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72 B ERo LI R T, SO A 03 43 ol A AN [R] R AZ S AR R R AL B 1 £ T B (nucleosome
remodeling and histone deacetylase, NuRD) & & 4 [¥] V.3, 7F ERo ¥ 5 il i v 38 E AR, 5 FLIE
e ORISR A . RIBHEVICR . MTATL BE 05 ST fil 3 ERo (1% 5% 5 MTA2 BEW% 5T ERa 4%
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The roles of metastasis-associated proteins in ERa signal transduction

MA He', CHENG Pang™, LI Zhen™™
(1 Institute of Stomatology, The Fourth Military Medical University, Xi’an 710032, China; 2 Department of Human
Anatomy and Histology and Embryology, The Fourth Military Medical University, Xi’an 710032, China)

Abstract: Estrogen receptor a (ERa) relies on coregulators (coactivators and corepressors) to modulate the
transcription of various target genes. Metastasis-associated proteins (MTA) are an emerging family of ERa
corepressor, which form independent parts of nucleosome remodeling and histone deacetylase (NuRD) complexes
and are involved in the progression of breast cancer, hepatocellular carcinoma, oophoroma and so on. MTA1 can
not only repress but also stimulate the ERa transcription, whereas MTA2 can only repress the transactivation of
ERa. However, the expression of MTA3 is regulated by ERa. Here we summed up the roles of the MTA1, 2, and 3
in ERa signaling and cancer progression.
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JirBg 4 8% AF DGR 11 (metastasis-associated protein, |18 S IF LB IE SJEIR, 5 DNA 454 %%,
MTA) R RAEW AR R R G RE PRI AL T T QB A & [ A s, 5 1H
) — B KR MTA KRG HE 3 FhAER (MTAL,  FEAfF R DNA 25 5 FAHL 5 Tk MTAL A
MTA2. MTA3) f 6 PN (MTAL. MTAls. MTAI- MTA2 n] 5 HDAC #4 it HDAC & & &, 7£ NuRD
ZG29p. MTA2, MTA3, MTA3L)Y, ‘&A1 & #k
E W] 40 A% /N A A AN A Rl 2 2 il
(nucleosome remodeling and histone deacetylase, ks B A 2013:03'}1& )‘T%E/\E:H: 2013-05-01
NuRD) 51 4 A TEEAL S ™ . NuRD 415 et ot e P
1 2: I 3ER (histone deacetylase, HDAC) 1] X 4% /)N
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R ¥ERZ O AE . MTA3 {5 & NuRD & & 14 1) 41
sy, BA X OBALThRE, (HILRIL % ERa
P Pl G, MTA % rld il 2 S Bk A6 Th e
THIHE DR e s, AT 15 7R P9 ERa A 3 1) — SR Bt
i

1 MTAZRKH S FEHIFIER S

MTAT1 HI MTA2 [{)AH X} 531 Jot & 53 ) 4 8.0 %
10* F1 7.0 x 10%, MTA3 #H X} # /v, %7 6.5 x 10%,
MTA2 Fl MTA3 5 MTAL # th, 4% 5 H 68% F1
73% (A TE, eI N S s AR S, T C i )
AR (B 1o RS T FE B 4 AN TIREX
BAH (bromo-adjacent homology) X . ELM (Egl-27
and MTA1 homology) [X. SANT (SWI3, ADA2,
N-CoR Fl TFIIIB) [X fll ZnF 445X . H:, BAH [X
(A% Lo A OR ST () B 4T B A ) B K AR 45 4, mT A
HNEEANFEAT - EARPHEEM. pIide
[ PR A8 TR X At E f 5 DS ke e T HRE 5 1) 1)
e, ik IR . SRR ARSI DL S R
W 4565 . ELM X — MR AP g5 /s, el
454 HDAC, {H Wy 1 HAK &5 5 BRI v AN 2E
SANT X547 3 AR IKE RN a BRGEL ), Al 54
wEoRu g, 5 & O RE S K HDCAL
HDCA2 4G 3HE X ELM [X 5 SANT [X ¥ 4t
71— n 5 HDAC MR Ak A ih Y. 5
A, MTA ZJE R C 55 A4S SH (Src homology)
GELIX, Ay WilSE SH2 I SH3 45 401X, 1X 28 45 7y 15§
52T ERE AL G, S 5RO EAE
FFI DNA 455, X4 MTA FR(E S S8 5 5
S YT R AR B R MTA K
SANT [X 88 HA 4G HE A6, HixiT
MWK, MTAL [ N I AN Reds A EH, 1
MTAI C ¥ii[f] 454~715 BEFERN MTA2 C i) 427~668
BRIENT S G T AL H3 (RIS, xIhRe XA

