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B RIZREGEEE (myelodysplastic syndromes : MDS) 1%, IRk % £F 9 & ikl o 25 7
W L 7 AR b= R L AHBISEIZ L > TR Db iEMERESE TH 5. Licddi- T, ML)
WOz, RN, BRE2Y (E~) @ CRM Tyl 2 < 724, 72, MDS
TEHASIEEREO R E L THE 55, 1982 4£0 French-American-British (FAB) 434
VIR - AR SN ELSFHMiS N TE7Z 1), L LZD%, MDS OIREDREIANET IS,
MDS BIEF ISR EATSIRERCTH D Z L RW BN Lol D X5 RO 2H, 2001
A2 World Health Organization (WHO) 43455 3 H}iiﬂ 2) 2008 (2 WHO 235855 4 hiiasH
IS 8), 2016 FFIZIXE 4 ROWET R ST 4), 2 ZITIET ) AT & & D 124 O J iEfif
*ﬁ@Lﬂaﬂ}iBﬂ%éﬂ’Ck@ St%. BRIRDY x-{xL L’Cﬁ< bbb, 728, FAB 43S WHO

SEEHEEOECKDORRETIL, MDS &Kz K4 —>—20 syndrome DHEE LV EKT
myelodysplastic syndromes & HEIZ L T\ 5. if_, P& TR & LT FAB 08I HES W
72 IPSS DB S NVAS VBN TE 7203 5), WHO 52 FEIZHDV 72 WPSS 328 S 4 6) . IPSS
DUET HITHOIN TV D (revised IPSS, IPSS-R) 7). F7=BEFOIRPEED FLE Lo 72 72 L@ >
7‘75‘5@5%6 EEBHIT, SFETITRWVERRDEDNHIFF SN DEYEELBL L TETWD, 22

, BIRFRCTEON TV A ERIZHESNWT, EEOBELZITO L CHEREREZIETA FEL
Tik@t._ﬂﬂﬁawﬁ_&ifiiwf%é

28 KREME

MDS %, 1) Ehi&im, 2) &M ETIR2RE,. 3) KIFIZHIT 5 Mk, %K%
ETHERO 7 v—MEEERBTH Y, LiIE LIZAMEE#MEAIMmS (acute myeloid leukemia:
AML) ~#177 %, MDS ORREITZIEICHZ D . AML 5 BEHE5EMEE R, (myeloproliferative
neoplasm: MPN) 72 & OEEMER B0 AR BIEE M (aplastic anemia: AA) 73 & OB BEREIE
ERE S OEERIDNLEE L 72 D05 ERINEEER S & ZIZRD LD, MDS & %@*ﬁf?kr$ LD
BIDRA » MEFR 1VITRT,

2016400 WHO 73%8%56 4 iekET 4) TIiX BRI 72 I OMRIR & Bk O 5 23 FLE S,

BEAHICEE SN TV O BB TFEROERD MDS OZKAHHIC G2 2B OV TEAL

TS (BRIZEER),

MDS D2z 3T ERA DR EITIRER Th 5 72 A B OUWET TITRA MDS O ¥ iaz
ﬁﬁ/ﬁk@ﬁrk%ﬁk@%/\& {Z‘ifﬂ“é £IoZholz, ZDH, “refractory anemia” X°
“refractory cytopenia” &\ o 72 HEED R L, “MDS with single lineage dysplasia” <> “MDS

with multilineage dysplasia” KE%T@K bic, —JH. /B MDS IZOWTIHSET ST

U,

F A EIOWET T, ARIFERRATEEAIA B #H AL D 50%LL L4 5 256 O0FENRRE <

ERINT, BRI, FERPEHORAEMROEIGOA TSNS L5122 0 M

12kt L C 20% A9 CTHIVE, FERFEERMIZD 20% L L& o 58546 TH MDS E2Z2Bisind

L2z o7,

QefRIZB W TIE, ZHETERERIC, del(5@)72iF 7% MDS (CRFEAR B & L CTHMSZ L TV D

(MDS with isolated del(5q)), F 7=t BEHERIEE & FIERIC, MDS 2B 285 A RO H
FIREICERINOOH Y MDS TERBHEICERN 7 %néuz:%}: L C SF3B1, TETZ, SRSF2,
ASXL1, DNMT3A, RUNX1, U2AF1, TP53, EZH2 32T Hivh, LInLER L, ZIH 0% R
E’chiﬁ 0 — U ERIEE SR E ThRdbild <‘:75§£5)6 ZEND AREIOHETTIZZ b MDS

B U728 A BRDFET D721 Tid MDS ORZWcid+55 Thne S Tnd,

£ 1 BHSE R LR R

I ER > T HE 1) B AR IFERLE R
MDS Pk H0 20 Y% At
MDS/MPN | £k % | i ER 30 5 0 H0 20 Y% A it
MPN — R LA TN 7L 20% AT
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AML EifmERIFEE2 . &l - i | & XI2hY 20%LL
B&H Y

AA 5% LEIZHY 5% AT

3E MR

1) ZERE%E

MDS % AML, MPN, MDS/MPN, AA & @EFHFICHE L TWDH. 1982 4 0
French-American-British (FAB) 7/ —72 X% MDS OEEMEOIRE E4S5¥E 1) X, MDS
ZHEIAE WD B TRV, 2>2 AML & OB MDS WO A48 4 2Bk R 70 & CHARRIC
X352 22k, MDS OHfif L2 - FEORBICRKE BB LTZ. ZT0O%, 2001 Fl2iE
i« U KRRk O S 2 AFRROIC 0 L7 WHO 233855 3 it 2) Ak Eh7-. LarL, WHO
IYHEES 3 MUT MDS OJFHISE 8) 1%, FHHOSHELE WY b Tk, HRERESLAZKNIC
S LTS FAB 203 Z2 FEARPICITIEER L, — IS hins ARIOIRIEE O BEOYL il - s 7 B
WO BREMIAALTE S DT o 7-. WHO 738155 3 iU% 2008 4 125 4 iRk 3) & L CTHGET =4,
MDS OJFHIHE 9) ICHETOWET N D -7, WHO H¥EF 4 FELETIRDY 2016 FEICAF S iz
DS, EEERHIN S 2R ET Th o 72 4). FAB 43#H & WHO 2085 3 ilv4 T < MDS, AML,
MPN, 725 0NC MDS/MPN O RIUTERFR FER7->TEY, EHEL008IZHEH 7T MDS 0%
WrkbHEI X R 5. 2 2T MDS Oz iLUElx, FAB 43 8H 2 BEHE U 7= JEic, WHO 45385 3 il
WZHI L CTHERK & 41TV 5 Working Conference on MDS 2006 @ =2 & % X La— ks D2 JL7E
10) ZhkL7=tbo e L= (3£ 2).

F 2 AISHER M (B B S7 UE R ORI AL e
JRATEE  Fretiad mEE ISR D MENTIEEE PRk 28 4R ET)

1. BRRPTR.E LT, BEgmEZI LT 508, &SR, BRALED L, EREZXL
ZEHdh b,

2. KIYIMT, 1 MERRLL EORFGEH 722 MERD 2586 2 23 B B UEGERE (RIS )
DB OBED MERED & 1%, AT, ~E 7 1 B BE 13g/dL RiCE M) 7213 12g/dL
Rl (Zotk), #FHEREL 1,800/ w LA, M/ 15 77/ u LRI 2 H 97 FRl2 1 R DA T,
% FE o it Bk [10g/dl<Hb<13g/d1(3E #)/10g/d1<Hb<12g/d1(Zc ). 1500/ 1 1<ff- Hh Bk %
<1800/ w1, 10 Ji/pl<ifi/Mr#<15 5/ pll OBFEITIE, TP EHBEESIEERE (RS
MEEM) ICHETLINE ) DEEEBEIHETA20ERH 5,

3. HBEIIERWLBERDO Z LN VNR, KEROZ L H D,

A, MZFUEME (FAB BT, 1) ,2) 235, WHO 3Tl D~4) BUHETHD)
1) KR & B ORI 30% A0 (WHO 205 Tl 20% A7) TH 5,
2)  MERBDOPCEIE O & 2 DD E 5 5\ WITIEE M feE B EGE )RR TE
Do
3) RMMOBERE 1X10°/L K Th D,
4)  t(821)(q22 ; q22), t(15:17)(q22;q12), inv(16)(p13q22) F 7= t(16:16)(p13;q22) D Y
BIREE 2D,
B. ey UE
1) BEEEHERICB O TERBRER D0, BIROBRE DX 533 5) T Low L ETH S,
2) Yk, F 7213 fluorescence in situ hybridization (FISH) 5 G i S BE el 23
HEW S D YR B (R 6) 28D 5,
C. fliBhE
1) BHREPRIEFERECRO ONIBETERNGEATE S, (B, TET2EE AR,
DNMT3A &In 2%, ASXL 1 8inF2%, SF3BI1 Bin 2%, TP53EIn AR
L)
2)  WERERIT ) NRENTC, T AEENFEHTE 5,
3 Tu—HA R AN —TCERERPELAET HEMHRMRNEHTE 5,

4



AR RIEGRE BROBIRY A R

LT, 1., 2., 8T ko THMBERAUEREE (RIGMHEREM) %59,

A DOVFEFEHED 1) & 2) (WHO 53 TIE D~ DT _0) /- L, B OREREAED 1) (WHO
X 1) F£721%2) ZWilz LicGa, BHEREEEGER (RICHEEMm) OZMAHET 5.

A OVEIEHED 1), 2) (WHO 53 TIE D~ DT _T) Zi7=7 20, B OREHIELE LD,

BHE R EEGERE (RIGER ) OZWNHEE CXRWGEE. &2 WITIAERKRG (F 21X

B AR T O RERMER 72 &) Th DL X, FAIRETHIIE C OB LA T 5, Mihik

YT BB RIEBUEGERE CRIGHERM) . &2 WIT B RIEAUEER (RS- M) O\ Th D

ZEELODTIRIME 725,

WEEMEDREN TE 2 WHACEEZ A (idiopathic cytopenia of undetermined significance

(ICUS) #ilx&te) IfmElEs L, @28l @F 6 »H) TomEEIT,

H1. ZZ2CoOWHO ¥ &%, WHO 2035 4 fkGThRZ 597,

W2, EHREEEGER CRISMEEMm) LBMTE 20, BHiEE L2 & 72 3 bR HECH
JESFE DM AEN 5 D IGE R & L,

3. ~EZr EVREILEREOLEIT B 12g/dL. %t 11g/dL BE E THRIERDN
BHOENTRWZ ERH D, 2 HFPEREICIIAEZ N H Y B A ANOMRHE ATk 1,800/
w LRI 25 24 £ 8122 < 1,500/ 1 LOELE) £ TIURRIE RS S0 S I35 2 W alhe
HRBH D, X512, /MRS 10 5/ p LERE) E TIIFROERPHOL L TR LR S
%,

H4. BREREAEERE CRISHEEM) ORMM & BEEOFEKEEIT FAB 08 Tl 30%H&
i, WHO 5338 Tl 20% KT THh 5,

1 5. FAB SO @M BE B [ f5s (CMML) 1%, WHO 438 CliE B BIEEERE (R
JEMERI) & LRV,

H 6. WHO 7335 4 BEGTHUTIE, #RA ek B N Hiu, REF BRI B
FICRUEGERE (RISPER ) OZWHIC M TIZZR W,
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# 3 EBEEIE SRR L] T SR A LR
PR L TE
EARFFERMER I (B4 v Bio/#EfERZ)
fMiF=Y 2 REF o RZ
A I BRI AE  CREAES PR M i e s
PR, TS
PpgRe STHESE (]« PIIRETCHEERE, = —3 =J%)
7L 3 — L R E
HEJERE (F: 8h. ©3R)
iR Z
R (BEREH)
HIV J#&g:
Anemia of chronic disorders (&%, ZJE. #E)
FaZp & rER A (B : congenital dyserythropoietic anemia)
B o0& M i Bk iE

(]« st MR ESE B . 25 =Y 7~ h—F X)
1 BRE FSE A
OB R
HifngE (] 2k sEtE A i)
B REHEAETEREE (1 TR MRS BERRHEE)
AR RMEE M
FAEMER I ~E 7 v BV IRIE
Idiopathic cytopenia of undetermined significance
KFERL Y >3 A a7
HEMEY o oNE
2V fIE

