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Clinical Prospects of Myelodysplastic Syndromes
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TR ERE (Myelodysplastic syndromes :
MDS) 1%, &AL L ~OVICREER: U, a5
(2 & B IMERIEA & AR ICHER S % 7 0 — PG %
el LWL A9 2ol Th 5. 1982
FIZFAB - H & L CREM &2 — S LT LR,
WHO 7 TSNS O & 72 0, JEFI5EDS
WA 0L EOREEEICSL L, Fle & HICRIE
BENEL b 2 EPWELN o7z Fz, EMIE
B \xE 3 B O s R LAt i s e L R AR S
WREE 72 o 72A%, EMUTEK T 2 iH# HH MDS O %
SEDSHE L e o TWAH. DX 912 MDS i3 m#nfbtt
KDOARFRIZBWTIRBEEDIMFEETH 555, AlH
M35 & ARCREMIILEN, HFE D B0 7z o5k
B OBEEFIIR SN TnDE 2 e h b, FE
WAL ILREE 70 EXHERE L2 WA IR TH -
72. LD L4 H, MDS O#I{5T- 551250 SRR
EHTHIGHRIE DO I S HU AT 72 % )R & 3 2 C
Wb,

ARTIX, TNFTIZHSLAII% 72 MDS D451
WRE, BUEAT b T B IRHRIEREE & SR OREZEIZON
TihR%.

1. MDS OFEERKF

MDS &, FIEATA L FARICEL I W2 b 04T
HENEMENTIIET A EEZONTE . KA

V= v AP OMESR X B RN T T B O
MIZE 5T, DNA LRVORFIZERARZTE .

L2, o WHO % TH v F 22 ISl RE R 3
ERILFRIZE A0HIZEEFT 5 TEY, Sq-AEBERICBIT
% 5 F gt R R R I DM B AR 1 I & mRE oS
WZREEAH ) & N 7RBIDSBE S LT e, MDS O
R REOHLITEETERTHY, RNARTITA ¥
~ 7, DNA *F WAk, 7 a<F 5h0 wERT
VIFMRE, ae—Y VIEAR, F v 2R Vb
HT R BB 52 B b 2 @ fn T OB BATHES L O
BTG LTWb ZERHLNIZENT. EhEho
BIZTRESED L) ZERNERL OO0, KH#
B REBIDOFERTIC L D, BN X 2 BIZFREHEZED
E, SR RE OMBIBIER, FimEE R IS5 5
IR TR R ERBICH LN > TR 20
X9 BEFTARERICE Y, FILRE & AR B AT RE 1S
o HRBPED S S HITHBLEORIFD L 22 %
AbiEnwEEZ N5,

MDS (3 B MM D 7 0 —F v 23k X b 4
U 2 WG AR ET, BRASE & R & v 2
OOMI Z o TWwab. MDSHREDERKIZIE, (1) &
MEfieo HEmARETE, (2) REHERE 7 o—-v o
HantneooAE, (3) MLEE, (1) BEETHLIVIETYE
VAT A v IR, (6) REMEs7a-vo7
R b= R, (6) SRIEREMNED S O, Z 1T (7)
IEFEIMOBHE, H 5 L, TOMAEDEIC LY
IR SND LE 2 N5 T bk
JWCAE UM A G BIETOREIZENDEIND
A, EREUNEREE D EE LA E A H S TVwB LEZD
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P53EMHL HA AR
(ﬁmﬂﬁﬂﬁﬁﬁﬁw BRURE) (5> ARhE
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S HO-> it
MR DR ESHE
RNAZTSA S0 R FRA—SAT0E
EETEﬁ
ZrO0-7iilREE
mRNAETJE‘l*fDE'}}'J’ pEE . . TR
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RNAZTSA 2> I RH . M EPRTE RE TN
SMHEET o ) Q: S AT
A s g e
NS MM > st 4piaiEE s 185E
M1 &Y 22 MDS 04T
nNTw5. % del (5q) DANOB 72 2 BAZ T FASRIB S T W

2. &Y X7 MDS/5q- FEM&H D3 FiRhE

ik 2 7 MDS OJfEi, HERhEil % &5 Az
FHhET L, PTHRBN BB TH 5 5q- iEfE
BECl, 5 FROARERICRIET 28 5T O PMAA
EPRBRICHGTHEEZOND. @ik R gk
I (5932-5933) 124, 40S VRV =2 T 2=y b
W) R — %M (ribosomal protein : RP) % 22—
FLTw2 RPS14 =123 £ 1, RP-MDM2-p53 #%
& A L 72 RSP ERCR B S S S Tw %,
RPS14 O PHAANED 12012 RV — 2RI 5T
X479 —%%572RP (RPL11) 7%, MDM2 IZ#i&
LCZOHLLE X F VLA FET 5558, pd3 255
fif SNIIERE L CEERNEIM A k5. 72 Tolllike %
R Z RS 5 TIRAP, TRAF6 % % —% v b &
% microRNA (miR-145, miR-146a) 1%, HA%GE
(RERE~OHGATRBEEINTE Y, ZOPEAEA%
MRS, AR ERIRA ST G- 5. arh kiR
I (5q31) ICIEG2/MF v 7 KA ¥ KT
CDC25, PP2A 2 — KFENTHY, PHEAREICE
DB CALEE R T LT 5.