H3BD (H3 binding domain), 1] 7 NuRD & % &
/5 NuRD 53 (0 (AR BAE

#£ MTA1 Fl MTA2 C 3 [ 55 467~473 5% 3L il
%5 650~668 Bk KL AL NS T E AL EALAE T, M
MTA3 AXAE S 477~483 BRIEAAT — > “HEZENAE
o KB T HIAN Rl 2 5 MR 2 AT 40 i 5 A7
BT Lk, MTAT A1 MTA2 3 5 A A8 i A% 3208, M
MTA3 {E Utz MR B4 ik . 1Ak, MTAL A
MTA2 BRI mkis, EEFANT A
TS, JUHAESE L. PSR W . O
B A s B T LRIA KO, SR BT R R
BT fE . T MTA3 ()38 LEAR R, ANAEFLIR
a4l A B bk L4 e rh ik

2 MTARFEZEER0{ESEERDHIEH

ERo & MCAA S T I 40 M A e s DR, B
W& G ) 2 AR =Y. . ERa &7 6
ANTIREX,  A/B XA — AN C AR 11 e s B0 X
(ligand dependent activation function 1, AF-1), &4
HoA VR 2 36 55 IR F IR AL X —FE, IR AR
ID (intrinsically disordered) # %, {fitL 5 J) F 454
& FPRE 52 PEBE 4> .o C Xl DNA 4 & [X (DNA
binding domain, DBD), ‘& [t ] 45 & I 2R e W ok
o] g v IS s, 38 n T LR A 1) 5
£5. DBD [}V g5 3B 4 X 8 A1 Dt 24 IR L &
PIAS Zn” 2UR, FEFRIX I P &5 (P box) [ ERE 4%
> D% (D box) A4 fit 2 ik — A& & Ftifn. D
DOMBLEEIX, {F ERa 85 GO S, BOREDX P 4k R L
oENAG 5. E/F XFARCARZS A X (ligand binding
domain, LBD), H 12 MUZIE 45 /I A1 ik, I A3 e
PR &5 A A s FITC A AR 1) e 5% 0HS X (ligand
dependent activation function 2, AF-2), H A & 2}
e WG D e 42 D2 SRR A I F XA T
LBD X 2 J&, A3 o A4 S 0k it O 20 5 3 5k

1 o - 715
MTAL . BAH  Hewma— sant — zoF ]- H3BD -
1 - — 668
MTA2 4 BAH  sem2= sant = anF = H3BD -
1 s15
MTA3 < BAH  HELM2= SANT = Znf e

B1 MTAREH S FLAHERTE 1S3



559301
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AT SR B AL Y . ERo R SIS T2 2R
Z ISP LB E Y e . e AR EOE Y,
P300 %5 0] DL LA MERCER [l NV T R, AT
fe E LGy ta i FE 4, B9 98 ERo B % 5% & 1. ERa
FIEBHIE Y, U1 N-CoR (nuclear receptor corepressor)
F1 SMRTs (silencing mediator of retinoid and thyroid
receptors) &5 AJ I o 2 £ WA AR FH A E VR SN T
Pyt i 4, IILEE %35 E P, NuRD /& ERa
LB E Y 2 —, &4 74 W3 : HDACL 12,
RbAp46. RbAp48. Mi-20/B. MTA1/2/3. MBDs I
GATAD2A/2B ( & 2). JLrf, HDACI f12 HH %
LA I EE, 70T ERo [ 3 3 3 ok vk T A
F. RbAp46. RbAp48 i i # N & 45t ta e, N
NuRD 55 44 (1) FoAth e 7 SR A AH T AR T St TET . M-
20/B A4 FR A CHD3/4 (chromodomain-helicase-DNA-
binding protein), j&H A ATP Bk 1 G €6 5 i 9
T4, CHD3 #1 CHD4 % &4 /> PHD [X ", HI
FEAG I PHD X AEAN [A] ) 8 1 51 b B ml A4S e b 25 5
M H, B4 NuRD E&4d, EX4iaHEH
H3 3 XA KM, MBD (methyl-CpG-binding domain
2) T H AL CpG 25548, w3 NuRD E 4545
F AL () DNA 454y . GATAD2A/2B W Fk A P66a/
B, ‘I N i n] 5 H2A, H2B. H3. H4 %% 4 fh 4
EEAER LG, Cun] 5 MBD 454, M
# MBD 5 DNA 45 & 1§ 52 2 ™. it MTAL,
MTA2 5 MTA3 JU| 35 7] 5 AN [7] 11 21 23 v A Js A a7
") NuRD & 414, 75 ERa 5 5 18 2% th K FE A [
MAER
2.1 MTAIMEReAEFE B

