE IK
HRE, IFEAKKEMEE WSS RIEE
BAEH .

1 UTXHIZEHIF{EFAHLE
UTX(E| KDM6A)#2& KDM6F it — 5, 1%5K 1
fI At 24N i 51 KDM6B(IMID3) Al KDM6C(UTY)™,
UTXAL S VA 2 LB 1 1) TmjC &5 43, DA
J 6~ TPR(tetratricopeptide repeat)Z5 415 (K 1A). JmjC
SE I IATE Fe? Ml o— M 1 — R AT TE I 26 1F T AT i 4k
H3K27 b FE R S8 SRE, T 25 B2 A A i FR
A B, T TPRES Ak 2 5 2 1 ot 45 2 10 o 2 [ ) A
HAEHY,
tide repeat, Y chromosome)-5 UTX I Z IR 71 51 5
[F5 (86%), T UTYRER €A T Y4tttk b UTY R
H 5 UTXARBUE TPRA ImjC &5 #3818 i T H ImjC
SERI OGN i R BRI A 5 8 R H L
B IS T ARAS e BIF TR B, 4 B B U () e BRL7E
WRHG R & 5 12K A 02 5 (B4 B bk UnclP i R T
SERIRIAIIE R KB , BAMUAT 25%H) UncE R i

UTY (ubiquitously transcribed tetratricopep-

TPR JmjC
@ o )
Y : 1212 22 JmjC domain
907 1070
X l 1424 aa TPR domain
1095 1258
IMJD3 I 1 641 aa
1337 1500
(B) (1) Histone (2) Histone (3) Histone ~ (4) Chromatin  (5) Transcriptional
demethylation  acetylation/deacetylation methylation remodeling elongation

Transcriptional activation

Transcriptional repression

Transcrlptlonal activation

O
O

%K4me3

mRNA

;8
«

p300

HDACI1

SPT6 SWI/SNF

A 3P ImjCR 2 8 25 AL 1 2544 ; JmjC: Jumonji CE5 #4938, TPR: Ik &2 )7 HI S5 F44; B: SAHUT X% 2 R 4% S L) .

A: domain structures of three JmjC lysine demethylases; JmjC: Jumonji C domain; TPR: tetratricopeptide repeat; B: five known ways of UTX in regu-

lating gene transcription.

E1 UTXBZEW R H i ZREHLE

Fig.1 The structure of UTX and its transcriptional regulation mechanisms
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MR TSR RAE. k, 2RI R E i,
UTY R UTX T REME BT 21— 2 M E R L.
KDM6 Z 5 1) 55—/ B 53 IMID3 1 55 [R5 A 185 4
oAk, FPrgmbs i 8 E RS ImjCAs /e, TR A
H3K27me2/3 % WAL ER DI fE, HA 5 TPRES I,
HEAR IMID3 5 UTXIFAIFE 4% H3K27me2/3 1) 23 %, {H
P R IR R AN e A ], e AT TR AE Y 2 D R Al
AFAE B 5 22 )0,

BOEIIRF R E M, UTXZE /DA LL#E BLT SHp
77 R R R 4 5% (B 1B): (1)UTXAE Ny H3K27me2/3
25 PP LA Bl ot B[R] 5 )1 BHY 9 1 B 3T 1Y H3K-
27me2/3HEAT AL, (R k BE DR I e s U015 (2)
UTX™] L5 MLL3/4(mixed-lineage leukemia 3/4)JF
B A AR R R (R S B B 9 B B H3K4
FeAl, IR kR R e 1 U0 (3)UTX S LIt % il
p300(E1A binding protein p300)5,CBP(CREB binding
protein)F H.AEH, #4558 H3K2 7/ £ BiAk, (et 3L M #%
M (HUTX S 22 4 WAk B HDAC TR EL/E F AT &
AR IE R 5 )11 25 S Ak, 0] 8 DR ) e s U1,
(SUTX—J5 v LA S 4e 4 )i 3 2 54 SWI/SNF
MEAER R OFRER, SR ORSEHEER
M TR s 5 —J7 v LS A E A 71 AR