2) BERIEZER
B mERB D Z 2L, KCHEOEEBRT 2 &7 L 2 DT _REHER L LT, MR R
B, RGSVEOAEESE, HIV Y72 E), RIEMZEER (SLE, Yvada R—U X, RIEVERRER
E), Tm—LmREE, FEAMEOEKEE (BUERER L), RERE @ARZ, EBRXZ2R
), WEEOIED, RO m &Y, B, ZRMEahilE, ErEY oo\ E, mERERER
B CoBMERBNHIT 5D (3 3). MDS OZKICEL Tk, Zh b & EERERE OB
& RPT L, BRAT L OMRGHT X 0 EEICEER] L2 uE e 6720, —J5, “idiopathic cytopenia
(s) of undetermined significance (ICUS)” 10), FpFsMEM/ MBI ESRBER, FISM B TRk
FEZR SIIEE AN RRMBIRE LB T5 2R d 5.
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F 4 BRREMEE M EE BT DA SEEE - AN SR I (B BE R BUERERE) OIERE SRR W HUE R
DT DT —X 277 N— T KD BRI RO 3% Crik[11] [12]0—ERck )

AT TV — A BRI AUEGEEI R RN m ORI AR
- Granulocytic series (4FHEKR)
hypo-segmented mature neutrophils (Pelger) : {3 B HER (~L 7 V% B
degranulation (a- or hypogranular neutrophils: Hypo-Gr) : fifEk (% F 7= 1 TAKFER 4 TP ER)
- Megakaryocytic series (FAZERR)
micromegakaryocytes (mMgk) : f##/]NER%ER
- Erythroid series (FRIMLERR)
ring sideroblasts (RS) : BRIKELZFER
17 32Y— B
- Granulocytic series (4FHEKR)
small size or unusually large size : /M F 7o [ ZIRBULF P ER
irregular hypersegmentation : 8y HER% 4 HHER
pseudo Chediak-Higashi granule : {4 Chediak-Higashi $£57
Auer rod : 7 7 T /L/ME
- Megakaryocytic series (FAZERR)
non-lobulated nuclei : 3E/7 %%
multiple, widely-separated nuclei : 732 E%
- Erythroid series (FRIMLERR)
nucleus (%)
budding : BRI
internuclear bridging : ¥4 (G t0/E) 2246
karyorrhexis : £ZAAEE (%
multinuclearity : Z4Z/RIFEK
hyperlobation : 84y &A% R 2FEK
megaloblastoid change : FLRIFEREEZ L
cytoplasm (i)
vacuolization : ZEfg/k
PAS positive : PAS 51
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FK 5 FpIEMERE MR B DM AT TERE AN ISVER L (BB RUEWRRE) DT A& YRS S HEE

RDT=D DT —F 77 N—T XD BIB R OREE DX 4y (3Crk[11] [12])

High

High (X Fao 1 £7-112 L EHT 5
1. Pelger>10% %721 Hypo-Gr>10% T, mMgk>10%
2. RS>15%

Intermediate

2~3 R THRIEL (7T — A & BOAEH) >10%

Low

1 %R THEEK (73 V— A L BOAEH) >10%

Minimal

1~3 ZMTEEKR W72V — A & BOAEH) =1~9%

Pelger : hypo-segmented mature neutrophils 14334 H ER
Hypo-Gr :degranulation (a- or hypogranular neutrophils) iR AFH ER
mMgk : micromegakaryocytes f5/NEAZEK  RS: ring sideroblasts ERAREEZFEK

K 6 ZBRHIAGIERE M (B BESUPRUERRE) TR b o etk 5 H CLEkis))

et (R B MDS t-MDS | YR s MDS t-MDS
NI ) fhd
+8% 10% t(11;16)(q23;p13.3) 3%
-7 or del(7q) 10% 50% t(3;21)(q26.2;q22.1) 2%
-5 or del(5q) 10% 40% t(1;3)(p36.3;q21.2) 1%
del(20q)* 5-8% t(2,11)(p21;923) 1%
-Y* 5% inv(3)(q21g26.2) 1%
i(179) or t(17p) 3-5% t(6;9)(p23;p34) 1%
-13 or del(13@)** 3%
del(11q) 3%
del(12p) or t(12p) 3%
del(9q) 1-2%
idic(X)(q13) 1-2%

* OERRSERYIEE A T S 2GR TS O YA O B O F(ED TR
A (B REFIPRUERREE) L2 TS a0, TS ORI, AR O
HIIMERIR D 23 8 2 S ld, TERERE 2NH TR Th L AISHEE M (5§ 5P RUE R
) ORREMEZ R TIRILE 72 D,

**WHO 4533855 4 it CCHKIS)) TIXHAM T MDS &2l 20 L ST 523, 13q-
% RF BRI~ O ROG A RAF 72 AR BRI o2 i@ S h T (18],
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3) w/ENSE

(1)FAB %8

ek X v MDS DRy EIE FAB 2 EIC SV Tz, FAB 4388 Tl MDS ORI 3E1E, B
Bids L OCRM MIC BT 2 FFERD I, BHOBRREZEER OB, Auer /IMEOAME, A i B EREL
T, A& I (refractory anemia : RA), BRARERIFERZ 1 O NISMEE ML (refractory anemia with
ring sideroblasts : RARS), FFERHIINZ 1 5 RISMEE I (refractory anemia with excess blasts :
RAEB), #417H#1 RAEB (RAEB in transformation : RAEB-t), &M &8 ERME B ISR (chronic
myelomonocytic leukemia : CMML) (237 H005 (58 7). FAB 733 TIXEBE TOIFEER LR N
30% AT D HDZ MDS LWL, 30%U EOSAT AML &2 5. £72, BHaaZH

(all marrow nucleated cells : ANC) @ 50%LA L& FRIFERAS 5O TV DAL, FERFEERA
#fE (non-erythroid cells : NEC) TOIEERIEEN 30% LA EOHAIZIE AML-M6 &2l L, 30%
R DOEA DI MDS OBZW & 72 5. 728, ANC, NEC OfFRICOWTITH%RO 7. BRAHTA
EHROZ L.

FAB 533 Cl RA [3RM ML HLEREL 1,000/ w L AT, FRAE MO FERITE@ T 1% A0, HHETIX
TFERIL 5% A CERRERIFER DY 15% A0 & B 341 5H. RARS 13X RA O ERIR O ILNEL 77
HOT, BHE COBRIREFERDNFHEAMIND 15%LL Db D TH 5. RAEB 1T KM I HEREL
1,000/ p L i, ARAHMOFERITE T 5%AT, B CIEIFEK 5~19%, Auer /MEITFE OV,
Auer /MENRH BN H5ETE RAEB-t (203115 . RAEB-t 13RI D ZEER I TE T 5% L L, B
B CIXEFER 20~29% TH Y, Auer MERAH LN DG E S HSH. CMML OZWriZims, KAImoO
HEREUT 1,000/ 0 L PLETIFERIE 5% A, B TIZZFEK 20% AR TH 5.

#* 7 FAB SHHIC L 5 B SEBUEGREO 08 CCRk(1])

Jpi il AN ifn T L BT
RA TEBR 1 Y%A HEER 5% AT

BAER 1 X 1091 AT BRIRERZEER 15% A *
RARS FHEER 1 %A FFER 5% AT

BAER 1 X 1091 A BROIRERZEER 15% LA 1 *
RAEB HER 5% A IFER 5~19%

HERK 1X 1091 i Auer /ME (-)
RAEB-t |ZFEk 5%LL L FEk 20~29%

Auer /ME (+) Auer /MK (%)
CMML  |ZFER 5% A EER 20% AT

HAER 1X 1091 LA L

ARISHEE I (refractory anemia, RA), BRIREZFER A £ 5 AIGME A (i (refractory anemia
with ringed sideroblasts , RARS), ZFERHENN % £ 5 RIGIEE M (refractory anemia with
excess blasts, RAEB), #1TH# O FHEREE M % £ 5 RIS ifi (refractory anemia with
excess blasts in transformation, RAEB-t) . & ¥ & %6 ¥ £k ¥ & 1 % (chronic

myelomonocytic leukemia, CMML)
BB AT RIS 0 5 H R

(2)WHO 73$8%5 4 hREEE 4 IRERETHR

WHO 73385 3 i TlE, B R/ TRZKD D LHET HRIMEIL 10% THLH Z L AWRSNZ. B
Bl & 2 WIIRIE I TOZFEREDN 20% L, EOAIX AML &35 2 L, CMML A 'E#E R/
HHEHEEMER B (myelodysplastic / myeloproliferative diseases : MDS/MPD) | O~ 7 v—=7
WA ENT-Z &2 FAB NG OREREHE R Th o7, £ O, WHO 72J85 3 Tl
RA B3 XU RARS 78, EEWENAZMERICKSGEIE, ZMEKRER A D RIVE B E

(refractory cytopenia with multilineage dysplasia : RCMD) 3 X O I ERR BIEK & B ERFE
BRA& O Aot ERIRAME  (refractory cytopenia with multilineage dysplasia and ringed
sideroblasts : RCMD-RS) (ZHi/3¥8 S 417z, £72, RAEB I35 H#i COHFERIZ 72 K12 L Y RAEB-1

9
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& RAEB-2 (T38| S dv, B RBE M F §f 28 i JE 6 #F (myelodysplastic syndrome,
unclassifiable : MDS-U) ¥ X Ok R4 del (5q) % £ 9 BHEIEAJEREE (myelodysplastic
syndrome associated with isolated del (5q) chromosome abnormality : 5q—syndrome) %7
TY =PRI t (8;21) (q22; q22) ; (RUNXI-RUNXITI), t (15;17) (q22; ql2) ;

(PML-RARA), inv (16) (p13q22) F7/=ix t (16 ; 16) (pl13; q22) ; (CBFB-MYH11) DY
BRBEENRO ONDHGE G FEROBEEDO WL AUZH )b 6T, AML O#HRICOEINDL I L &
AN

WHO 5355 4 iR ClE, WHO 7285 3 RICHE T OSETH S hic. AMOZEE Tix, WHO 43

F5 4 B TIE “ringed sideroblasts”?’ “ring sideroblasts”|Z, “myelodysplastic syndrome
associated with isolated del (5q) chromosome abnormality : 5q—syndrome”?® “myelodysplastic
syndrome associated with isolated del (5q) : MDS with isolated del (5q)” (2, AW |Z72> T
W5, BIZROFENE T A 2N R E AT TIE e, YRRy ofE S HEN RSN (&
6, & 12). (a) H—MERFBH DO EEMKEZ MO NS MERJEAE (refractory cytopenia with
unilineage dysplasia : RCUD) 23#1a% &4, Z D720 RA, RIGMELFPEREE (refractory
neutropenia : RN), ARISVEIM/IMOBE (refractory thrombocytopenia : RT) 235 EN 5. (b)
WHO 73485 3 i@ RCMD & RCMD-RS 1%, WHO 73385 4 R Cl3—+5 0 1208 S 1L RCMD &
7%, (¢) FHFERIEMA 22 < CRIMIM 1% A0, B 5%A0) T MDS &2 T& 2 8BB4 iR
220 h DD, MDS AHEHI S 40 5 Jea R EE (& 6) 3580 b2 #il4 MDS-U & L7-. £7-, RCUD
F 7213 RCMD D HHAEA w72 T3 K IMIZ ZFER A 1%788 541, RCUD e A i 7= 323 Lk
W ERBDHHL MDS-U 2D, (d) Hoio/h gl BERERE (childhood
myelodysplastic syndrome) D47 3V =8B S, £ O 70 TRICE ERIR BEAL & LT/h
IR M BRIV E (refractory cytopenia of childhood : RCC) 723i% () Haviz. LLED 4 &3
WHO 73455 3 iR WHO 7335 4 iR~ DER R DRA > S ThHD.