MTA K&V K I T NuRD & &5+, (HE
EHAIVE R 2 H 2S5 ERo [1E I HLEIBE A0 5 A4
WA A 4 1 D, MTAL 7] 55 ERa 1) AF2 X 454,
] I 555 HDAC2 T-MfEW 2 s B oo, J8 e Xy e AL
DRl 25 WA o L e 5, 3X B A 2 MTAL 5

E2 NuRDE&FEIARMIRE" 1550

ERo [ EEAF ] BEJERIBFTLY], MTAT ibaf il
15 ERa [ e s B0m W) 45 & i Ta) #4100 i) ER
(P e Pk o X MBI SR PR ) AU FE MAT1 (ménage a
trois 1), MICoA (MTA I-interacting coactivator)
NRIF3 (nuclear MTAs in nuclear receptor function
receptor-interacting factor 3). 4l iy J& # 2 (1 i 1
CAK 4135 A T MATI ) N 3t 1] 55 MTAL ) C ¥
GATA [X ) 55 389~441 S SR FI N i BAM [X [
9 1~164 MEEER S, JE MTAI-CAK 54,
Al I} MAT1 5 ERa [¥) AF-2 [X 45 &, 401 CAK X
ERa (11 5% B0 ) g MICoA 1l LAY ERa [ HAth
SCWAE Y, 0 p300 A5 P [0S ERo B e 3¢, T
MTAL WA Ll MICoA 454 [l iy 3524 HDACs, A
MICoA I3 P 52 4 il "o NRIF3 & — il i 3% i
SRR ICR > 7, TN S 5 28 A1 225
PR HOWE IR AL T B 55 4R T ERo BEIE P L (4 B e
71, 1 MTA1 5 NRIF3 45 & )5 % #0 ] NRIF3 %
ERo [ B e U BRItk 4k, MTAL i wl 5
ERo (1) 5% 5 M A0 EAE T, AT 38 58 %) ERa (1)
4K, 41 LMO4 (LIM-only protein 4) W] il o 5% 4
HDAC2 J-MEW R e oo, il 28 2B /E Al 4l
il ERa % 3 Ve, T MTATL WA LLY LMO4 4545,
o B MTAT JEAIHI 2 544, AT i a4 ERa (5%
FAE 1

RN, I HIWESR Y], MTAL/NuRD J&—4
A B RBOE 5 e AN E T RE M
Ko MTAL 5 532 MR (KS532) fER 13 1Ak
IRV TR E AR, B GOa e VLR FH AEAL
i, e T MTAL 5 H3 81 (11~21 Bk ) (h4h
G RE ), 4% A H3 5 9 47 #t & R (histone H3
lysine 9, H3K9) th# G9a H JE4L &y H3Me2K9., [F] i,
FJLAL ¥ MTAL 1] %545 CHD4., HDAC1/2, MBD3,
RbAD46/48 2540 1 MTA1-NuRD L4l 5 &4k, &
0 L D) ) e sk el D g 1 24 LSDI (lysine-
specific demethylase-1) X§ K532 J: i34k f5, CHD4
M G9a k5T 5 MTAL S G, NI E 1735
RIS AR, 5% NuRD fIANFAE FI MTAT 5414
FH3 170 3. 25 LG MTAL Al 1 N 3 fe)
ELM2-SANT [X 1 C i H3BD [X 5 — 5 41K [ bz
it H3K4-AcK9 (histone H3 lysine 4 and acetyl-lysine
9), JFEEAE LBEAEH R p300/CBP FI BPTF (bromo-
domain PHD finger transcription factor) 415 NuRD
TREAH 2 1Y) NURF (nucleosome remodeling factor) &
i, O LR e s T
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2.2 MTA2GEReEE 355 49305

