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Progress of demethylation drug in the treatment of myelodysplastic syndromes
Eak 20T FHE(LAERF WAL ER @A, B 200040 )

[ E] GBS E 251 myelodysplastic syndrome, MDS )Y & AL B M 2 B B L 2 TRV 28, ik PR pie AR 15 2 U0 13 A4 48
ATREILRIZ 5 Tk —id #E . DNA HURAL R RS 27 h—Fh i o T 2R , MDS (8359 R IH A& DNA & P AL, ]
DNA HUSEHEZHE DNA methyltransferase , DNMT )3 57 FEAR S A FR BE ALK, 7 MDS S8 TS 1 o A7 OB A I PR BNz % i
WFUGE . DNMT #1500 ] 43 A 2 . 5- A 4% i 1 ( S5-azacytidine, 5-Aza-CdR ) b P At 7 ( 5-Aza-2-deoxycytidine, decitabine JE
R AR AT A= D250, AT TAT $ e MDS S8 e PR 56 4 S A8 #8731 38 K I ke = A, (LR e 32 7 R AN g N

T 5 DR AR A R RS o AR AZ T S R0 55 TR SRR BE IR & L TR MDS R A Z, g MDS 25 WY R KR 7 25 W i)

WRFIE T —FhpE .
[ %817 ] DNA HEAL; BHEES
[ FESZES ] R733.73; R730.5 [ STkARERD ]
B B8 1 A 5 R 25 A 1E ( myelodysplastic syn-
drome , MDS )J&—2H 53 Joi 14 v [ P 165 1 200 B 00 o
MDS B8 PN 20 B S 3G AR A [ B0 05 S BRA L 4
ioR Y ok SUSR 7 1 IR a = T S o W i
HEEE SN FE I 21 20 B LR 40 M R i /N AR A
MDS (1) & tILifi v R 5 4 BB, H ATIA R Z B By
FERUE SIS B LRSS T — 078, &
LB MDS A S5 kL oA i K w1 I
B2, BT MDS B T84 B, KRB E A
A3 KGR AT B I T 20 AR RS AR SR SR YT T
%o PRI, R LU i 26 £8 5 1 1k AR T T S0
AR A . XMORS — B RS R4 90
AR, B B 22 W5t A% 24 ( epigenetics ) 5 PRI & A G
FWFERI H i RAA B2, . 1997 4, Uchi-
da 2 R 6 MDS B pISINK4B FE D 34k
R A A£G HR 2% BT 5, 2003 4F Christiansen %5
K, S B8 & M ( acute myeloid leukemia,
AML )FI MDS 3% pISINK4B =X W K4k TH5, B
AP R TS 25 . IXEERF5E 2 MDS 17 2 HT 3
LY TN L I Ny (& I iR o s L S A ]
YIRGYY B R MDS B B — I i BRI B
AR MDS 2 1 BEA 25 W6 7 W I 5 2 JRE ik AT 25

jio
1 DNMT I e ERME 553k

DNA FEAY J2 W8t 1 2 v — i e o i 2 1Y)
B ik 42, H DNA H JE 7% #2 il ( DNA methyltrans-

HLEAAE ;5-Aza-CdR ; decitabine ; B A% 18 MG9S8 ; MR mk R
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ferase, DNMT Mk, DNMT W15 4 B L5452 & g vk
WERY Cs A7, B 5-HT HE LM g . DNA HI Ak Y 2l
ISR B R DN A R A N B A ) R B ARRAIE , R B
R IR P 11 TR P 6T i PR (K PR 64T SR
MDS [EFH A5 Z A, RN BAK DNA & 2L
i FH DNMT 0] 77 B2 A5 5 A FR AR K -, 7E MDS A&
IS T A R A I R B Y BN