VEAE D R BIKE 72 MDS O #5128 RMHTIC X b,
MDS 4% % (phenotype) 2 47 %W 7% &z T £ %
(genotype) VHE I NODODH 5. FFIZHERILE 5% K
5D MDS T, §CIEBHEM L LTREINTY

%% RNARTIA4 v v7EED1>THh5D SF3B1 %
FAXBRIREEIFER (ring sideroblasts : RS) & B LT
BY, BRZAT AT WHO 580 [BHIRESEEK
RS AR M (refractory anemia with RS :
RARS) | % [BRIRERIFER % M 5 £ ML EGR FRIEBA G
MERFEAGE (refractory cytopenia with multilineage
dysplasia with RS : RCMD-RS) | & @5\ HFHEIAYA 5
N5 s, RSIFAIZEIM L7z [SF3B1 225 | L
ARBHEMDRBENTWA. 72, DNA 2 F L1k
B S, RAS #RIEZS, SF3BIUAMNO AT 7 4 A
FAER aev—Y ryERITLMEKRREEK
(multilineage dysplasia : MD) | J%%l & O BH AR
51, RCMD & 3B SN EAIEBDL T Eh 5, [MD
BHEZER | L v BB RE SN TWD, —7,
INGDOEREF- 2 WIERL, RA B X URCMD ¥
B\,

) 27 MDS OFERF 2R 1 IR L7z, #I5TF
BLH 0 S SIERRE ORI AEA, del (5bq) DA ST
w7 RS D 7 8 B B fn T AR S AT A X
ns.

3. &Y A7 MDS O53FimkE
Y A7 MDS 3FER A S, SkE itk

FIf9% (acute myeloid leukemia : AML) ~O#BATAS
ML 5. ZOIRKEIIL, LBEE - MIfLFEREE
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smana = FHBRDIREEIEE

2 B A2 MDS O4Tike

BI5-9 5 M F50E, SR - BRI T
LEETRE, ¥ VAT v ZHIERTRE R Y
Db TVE (X2).

KL H D MDS 3IFEMETH 545, RKiEtk: - @&zt
OB T-BHIZ X 5 MDS/AML £ 5652 WA S,
MDS 7 TR B DRI BRI L T\ 5. W et s A4 i
IR O R iEM MDS/AML O JE N #Efz & LT,
RUNX1 %:%%, CEBPA %%, GATA2 %%, TERC/TERT
ERFMONTVWE. TOX)RERI, EFT LIV
DERAER, HINERTRE % &b > T, MDS/
AML ~EFHE « R LT <.

MDS IZiE T A ¥ [Zhett MDS #flilia | 233
D, BRI SR RIE 5T Z O MDS
WA AE LT A Z L CRIZTEROERICLDY
— I OMBL AL 2 T L TR LTl [ a—
USRI | BEREASH S T o 22T AT LTHEL B
[ (founding) ZH] 1Z RNA X 75 4 A (G
FX° DNA A F VALBEBIZ T TH Y, Fhlhtoz
HATZFDHBIEL S [IRE (subclonal) 25 | oW #E
WAaEWEHEN SN Tw5EL 2512, EE AR
BEBEICHET 2HAGDLERHE L 2 WllAA DY
PHEALTEY, EHEROMEIC L - TIRAEZ B
HES N Tnw e

[FFERIEL 2 085 A M (refractory anemia

with excess blasts : RAEB] Ti&, AML {8 HEk
PEEIMS% (chronic monocytic leukemia : CMML) -~
LR T BIERINL VAY, RAEB & AML O 51X [ 3
BRI 20% ] L) ATHRBIIEHIThbI TV,
L 2L RAEB & K3EERE AML TR D 47
JaENC B IEWITHB L T 5 S 518, TET2 &%
& SRSF2 ZEFNIAFET B H01213, HREFUN & HiEk
WMAHE#TH 2. ZnXHI2, BIEFREICIS
THRBGENZALL TRk H 5. Frslinik
IG5 BIZ T BOMLILENS.

4. MDS D&

MDS @ FHERIF B TH V), WK REE 5 2
EDVEGFHROUFIIORH S, MDS OiEHIE, R
EMZERLTVDLEE 70— Z2HR$ 52 & THR
itz PE S S5 HENREARE R -TEY, AR
DHEFETIT O T & 7 RMI LB L 3R 5
BT b C W h. BUE, ARIR T HE R
MDS {21, RIEFHI S (immunomodulatory
drugs : IMiDs) L7 K3 F, DNA X F )VILRLEH]
THEYF YD) ARELF VHBEKT VNELF
YTNT 7HH A, IMiDs R DNA X F VL EH] I,
b SFE L C M 2 IR 2 RS X O Ze VIS
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THb. INHOFEFITHEATHEHN I N, TNLIh
L Ld GIRVHFTE D) WRNRLZ > TVS.