5 MTA1 25481, MTA2 /2 ERa [P LI A 1
MTA2 7] L5 ERa 25X . AF-2 X F1 DBD [X A i%
gRih gy, TREmE AR AL WA R
15 AL PP IS 2406 ERa (G Sk PE . 158,
‘Bl 5 ERo (1) AF-2 X 454 )5 5248 HDACI T
WEW RO TP, RS (R 4 B 1 2 SR T A
FEEED e . R, MTA2 n] LB 4! ERa 2 &
Ak i 5 ma S v 1. MTA2 7T 5 ERa (1) DBD X
44y, A 3E4E HDACI T ERa, i ERo [ 5
()2 WA e kg 5, AT L sfad v, IF
H ERa ¥ S WEALFE B2 B, DL MTA2 g %0 1) 2
LA TS TR IR B 2 58 . BEBRES 115~254 %
HE MR BB J5 1) MTA2 475 n] #14) ERau fR1 95 1%, {HL Gk
KA 1~116 IR IRIL 5 MTA2 ZIIKE 25 ERa
FIFNEIE T, DRE, MTA2 fU25 1~116 & SER ik 5
X ERou 7= A S AN iy s iy, AR BLAEIE T
P E MTA2 % ERa R P 4% 10 il 722 o ik — 4%
EEZ/ERH . DBD X HA DNA 255 D)6, #Ell%
X 3552 2 CEACVE G 0, IX 85 3 ERa
HEENTCVESS A, e R s BuE Thig . Xt
DBD [X I & 1) 5% Wi 5% 77 J&= MTA2 I MTA1 H A 11
X} ERo e s liE s il Dh e AN R B/ o AH LG T3
X BERE DRI (R 20 2 1 2 SRARTT TR) 423 ) ER o 3 553
PE, MTA2 (X F% ERo [ 5 2 LWL B VF S0 3L
U S AR T TV R g e, 3T 5 0 A AN A
AR 2 A DL R A 40 B AR T T T S IR 5

HAR, Cui 25" [ W] T MTA2 5 ERa &5 75 [
HARIRE, (AR AR 48 NuRD w30 Ath i 7 2
ERER L 5 10 Fu 25 U7 %} TWIST (basic helix-
loop-helix transcription factor twist) %4 MTA2-NuRD
M T 0] E- %645 25 (E-Cadherin) ik 3ET T 15T,
#5785 7 Mi2/NuRD & & 4 1) % i J5 iU TWIST &
227 ¢ K T+ (basic helix-loop-helix) %% i 45 —
Kb, B N a5 MTA2 fll Mi-2B 454, C ki
1] 5 MTA2 il RbAp46 454y, MTA2 £ T C i )8
FRIX 1] 5 TWIST B3 4545, 4 434~561 Fl 563~668
£ % 3t 5 TWIST 5 R 99 0 &5 & fig J1. IRl i,
MTA2 ] #% 45 [X t 1] 5 RbApd6 % % 4 &, &
308~668 17 ik 5t 5 HDAC2 4 %5 §9 ] 45 4. NuRD
AR HAR B 2> 5 MTA2 FI TWIST #3947 %%
g4, U] MTA2 5 TWIST #7552 4 B vh k4%
YEFH, X el e BEf# ERa A1l MTA2 JL[F %542 NuRD
2 &K T ERE, MIMLE ERa 5 5 i & 446

O pU S RS s ) = BTN
2.3 MTA3HIFRIZZEReHIIFAT

MTA3 tH 7] 41 B Bl 37 () NuRD & & 14, 5
MTAI1 1 MTA2 K[, MTA3 [(]#2ik %% ERa [f)
W . MTA3 1)) 87 F B A HMEREE N o
(estrogen response element, ERE) 2417 5 A1 SP1 (specificity
protein 1) 4547 &, SP1 1[5 GC X454, M
AT S, 5 BRI Y ERE (R XU JiE K4 i
B /MAL BE )\ R K, M ERa B 5 T 5 ERE 4545,
MBS MTA3 f) i KT 57 19,

Ak, X MTA FGEAF U AR, A
N MTA1 Fl MTA2 X 7] il ik NuRD & & 44 Xt
ERa [FHEIE R 22 S B4k, AT SEBREE S Thfg
HEEETF T ABHAN, EA17E ERo 5 5@k &
Z PRI P 1 4. MTA 1] 43 5 S5 45 A ] {3
PR 7, 2 5% ERa S0 -5 3061 1 0 i
MTA2 W) w3 b 6k 41 2 (1 R AR 48R 11 25 LAk i 10
il ERa [ % 5% 3 MTA3 ] 3% 15 %2 ERo 119 i %,
ERo-MTA3-EMT 3 % % iR 14 7 717 281 S 2L 52
W, 1% K T2 3 MTAL [, X 3 fii
EYIRE EAHERC S, XA FAR O i /E ERa (55
W RAEAS IR, S e 0 ke 5 A 7 X
K.