F4 RAETHRCTIE, refractory cytopenia (RC) <Prefractory anemia (RA) &9 HEEZE W
9, $#€kDORCUD, RCMD, RARS (ZFHY 3 % Mk & L CMDS-SLD (MDS with single lineage
dysplasia) , MDS-MLD (MDS with multilineage dysplasia) , MDS-RS (MDS with ring
sideroblasts) 235315, MDS with isolated del (5q) (Z2W T, del (5bg) LIFMz (=7 B
el (7q) Z BT AINYERRE N1 STETFEL TV TS ZOHIBICE £ 5. SF3BI
B RE OFENMDS-RS OBWHIMAIAENT. FEHAERCdel (Bg) DRVMER]TSF3BI1
DERFEPIFET D56, RS 235%LL ETHIUEMDS-RS & 2T 5, SF3B1 ORFEI/RE
WG AITIE, MDS-RS & 2W3 2572 ®IZIZRS OFEIGN15%LL Filed Hivd 2 & ekl v 24
FETHDH. RS 2R, D OREEN2 Bkl EAFET DIERNLHE4 iTIZMDS-RCMD 24358
INT=A, WETHRTIZIMDS-RS (20 S 5. MDS-U with 1% blood blasts Tlid, 2 [R[LL D
B TRIBMFERFNE N 1% THDH I ENRRETH D & Shic, FREFERDB0% L LFET 2550
SHERANCEE N b 7. ETIR CITE BRI RN A A (ANC) D20% A5 D5GE 13
REFERCRMINE (NEC) 1Zxtd 5 ERiFEkOEISGICREDL L TMDS Eglransd. 72720, Kk
TRIFERI80% & B %, D OHIIRFEERD30% LI EDEATY, ANCIZHT 5 B HEHERDOEI S 0320% A
i & 7257, AML, NOS, acute erythroid leukemia & #2Wid 2SItk FE4 IR E FIEETH
% . WHOZHHEE ARCLET I OMDS D IR 4346 % 81T R T,
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AMRRIEGRE DROBBAA R
#8  WHO 7B FANETIC & 2 B R BUEGEREORAE  SCHk(4]
BB g ity
o W sy iﬁgﬁkﬁ; ARATIRIC £ %
RS THE R (B HETRIFER . H B AR T
o) i
ke
BM <5%, PB MDS with
MDS-SLD 1 1 XiE 2 <15%/<5% T <1%, isolated
Auver /ME () el e
il X7
ke
- BM <5%, PB MDS with
MDS-MLD N 1~3 <15%/<5% T <1%, isolated
Aver /ME () del(sq) 3%
il X7
MDS-RS
ke
BM <5%,PB  MDS with
MDS-RS-SLD 1 1 X% 2 >15%/>5% T <1%, isolated
Aver /ME () del(s) i35
T S e
ke
. BM <5%, PB MDS with
MDS-RS-MLD ) 1~3 >15%/>5% T <1%, isolated
Aver /ME () del(sq) 3%
il X7
del(5q) Hifl &
7203 AHnef gy
0,
MDS with isolated L3 Lo PUMER iR
del(5q) 1 Xt 2 DT gger i () 2 (EELL -
7 & del(7Q)ix
FR<)
MDS-EB
BM 5%-9%
7 ol - =
MDS-EB-1 03 1~3 #L EEE xzPB kN
Fikeka 2%-4%,
Auer /ME (5)
BM 10%-19%
; - %7713 PB )
MDS-EB-2 0-3 1~3 8 EFJ 5; ; 5%19% LESRD
F 721X Auer
/MK (4)
MDS-U
0,
with 1% blood mU £ M j5/ ’iPB -
blasts 1~3 1~3 Hiken o g
Auer /ME (-)
with SLDand . mL g M6 PB {EEED
pancytopenia fEl o9 ,
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ga?ed on BM <5%, PB MDS & #Z W]
C;;I;g;iﬁc 0 1~3 <15% § <1%, RE7eYuta (R 2
N _ AL
abnormality Aver /() "
Refractory cytopenia of - - 2 BM <5%, PB N
childhood 1~3 3 i <2% e

R DOBEFRD A~V F L OIS : MDS-SLD (myelodysplastic syndrome with single lineage
dysplasia H—MEKR O BRI 1 5 B # R EIERRE), MDS-MLD (MDS with multilineage
dysplasia 2 MEKR BIE R 2 £F O B R EUEWERE), MDS-RS (MDS with ring sideroblasts ER{k#k
FER 2 £E O B RIEAUERERL) . MDS-RS-SLD (H— M ERRHE D BIE Ak & BRIRERIFER 2 1 5 5B BIE Ak
SEMERE), MDS-RS-MLD (£ MLERR BIFRR & BRIR BRI ER % £ © B3 S TERUEBRE), MDS with isolated
del(5q) (5F YRRt o0 AR R & 1 5 B # S EREERE), MDS-EB GEERHEIIN % 1 © & # B pE
78E), MDS-UMDS, unclassifiable 4% A~AEML 86 I EWERE).

* MERD DOEFR: ~T 7 a B URE <10 g/dL; m/RE <100 X 109/L; A ERE <1.8 X
109L. FhUZ, MDSHAZ N6 OER LV BEOR M F 72 12/ MOsAE L LTBD Z &b 5. H
BREUT <1 X 109LCRIFIUIR B2,

T SF3B1 RN\ H D55

I ORI O ZEER 1% 200 LA E O CHERR
§ BRIRELZEERD >15% OFA 1% MDS-RS-SLD & ¥4 %
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(3)WHO 74B5E 4 i/ 5 4 hRIZETHRT MDS [ZBER T 5ED

a. CMML OH||
CMML (%, ‘BH#EH#sAMENES & MDS ORI RO 7 1 — OB BERIES C, FAB 728
TiX MDS DO#ilETh 5. WHO 755 4 MUK, CMML 1% [ #8652 % 5/ B B GE e I 5
(myelodysplastic/ myeloproliferative neoplasms : MDS/MPN) | O 7 7 /L — 2k AA E
7z.

b. RAEB-t DHI|F#

WHO 735855 3 i CIZEBEH D WIT KRR I T O IFEER L E D3 20% LA EOJER]IL AML & EFE S 1,
WHO 554855 4 {5 4 BELGTIRC S 2 OERICED D T2\, Lz~ T, B TOFERLERIC
L 02l & Tz FAB 2980 RAEB-t 3 X ORI CTOIEERDY 20% L4 Lo b o1, WHO 4y
HE 4 RCTHT T AML IZ58EIND. L LR OERHMOIEFEEED L, & DHVE Auer
IMEDIFED I L 0 2k S iz RAEB-t 12 WHO 437855 4 iU 4 GGTRClE RAEB-2 (24
HIns.

c. RCUD (% 4 i)/ MDS-SLD (3% 4 hRekEThi)

ZOAT Y —X WHO 775 4 fRCHa Sz, H—IMERCRHIC DA BIB K & 3 2FEk I
M7 MDS £ & D72 HDTh D, ZORNZIE RA, RN, RT BREENS. BEMEZRT
KD IIZIMERII D 258D D Z L INZ WA, & EIC 2 ZfICIERBAD 280 55608 H 5. Bk
R 1 R TH D0, WIMLEKEAD DAL MDS-U EEFRIND. BIEMIZZ o — MM OFE
WEFTnT LT, 7 — U MWERETHLREMDEDO NS, BRI AZ RS 2 ik
WAIE, 72 & 21% anemia of chronic disorders (ACD), FFEER, v AL ARKYYE, HAERBM
1, 5|21 idiopathic cytopenia (s) of undetermined significance (ICUS) 9) 7¢ &4 {HE
R L 22 T2 b e, £, HEMEH, (LW ERE S RIPAR L ERBD ORR E 72 5.
L7ieRoT, 77— MWaIEHATERY (2b 21E, EFEER) 560 RCUD OBKICIE, 6 %
AREOBEYIMNVLETH S, ApAE, BRICBWTIE RA Y &g U THEERN G W &2
WS TWD 14, 15). 5 4 IRSGTIRTIZ, 4 F72° MDS-SLD ([ZekET S he.

d. RCMD (55 4 hix) /MDS-MLD (55 4 hitckzThi)
FAB /3% C RA X° RARS (ZAHY 35 2%, & D72 ) T iR RE O BT A ET 7 O FEEE A358 M,
B p &l LT, PR/ AR THIIMBEBITOY A7 HE0 16~19).

WHO 75 3 i ClE, FABABICRAIZHHEINTWZHDD I 5, 2 %fIZ 10%LL o
AR BIZRL D - 5L 555513 RCMD, FAB 43810 RARS @ 5 6 2 Z#tLh T 10% 2L Eoosffifa
WZHRIZRR DA B 5 55E1EXRCMD-RS &3S v, WHO 2355 4 i T RCMD & RCMD-RS
X, —HRVICHE S RCMD & 22 o7z, 5 4 EGTIRTIE, £ F2° MDS-MLD (ZH5GET S 4, F
BEDIRIFER T OBRDIRERIFER D LLH 15% A0 (SF3B1Bin T DERN B HH51% 5%AM) DIE
F‘OBINE7z=. WHO 3% 3 MiAK:, WHO 20885 4 il (S&EThR) I8V TH &R D BIE
FROBIMEIL 10% & SNTVDH, 2D 10% &) BIEORFSERRIE R I OV T+ 1ot
INTZb D LTV . WHO 5555 3 MROFROERRAIEZRIZ OV TR b 28 2 it L T
Wb RAY DT N—TOHE 20) T, BRMICEROD D EEERARO BEROBMEIC OV T
40% L LTWD., HARE FA Y EDOIEMIETO B ARDIEFOKRFT 21) THEZERRO BIEHK O
BIfEZ 10% &3 52 &%, THRIATFELUIE TRV ERE S, EEE MDS eV —%
7" 7" — 7 (International Working Group on Morphology of MDS, IWGM-MDS) 7> & D5 22)
Th, EEROREROBEZ, WHO 458D 10%75 20 £721% 25%I251 & LiF 5 Z L35 E
INdE SN, FRFERRTH, BELZHEZSTXELT20ELH D 23).

e. RAEB-1 & RAEB-2 (% 4 Jiit) /MDS-EB-1 & MDS-EB-2 (% 4 JltkzT /i)

FAB 77#C RAEB 0N b DL, P#HEBIMFBITY A7 OENZLY, RAEB-1 &
RAEB-2 |2 WHO 4% 3 U T EI &N 7-. WHO 2¥E5 4 iU ClT B i CHER 5~9%, F7-13K
Y1 CTEEER 2~4% DAL RAEB-1, BH# CHER 10~19%, F 7 13RI THFER 5~19% D
AIERAEB-2 & &tz L2 -> T, KM TIFEER 2~4% THIUE, BHECTHER 5% A CTdH -
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T RAEB-1 &7¢%. WHO 735 4 it Tl Auer /IMED LY UMTHOWTFEL < Bl S 1Ty
5. 7oL ziE, RCMD X° RAEB-1 (28 Ed 2 KM, BHEOFEKLRTH->TH, FEKIT Auer
IMEDHIVE RAEB-2 L0 END. 5 4 EGTIRTIE MDS-EB-1 & MDS-EB-2 L 4554

27z,

f. /3¥EARES MDS

WHO 533855 4 BT, FFERBEMAS 72 GRAS I 1% AT, ‘B 58 5% A0) MDS E2Wr c& 5 BRIk
ZIRDIRNH DD, MDS AEHIS DY AR B (£ 6) 13580 biLsla MDS-U &LT-. F7z, RCUD
F721L RCMD O REHEZ7- T S RIH MIZZFERZ 1% 561, RCUD O 3L #E23 7= 923 L fn Bk el
ZRH 541 MDS-U (2538835, MDS-U LB =Bz VT, EERWVBBIE NS ET
oY, ODHITHIDOTFI LIRS T-BRT, DL FHZATHITLIT/e> T %, RCUD 7213 RCMD DAL HE4
7= DRI MIZFERE 1% 788 55414~ MDS-U |%, RCUD/RCMD L0 F#% 23R E T, RAEB &Y
TEPRIFTHLERESITND 24). HARDIERFITIL, RCUD O R HEA /-9 25 BRI A 238
HHHAT D MDS-U OBEFENRAYFIE IR LENZERRESN TS 15). 5 4 MEGTACIX
MDS-U with SLD and pancytopenia, MDS-U with 1% blood blasts. MDS-U based on defining
cytogenetic abnormality &An4: 2SBREICZRY, RIFILO 1%DIHFERIL 2 [P EOBIEE TR T 54
EhRbHDHESNT.

g. MDS with isolated del(5q)

WHO 73365 3 ffin 5, MDS T 5 FYEIRREMED K KD HDOYEIREE R 51D DA 5q
—syndrome & L CHI7ZIZHHI N, 55 4 iTTH MDS with isolated del (5q) &9 4 Fk CHE
XT3, 5q-syndrome I MDS O/ D 73 7> CHeE— A MEICHF RS 5. — R LR ER M2 .
ZRL, M/MREIXIER 220 LIS 2. R MEFERIE 1%AR0C, BT OFERIT 5%,
R 2 FF BRI 5. AARTITFCK & bl U TR IRV 2 & 3 ST D 14,
25, 26). 5q¢-%H 3% MDS 2% LT, #VU FvA ROFEKTHHLFY RIRICEY, &mn
AMBENR L 5q-2 1 —2 DR - HRPBD HND LMESW TS 27). F 4 BEETHT
1, del (5q) DIAMC (=7 BLWdel (Tq) ZFR\V 7o) MINAGEEE TR 1 D72 FEL TN T
HZOEIFICELZ Lo T,

h. R MDS (2% MDS, #r#E{ b2 1> MDS)

#J 10% D MDS BFH OB R ZIRIZAR T, {KEA MDS (hypoplastic MDS) & FEIZILS. B HEK
e & T & OB O TlidZew. 2l L OIFAEREMEm & OERINREE 5. &
7o, AEMEIC L2 EHEESCH CREREREZRAT LI bEETHDS. BAERREAM T
Ao st 7 e 7 ) L EORBER A THDL Z L0 b 5. £ 16% 0 MDS B3 T,
BHEICHAE L 2 PR, B LA £ 5 MDS (MDS with myelofibrosis : MDS-F) & M-En 5. B
ERI72 MDS-F OEFRIL, OVEAMETHRRMMESRE (27 =7 1 nb b)) & 2 5%
LA DR Th % . grade 2~3 D FREOBMELIZTTEARK FTH D LW I WMEDNH D 28).
MDS-F L@2ZWrans6ln% <2, RAEB Oh 7 3 —Thsd. BEHEBRHEATIE, @BEZWT
WNEETH 5. FEROBMZ, MR (Bl CD34 4efa) ICX VSN ESD. MDS-F
DFFE 72 ERETFRIFT L E LT, BUNEREREZ BT —E O BRI O & ORI H 5.
B BE OBHE(LITTEPE B MDS, A REEsE MR, Y N, A OB R, ROGPES
wO(e & 2L, BHEREMERESE CERE, HIV EEEEER ) T8V TbHRobhdie
D, FNHDORAPNLETH S, LRI EMEE BERAEE & FEXIL T2 BB L 2 1 © 2k
BHEE (acute panmyelosis with myelofibrosis : APMF) & FREFAIZIZIALIT 55, APMF (%
AN TR OV EIRICRIET 5. AR EUITUIRMEE 725 MDS-F & R3S PEE BERRHEIE &
TR R AR 91T

K 9 ML 20 O B RS EGRE & VR B BERAEIE O £ 8h1 A.