SPT64S £, IR [FAIfe L Al (1 o790,

2 UTXHVEIEfRIETNEE

PER—ABEFRM B AL W57, UTX) 2
Z 5N EE . AL, RRERM . AR DL
Je A0 A A RV I R 2 i R, SR AE KR B LA
J IR 0 R A R B BB R R E (R ). AL
K MCBL TR SAN I THI KT A SR UTX B A SR AT 72247 A4
g
2.1 UTX5%BRIJBESL

H3K27me3 [ /KP1E MG K B BI85 ANB BL 2
RANELA, ZILGANAENRE, L R
LRI, T AR R BB Y
AR, PR, UTXAE N — Fh B 2L H3K27me3
ZHENES 5B RRNEERE .
211 UTXREH5FEMGLE UIXREELES
s ALV ) LB B —— WK SR A 25 5 1 (Kabuki syn-
drome, KS)™., HEGKRLZHRERERE, FIH
HHEE . GMBRNEERTE . IR R
WL K 2708055« /N Sk B2 2 S I D1 B LA
KB )R B IREET, 20104F, — W45 1
TR, 76%1) KSHH A & H H3K4 F 3 5 F2 il

®1 UTXEREIRE PR R A B RAY
Table 1 Animal models and their phenotypes associated with alteration of UTX

R UTXKT i) EE BTN
Animal models UTX level Phenotypes Reference
Caenorhabditis Knockout Embryonic lethality, reduced fertility, posterior devel- [22]
elegans opmental defects
Knockdown Increased lifespan and stress resistance [47]
Mouse Whole body knockout Embryonic lethality (females); [7,29]
smaller in size (males)
Muscle satellite cell specific Impaired muscle regeneration [38]
knockout
Thymocyte specific knockout Impaired T cells maturation; [58,60]
enhances the memory formation in CD8" T cells
Endothelial cell specific knockout ~ Promotes vascular regeneration [40]
Adipocyte specific knockout Prevents high fat diet-induced obesity (females) [51]
Demethylation inhibitor Inhibits the transcription of inflammatory genes and [54-55]
prevents the development of diabetic nephropathy in
mice
Human Loss function mutations Kabuki syndrome, leukemia, bladder cancer, esopha- [25,62-68]
geal cancer, lymphatic cancer, ovarian cancer, pancre-
atic cancer and lung cancer
High expression Breast cancer, prostate cancer, medulloblastoma and [69-71]

cervical cancer
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KMT2D(MLL2)5A5 it SEU , 110 W5 4E J5 /2 MLL2A:
RARAZBIKSH A ORI T UTXFAZ S, 5,
52 UTXDL 1 RAL T B K ST ] 4 A i 7

UTXFIMLL25E 7% 3 B KSHK & IF A 58 4 M

[ fEMLL27EAE 5 RKSHIHR N A A 50%2 H 31
RN JOR GIRGZRREIR, TEUTXRAE 5 KKS
B9 N AR A 1ZRE IR, R Bk, 3E— B i 7T UTX
B HRKSIR RS A B T B s il . 697
KS?,
212 UTXSREMAFH  WHARY, 7£4 5 Ui
FREGHMER H, BT OIER B REAG. #hEE A RIL
DA S AR5 H H /b 45 e ORG-S BUR IR SE T P, AL
HIE R, fEM G K B fEd, UTX— 51 & S A1
Hox(homeobox)J [l 1) 5 )1 S 3G 51~ X 42k 1, AT
FEAGAZ X 381 H3K27Tme3/KF; 73— 75 TH 5 MLL3/4
TR E Gk, TR B Hox R JE 3 1 358 1 1
H3K4 H ALK F 020 SR [F {2 i3k Hox B DR (R 5% . HH
T Hox F ik =& R ¥ sh ) 1E 5 MG & B LA B B FR I
AT 10 SR B e S DR+ 121, R b UTXGE i 1 458 Hoox
FIL KGR E -