3 MTA/ERof5S @RS MERIEK R

J e () e 7% 47 282 L BUR B ) 2R K .
TR, MTA FIELEVEZ MR gl i b s &k, If
W — S E S MR MR R R SR . fE—ut
B MEBCER ARG R T, L . RURPERT
Je I G S 2%, MTA-ERa 3 8% 5 R 1) & g BT
EYIMK R

EFUMR I Ik I FE R, MTA KR IX 3 Fi
HEAMRIE A ZSE, 5800 W2 DA oG,
MTA1 7E5 A A2 R 41 2h A ¥ A 3, (HIL
76 ERo 5 B 1A i 41 23 b 1 3RO AT B R R
MTA2 7EJs AL (PR IE AR T RT A R A P
F% ;s MTA3 7f ERa S BHIE AT A A K ERIL,
MRS R P RIEANE, AL LT
MASE] MTA3 ik ", X8 MTA KK ] fe v
FL RS R 1 AN [ I 3 R 45 3G AH R A AR
MTAT (¥R L 7K1 5 g (P P R B 2 IR AR OG, ik
A3 LIRS 4120 MTAL [ 38 K 8 o T
WL R L EY, A A R 1 SRR
MTAL i L BB 41 4im . %2 ERa % S
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AR ) MTA3 71 3 e A G SR 2 211 B 17 1) 78 )5
;1 (epithelial to mesenchymal transitions, EMT) i
FErh R F R, MTA3 n] SE4E & Rt 8 1
T Snail #5331 JE B MTA3-NuRD & 544, Jfx)
HAEAZOMA, TRILER/KF. Snail & H%E
EMT R f2 i N FE s R P2 7, e wl LA E- 2
3R e e i T MTATL A7 #016) ERa 6 5% 06
fifie, MTA3 X% ERo [F1R 15, [KiL, MTAL 1]
LN MTA3 {f Snail 2R H & =80, SRIEK
Snail 2] E- RS 2%, Ak, TGF-Bl
AT MTAL (8850, MTAT SFAEIL 7
J5i A% FosB (FBJ murine osteosarcoma viral oncogene
homolog B) [#J31%, FosB A Z54 HDAC2 Fll MTA1
Wk & OB R E- JAS R 4ok, E- 26
B0 T4 A SN IR T A B A i T & B kS
LAEHT, 8RR g A A A0 2 T R A T v e
B . Cui 55 "RIIURE, MTA2 i ikt 2
FFL R A A RO ME R AR, b o i 4
BRI, s T4, X—WERThe
i MTA2 X} ERa A & 2: LWL EHT S 800, %4

WAL ERa M BB, e SR g &8 T
W, f T A 9¢ % B, Rho GDIo (Rho guanine
dissociation inhibitor) 7 %, Ji i 40 it 1) ik k> 5
HFF'%-?E‘J%%ﬁ%%%ﬂﬁ@ﬁ%%?&ﬁ%%ﬁ%, I H
— I FE 5 ERa f1 MTA2 5 % Y] Bt &2 . Rho (Ras
Homology) AHA GTP 454G e ) 1) — KBl K %,
1, §5 RhoA-C. Rac-1 #1 Cdc42, ifif Rho GDIo 4%
i Rho X Ji% 3 B 45 11 A1 MTA2 (1) & ik, 7F Rho
GDIo 75 5 /b (1) LR 40 il v, Rho ZKH5 (1) %55
M, EATT S PKAL (protein kinase A 1), %
1L 1% PKA A {if ERa 55 305 47 [ 2 R IR Witk
FRAGI ERa A4 A, FFERH b s 555 HAT
fKPLHE J1. Rho GDIla [ 9k /b ik 25 F 3 MTA2 (1) 3%
IRHETN, MTA2 5 e (1) 5 7% F0 98 40 PG At 52 8 25
R HRHU AR F 2% DDA OC P, MTA2 2 5 TWIST
IR E- BE85 2 e skl . TWIST il — 2R 44
éﬁé? E- 345208 3l 1 5 R 524 MTA2/Mi2/NuRD,
T i 9 41 i E- ?E!E“J:%E’ﬁ%ii 7, MTA REEAZ
[H Dy fe IR K%, i ORI Bl 57 b 7F ER o i
P RERARME, %ﬂﬁﬁﬂﬂl‘fhﬂ’ﬁiiﬁﬁ (&l 3).