I A RAEAL 2 1 © B Bl SUE BUE R JRFEME B BERAEAE

ik EX(" fik i wT HE

ARMMAT R | LB, LI LIS P EROBUE | Bifn s BRT, ek & /MR %
kL - B EEDRHOEND, ZELH D, FEMARMERD A B DTN,
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Y

Tz
?51'?
\

NS

UL RIEGRE 2RO A K

WA i BRI ER & AR IFER A BT D
(leuko-erythroblastosis) ,

Z Ol D KF | REABAER O RER AT CD34 | RIFMLOBELFHA T, JAK2, CALR,
BE 72T R | B OEER A DD, L <IE MPLEIGTFIZERN A BN D,

IR 29) 7 &2 BEIT L TERL.

i /N MDS & B ERYE B i dp
WHO 737385 4 fiRCI3/hE MDS O 7 TV —MRRE Sz, AANREARISEmEREAE (RCC)
%, Bt 2 IMERBD 23 0, RIEMLOIFERD 2% A0, BRI RIEE RO b, FEKD 5% A
i D/NE MDS OB EREBENAL & LT WHO 77385 4 ICRidi Sz, 3B 4 OSGTIRCH A
SN

i. RARS-T
/RN % 1 o 7o BRR B EF BRI N &2 1 5 AInPEE I (refractory anemia with ringed
sideroblasts associated with marked thrombocytosis : RARS-T) O [fi/IMi# o F#E 60 J7/pL
PLENG 45 TpL UL EIC T bz, WHO 285 4 lRCH [ B ARe oB # 2 I A5 BEHE
JEMEREYSS (myelodysplastic/myeloproliferative neoplasms, unclassifiable : MDS/MPN, U) |
YT T N—T DI OEEFRBITE DI TN F 4 REGETIRD 5 IEX7 MDS,/ MPN O—¥%
[RENL L 7272, Eiko> MDS-RS &1d#72 0, SF3BI BFHOFEICEDL ST RS A 15%LL E
fAAET D2 EMBENIKEL SNTEY, BEER LN TWRW. 5%, BEIEbLHEE Bbihd.
k. VR B BEE NS
WHO 7385 3 Tl (LFHED D WITHERBIER O & & 123 )ET 5 AML/MDS (1677 B
AML/MDS (acute myeloid leukemias and myelo-dysplastic syndromes, therapy related) &
L CmHEnT-. W7 genotoxic 727REIED & 2555 O IFERKDBELE DN AAIND B IR
73 Y —TdH v, WHO 43585 3 i TiL MDS 4350 b4 I3 AML O 72023 S #v7-. WHO
SYFAER 4 RTIE, TRIRBEE AML/MDS 1%, AR TEHREEE#iTEEE (therapy-related myeloid
neoplasms) (AW &h, HAFEEED AML, MDS, MDS/MPN 2 & £, A gHtt o imss
K OB E S aES: (acute myeloid leukemia and related precursor neoplasms) | OH% 7 7
N—TNOHT TV —,7poc. 8 4 RSGTHCTIE, S EiErE A i L OB EEE (AML and
related neoplasms) ®HIIEE I 7.

1. ICUS & IDUS
HLWWAT Y —"Tdh 5 idiopathic cytopenia (s) of undetermined significance (ICUS) i,
6 » HLULEFHET 5 1 Bl Lo mEkEndH v, PR s o<, BEkd MDS O X%
7z SR VBEE O BRI (10%AKT) THDH. ICUS 2Eebil b4 TiE, )7 <o aHE
CHEERRBBIE NS MIEIZ/2 . Working Conference on MDS 2006 D =2 >t o AL KR— D
WL 10 (2R T MDS I2BhE 3 28 in A RIZ ICUS I Ch @b snd Z Eanh, ICUS
I% non-clonal ICUS & clonal ICUS (CCUS) (2317 65 30). F7=, LR BIER L Yok
BENOHLOO, Fed 5 MERREAD 2R S22 WERNC % L CTiE, idiopathic dysplasia of
undetermined/uncertain significance (IDUS) 31) & W oL bLIEBINTW5. IDUS (FE2E
A& 5705, MBI LR T, MDS ([ZHR ) e KB AR O N2 b H Y, K
P HEIF T ERRS macrocytosis 23RO HALH T8, KIEIMMRAE CEDHFEEEED TN TEXDHEIN
TW5A. ICUSIZ2oWTiL WHO 4085 4 BIC b FOFEEREH#H I, a2 n3585ho
OhHMEEE VRS, L L, IDUS YT 2ER OHE 32) 1TBUR Clidfd Thawn., £z
WHO 5755855 4 RO EFRITHE 21X, IDUS ITH Y T D 5EF D2 < 1ZTMDS Ofiilg & 72 % & bl s.

m. ‘BB REIEER L EORD T (7T S )

2008 #{Z International Council for Standardization in Hematology (ICSH) (ZJ& v, FAB
SYHEOERAEAZMN (all marrow nucleated cells : ANC) & & T-5i72 5 €% OB BA A5
8 (BM nucleated differential cell count : NDC) 725:r&#, WHO 75¥E5 4 R ClX, BHEb v
v N EBROIFERIEERORDFIZZ O NDC A SN TWD 33). FEflIE 7. &R 2%
oz L.
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7 10 Idiopathic cytopenia of undetermined significance (ICUS) & #E(CSC#ER[10])
A EFE
1. 6 WAL EFRRET 5 1 MmERRLLE o i Bk
NE U E U < 11g/dL, GFRERE < 1,500/ 4 L, fi/MRE < 100,000/ 1 L
2. MDS D4 i BEEIUCE25H
3. MEKEAD DMOETOIRK DR s BE LT C 25 ]
B. ICUS :2Wid % 7= M e YIs ke H
RN (B, KA Ml RIS 5 FRR L)
s> X #ids L OB R A % & TR R
BEAREE Y MR oy FA & i AR b P A
BRI & AR
BRYeto e E R A
KA ML & H D 7o —H A A B Y —
FISH 1" % & T Y R oo
VB U2 A ZERfEeT (] 21X TCR A% K — & BRI D 545)
. A NVABEGEORRS (HCV, HIV, CMV, EBV, Z OAth)
C. REBHHICHLE SN 2R
1. 1~6 7 AMRROMmEHRE, MikokE, Eymd
2.  MDS OEEWAIERL o oG E I A R A
HEE SN D BARIRIE#E %L 5q31, CEP7, 7931, CEPS8, 20q, CEPY, p53.

© 0N o Ok W

(4)FAB 73#8& WHO 74858 4 hRICK D2 TD LLER

FARHINZ WHO 75385 4 BT, FAB 43780 RAIZRCUD, RCMD 7~ MDS with isolated del
(5q) IZZWr=i15. FAB 437%™ RARS X RARS F7-1% RCMD (2, FAB 7358 RAEB /X RAEB-1
F2IE-2 1IZ2Wrsind. HARDIERITIZ FAB 73280 RA 7% MDS with isolated del (5q) 725 &1%
L7y, FAB 4550 RAEB-t O KESy D2 WHE AML (272%. FAB 29 3E13/A< % & L, WHO 435855
4 hRH AT FAB 20384 R L QA2 880, FAB 70EE WHO 53385 4 RO A fsin T
WIS B L0, FAB 3B E FRITITB R 30, AL B E T D016 D 7en b3 47
fELT-. 72820, A LIANO B — [ ERR KO MERBD 2350, ZD M ERRFED AR EFFD, &
B & AR I SFER DN 0N GE CRIB ML 1% AT, B 88 5% A1) 1%, FAB 538D Tld, 8%
5 RA EL TSN Tz O EHERIE NS, Ziubld, WHO 2385 4 BTl RCUD D720 RN
F72IE RT &72%. FAB 733A U, BN RO IGBIE Th o723, WHO 733855 4 IiClE, FER
A2 CRRY I 1% AR50, B8 5% i) T MDS 2 W CE 2 BIZREZZRD 2V E DD, MDS 23
HISNAY RS (R 6) N LLAHIIE MDS-U Lxid. ©FED, FAB 7338 TiZ MDS TZeho7-
$123 MDS ERZMES bbb, Ziud, BRSO OHIIBEZREFSRIHT A MDS O MG TR
EVIHZEEIRL, HEBEEND. FAB 703D 72) Tlx RA TH-o7= 5qg—syndrome 73, WHO 23585 3 hit
PLRE, SZ U729 72 ~7-. bq—syndrome | %, FfEEIEFHIPT R, TEREFHIPAT A, LT URINIZHHT
DIRESIGMEDN DA T, B —RERR G THY, 247 5 E ThoTo LiHli T& 5.

4) BEEEDSE

HIEEIZOWTIE 18, P& IR TTPRRTFEHNLOPREGHI E BN 505, 35 ETISE
R 16 EFEUETRCA RS IR AT A NIZR T 2 BEE D HAAEROSEKEK 1 & LTURT.
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4E JRE-fREE

LTS

MDS 137/ DREZMED 7 n—r OREZHIERL LTHIET 2 L B2 b5, FIEDERK T
LR D BISHERPREER S —HMOEETHLMNMI S TWDID, Z<OBETIINSDHE
KIZAHTH D, 2T AL TO DB ER RS X OREEREIZOW TR~ D,

AN - & EsEEE o WHO 23555 4 i 2016 4EXET CTl. FHEME S BEMERRE 24 U 2 J5A
Bl (IBHIfuZEE) & L. CEBPA, DDX41, RUNX1, ANKRD26, ETV6, GATA2, T AT
REEE L 23 KB D W TR RE L L C Noonan JEMERE, = DM OF BB R ESIEREREN H T
HNTND 4), BEERTIX720 2 Down JEFERES MDS OFRIED U A 7 M@ WKl 2 T H
b, Bt Do b, RUNXI, ANKRD26, ETV6 D25 B 3/ M DE) - BRI R s 2 £ 5 =
ENZ, GATAZ B+ O RE TR & PR E 2 FH8 & 32 MonoMAC JEfERE D JRIA
ELTHLND, Noonan SEMEREIZFFBRAIVEFAERMEDERZ AT 52 HN L < PIPNII,
KRAS, SOS1, RAF17¢ £ ® RAS/MAP % — BB T OEREFT DHIEGERETH H, T Ofh
DFEE B A SIEERCE T 5 A L LTIL, Bloom JEFERE(DNA o#EH - (EE 1545
NYN—BE NI a— R$ 25 BLM 851 ORE C/MAZ AR BYGRBERIEE, oA
Z B L+ %), Fanconi JEMERE(18 filHdH 5 FANC Eis RO RE Th 5, JLILEKED & K F
WarEH), R ARSIE(DKCI, TERC, TERT, NHP2, NOP10, TINF2 73 X7 1 A THAK
BLORZOLEMNIZEET 5 shelterin 5% 22— R 28R FREICEFE DA LIV, TNOZEHE,
AFENBEBE, KREGRILEZ 3BET )R ENMLNL TN D,