WEFLRIN, EIR Unch: B P B 1R B 2 H IR
REBET:, 1R Unchx B 1 m bR IR A B DL SR UTX 25 F 4L
Bt v VS 2R I 2k LR AN 2 R IR IR ZE 12839, X 3R
WIUTY AP UTX SRS JT 51 2 1 IR G & B PG — & 4
EVER, RIS 3R 7R UTX I R B v P X 3800 IR iR &
BHA— ., PRI, UTX /)
2B A LD U8 R B R FEA R £ H
AL GG PERS b Ah, UTXEE I S 2% a2 /N R
SRAFAE R B B, (HA5 2125% AT 47298 B R AE, R
Ao, T AT, X 51T SCHR K UTX R AL 3% K
HiRG. FHBR/NERRWE MR
2.1.3 UTXSMAAEsAeBAE  UTXA] LN
B I A2 % 5 204k . SEENUNDUNZE BOIZE 44 4
B IR (C2C12) /i B R B UTX AT
55 B RV E (Myogenin) o LA LR B (muscle
creatine kinase, CKm)J& [K] I, il ik FRARIX 2/ FE K] 4
T MR B T B H3K27Tme3 /KT, 5 MLL245 & 42
TR 2N R 5 - X 41 [ H3K 4me37KF, DL
RNAR A B IAH AR, L EE k5L R A% 5, A8 pk
JULEH A 1) RS2 ) LA 48 B (myotubes) 7304k . WANG
S USHLAE C2C 1240008 /N BV G 40 ff L &% 3 5 £ i
farR R B, UTXA] LA 240 8% E 4> F 118 Spt6 X RNA

FABE A EAER , (23 MyogeninFl CKm {1 %5 5%
VL SRR o0 Ak o LE /N BRI G O R TR B 1) i A
UTX WA E CHAER, & MR MLC2y, a-CA.
Myh655 LoV B AU R R R ik . BRIk, UTX
dif R FRYEE /N BRCo I R B SR 2 LR IR BB ) 32 22
Ji Rl 2 —P7,

Ak, ENLRSEE S F AT, UTX W

RAEEEENRIEIER . #8240 (skeletal
muscle satellite cells, MuSCs) & — 245 T4 fu4F
PERIRTAZINL . — BAENLASZ 405 , MuSCsh vk
WOBETT N5 2R AT B 5 , 3458 J5 1 MuSCs ] %
Gy AT VLA, 40k T AH B Rl A 50 5 R R AR AR )
LR & LUME R 24 LA . 7 MuSCsH R A i
TEPEER A UTX 5] E /D BRUVLA AR RE 005, HEWT
MuSCs i1 LA A 70 A6 A S T UTX R 25 Y B A g
TIPS MLRIBTTE R I, AR LRI 2, UTX
TE 2 W Al S 1 PR My ogeninF CKm JE 3y 1
I H3K27me3 7K, 1458 CKm A Myogenin ) % 5%
MR H R, (2dEMuSCs A B VLZ0 L 5344, AT it
WLRI AR A Pz E P,
2,14 UTXE5h¥® A miafiAd N ERERE A
Jf(endothelial colony-forming cells, ECFCs)/& L& /£
B ERTRLI I, 25 S RGIEE. eV
B AMG AR SRE BER ML, BCFCs M B 8 B HAth
ML T H 3 0t 2 A i, 8IS A N2
I8 B B4 K B RO 0 1 8 Sk R AT 1 4 12 2
NS5 ik A B2 41 P (human umbilical vein endothelial
cells, HUVECs)# — fl % WIWECFCs. NIZEHR I,
FEHUVECsH R UTX ] LA #E 40 i 3T # DL S I
TR MLHIHT FT 2R BH, UTXO ML T o 1Y) 52 M) = 2
218 I PR miR-24, HE T A 4% I T R %Ak A
(R 3k — D AE N R A0 AR e 1 s 5k U ) /) B
HEATHBE P S0 R I, UTX A6k 2% vl DL 2 1
B A,