/

\ml'

NuRF
( MTA1 )

€ M1+

~ MTA1

_

C-Mye. TGF-B1

/

‘ Rho
D —

'.'
&

- °b?<—e<—

B3 MTARIEZEERW(S

SERE A IE R AREES2 )
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7€ AT (hepatocellular carcinoma, HCC) /1, MTAI
(103 R0 1 5 I A B S e KN O o WFTEER B,
69% (31/45) [f) HCC f* MTAI i ik, 95% (19/20)
0 I A A= R HE B8 B BEAS T MTAL B35 R8P, 78
NI, 52.4% (10/21) IFEASH MTAT 5%
s AR BCR B IR T, 87.5% (21/24) 1 FE A
MTA1 i 5. MTA2 th 5 HCC ¥ 70 (6 FE FE 7 %5
DI R . e UL Z G I, 96.2% (487/506)
[f) HCC FEA KIS T MTA2 [k ik 1. st
ERa 115 HCC [ B FE AT 0. 78 1E 3 JHF 40 i A%
WA 1) ERa (R IA, 17 B T 40 i 1 3 A2
FORZ P ) ERa [ 08 20 80 N BHPERE 9 BT, X5
MTAL [ REIELFAH . fEIEH HTANAE M, MTAL
W R, MEMZN LT ARIE, X
7K MTA1 78 HCC A i 5% 0 T ERa [ & {7 2,
ERa & — N BEIE A 2 S IE R 3R TA IR 52 4k, L3
KD RE BT 40 i 5 47 52 B4, #o s 2R i
B, AT A8 e 4 L S ELAR 6 1P

RGN §LEh, MTAL mRNA 7EA7 A 1K) 51 G198
W RIE, RO 1Y 51 S T Rk AN
Rk, MTAL 85 BN S R H AR 22 UK R
MTA2 [ RIE AR AP L R PR B, e R
PEALZURNIE & A 2Uh HI R A W 2, X R
MTA2 w] i 55 9 5598 (% v 9 it A7 o6 B9, I B
MTA2 {1321k 55 0P 53 1 R 70 I S DI &R, 3L
RIEIF ST 1 S g S M RE P (A A Fe b2 —
Dannenmann 25 P 5T B, BE3S OY S 4041 FIGO
Sy W, MTAL M Snail 25 (A 12606 W B4 =,
1M MTA3 Fl E- %5 3= )R8/, i 21 % I3
A ERa ) 12 % K15, X 5 IR I MTAL 5
ERa. MTA3 ¥ 3 % AHALL, B ZE BN 5395 7, MTA1
55 MTA3 1343 5 7€ ERa (1) 1R 3 55 B8 1) 2 7 4
A= TR

4 MTAREHIHREE

I AESR T MTA KR WY C S T 1R K
J&, R T eI S R 5 IR 2 AR A,
B — e ) @A A5 1. i, MTA KRR
EHA R RFMALZ, e B AL B A
LN, —SYRP IR CUESE, BT LR IE
AR AR AR R, AR X AR R )
BEMITTE oK & — N k. kAh, HETA ) MTAL
A MTA2 HIHZ O IR & QB ER, e HERIT
IR A 5 NuRD 5 AMHEER, (H MTAL 5

MTA2 7t NuRD 55 FAR Il A7 AE Th fig B AT/
FEIAR BRI, MTA ZKRHE & 11 GATA #1 45 DNA
i IX, RRWIENRA TR RAT A4 G4 E
DNA J7 51| LUSE B S 1 (R BE 0, T IX L8 A £y
HBE— b PR %, MM MTA 5% 3 Bk 1 42 TH R A F
FURE 22 X6 B A0 3 o YA 12 L PR P 3 AT TR 1Y

AP

(& % x Wkl
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