DNMT il 350 A] 73 2R PR 2 — 2R R A% H M
HRTAY I AR H B HURE 25 WA 5- A A M H( 5-
azacytidine, 5-Aza-CdR )F1Hb PG ¥E( 5-Aza-deoxycy-
tidine, decitabine ), i8S fEWF I H I 25 A zebularine
F1 5-fluoro-2-deoxyeytidine ; 55 — 2 J& JE 4% 1 2 30 1l
), FE T H A &, He e iR 25 W kR ik
e JRIBRZG AR AT

ZHIA Y E B DAL R A 10 B
B, H AT A AZ TR SS DNMT S0 77 32 B2 A4 5 i 24 2
BU . —F0 ok B 246 A RNA B, fiff RNA F#A# 52 0
A G 73— R DNA HIERL, 2 1 564k 2y
Y)%54 8] DNA 5 DNMT JEINA T 52 54, 3
DNMT 7E 4K 4 15 #6. L4k, 5-Aza-CdR i4: g #1 i
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DNA 207K [ LAk, UBRAH SE I R 791 e 14
PUABTEREIN ] DNA & B, I 7 A= 4i 2 R 800 5 1%
FR 2 %) b PG Al 75 %) 40 2 40 A 53 Ak oD 5 DL R AR
VEANBE T2, Flotho 258 7F Kasumi-1 [ I35 41
i 28 R AIE 5 PG b 5 S-SR I H | zebularine K B
M (9 FALT] L & B0 DNMT 10 1 300 X6F 41 i 35 P
FIkpysZm —E R B HER DNA JE 3
Ik, s 2 W B4R 24 Wy ] i Ja ik 25 H Ak DL Ah
AIBILAR S | R G A B

2 % ZE DNMT #HP#I5)

pong
ey

2.1 5-R A

5-RARMITTZ 40 ZAF T & IR A — ol s e A% 4T
FIZE , RAEAE 20 HHE4D 70 4EAC AATT3E & e 1
X} AML MDS #EH, (H B F] 2004 4F 5 A, EEHE
fh2h A& R( Food and Drug Administration, FDA )
AR I8 RE AT 3 M AT 28 2H B( Cancer and Leukemia
Group B,CALGB )#A7HY 3 Tl JRIAIL 245, A B IK
HEHE S-A L BTG PR _EAH A T MDS (9B A A,

551 T 11 R 30 CALGB 8421 )5 JF 44 T
1984 4,43 5il4557 5- 2 ML 1) Fp e i ki v 1) 58
B IR N R 49% , Hodh 58 4 2 f#( complete
remission, CR ) %5 12% , # 7 5% i ( partial remis-
sion, PR)FEH 25% o SMRAAERTRIR 13.3 A~ H ,h
PR SRFFEERTIR A 14.7 1~ H ,82% B E /D T
I AR 5 2 TG AR I CALGB 8921 )% /1,68
Bl MDS 5 f5 B E 1532 S-R AT A g, BRI
NFH 53% , Hodh CR %N 12% ,PR RN 15% . %
PRI PRI 50 () 45 SRAR A 1 26 3 0 DR 3 46 17 A
Ao 53 T ARIREE( CALGB 9221 )" R BEAL X
HE %) TIL 30900 A A 6, JHE 3230 02 He R S-S 2 Mt
R SRR IT BT R S-R 8 Mt 4l 4y TR
75 mg/m’ S-AA MR B T i S el FR ki e, 22 T
d,4 JR 1 ASYT R ) AR GEi6 T (IR ek Bl e 1 sk
RANEALIT VAL T B 1 L HFIR YT . 191 il MDS
B, S-R A IR 4 R N R 60% ( CR
FH 7% ,PR FN 16% , M F N ER A 37% ), 1
Xof BREAH SCHRFIR YT 1 RN K 5% , HAUN M2 X
Ho S-E MR AR FE AR Ry iR B ) R
R FE T 15% vs 38% ), ELIA A MR LB T
(RS R] 55 S 3R Y7 20 E R Hr 7 s 1) 40 310 A 21 A4~
HAH13 4 H ), Silverman 25 "1 2006 4EX) b ik 3
AN R 3 50 B U T B I HE AT A0 AT, A5 R R
5-AZLMAFRY CR RN 10% ~17% , PR R/, i
WF RN 23% ~36% , T IR A P AL g7 R4