BREEELN - GUAS AKINERIE D & 5 MDS (XA B (therapy-related)-MDS & 2K S 523, Zih
X MDS 20O %% HDHIZmE R0, JuEAlo > 6, TAXEH L hRA Y AT —BHE
F1X MDS FIE & ORRBEMR DR & STV 5, RIIZIE T L 2 AL ANTFIE £ CTOEREN 5
~T AR L R RGO EE ZA T D2 ENEN—T, FRA Y AT —BHERNIIRIESE TO
BREDIREE D 1~3 F L <, WHRER R RETE 24 U5 2 EnZn, 7272 LEBRICITHIH
(S RH S R Z2WEBT & 200, il & MDS OFEIE & OREERFABEN - O N HBREINF &£ WA D,
RIS 34) CEBEIRSA 7 v b 85) 72 G EIREE 2% 7o e F O MDS BIERENA B &
K12 D L WHEFMIENH Y . Z OHFA OFRIERERIL T L ALAIR B AR &L T\ 5,
RUEB U ORFEICBE LT, BEICK 2 ERE R S MDS ORIERIZEIGEBfREZ7E D 36).
RRBRRH LD EZZ LN TWD, ZOfth, B MDS ORIEY A7 &0 Z L3 A X fiE
HreRERTW5S 37),

J g

MDS (Fifn Bk & BEE RETE B iR ~ DR 2 R L T DIEERE Th 5, MDS ORHE A H 571
AT 2BEEE L LT, BAERRMERM, FIEMEAM M AFRRE, &HEmEEL, ICUS
(idiopathic cytopenia of undetermined significance) . CCUS  (clonal cytopenia of
undetermined significance), % L CEMEFHEMEAMFBERH D, MDS & 25 OJEIEKE & BER
T LEASNTIE RS, A—"=F v IWFET D, €I T, BInFERT w7 7 A V&3
ANZIRNT 5 2 L2 Ko T, BBEMEIER ORI OMb & LR E & O AR A FllR 4
HRANPHEA TS 38, 39, 40), S HIZZNBHIZHEITT S NIk & LT CHIP (clonal
hematopoiesis of indeterminate potential) &\ 9 #EEN B XN T\ 5 30, 41, 42, 43), CHIP
DI 7T m— o MaEmII N & TR B L, ARG ORIE D R 7 LD b O DEIHKIT
PR TIEZR,

B TER T 7 7 A 2010 FREPENS, KR —7 20 —DBGIZEL Y MDS 1246

NDEERBITERTT 7 7 ANVDBHALNIESN, TOFPRICHTZEZELHSCTRY 5O

HD 44-49), MDS IZALNLZERT a7 7 A4 ik, BT REMAOHEKICI > TRR D,

IPSS/IPSS-R 72 ED Y R/ R0, HpIZ L > TERLZDITHLHEAADZ ETHHD, [A—IRKICEL

STELEOONZaAR— FOFEIL, ZTOWBRHEEZITDHIENTELRMTRESINZEMTH
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HIEHBEBZDVEND D, T-& 2 &M 2 A — TR Y 27 BEeEmE 122 < &
ONAERII D72, SOICHEY A7 OBRFRFIBHEIZTZEVENRNTZDED L D IRFHY
OB OHBBEE 3D 72 725, BREBIEFIIRIILCTAT T A v v T EAREREG S
DNA X F ALK, 7 a~F AEHR T, 5K F, ab—T U EAEK RAS XA =1 | K
%) —P(JAK2, MPL, GPRC5A, FLT3, GNAS, FBXW7, KIT), DNAEF = v 7 R A o k
BIXWMEEREELE 25 50), ERHDICHOWT FRCIZIRRS,

« ATFTA4 L TEAEIK (SF3B1, SRSF2, U2AF1, ZRSR2, LUC7L2, SFI) :
AT T A v TEARERITIMDS @ 60~70%2H 55, < DRI IAT T A 2w THML
BT AEEROERERTHY . D OERITHE VYA AEET %, SF3B1, SRSF2,
U2AFT (3R EDHBICEF L TER (Fy FAKRY b)) BAHLN, HIEESROERTHL Z L
MBI D, SF3BI OERIIBREEFER AL D ¥ A T2 A b, THREFKRTTH D,
SRSF2 BERIIAT T4 TN —OfE AN LT T2 Yo AF o BT
U5, CMML OFHICHABND,

« DNA A F/UALIK+F (TET2, DNMT3A, IDH1/9)

DNA A F /LT CpG P X7 LFF RO b D A F Ak Z245 L. DNA HIEE S| D2 %
PEDRRWE R BIETHIEZ SIS D, Wb b 2T 23T 4 7 AR ThH D, DNMT3A
ITHTHRD A F UL EZONE LY | ZOEET MDS O 10~15% DIEFNZ b5 1EH, CHIP T
b oL bEBEEICAOND, —F TET21ZAF by b3 (5-mC) D A F /L ILIC R 2t 59
HZEIZEoTe Ry A F by b (5-hmONZ A U, IR A FIUARIZE L,
TET2 5 - 51X MDS D) 20~35%IZ58 H i 47, 50, 51), A F/MMERESINS Z &I
L0 AFACEBTRI L 72 %, £7- IDHI/2137 — U BEREKEESE C, Bin T2 %IE MDS OF) 5%I258
Oob, AR IDHI1/2\Z LV PEA 7z 2-d-hydroxyglutarete 23 TET2 OFERE A BHE LI A T
ALl S D 52), [Fl—RIKICET D TET2 AR L IDH1/27 5%, MDS CI3JR RIS L
VN 53),

- yu~F AMEMIKTF  (ASXL1, EZH2, BCOR, BCORL1, KDM6A, ATRX)

7 a~vF MR TIL v~ F UG e A NEMICEET AT 2 kT 4 7 AR T Th D,
AU 32— AFEPRC1/2 complex)id HOX {5 7-#E72 & O /L EEE S T ORBUNHIC B 595,
EZH2 13 SUZ12, EED 72 £ & £ HI1Z PRC2 Mk T 2R+ THY ., BHEEA R 3D 2THFHD
Vv d b AFNALHSK2Tmed) % L CHRE 2 A2l L T\ b, EZH2 DA HIZ MDS ©
5%IZH B 54) | BRI LK D IIFIT L 0 IR EEE M MEdE S vd, BCOR, BCORL1 13 PRC1
DOEREZETHY , BEIZTMDS O 5%ICH LD, ASXLI X PRC2HEHEKEZ Y /7 — K LT%E
FALIELDIINELEZEZ LN TEY, £OERIT H3K27Tme3 DIV % 67257, ASXLI D%
FLIMDS DF) 20% 12 H AL LA FIUALAIO NN Z L L LT PR ARK 7 ThH 5 55),

- B BK¥ (RUNXI1, IRF1, ETV6, NPM1, PHF6, NCOR2, CEBPA, GATA2)

IEHE MR 53 25K - REO A RIL, BHEEEEETCEE T 5, 20565, RUNXI,
ETV6, GATAZ \ IR ZE BIEB] & 7 B3 D, RUNXI O B3R o HEE L7~ MDS @ 20~30%
B EIND. BEA RUNXIIZIERE OEEZ K> T D0, HDWITIER O RUNXIHEREICK
T HIMHIGEA LG L T D, ZHUT K> T RUNXI DESHERAN & 12 5 S, il B3k = 5,
b — Y AR SMORF O L DIAENRL U,

- ab— AR (STAGZ CTCE SMC3, SMA1A, RAD21)

ab— Y UEAERITERIROEA R TR L, Witk @Rz SR E1Ibb 2 EE 2 L TW5 w;ﬁﬂ
MDS D#) 10~15% DAEFNZFERD DA 56), HERED B OHER| & B 7p 0 Yt (R L5 L @Fa'%a_ Fe))
2, 3k —3 UAEESIRIZIE DNA OV — 7RG 2 2El S8 5 2 & TEfiio = ‘//\‘/47‘—75: J
JN— LT aE—XIEHSHREZHE T8 nHD, a2 — U EHEROERIZIZ O
BEREN R T D Z & T%%f” WG T5EE26NTND
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« RAS X2 7 =1 : (KRAS, NRAS, CBL, NF1, PTPN1])) MAP/MAPK DiEMAb % 8 C CHilla
HESEICRE 59 %, 28X F 2 U H—ETH 5 CBL LISMIZLRIZ L » THF—B IR EHE IR
MALT 2, RAOHEEBEFRIZBWT late phase (124 L, ZOLREZHET IV 7 70— )N
secondary AML X° MDS/MPN IZiJE 35 Z L £, THRARKTTH D,

- 5 iE R

KR e BRI RE & 223 D B EBEE O Il R KIS 5932-5¢33 @ 1.6Mb TH Y, Z ZiZ=—
RENTWDEE T DO HIAAR S (haploinsufficiency) 23HKE&E 2 b, BHEELTE LT
RPS1457), XU microRNA ThH 25 miR-145 8 L O\ miR-146a /3[R E S 7= 58). RPSI141%
VR — DHERRR S T, O EA (TP53 Mk 7 & & LC) ARIMERR O 8E4h i %
BlEHEZ U, miR-145, miR-146a DX FIZ XY Toll-like 52 AR EAE ALK - & 1 L C i/ Mk
m, ek = AT 5,

- DNAEEF =~ v 7RA >+ (TP53 PPMI1D, ATM, BRCC3, DCLRE1C, FANCL)

TP53 DT MDS 2K 10~15%. Y A2 MDS @ 15~30%IZH b5, {AEEE MDS
\ZHBAIC % < . CHIP IZABND TP53 AR 7 o— U NERRICE > TRIREND =D EEZ S
TN D 59), -5 =0-7/del(Tq) & £ 5 MR 277§ 2 L %L, D KT A =BG DO FEN
Mg, FEERBIIM UIERNICE <, PRIIBD TARRTHDH, TP53 DEEAMEED —DIL,
AR A B L AZSE L TT AR b= 20 E WE LB L a8 s 2S5 2 & Th
%o ZOREREZNHIT D PPMID &G DZER Y CHIP I b5,

MDS L EiDERA

Clonal hematopoiesis & ‘B #i AN EJEGERE~ D 2

LD X YR DOARTELITE T 7 o X DA LD D, BEEESRLMED R, ZOREES
K= NIARBERIMR Y BDIFAET HADND Z ERHM LTV, Busque HIZZFD L5 72 fwY %
A LD MR ATy Y — AT L. — 8IS TET2ERDPAOND Z Enb, 71
— U MEDEMAEAE LT TS Z EE/RLIZ41), 20X 9 2hnmBE o 7 v — Mg (age-related
clonal hematopoiesis: ARCH)DE(EIL, #IZ/\—/"— R RFD 2D 7 )L —F N MLIEHR B D 720
NDETY Y — N — 7 T AT K - T BRI L s s (X 70 mUL) o
10%LL bicHbind 2 & DNMT3A, ASXLI1, TET2 DEBRNZ N L FFko MDS/AML D%
JEV A7 N 1051 EmE D 2 LIVRENT 42, 43), ZHuTdeic bik~7z Xk 912, BifE CHIP &
S Z & MREE ST 5 830), CHIP (3% OB A RO X 236 72 b 971 e Al fn o BEFr AL
PEIZ X o TREIZIZm—r A ABRPERL, RN THDO RTAN—EBEFERZESFLT
MDS/AML OFFEIZN D,

ICUS/CCUS L iEn 28

MDS ® X 5 2R BIgpn 7 < . BARBHELO X 5 ICEHAMEEK TH 22 < §iH T& 22k
WL DOHPR LN DIFEIL ICUS EMESZ LB I TWDH2Y, Kwok 5id ICUS O EE D
A BRI 7 7 A NVEFHRZE 25 30%LL EOFEFIIC MDS I T 3B FEENA LT
EHELTWD, 2D X Iy v—MEEmAFEH S =54 ICUS % . clonal ICUS = CCUS
L X 539), 1 513 ICUS @ —#ns MDS <° AML ~& & L+ 0 L 9 22 5ER ik ICUS O AT
T e — WM E R LTS Z ENEL ., 77— MG OFEN ICUS 25 B it IEEHE
ERE~ERT D THIN & LCRIRRECTH D Z L 2R LT 5,

Unexplained cytopenia & ‘B $6 1S~ &

X524 # Y 7O Malcovati HIXMERJD CTa ¥ v F ENTEE OB T2E & a2 T L.
AR e RIS &2 SN D B A DN DB TR A, FORE ICUS &L
B D oG, SF3BI R =G T A5 A3 ERE O EIZE D LT MDS OREHEA -3 2 &

MENZ & AT TA 2 T BT OB (SFSBI, SRSF2, U2AFDX° RUNX1 ® %513 ICUS 7>
5B BEERES BT % = L %\, CHIP (C%\ TET2, DNMT3A, ASXL1 S0 5 38
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MTHEL THBEMMERICERT L 2 L33V LE2RLE, S5, BlaFREOR
BRI BB AN E RETEIE S &2 FEIE T D MER MRV L bR LT, ZORRIIS KB E G T
MERGAD BHEIK LT, Bl FREOT 07 7 A )L Ziil~2% Z & T MDS 72 & OFHEMIEES o5
FETRAFARE CHLHF a2 R L TEY, MKRNRERDHNSDTHS 60) ,

B FARICE D MDS 5 & OVEIE RO fi )58 O iR A

Malcovati 51, & 5iZ 308 #ld> MDS, MDS/MPN, s-AML O #E#F %, B 2% WHO 7548
DHMBZ L ST TAZY U TIZ Lo THBEL, REBIOGERER S, MERED . 772 ) & ok
BRI, EORER, ETHEROEMN (BH>=5%. KHi>1%) 283 58N oS, LLT
IRz isolated 5q- ZFiOfE, SF3B1 AR AH T HHE, L RO BIEKICEIRT 2B AR EF
OfE, R WEER B S 7= (X 1), FRCIFERIEIN O 72\ SF3BI 78 BGERE I BIAED WHO
WICHID LT TREBIF 2 —HEE R L, —7 SF3BI 8 RIEMEOBRIREEFER A £ > MDS 1L 8 &
SERFHOFIZRDO NI &LV | BRIREEFEROFIEL Y b, SF3B1 &in - OEROF T
NEETLEPEENTHD Z LR ENT, ZR#D R (multilineage dysplasia: MLD)IZ
BT 28 TAHE L 1X, DNA 2 F

IALBERIR -, SF3BI SN D AT 5 Bk 0 (B BE>=5%.