A, I T ECFCs 2 ) 44 PR AR 480 IX 33k G 5k
M e S5 A BT R, ek 12 X380 I A8 T B
T A o 18— P A4 36 A4 1) 80 42 Bl 5k v 1) —
b, UTXA] DA N AR E . TEIREAIS 0L T,
UTXE P B, 13E 1 52 e 40 i P9 T H3 K27 H 240 7K
P, AT 02 48 i () s e e X VF 2 UTXM
P AR ) — BB R, B B RS s = AR
SEIGIEHE -



R aE: HER A % R EEUTX BT Uit e

1391

2.1.5 UTXL5 @ty €42  Oct-4(octamer-bind-
ing transcription factor 4), X 4%k POUSF1(POU
domain, class 5, transcription factor 1), H POUSF 1%
Kl i, & POURE SRl 1 S e 1 — B3, 0 T 45 ik
JIG T4 L %) 22 988 R A 1 R A AR L A
H, R4S A2 68 T41 L (induced pluripotent
stem cells, iPSCs) [ E2 K 52 — W1, W58 K,
UTX A LS ¥ 5¢ R F KLFAAH BAEH | i POUSFI
e %, dERF T4 0 ALVE REMY. BR T KLF4Z 41,
MANSOURZE WHE R I, UTX ] LS Hofth 2 Fhi 5%
A1 Sox2. MycHH BAEH , 3 A 34k 41 g i)+
Y )4, TR, R UTX A4 il 2 2 25 3704k
TRE
22 UTX5%#

IGF(insulin/insulin-like growth factor){s 5 i %
& 45 2 1) R AR 5@ B, MAURESAEIZE
FEHI L R R I, H3K27H 34 KT 3 T %, I
2 DL I RNATE A @R Une il B Hillinsulin-FoxO
G, KA R . AR, JINGERIH
RIAE 32 4 A NUTXRIA =T+ 5, FHE FIUTX
Al LA  insulin/IGF- 145 5 i B8, B4 i i) 704 7
e, A TR SRR, LR
AL K w20 2R b IGFIR(IGF-1 like receptor)) 2l T
FH3K27me3 (7K1 5 45 et 5 AU M, X it
g5 RPoR, UTX AR 2 2 IR R ARSI Y B & 5%
N ERAR OR S, HILAE AT iR F e 5 2tk —
AHE .
2.3 UTX5HRB
231 UTXERer  B@Elig ey sz
RAeEME L . H ORI NIRRT 5
AR, SACETE P B 8 & R AR, 2800
PRIw AL I 5 1 45 ) W R AR K R B D) R, OTA
SEOE [ A i B A B3 T3-L 15 5 A ik A2 b R B,
UTXGH i 1 % 5 5% K Fc-Myce Sk 6 i 4% g 7 41 j
7o ABAE /N SRS AL Hh (R BIE ST A0 BN, i 17 2 21
R S P R Ut B0 M BT DA v iR B 0185 3 O
JE; I H 5 3R R v B I AR RN R B, R
I /N SR FK) PN B I DA R B T O A R S 25 ik
ACU LI FE R W, A5 R 7 H 2 e B Ue—J77
T AT DA A 7 H 23 B R L 1, o5 — U7 T2 A2
TSI [ I S L[] 7 1 5 i, N T 48 i 0 2L 23 A 1)
MEIER & B, R BE AR 5 2 AR, 3L [ )