H3 4, BB 6 AP R M Ik, R AT 3K 90%
SR IV 5 AR OMDS AT G . FE A
TR, S5 SRR A R, 32 SR R
BIT I REAEZ T FIL R AR BT RE R R )
S50 A B S R . 5 -4 I e O R 1S
SRR I XU o R T R B A U IR YT
%%, CALGB Myl RIS A RE 7R 43 B 5-A 4t ]
PUER SR AR B IR 5 1

B 5 Fenaux %> 9047 T KM [ PRAL  BEAL
X R T 5- A2 A AFRE0( AZA-001 ). 524w
204 179 1] MDS & 5 S8 H 232 5-RAMATIR YT, XF
HRZ R 179 5] MDS & fi 3 AT IR T . 45
BR S5-RAMATIRIT A SESIBIT AW CR X PR
RPN 29% K 12% ,5-F A iAI7 AR i A
FET ] B S T IR ZH( 24.4 S AR5 A~ A ) L2
AEAE AR RRZL A 51% F126% ), H 619
1975 %% A s 1] 51 88 T~ ) [] o A 7 4 ( 13 4~ H A
7.6 ~H o X AZA-001 BT A3 BT A A BR
FEAE T 5 Yoo R 0 A8 11 S8 8 X 5 -804 M 1 B vy 358
U 0 Sq BBy BB S-R M RV R Z. It
Hh 52 R ARYE FAB 2» BUAREIZ Wl RAEB-
T B FE AR AP M MDS 85 ( K
T 75 2 W RER AT HuTiif 32 B 24, A A A7 i) ] ] S
12 4, JET RUB AR AR 4l AZA-001 B3l 36 45
L FDA £ 2008 4F 8 F Xf 5-Z A4 M EAT 4 72, 5-
RA:HAT BRI B UESE AT D4R g 8 A MDS B 3
SMRAAE 259, B8R AN A 1k i T 20 SRS AR 1 =
fio MDS JBE A 1k . (HIZ AR50 T A4 FAB 2187
FRUENARE R MDS 35, 5-Z 4% I X AR A A7 1
TG 11 I A5 77300 B0 B 0 o SRR

S-A AT EIRTT T RN B R 75 mg/m*, 1%
%27 d,4 R 1 ATPFR . Lyons 25 BIHEAT T WIKEHL
Xif BRI AR, AN T 3 R REE S (0 5-R 2L I 4
I RMIT R — PRI 5-R AT 75 mg/m’
SRR PSS d 15252 d ZEHLL 75 mg/m2 %
LR RS 2 ds 5 2 PO SR S-AA ML 50 mg/
m” FELER NS d 45252 d J5 T 50 mg/m® 4L
RS 2 4355 3 Moy £ S-R R 75 mg/m’,
S FESS do S5 ER,X 3 M TS e
o | R I Y8 27 T4 3 AN s /0 i o, 35 FH PGS MDS iR
Ho T S-S A% M AT ) T BE S 4 R fE
MDS ¥R, B AR A T AN BN, — A
AL A MDS H e F

Miiller 25 '/ P47 T — T [B1 B PE A 5, PB4 T 0
fio MDS (83 K R 2l A IRYT R Y 5- A 24



+ 552

rp [ s A AT 47,2012 4 10 A ,19(5)