A 2 7 BERE -  RAS N AT = A or R#41f1>1%)

Biof, 2t —Y  HEER8In &R HL—  —B®Y

T HRHOEHE Z H-> MDS (2 _ o s
5 AR E T IR E ST isolated del(Sa) | R
ZORNRERENTHS Z L ER e el

FTHoLEZOHND, ZZCIEMDS | MDSwith hmm%mmm\

NOS(not otherwise specified) & 4y%5  isolateddel(5q) P

SNB, = OBEREETERS 77 PN

7 A /T X 5T MDS 5 L OVEIEER / MLD-associated
DRI 45 = 72 5 ATREME 2 7% Y mutation

L7 SEBif 72 b D Th B 49), Fi-. / ™~

= DRENTCIE TP53 78R X 500 / }%{ sl
IRINTWRWAS, TP53 2 B MDS associatedwith  MDS with MLD- MD?NOS
B R e PR 0 U 2 B T 7 R R LT SF3B1 mutation associated mutations

LEZLNTEY, Lo kL) 2Ek
FERT 0T 7 A W KD
WENLZ LI EEZOND,

X1 @B rERTa 77 A 0L D MDS OF5HE

BREEEEOMOMEE & BIE AR

I, BE IR ORI, BiR s n— i ks

B U A7 MDS 75 secondary AML ~O#RICE G2 7 Bin (¥4 7 1 @51 FLTS,
PTPN11, WT1, IDHI, NPM1, IDH2, NRAS 72 & RAS /XA = A & o 7 F MR B E L1 A
2\ EKY 27 MDS B U A7 MDS ~OERIZE 595 8 s (¥ A 72 s 1 GATAZ,
KRAS, TP53, RUNX1, STAG2, ASXL1, ZRSR2, TET2 7z PR BN TR By = 1T 4 7 AR T
MEBWNERIE LT, 2 b OBETREIL, WHOERO TR T LI M F~v—m—L L
TN 61),

BIETERT 0T 7 A NEREGD EE

NS ORERIL, CHIP 205, ICUS/CCUS, & b IZHARBMZ M= MDS < AML 72 X OF
BEMENESS 2N e D £ Tl OE MARIEMEREDSTZK S 1L, Z10 D ORI OB TOME R I3 E
DOBIETFHEE L THWDHZEERLTWD, B FERT B 7 7 A ADLELNDIHFRICOWT,
L FADABN 720 Tl < BB OHERE T RISCIRFERIN /e & ORI 72 BRI B ITH 527
STC&EZ, TNODORREE 7 V=N —r o7 LTHRKRBGICEAT A Z LT, Bin Tt
BT a7 7 A WIZHESEBULERORERK SN LD EE X HILD,
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ik

== e
8 X

MDS [ ZHEFERE AR T DD, HICEFEFIC LA LD, 1982 40D FAB 7 ¥aE"8 LIKRECK ©
X MDS OZEFFRENMTHOILTEY, BCKIZK T 2 BEFRTPREIT 70 5% T, AWFEIX 10 TA
H-D 3ANESINTWVWD, ITOFHTIZZIN L VAEYIZZWET 205D, BHARTY Y
D JE A48 e TE R R FEME S I P = SR AT R I & 0 REMZARRESBB SN, BARICB T AH
RRIL 10 FADHTZY 2.7 A (1991 FEHFS) THH, WEIHEIMEMZH D, TANEORAE
REEMPZEHES O EIZ XD ONEENTRWVR, BELLWMFOEZLRZHDLHO EEbi
5.

[RIAFZEEE Tl 15 LA B MDS JEGPEEFHA 2 1997 45 (1,002 f51]) 62), F Dk B sGRTHA
% 2003 #1217 72 63). 2003 4FOFHA TIE, BEREFE 362 HlOFEF RAEIL 64 1% TRKIZE
LT, $7-B&i31.9:1 Tho7-. FAB HIZ X 5553 RA 156 il (43%), RARS
18 4] (5%), RAEB 105 5l (29%), RAEB-t 52 #4] (14%), CMML 22 ] (6%), <8« Zd
f 9 45l (83%) T -7z,

F72, BT TZIRY 227 MDS O HMERAFIEIZ L 5 &, FAB-RA 23 INAHIEKY &
7 MDS BHEIZEBWTIE, HAFICIEBZWREFERA A BB EnfESh T (FRiER
A BTk, KAY :T715%) 14), JEGIZ WHO % 4 kit (2008) THLMEL-H4A, BHAHITIX
RCUD 23 &E#EE (HA : 45%, KA :19%), MDS-U 2A@E#EE (HA :29%, KA :3%),
RCMD 2MEAEE (HA :25%, RA Y :58%), BqIEMEREAMEAE (HA 3%, FAY :20%)
LHEINTWS 15).

6F FRIKR

TR DGR IER D2 < IZMERJE NS S DT, FERNZ2 L OV, BERR, BYlih,
B, EHEERK, B, F1ERFO B ITREE W o T B MRS, K& « BRI sk H i BE<e,
v K3 S 7e O MER D FIFAEIR & 725 2 ENZVR, BIEICRKRIET 5 2 & 2L T,
JERDOFBBFFIIZ < DL AT X L., @EZK CEAMEAFITREZHEMIns 2 en
BWOUE L 70D Z L BB, R TIEH 50, MRQRERYEL - Lizdb &, MikTR
DOEF RS, ZENcE22L0b 5.

P, R OEITICHEWEE L2 DIEIRPA DD L )27 5. TERERE 2 £ ) iIFHERIT & &,
BREREOIK T2, B & bbb T, BEIFDEGIREBICSH 5. M ERGE X2 BN 2
25T, ZOBROBBIBNTHEEL, HCILELRERERL AL, HELTA VAL DE
BRBIMELADND DD, (LFRE, S MRIERTTH O RBFE LS CIEE OME IR < I
7euN, —75, Sweet SEMERE GEEAE FHERIRIIC X 2 F2925), BOOP 72 & OIERYLMEMR, ~
—F = v MERELIO OPENES S L OFEEAETES, BERMED L IEZRMERMIR 7 Siatt
U < VRIRMESRIE O B O af HERFERE B 2 Bt 2RISR T R e 359 5.

HIRFT R, Tk, MDS/MPN & OBERGIe, AttA MR ~ER L->25 256 CldmsaE I
JEZZ2, Mk, DIKIFREZEEY 2L bH DN, FNLSOBE TITE M & IR S E
BiREERDTHI R EAD Z LT THD.

1E BREMRE

MDS® i A FHEII AR M35 1) 2 MERECD & FFERO B, B 86 - KA1 2 mERRE
BRI & o CTHIE SV D, FRosihrs i s E i A 7R BE Clrd S sk L RAFIE & LTl AMDSOJE B
Bk aAT > TETD, PRROERE IR S721,00206 OGN B ER KB TH Y, F oM EE
RIS A REUR CERR1THE) IS TR Lz, AIRTIRZENLUBE 154 £ TIcEH S h
Te WS EIEBIA0061] 2 X5 & LT=T —#63) I[N T, EERFERREN R Z2iR~%.

1) REMEFRR

MDS 1T FFMmERBAE L L TRRLIND Z ENZWA, Bt L7- MDS %48k 400 B35 1) 5 1
EZ2FE 11IRT. FEA & ORBMOIEFIZENKE VWO T, FEELY & PR TR 51E 9
DEYKTHA . AR/ D OFEFE IR 9 FEFREORE LY OCRETH DS, KD
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FHNCR A SNTIEFINZ N 2D Tixe s B I 5. FRinEkix MCV FJuE 104.061 &9
EICH R ST D KD ITEREERERMED Z & NZ WS, KANRRERCHEARIMER S LIE LIEA S
na. AR 72 RARS CliI/MRIMEKOEMZIR TS5 “FME (dimorphism) #5725, ME/RMER
BUTRAMER 723 5, JEFNC L DXL BNRE V. FREROFER & L CiE, K0 EFPER

(Pelger % B %) B TELFHER, BERARRBERO R F 7 13/ MR R, BURER (6 & 72 13K
BERD) WFHER, ~LA v —BREGTER e I/ MRIZ O W THEE RIS & X2 S
N5, HERT ATV RRAT 72 —PEE (NAP 22 7) 12— 072 <, ShRloHt it
JAE 244 TIRFEERRETH - T,

MDS OARMEMATR TE HICEERDIE, LIZUITHERN/HBRT 2 HTHD. FEROHIIIHE~
DB - JHIETE Z VD 5 208, DEOIFERP MG B LD B Z > TV 561
MDS # S EE ) X Th 5.

MDS (Z8F B H e i) 13 f R ER O 2N 2 T i RA 2R I MRS REIR T & —KIZ A2 > T
HEBZ LTINS, JEFNC X > T/ MUEERSCHAEROIK T, %MD /MR R Z 72 &
DR STV 5D,

# 8 AFE MDS 400 DGR AR AR

RAEHHE FEJE + SD A

ARIMEREL (x106/nl)) 2.62 +0.83 2.60

Hb 21 (g/dD) 89+24 8.8

~< 27U v b (%) 26.8+17.2 26.4

MCV (f1) 1035+ 11.1 104.0

MR MEREL (%) 1.9+1.4 1.6

AR ImERE (ul) 50503 + 44497 39856

FfEkE (ul) 4540 + 6000 2900

I ERS () 2060 + 2808 1188

if/hE (x104/pl) 10.3+11.3 7.0

NAP 2 =7 231+ 115 244

MmigFek (ug/dl) 138 £ 77 125

7 = U F v (ng/ml) 260

=) 2R F > (mU/ml) 199.8
2) BEEFTR

BRI 5 9 2 CThe b HE e mUE, WYUK Z S CEUZIEARZER L, 7O RAFICY
BINTNDHZETHD. ZOWNTINKITTHIE LWEHEIE T2V, BHIEAR T E TIRAG
RORKOMIEE ZHET S, MDS Tlid—MRICIERW LIBEERESEE 27 225, +5% DAER]
TIHEERTH 5. 7272 LEFFEHSOCBRIGRAIC L AMHELERTOIMLENRNDL D, BHERSE
i MRI 72 E 2 OFH L TREMIZHIBTT 2 ONE FE L. BEEROHEN LK) U AF3RIZ CRHMG
TH0, BNEBEROREE LB WEET 5.