MDS BFI B 72 - T, F 3 A T 5 Bk
7 - Jefa R R e EORERITEDNT, ERETFHRSE
(International Prognostic Scoring System : IPSS) 12
X BUWRMERIEHI 2 47 ) LB D 5. WRHEHEHTY A2
DK (lower-risk @ IPSS AL/ HRI-1 V) X 7 #) B#&H
LV A7 O (higher-risk : IPSS Hi-2/7 1) A 7
B ISR L TE SN 5. IPSS # L L 72 Revised-
IPSS (IPSS-R) (EAifH#E MDS A O FHFIICAHH
ThH AN, HHFEREICE L TIEIPSS 28 & LTH
WHNTWA. MDSHE#HIE, 2KRE2AEHRS v b
7 — 7% (National Comprehensive Cancer Network :
NCCN) O H4 K4 ViZif-> Tirbh b.

) A 7 O MDS iEEOHMI L REIETH D,
F MR MR A 3T L ClwiiA T 5. SR o
M X 2 8BRHE (OAS, L) AN EE
ORI KEREEEZ HD TV, BOZFL—1
R7F7x7var 2280 gaBFAHa > ba—)VilEe
R, EFHMBOBRELRERMEONE L)%
720 EHENHEMEZET L) A7 0w MDS 09 b,
Mz 2R+ (EPO) #EEAT500 mIU/mL L
To/RBEIIE, FRIBRE M3 EA] (erythropoiesis
stimulating agent : ESA) 2% 1 N L L CHEIR
NTW5. FFRBESATH LI NVRKZF T IVT 7
1 G- CHEHTE, ROSHEAMR B BRRSR S
B 15% LL o JE Bl <, Bk ER a2 o = — KT
(G-CSF) ofiflibiTbns.

LY P3N WA del (5q) Z24EH )
A7 D MDS 2R ICAMRERETH Y, ~E
7 av ME S - IR & v MR TeE o
A 5T, MREEANI AR RE 7 a— 0k
EVIORIERE D6 L, BAEEMIE SN HBIBNGR
BETHANREENRENTWS., LFY FI NI
IMiDs & LTEMLIEREZ AL TBY, HEESGT S
Z1& LT cereblon (CRBN) ZAME SN TE3LE
FF ) A —EEEGHE N LAY OYIEA
Twa., L) FI FEHoOEERIZ CDC25, PP2A &
ZE2oNTEY, BEMYHERF DL L b —HITm
MM E 2> TV AR 70—V OB THLLEF R
5. D A7 O del (5q) ZFi/z v MDS 12—
RNRDI® B 7%, ARITIIIRBOEH 2372 .

TH T F TV 4 MDS BiEHEF S E o THBY,
WHO 43 ® MDS 7217 T7% { FAB % #H® MDS I2%
BWHEINTWS., PTH Y A7 DEW MDS BEH T
BLEIEEL LTHYLNRTBY, AfFHMoERIC
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BN EARENTWS, 5|2, BHBEI®ZO
TH YT Y UEREIIEHMERE - B - R OE 23
HOVAMTH L. —JY 27 Dk MDS D41,
ME AR SE RN IR S5 D O O AAF I I IE R 4)
FIEWLATIE RV &5, MERIELLTTY
TFY VR BIRT A IEZ L.

THFYF YV VRIEZY A7 O MDS O 595
Lo TWAEY, FEEOBEZEIAS T X —FEL
LT MIRHEICED, BHIRIUH IR RE 2
PR ZBRWTPENENS, Lz T, THYFY
VIGBAKIBN ST B ER ORI LETH L. H
T RIGRORA L LT, HIE - RENB 2 EHm LT
P F VUL A T Y a— Vi, TYEYFY L - L
F U 3 OB XS BER ORIE T TH
NTWa, MTLET7HYFT Y - LFY F3I R
BE, BEA PG5S X B IR RER TR WA R A
el S FRIC S N E TR L ERE R A O # L
Lo EmmE I T AEHE LTHIfF ST
W5 ZOPERFEER, LFY FI PO (TP53 %
BIEFNH L CTAHMMED ) & 7TV v 0T
(TER MR D 53 240G KA L T b, del (5q) %
B O BERAVE D] TIREMRIRAMR) Z A EAZH W,
MDS/AML JEBNZ R U CTHFEMW 2R R 3D 5 & BIfF
ana'.

BbhYIC

MDS O % IR IR M TE M TH D L v
%. MDS OE# 1 I RAL S 2 B OB RS THEe 22 12
PEOEWT 8B — Y 2P Lok e idd 2 L a5k
D 5N, FIETEHEERL DNA A FIVLFER A4 TIC
MEE DT TVD. Lo LAISBNIEIE 5 CTlEn
B, BHUTIRIAASHE$ MDS 4 1R B O 451 A
5, HirBROMBEIHEFEINS.
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