JERECY,

Bk T AR A R R AN, UTXIE S
iR iR = e ARG s i) B e
IR E, ArEE P RIHAERE &, R AT RE R
AR . LISEUSR I, H S bR 20 ks e )l
7 Wil A 40 JEBAT1, 7] AR AEUTX S Ucpl F1Pgela%s
FE KL DRI S 3T B SR T4 A, (R AR R Y
ik, I FEACAR SR IR R o [R]I ZH A ZE 0214 R B
TEA TIPSR R, UTXAE /N B I8 7 R0k B 2%
ETt. BB KB, UTX—J5 1 Al PR AR
JE W5 7= #435E Rl Uep I F1 Pgela i 3) 1 X 3 H3K27me3
(7K P 53— 5 T A] LAFH ZECBPHE i 72 IR A 1 i
H3K27ac/K -, H [F] e 1 7 F35E D] 1) % 5 o 384 s
M1 5 20 i ) e B v RESY . [T, E A €2 IR i 41 AR
Hd RIBUTX 2 BRI AH M P H i = Ee AR R 52
232 UTXE#ARER  KEEMEAEES T
B PRI , 17 5| ESHE R B8 55 R . B LR B,
UTXZ 51 PR B 1R A R B, MAJUMDER
S DN I, TEE R AR S N R 2 A
UTX %2 T =, TTH3K27me3 7KV B B [ A% . AL T
FEFRM, Bl ROR 51 B /NER Jagged (25 Notch1
FR LA ) 5 TR S 3 7 [X 45 H3K 2 Tme 3 I 7K T PG, A
1M Jagged 1 7K ~F, ¥0iE Notch1 i@ S, {13k
B /INER R G0 A 1) 25 2304k, S 2N R B AR A

[FAE L, FRATT B AT AT 7 R B0, A PR ' e
R 25K PR (db/db) /N BB T, UTXIER KK
SEALAE R G A, T LA BN DL N ER R
R I B, IR AERE H3K27me2/3 7K1 [
K RIER T ACE EFEL B /N 0] BT 4T 44k R
FIDNAB T BB HE . 45 T H3K27me2/3 25 2L
fif 300461 77 GSK-J4, AT B 2 22 /iR db/db/IN BB G 8
FEN . LR LA K DNASR% B, IR, UTX A&
H3K27me3 [ 7K1 4 FR s 15 9 1) & A O g LA E
SRR, R AR B L2 5 X H3K 2747
AR A B IR R0 BSCA 20 6 5 0 FR0E R
TR HE S5O,

2.4 UTXXIRAERK S & 5200

BATTH AT AR IR R I, E /N BB NER R A
o IR UTX AT U 3k e s 8 98 9 X111 b
FLI6 )3 PR % 535 LIZESH R U TXAMY AT UK
8 25 R A T R B B M 4 B R 216 L (R 3
T FEH3K27me3 WK, (R H#E116%% 5% [Rlf ] DL
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MLLAM B {E F 34 INIFN-BI) 1 58 1 X 3 H3K4me2
K, (EHEIFN-BII IS .

UTXO G2 S 2 B4R T, 32 S AR I AE Hox
THE & B oL ™5 . S1P/S1PR1(sphingosine-
1-phosphate/sphingosine-1-phosphate receptor 1)7E i
0 T M STt el R R I SR . MANNA
SEBSR I, UTXA] LA SIPRIBE R 658 T | ff H3K-
27me3, 958 SIPRIF)¥E 5%, T2 2E B4 TEH MM
ML . Bbdh, UTXIE R LLIEHE S100a6. 112rb.
Klrdl. Klrkl. Cxcr3F0 Thx21%5 5 B3R 345 T4 53
e BCRAHE SC R DR (1) 2 53¢, (Rt 1 9884 TR ) 73
A8 FEim I i e S R T Prdm 1 1R 55 3%, SOl 4n i
FEETAHA(RICDY  T4HA) 11 A2 4ERFL.