HIRIT IR, HE 32 il i3 4252 5-A MR TT
(TS 75 mg/m® , ELL7 d, 54 & 1 DT,
SRR 4 R e R . 5-R 2 M
F R AT RRECN 4, R CR BN CFGE I, 4
T2 AT ILENR YT, IR YT R RN R
50%( Hiif CR R0 15.6% ). XF 5-A Mt A
N7 ) B S A L EF R R 45 J8) X S-S 4Rt
BN AFER B, A A et 14 FP =
0.038 ). Xf 5-ZU A4 M B W B 4 1 58 45 vh Ao A A7
BFE] A 74 J8 % 5-G Z% i B AN B s
HEAERTE] g 26 JRI( P =0.047 ), %WV,
FBRIT R 5-20 44 M T 5K W] i AE K Bk B 3 1Y AR A
A R], 7 Ty ERF S S-SR A M L = ok, 4
o WAL RE S35 i DA IE o

Gurion 25 P W T 4 ANFEHLX BRI 2051
>4 Silverman 2002, Kantarjian 2006 , Fenaux 2009 , Wi-
jiemans 2008 ), HAU$E 952 ], X2k HH EAL 259
(S-AA M7, Mo Ve i ) 5 1% SR 97 BT S0k A7
Meta 7387, 952 i 8 25 19 AL AR Sy 67 ~ 70 %7,
70% Lh bR E e o AR GRS St HR
J7 AR 2 B T DA KR AT . A A AR
N, 5 B A SR YT IR £ BB M AR L, (8
H AL 2R YT e 0 2 B e SR AR AR 3 (5 R
AT IO S 2500 . X PRR 2 H L 25 0 il 2R A T 43
BT, 5 - A ML R4 5 A A7 AT A DL FA, T 1 76 At 7
TP, i 3 A R MR IR 3R, L H
WA 5L 5367 oI 2200, 5 W AR T
245 W) 21 (3R 97 A OC e BB N T AR Se iR 9T A
(RR7.27,95% 1.67 ~31.64 )., W L2 ie e
K MDS [ F 1375 %% AL A A ], {ELX B b 245 4 2k 43
By, 3 H LT 5-R M0, A WL F e A, 5-
JRZ JRL T R b P b 05 45 25 R AR 25 W A e 4 v i R
SEA N H A RN M2 o . FE I
T, 25 WA 25 W A A ety v A 1) Je W i 22 501

i 5-F A M A 5 R B s N & BLEIR T
BYHT 3 A H IS A Z s r . BRENRA &
250 RN B e R E o B RE I i 2 R
B UL FE M RN, A S It 200 s 2 e L X 432
R B A RS- AR M B OR RO BT B
AZAO01 K56 H, {5 FH 21 240 i )38 25 9 O 1% A 7=
AR BT7 AL, I LA AR L/ INKR s /D ek B A i 1
i RN O (RN N O v T A s 5
BPBEIN, — BRGNSy BV R i AR &R
H AT A 2 U R I — 2 a8 — 9 1 B A FH B 4
AP EH WA R, G-CSF T ™ 8 B (KA I

WHATE T TEHS 1 A7 R IR %% U] OC 1 1 5 A8
b, A BBt Sc Ay JRaE 2l it . AR MReF )
N ANE S Z =i /=N a vk R o i1
HIXPAEIR Y . B IREA AR S-A M H 2L 2
it (FUE D REAN A 1) AR S - 2 2 M 4 n o o
WA AR RN o B I REAN 4 0 H B0 1R ) e AR 2
P S HUEFR T 2.0 mg/dl i, FASIFRE WA SR 45
P NUEFEIK R B 5 A BETF UG . X FDhREAR 2 &
H AR BT B ) W I i S ARk . IR g L Ak
S-RAMF B B , A8 B T4 8 B %, B B
H A T