AT 500 fE 0 7 > M2k 0475 . WHO 23385 4 il 3) (2817 % all nucleated bone
marrow cells (ANC ; ‘H#£H M) X International Council for Standardization in
Hematology (ICSH) %1 K7 A > 33) T/rREFL TV 5 bone marrow nucleated differential cell
count (NDC ; ‘B#ifZMIasFE) 1ICHl->TEY (James Vardiman DFMEIZH-S<), ANC &
LTHD Yy M _EMifuiE, [EFEk, ik, ArEBiER, GREEk, %aHek, Rk, o5
ek, GFRAER, AFHERSER, BAER, U oNEk, REMAE, JRIFEK, EmmM] &L, —F, [B
BER, ~7a7y—, BIEME, e, EEME] 13RS,

Z O ZFHIZHID &, Non-erythroid cells (NEC ; FEFRZFERRMAN) &1X WHO 70%E5 4 hit
2B % ANC D DIRIFERZBRE, I BICANCIZEENTWIEFHRMAE [V > RBk, WEM

22



AR RIEGRE BROBIRY A R

fa, RESEAAL] A BROTESREE OB REERCR AR B [ZFER, ATHLER, ATEREEk, GhEEk, %EBEER,
FRIRAEZI R ER, yBERsar P ER, AFERER, AFHEJLER, HAER] Lo Z Lic72b. WHO 2039 4 il
T, RIFERD ANC D 50%LL L% 5 556 OFRALX 5375 NEC Z0f & T 5 EREERIZ L -
T < BUE STV 23, WHO 4358 2016 FGTIRClE NEC 20/ & 3 2 2FEk IR E
U S, ANC 245 REE 92 R REEIC — AR b STz, F Ofs BpekAM 7R A s (M6éa)
& BTg SIUTWTIEFNTIEARRIIZ MDS Ofilg & 72 5,

WA % OFIE O IR OFEICER T 5. MEMEORERF X EhEmoORREEZ LR
TEV, MDS OZEO-OIZITEE R TR TH 525, BIFKREIX MDS ICFFEA & ITVWRT, E
X3V B REMKRZIC K DERFERMEB M OGEITRBREN L VEE R ERH Y, FilEE
(b pRiEH P a0 = — K AR G I L > TRERDNFRERINIZEELHD. LER-T,
BIERE X - TIEDhOER EZ+H3IZEBEL, OB THZERNETHD. MDSIZALILDE
IR 72 B R OFEFEAIZ DWW UL TR X 5305 28, BRIRELHFER (ring sideroblast),
Pelger 55 (IR33E) AW ER, WERIAFHER, MUNEAZERD 4 D13 L D ol MDS ZR#-S1F
HEEEIT R E L TEASND 11). BIEREZ R THIROMEE & LT, WHO /2¥E5% 3 hRLARREL
TEIZE D E T, U IMEKRIIO 10% L BiZAbind EEAEE SN TS,

3) BHIAEAKAEMREERFTERAATIVIATLAPSS) [CE KRS
MDS BFH 5O Ge AR B I IHI B ORER] RSB BT S TIE 7 HIRTZ & b b d) ISR
S, MDS Ol 7 a—J LM oOGE & % TSR T #HRE D 7= O 12 Hied CEERAEY
FHERTHD. FRZ b, -5, 7, +8, 20q72 EDHEENZ . bqIEERE DG AT YRSy
MM P2 I CE A 5 . Bt U772 MDS &8k 400 JEF] CTHHE S e Bk B 2 % 12 108
L7, 7 BREOAROEFTL 3 DLL EOBEMEEM BT IPSS ORI TTHRARKF L LTHITH
ILTWB.

PLEDORRAEREHR D MDS BEIERZ IPSS 5) IZHESW TRy Lz (£13, #£14). 4 X0k
1T Int-1, Int-2 LW, RAaT7Og%E b3 L 05 & 2028 —270n 00l Tnd I EN
Pnb.

5qIEBEREICE L CIZ R A TOIERZHE L& 2 A MDS K0 1~2 % THY, Kk
WL TCIHEITD RN Enbhotz 26). ZOMEMIE T PT7ICH@mLTWD. 2B bg-&-5
IR E LD T L DD Z EBZVD, bag-& AT HIEFNIK LT-5 Z R DEBIRE LA 03
T DPHFRORMEREL 7 FH G N THRABRBINZ <, MBEOAM THRIIRES BioTnHZ &
NhhoT- 26).

% 9 MDS (/@65 T ge AR5 H (AH 400 HlDLER!)

s pal AREERLN - YL
K A JEB 5K HEFE (%)* 7; D)
EEEEH Y 170 44.7 100.0
t(1;7) 6 1.6 3.5
inv(3)F 7213 t(3:3) 4 1.1 2.4
-5 £ 7213 5qg- 39 10.3 22.9
-1 £7-21% 7q- 41 10.8 24.1
-5/5q-7>>-7/7q- 20 5.3 11.8
+8 40 10.5 23.5
11923 R4 5 1.3 2.9
12p HH 10 2.6 5.9
13q- 5 1.3 2.9
20q- 16 4.2 9.4
3 ELL DRz B 63 16.6 37.1
kB ERL 210 55.3
SNTRTERES] & EF 380 100.0
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*400 1D 5 BT AIRE T o o 72 380 HilH OEIG 2o LIz, RBHEFHIIE—HE
HEBD B,

4) D

MDS iz B 24 bFmaiE RO & LCLDHIZUIXLIRER L, 74 VYA A1, TENL
T, MAEMIC L 2 EHMANELOREREZ LN TS, N7 N7 BRI ER, MRy
UNEATURUITERE EAT 5. MIEE S I Bl EIXEFRWLEMLTHD Z ERELU.
MIESRITFARBEMEEMITE EBE TIIR2WR, 7= FUidEfiEmncdsd (E11).

Hru— Mmir~ra7 ) VifEx &0 2608 2 i2h 5. B OHURBEMERIL 22% 1224
HILDHEWS. PV A M IA L REIZONTE, FBAREHEEMS MDS O L 9 ZeiEmpEeEc
LMD L X Z—KIcmP=Y 2T (EPO) RENEEIZ/ZR DM, HAERBREE MO
BAICEIERNZ E i EPO IRENEEEZ 295 DIZx LT, MDS TIidmiic X 2 RE DM mIX
B [ARRIZEERIER 2 v = —fIlJ% K 1 (G-CSF) DI HREIXHFANREG N CREE &
%75, MDS TIIZEEMEN K E < —EDMERIT/RV .

K~ —H—MHTICBT A% R~ % . MDS 127 5155 B CIXEEHURO aberrant
expression 75 LIX LIZFEf ST\ 5, Siafilassmicksis 5 CD34 K38, CD34+/CD19 4y
B O, CD34+F 7213 CD117+7EIZ31F 5 CD7 <° CD56 O R R B, A+ ER/rE o SSC L
~OUIRR, ZRIFERD CDT71 B EA R STk Y, MDS @ 2% phenotype %2 7 17—
MA MY =TT D7D DOEBEMNR T A 7 A ) European LeukemiaNet Working Group
MBIEE STV D 64).

—HB80> MDS JER TRIEMEK I ~E 7 v B JRIE (paroxysmal nocturnal hemoglobinuria :
PNH) (ZFH#A972 CD55, CD59 [t DR MERCERIER D AR REMD A v, Z D X5 7eJEf]
TIEFAERNBMEG MU U 72 B MR EIE O RN HE T EEX LN TWD 65) .
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E8E F&
MDS [HEFNC L » THARBENMO TEZE TH Y . THRSHMF L B IEFEIZ R > T\ D,
FAB 238058 . WHO 430782 350 T HEREIA O s R R VR L 0 TR ARER L0 5
FIZH L THD OO, F—IFEETH-> THRBIERIOENH D Z LICED Y ITE,
DI=, ZWIFRIZ E 9 WO o IR £ & AUT B O ORI AN T TR Z2 1T 5 SER
5o BEX., BHEOBKNE2AaT7{b L, TOREEEFHT 52 ETYETHIA a7 2 1ERk
L CIEBUb 278D TIEN— R E 7o T D, TR TRIA a7 IZERER STV S8, WTh
WCBWTH PRICEEET AR FITEI LTS, UTIE, A<HWLN TS DA ZEIT S,

1) International Prognostic Scoring System (IPSS)

FAB 7' /v—712 X % MDS JERICx L CIEBEEOEWTH THIS AT LA E2ERT 5720, BAZ
G E O IEEE NEEFTREFF LT > CTT — X _X—2ADER R A 7=. YEHT MDS DR L
U CERHRIBEUANCE 2 b OB 2o T2728, BWFOFT A5 BAAREIC X 5 P/ THINH
L &, ZAIPFRL R 72 ER 1 I B R BT o T2 BFILT — 2 _X—2 L st sniz. £7=,
TR MED MDS R [ ER ¥ 12,000/ 1 L L o> CMML 84 &=, WHO S O#EELETITH
0, B COHFERLRIT 30% K0 & &, AMBEE 12,000/ 1 L Kiitio> CMML & £ CT\%
816 B D HEHT — Z fENTIC L B &4, 1997 FRICAR SN T4 TS AT L)% IPSS ’Cé?pé
5).

ZAR BRI OFER, 1772 5 AR ITOMERIK T £ LT, B COIFERILE, YR
RS, A MERRYIEL, Fi (60 @MLTTE) P (BYETARRE) @ 5 onfhil&hi-. #
DRPNSTRIZEZ DEBORICRE, B CTOFKRLR, YR, B kR
%z%:x:ﬂtb A a7 OIEMEZ WD Z <‘:“C ATFHI 72 65 ONC AML BATRICEB\WT 4 B

WZfERE ST (E13). FAB VHZO L DIZA a7 OXIR L Shiho=0, FOMb L LT,
B TOHKER 10% N THRTHICEETH-722 & &, TR THNCEIT D Yefs i o E vk
NHTFHND.

WHO 728D K, BrIGREORSE, EEREFICET2MAOERR EICLY, 2012 4
\ZEET IPSS 3MERL S AU TUW 5208 ERIREBR O AS M FEM 72 E123 T, IPSS I3BEICHB W TS
ELEHE SN, BEHENL TS (X 2A, B).

# 13 S REERED THHED T O DERETZHIE S AT & (IPSS)
Bic A
TR T OB 0 0.5 1 1.5 2
11~
BHRECTOHFEER | <5% 5~10% - 20% | 21~30%
AR BAT T AR
MmERD | 0/1 Bk | 2/8 Rk
A B A
27 RE M | BO%ETE BATH
Low 0 5.7 4 19%
INT-1 0.5-1.0 3.5 4 30%
INT-2 1.5-2.0 1.2 4F 33%
High >2.5 0.4 4 45%
R s3]
I BRI < 1,800/ w L BAF - IEH, 20q-. Y. 5q-
Z1fi. : Hb < 10 g/dL i Zofh

/R <10 G/p L AR EHE (SELIE) | 7RG AR

25



BRI RRE R

DWEDOBRATA K

# 10 AF8 MDS 400 #1 IPSS (285X 5y

. IPSS X453 D
A V. I 9
IPSS a7 JiE 1155 (%) I 52(%)
Low 0 53 (15.0) 15 %
0.5 104 (29.5)
Int-1 48.5 %
1.0 67 (19.0)
1.5 34 (9.6)
Int-2 23.5 %
2.0 49 (13.9)
2.5 17 (4.8)
High 3.0 24 (6.8) 13 %
3.5 5(1.4)
FEARRE 47 (—) —
= 4 400 100 %

O)TEEFRETH -7~ 353 Bl D LA R LT,

2A AFLD MDS 343 e IPSS 45 DA/ E 73R

1.0
Low (53%EfI)
0.8
Imll'l.u.. nL L L . Int'1 (1654&_15[])
w 0.6 g
It o bomo_do_,
#H 04 C o Int-2(824EHN) ;
0.2 . ' .
oo High (435 41) — )
0 1 2 3 4 5 6 7 8 9 10 11 12 13
L& O (F)
g p fE 50% A A7 1 ) v o fiE
Overall P <0.001 Low >9 4
Low vs Int-1 P =0.007 Int-1 8.8
Int-1 vs Int-2 P <0.001 Int-2 1.7 4
Int-2vs High P=0.114 High 0.8 4
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X 2B A oo MDS 343 SEBI D IPSS 48 D 8 [ 1ML fp3 A 1728

Low (53%E$1)
iy Int-1(1655E4)

U ____ S Y R iy

Int-2 (82£E 1) Laaao-- - - -

L

BT QRN (F)
A5 KE p 1 50 % A= A7 W1 g il
Overall P <0.001 Low >9 4
Low vs Int-1 P =0.005 Int-1 8.8
Int-1 vs Int-2 P<0.001 Int-2 1.3 %
Int-2 vs High P=0.013 High 0.6 4E

2)IPSS LIRICTIRIESN-FLFRFAIRT LA
(1) WHO classification—based prognostic scoring system (WPSS)

A X2V TOTNL—1X WHO 75358 3 iz IPSSITEAT S & &b, PHRRERFICEIT D IRMER
i AR E D B EME 2B A AT WPSS 24218 L7z (3 15) 6). IPSS IR WiFO T#% il L
THIF S 722, WPSS I3k ZLIcbxtie L TR Y, o EorSIzs O TH L
DFHBTRNIELOZ LR E S Tnb. £72, CMML <° RAEB-t %< Z & TG BN
Ho b bDD, WPSS TIXT#BIC 5 >OB T 3 —Z@ilik L, HbIkY 27 OBET,
W2 BRI AT AT IV —=RNEDLLRTIIE, A TPRITIRANEEDL RN, —F, Ik
PE MDS ZFRIN LTV D Z &, TRIED FRM RHFRIE TR RIRENMTOAUEZ O T D
P L TnasZ L, EEREROAZELDEILTHD Z L L, EERTIEH 52 IPSS LA
BROBREZHELTND. ZOT—71F 2009 FIEROMMEILO THRICE 2 DB WS L,
grade 2~3 O'EBEOBHAL N HIUT Y A7 B % 1 B BT DGTRZIRE Lz 28). AR i ERig 0
RENTHRINF LD EIFRERA R "G zlzn, BEMHICET IS LHDE LT,
2011 213 2kiET WPSS (refined WPSS) 23 %3 S 4, ARIMERERIMAKFOF 1T ~F 7 1 B U1HIC
BEEHZ O, WSS WHO & 4 A HWHR TS (32 16)  66),

# 15 WHO Z3 I > T B S TE BUEBRE O T2 T2 27 A (WPSS)

[
THRAF OB 0 1 2 3
RA, RARS, RCMD,
WHO 7735 5q- RCMD-RS RAEB-1 RAEB-2
FEH* BAF HH ] AR
7R if Bk AR 7R 2L HY
U A7 RE#H R
Very low 0
Low 1
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Intermediate 2
High 3-4
Very high 5-6

* R OB IPSS &R U
# grade 2-3 OHHEFRAME(LA HAUXY AV BEGHEE 1 SE< 5

#* 16
Refined WHO classification based Prognostic Scoring System (refined WPSS)
THERAF DR 0 1 2 3
WHO 733 (354  RCUD,RARS,MDS
hs0) with del(5q) RCMD RAEB-1 RAEB-2
] Good Intermediate Poor
HEA M 7L oY
!