2.5 UTX5HiE

FIRHE TR, UTX A ) 2 Kk 5598 LA
S AL IR, O B PSR UTX N Dy 42 — Tl i
JeE AN R 500 SR R ORI ST R B, UTXAE AN A
FAJERE TR VR I IR R 78 B IUE 5
[N = o RN NG AN L ST AN 74 S
DA it e A5 IR R v 22 AT UTXH) 2R 35 9848 T AE
FUMRFEO BT B 2 4R fu s T DL J
U N 2 R R UTX ) ik .

UTX AT DAIE I3 18 2 AL 0 5 240 i 988 2 9 (reti-
noblastoma protein, Rb)f*) 28 [Kl % 55 >R & 45 35 i yeg #0
MR T VR F o R 2 40 0 08 5 1) SO 4% B 1
T B L P S DR B2F A DG (R B E R i 5%, ok
I ) 240 B 46 5 T o s DR B 308 . WANGSE PRI,
BN SUVERE R B LA & B4H Rk 258, UTX ]
PAREAR RO FEEPR] J5 3l X 451 H3K27me3 7K, 11
R T2 e PR 0% 7%, 400 o 4 L 0

{HUTX M AT DL 1 J5 e B DR ) 2 ik, 4 v
2 60 (1 164 5 DA S AR 2R B8 0, AR 1 S i 1) R A2 R
J& . KIMEEUYIBIE 98 3 W, 76 7L 40 g b, UTX
— 7 THI AT DA AIG 4 i 38 5 Bl R 28 AH S5 i B R,
MMP-9. MMP-11. ERBB3. SixI. Cyclin Al. Pim-
1, LA K CSPG4J5 51T EH3K2Tme3 17K 5 7 —J5
it AT PLSMLLAAH BAE F $2 s X s 5L R 5 3 7 B
H3K4me3 1) 7KF-, 3 [A){fg #E 1 e B PR i 3R 04, 4K 1M
R AN B IS S 1R 2 ARE ) .

BB, A8 B i BF 7T Hp ik A I, UTXO0 e ik 1
FERILH 7 MR 22 5, RIUTXER 2% 1 B B HCBT fiw
P 1) e 70 W 5 T EPE /N B, B SR R, UTYAE

e s (0 R AR R R R R AT RE A — AR A, R HL
UTXON [l s A6 4 Jee A 428 9 AN 58 A R 2 1
AL EE T RECT,

H A o RE TP R PR BE UTXH 7 H 3R Tk B R
A2, PRI T AE VG YT T &, UTX0E — MEAHYIAT
UL AR, (HIE 7 ZEEAT IR . R

3 &g

M B WL AR R B DA iR AT e E A,
A AU AN e 2 4 IR &R, B LN T
UTXAE LS AR R T — & MR, (AE KER
SRR S . B I 9T 2 B REUTXON
LR S (I 7 T, AENLA R B IR, UTXO0
Hox %, 7EANHE 4 Re AT, UTXRS Oct-45511)
W FENLR AN AR AR R, UTXOM Myogenin Al
CKm )4z, ULAAENE JRIW B IR A2 1, UTX0 Jag-
ged IR 58 i 5 R R 1 458 55, $om UT X0 994 1 A 42
BHMAR RS ERE R, 5 Rt 7 8
FLN G RERE— B4R RUTX. IMID3LL K& H3K27me3
AP AE VR IR G R B G F2 0 57 7], DA E 7 i b o]
I A% 455 AE A S LAt R B R DB 14 R o3 WL
WAk, S A B AT N DR R TE A IR b 245 1 41 i 0 4 21
H, i AU L SUTXRr R4 A I E, AR
UTXTERH B B B I 4 FF Rt B &
BRI . X AU B T — P IR UTXAESH
MR A RIS R 5 1 o T L, DL LR
B RO BRI TT # S . I, BEEIRR T
Hoo WFFE BRI, SFUTX ) A B 2 A Y A 2
R AT T2 I8 A B AR R Rk .
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