Soriano 25 " THEAT 4 T WG AR IR 56, XF AML Al
FIfE MDS fRE A ] 5- R 2 M A48 (A 2t
AL histone deacetylase, HDAC )l 5] , & R 2
BN 42% ~52% , H B U BN BT 55 A7 AR AR
A P TRRECN 1. Griffiths 258138 3 BEALIG PRt
5% 3, HDAC #1135 2 5 25 31k 25 Bk L 0
SRS, Silverman 25° WF5E R IR, 46 )5 i ] 5- A 4%
ME AR ST MB( vorinostat , & —Ff HDAC #1157 )
A=A U RIE R AEAR G A= fE 1) MDS/AML & &
r A AT BRI % Sekeeres 450 EAT T
W R, 25 L R, B A T SR M Rk
HRE W ( lenalidomide )G J7 /= f& MDS £ 5 A %4, IF
HLREBE R b it 37, AR B AR E R . Xt MDS B3
i PGSR 2 25 F 3 A 25 A TR R A YT I R SO AN
A, i SRR T LT B R R (B4R REIA
JF R 288 THE.
2.2 HBALE

P SR AT A A AT AR, g T
WENEAZ AU , WIS 5] & DNA 5S4k, ZER Y |
TRANEIE — B0 I, 38 BIR T AR . 40 4
I, AATTE 28 % B0 b PG Ath I AT 1 IR VR, (0 H AR
BT TR 2R 503 P e g 7 1 8 9 ATk 2 24 Ak 5
R

HLTE 1968 4, Sorm 4517 A 2 1 1L 3 /) FUBE
R BT PG A BB MR T . Pinto 4 AR
1989 AFHi% 38 T K 71 1t Hb UG b V52 34 97 4F 8% B R )
AML/MDS &1 1/ 11 PR 7 25 5 v o7 47 i
74). WFE R4 T MDS HE L PE Al E 15 ~ 30
mg/m’ , FRIKIERFLE 4 h, 5K 3 IR, F58k 3 d, P
12 APREIS ,CR R M 15% ,PR RN 30% , SRk
RERH 45% o AN RS E) & 12 (2 ~ 58
JE ) B E R LA AR TR 19 JE( 7 ~ 64 J ).

M 1990 4E5E , Wijermans 25 2 FF4h T 404 X%
7R 1 P AL R YT R A MDS R ST
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A5 ARG R 58 v, 342 72 h 45 29 i) i &
Jik T M Ve At I, R R 125 ~ 225 mg/m’ . EMA
RN 54% , Hodh CR 8 28% ,PR N 25% ,
S iR SEmT [) FP A 7.3 AN H o s AR AR E]
46 JH. FEMFEEER B SEIE . BEE Wijer-
mans 25 2 YT T B R 22 e 59 11 3 DR B
58, 66 BIEEC PAARR R 68 % )12 MG iR
J7,45 mg/(m® + d ), FFEE3 d, 56 A1 NMFRE.
MRS E] CR BB, HiE1T 2 DMITF RIS
J7o SRR, BOE I B RN BRI F] 49% , iR
I i J5 3143 2 4t ( international prognostic scoring
system , IPSS )IT-43 by 55 15 F 3 9 SO 0 83K 64% o
DL NERFEERT )R 31 J8], i AR AR ) 22 A~ 1
G AR AERTIE] R 14 S VRIF AR AL RN
7% , E5 54 1 40 D FUR YA ), Bosch 42
Xt 162 il f g HEAT 1T B R Y . W98 & B0,
P2 WP IR YT 2 S7 RS, B /MR A 1
AR 63% , $2E 7~ Hb PG A I X L /N /D 1) R
BHEA EEMIGIRE L,

BEXH M M PG A 2R YT MDS & S BB 1 AR A
WIS KT H2 07 19 8 % 3X — 7] B, Kantarjian
2P UEAT T — TR I RBIFSY , 40 Hr T M P 7
BT S KR AT A RIT A 5 BIR , Hh g A
L B A AR A S B B AR T AL 22 A H A 12
ANH )2 FEHAFR N 47% F124% (P < 0.001 ). X
AEE T 60 % B EBRE AT A0 HT , 2 AR AEAF R AT
40% F120% ( P =0.001 ). JRE XI5 7R Hb 7o
fh i B AT (R HE R B CR SRATIRE K

Kantarjian %52 75 {8 53 BE4T K2 MD 22 18 27
JiEH 0 ( University of Texas M. D. Anderson Cancer
Center, MDACC #4717 — Tl FlEHL XS BE 1T HAAHE 5T, bb
BT 3 A PG 25 2507 R L, B —Rhor &
720 mg/(m’ - d),ERIKIEE 1 h DL HREES ds 2R
TR SR 20 mg/(m® - d), RIS, FREES d; 5B
SRR 10 mg/(m® ¢ d), FKETE 1 h UL B
2210 do — MNP REEFIEI N 100 mg/m®, & 4 JH]
— AP, A 77 ) MDS B E 18 18 kL
HEAZWE T, BRSO R Ry 73% , Hoth CR RN
34% . R GIR, B P20 mg/(m® - d),
kI 1 h DA b 3525 d AiAE %, CR Rl ik
39% 5% U =R T 2 CR R A1 219%
24%

FE—Tb 26 /Y T I PRI T, 170 24 F8 35
BEAL 7 4, L 89 44 5 22 Hb Vh b ¥ 3R 97 (115
mg/m’>,9 K, 58272 h, B 6 Jil—J7FE),81 A HEH

ez we A S FRIRT o M P b 4 R E R RN R
30%( CR %8 9% , PR 3 8% , LW 7 i35 5K
13% ), 6 ARSI )R 10. 3 AN H 5 TS RRAYT
HAUH 7% WO . PG fh 53R 7 I R &
A AML SBET B 7 st ) 558 S Ry A
X255 AUAE IPSS PE4r A i fa iR g b B 35 il
BEAF R 12.1 NAM 7.8 ~H,P =0.16;1PSS
WO -2/ mfe B AN 12 S A 6.8
AHL,P=0.03), HPGMEIRYT4LH IPSS & e &
TR AML siZET- RS2 9.3 A H |, SCRRRYT
HARH2.8 MACP=0.01), HPGMBEEIAYFLH B E
AR A B3 i, PP 6 A 36 (i IR 0 L 9% 57 P
WZ RIXE . H PG ARy 4, 69% [ 3 ™ AN
RN, 2 F ZRRIT A 56% o (E 15 B0 &
85% LMV MIEEIRYT - A T 374 b b 20
WD BRI A RE A 2 R, SERRIR T A
43% FBAE I B . 7R P I TRYY 4 AT R
Jei , XL 20 BRI P 17 0 25 B e L (AT B
EU = B BT = ol A N N U= Rl T
;Fw 271O
iy PG S 75 BB MDS 1 if e B R R Ak
4, Liibbert 2 2 HEAT THFSE . 7E 22 {5 MDS H 45
WHILRIGYT 11 5 B S 367 . b
PO AL 36 57 390 AR 5 Ko A 5& I K 86 ( 15
mg/m’ FHIKIHIER T 4 h, 8K 3 K, %43 4,56
JAESE 1 K)o MMERRNFE R 45% (10722 N ), X
— S5 R T M PG b I ISR AT R PR

MDS FETE S-R MR YT WU |, Hps fih iz
TBIFATI9RA %5, Borthakur 252 A ) 1l 94 {5
(20 mg/m’ FRIKIFTE, BER 1 W FF2E5 d, B 4 J 1
AT DIRIT T 14 B 5-E AT IR T R R
SRV N 28% (4/14 N ), CR FH 21%(3/14
) MLF R ER AN T% (1/14 N ). 7 it
SERFIRI 5.3 AN A A AER R 6 A H o ANa,
AT T EE LT BRI R I

ST 2, BUA B RIS, P i 7 5 e
MDS i & & WL & I A B ( ORR: 17% ~
32% ). A FH Hb PE il 5 B BN R L 297 BRIR T .
WA, 1 PG At ) A AE DL 1 A 7843, (A Tl st
@ﬁﬂzﬁt 29 ] .
2.3 MG98

MGI8 & — Fft Jo SCIE A% A R, nI LA AT A 2%
DNMT1 mRNA % 37 JE Bl 128 X 25 &, A Ifij B i
mRNA, #] DNMT 854 . Klisovie 2 #E47 T —
T T WG ARG, 5T T MGO8 1 iR & fE MDS FlE
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IEPE 2 R AML b A 2 RO e A Ak
RIG P AEAT 23 R E A4, Hb 12 fh AML
HL 11 B8 MDS B . MR AR WoR 7 8 Bl
HA] IOWEE 2] DNMTL B R 38, (A5 SR A 3k 3 A4
Ve Ao R, 12 BB TR B PIS  WITI Rl ER
IR EVE, MBS DNMTI 3K 8 F J#I3F AF47.
TE XTI A £ 3 o B0 T 8 16 PR S g, AN
6 BB E A B . A, AML/MDS %
H LA IR T 25 AT AR 2 R 58 R0, MG98 IR YT %
REIR 77 B 2 AR B0 IR S

3 dE#%EZE DNMT #P 5

JERZH S DNMT #4650 78 A T Ay 3 g
PEPERG . {H Candelaria 25" U BAFEAT Y 1 3 PR
B, FE U bk A AZ 1T 2 DNMT 410 il 570 Jof 2 ik
&5 HDAC 1)l 70 P9 13 R 8 3K 5 1 H1 IR 97 MDS.
JIE A4S A 3 Fg e FH 50 22 AR 4 2, e Ak 7 38 780 12 3 2 i
fhanRAE H 83 me/d, R LB AR R A Hy 182
mg/d ), N IR 1 300 3 30 mg/( kg + d), iz
JRITIHE] N 102 d. M 2007 4F 11 A & 2010 4F 1
A A7 12 44 MDS JBE A2 TR, T A% 53
%, NIZW = AAIRTT TR ALETE R 7.9 S H AR R
IPSS,7 Bl & & Al gy 2= b fa-1 41,5 Bl & R
a2 2. %07 MRV RN R R 50% (6/12
N Hod 1 fiI3kAS CR, 1 BIFRTS PR, 4 I B & 3R A5
MR A SR o ARAS RN B AL B 1] R 22 d, e
N FFLEET ] 188 do 2 il 8 2 BIFEIR YT 3 JE A9
JJE RN AML, SE M E M 7.4 ¢/dl BT
%£10.3 g/dl, fil/IMREN 6.6 x10°/L EFHET.2 x
10"°/L, AR B, AR, F8A KR,
MWl o $EN AR IR R RN DN R BRI A5 10 FH T B sk
HHXF 24 A RAIRIT T &

4 N Z

M2 DNA = L TE MDS & 4E kil
FEEN . KW EALZGY) 5- A M PG fih V5=
FENG PR, FH S T — 8 97880, (B3 TR0 A
A NI, Y5 JE AR T B 0] A RE AR AR AT 80
o A, AR A5 B A REiE—2
MR ARG . TEHI 247 S B MR A e 4% 5 1, AN i
PEEARIR 2505 58 B G 25 0 RAVA TR E it R
SF R BEAILX RO R B9 I 2 o BT A% 1 28 DN-
MT #1417, 40 MG98 . zebularine 4%, 2% RETEIRIT
MDS IR A A5 AR AT i T
2 Im RIS A BE A B T A 2. R R

DNMT il 57 2 4% = 22 F F AR I 2 , {2 Cande-
laria 25 BIRE BE 2K 65 R 5 HDAC 01 551 9 13 R %
B4 % PGS MDS, 2 MDS B2 B 34016 7 254
IBFFRTF IS T — o R B

[ & % Wk ]
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