Good : normal, 20q-, -Y, 5q-

Intermediate : & D

Poor : complex (>3 abnormalities) or chromosome 7 anomalies
HAER I

B~ v r<9g/dL, Ltk ~F /v r<8g/dL

U 27 IR AT ERE () 50%HMmsE&BITHE (A)
very low 0 i 139 NR
low 1 112 176
Iintermediate 2 K 68 93
high 3-4 & 21 21
very high 5-6 i 13 12
B — 1l BR SR KL 0 BIE Ak & £ 5 RS i BRIV JiE (refractory cytopenia with unilineage
dysplasia,RCUD)

BB IEER 2 £F 5 RIS PEA I (refractory anemia with ringed sideroblasts , RARS)

% i Bk SR BIE Ak & £ 5 RIS M i BR 8 ) JiE (refractory cytopenia with multilineage
dysplasia,RCMD)

IEERHE N & £ 5 NI MEE i (refractory anemia with excess blasts, RAEB)

By R B H del(5q) % 1 5 BB S EEERRE (myelodysplastic syndrome with isolated
del(5q), MDS with del(5q))

NR; not reached
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(2) M. D. Anderson AT A—DFEF AL AT L

MDS (2% 2 #r#l3EA DR RRER 03 Z < AT TV A BUR 27 512, M.D. Anderson 7% A
% —® Kantarjian 1%, EEOREECHEEMES L XML MHT, FAB KT
% MDS HBEITRXRTCUWIUSHTE D PR THIV AT AERE LT (R 17) 67). ZOV AT A,
[Ft o2 —% 134FEMICZ2 LTz 1,915 Bl BE T —# 2 6 L ITEb 7z, IPSS, WPSS & 72 )
REOFEO 72 63, BEOHKRIER, WEOIRREE. &SRB Y AL THIT S, &
DGR, BEFIRFERE U TR & performance status 7%, 1EEFE)HITRMERS U < I/ MR
OFGIMENISL L= FRINTFE LTSN, F72, PROREFEIT 7 FORE S L ITEHR
BRI OB PMNL LT T RRT- Lol ZOTF AT L2052 8T, FABLEICE ST
TH MDS BFIZENT, WODKHITH PHRTHIAFTEEL 2 5. B0 7 —2I1I2ES5< b
DTHY, ZHFRICEDBRIENLEEND.

# 11 M. D. Anderson ’A B2 —X0REINT-F % THIS AT A

THRAT | & Bt i THRIRF | & B S
PS S 0 BHEZFEK | %A 0
20k 2 5-10% 1
WS 60 Vi 0 11-29% 2
60-64 1 HifnEREL | 2 05 A 0
65 VL E 2 2 UL E 2
/i | 20 LA E |0 Yeta (i TRELASS 0
5.0-199 7 | 1
3.0.4975 |2 7T BEEGLRYE |3
F TR
3.0 TAN | 3 i 11 PR 72 L 0
Hb 12V E 0 HY 1
12 A 2
score AfFRRE(A) | SEATE (%) | 6FA1FE (%)
Low 0-4 54 63 38
Int-1 5-7 25 34 13
Int-2 7-8 14 16 6
High >8 6 4 0.4

(3) Revised International Prognostic Scoring System (IPSS-R)

2012 12 IPSS OET 2372 &7z 7). IPSS (1Zxd 24 OHEH| O T | Yok B 5 DRiH>F
B~OFELEFHFL T OMLE NS D LD L ZAILEZTE L o7, IPSS ERRICHW L7y
9 EDIEFINEM S, HRKENSINE ST 7012 HlOT — 21285 L DO T, S BT D
FER. AU U IPSS & RIERICEBE COIFERI R, Yua R R R, mERED DA B 228+
ELTHENoT, INHERAT V735 L TRWRENGORETR DN A fFE{ko Tl
MA[BETH 5, IPSS-R TIEARE 1O SEALD FIEIZLET N A S TWD P, FRICYBE R D U A
I RESELEEINTND (K 18,19), A a7 b SN/ THIET IPSS © 4 BN 5 HEIZZR
D, KV TPEH TN TES X182 TWAHGEE 20), FEIIEAETFE IR L UIAERINF
THHLO0, AIMFILIZH U TEREEN/ NS W E 2L, 2AEFIZBW TR FEERZ N L
T HEREE IPSSR Z5tE T2 L9 107> TEY, IRV AIJBHTOTH THICRICEREE X
biLd, BEDO T N—TINOREEDORERPBERINTND N, 5%, BKRBSG THWL, &6
WZRHli ST b o &b s,

Z D1k, IPSS-R TRHis L5 U X 7 [ TRsfifftm & 2 k35 2 &, IPSS-R A= 7 %K 3.5 i
TR (EY A7 ARY R2) ITH3TF D ZERARRZEREDRI I N—TNEEEZIN TN D,
kAR IE IPSS-R A a7 0 HEA  IPSS-R A= 7 + {(HF#—170) x[0.056— (IPSS-R %=
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7 X0.005) 1}

DWEDOBRATA K

M, TR v =7 %4 MTTHEIZ IPSS-R
. FEEHEIE TPSS-R OEEMNFIRETH 5. (http:// www.mds-foundation.org/ipss-r-calculator/)

% 18 IPSS-R RaA7EFHYIL—T

FHREFOE |0 0.5 1 1.5 2 3 4
=
%A Very Good Intermediate | Poor Very
Good poor
FREFERILE | =2 >2~<5 5~10 >10
(%)
Hb (g/dL) =10 8~ <8
<10
/MR 3R =100 50~ <50
(x103/pL) <100
SR Bk %K =0.8 <0.8
(x103/pL)
YR & R
Very low =15
Low >1.5~3
Intermediate | >3~4.5
High >4.5~6
Very high >6
% 19 IPSSRIZHITHEBEERIRE
FrIN—T | 2EAKE AFHED | 25% 2B ER | IPSSR I2H1T5
RIE (%) MmBEFBTER(FE) | EFDEIE (%)
Very good -Y, del(11q) 5.4 NR(EIZEET) 4
Good IEH, del(5q), del|4.8 9.4
(12p), del(20q), 72
double including del
(5q)
Intermediate | del(7q), +8, +19, 1| 2.7 2.5
(17q), 13
any other single or
double independent
clones
Poor -7 1.5 1.7 4
inv (3) /t (3q) /del
(3q),
double including
-7/del(7q),
BHEZE G EOUL)
Very poor BHEEGELYSL | 0.7 0.7
M) 7
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& 20 IPSS-RIC&KDF#%

YROHTI)— Very low Low Intermediate High Very high
BEDEIE (%) 19 38 20 13 10
S FHM D R{E
(%) 8.8 5.3 3 1.6 0.8
25%AML #4781
fél (4F) NR 10.8 3.2 1.4 0.73

8E AMIESt

1) {5 EHE R D IR ML
AR COWRBEFREERICH T2 > TiX, BADEAKBISG COFREEICHITAZ L2 HE LT, EA
BN R R I fE S (2 B A RRAEMFZCEEIC L AT AR Y 27 MDS (ZxFd 2 s Jiil ek
DOfER, R OICX 5 BMAISEE M asE, B A& A2 OIS T A R
F A4 65) LT, BUEE TICRB SNV TOAA FF 142 6870) LTz b,
NCCN # A KZ A >, HAE Version 2.2017 BNATFR[EETH D, BEDT=DZ D7 1 —[X OIS
ARIERIZSEXF 3,4 & L TRLT,

HAEEWN THEAT L 9 D16 [HERE (B L— MEREZ G T, il (RpmEms),
YA MIA L (XK F T A7 7)), VU KRR, 7HF P (5azacytidine),
{b2pis, B BRE] 12O\ T, BCKIZBIT S 2 b OFRA| O & EN A O G R B
B O TR L 7=,

2) EAlE

(M IETUVRBELURIZIET U RIZE DLV =#IEDLAIL
#£211TRLT-.

* 21
TEFTLUAD L)L BEO L~
B DOENELL RO A Z T F U 22X 05
N
- i
LK Lo A BRI X Y 5 A | BUERSNDHO
LN7D)
o | PBSED DD I TFA v SN LBRRICE
2l vEsnrbo
| 2B EB DD I TS L SRIEHRIRKR | 5 | BRI bh s
Bk ELhzbo H o
m KTV A v ENT- B, FEBIT S Sl L
DELNTHD
e ‘ HME BREOHBS
1A %quﬁéﬁxiﬁm%’$ﬁ}§i%®1u% C XTI

()IARIIZLBERIE
MDS ZZHRIEICELRETH Y, 72 & [ TH > TH PR EZEGTRWBITEFRIZENH
5. ZOTDEFIERIFICITEE OV A7 ICESBIHEAMATH D, BEIA HnbTn
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% ®1% International Prognostic Scoring System (IPSS) (2L 2% U A7 3% 5) T, EpRIEMN
o [RIFH I fn s AR A O3 s & C, IPSS @ Low/Intermediate-1 & Intermediate-2/High |Z &
B35 Z ENRIFRIEOREICERH TH L LHESN TS, —FT, (EFRIEDEICEZ XD D
Z Cl¥ Intermediate-1 &-2 OFWWHAREIZ2 D EDfEfbH -7 71). IPSS OUGETRTH Y
2012 HHTRF I NI IPSS-RIZBWTIEIMDS i 5 BRI T), PR THIOREEN L3> T
WA, ZAUZEW T Very low, Low Z4K U 2 7 High & Very high % & U A 7 | Intermediate
I DR 2R LK) A7 F723m U A7 BT 52 ERARTHA D 1), IPSS 233%k
SINTEITHTZITREB SN TETHRIE LT, WHO DHEOBEEEZEAN L= Ehic kS
W IRIEFRE D IEB S 6), AR Y fRZ Rl & T4 & OBIEIZEE T 1280 72), Bis 750
ORI E, A%, FHLWERHEFENH T 2AlgERE. 2% O L EE L, Z 2 Tk
BRE R CHRMIZIES HN BT A IPSS © L I1E IPSSR ICE S @ik EzHHTH 2 L &
L7z, 708, PR 16 FEMCYBIROSIRA A RICH W TIL, GHE, KERDO OWME IR, il
RebL2MAMHEBITO Y A7 72 6 NN RIS MEHRBEHE O LEMEIZ LY, KUY X7, fE|Y
27, @Y A7 O3RN TONT (RERZEBXE 2).

3) BRI BHREMBEIRE (X 22
#* 22 XY 27 BEEHEIEERRE O TR

RIFHIIEHE  (24FEH) (ZEF o R)
fignifn (R ER/ N R v
EPO  ([E PN AR s 4 L) 11
EN_RIRZF T IVT 7 11
G-CSF v
kL — A 111

ey P
CSA (EWNRMmE 72 L) 111
ATG (EWNPRBRE 72 L) 11

S
LU R KR (g K&, SERO S D& ML - FR ki i & 17-51) 11
T F T (MIRRFERICRIGORE I, /R - 2 ERED) 111

(i) o 35 1 B A A R A II/IvV
1) i

LR BT, BERREEME Lo U 27 OBE(LET N H D |
UToWTnnzeiiz3dso
180 FE O A A7
0 SR JEYE
: G E PN 7 & OIRIRIZ R L TR
2) K —
HLA @A iz U< 3 FEmfaE. £721% HLAL AR —Buf ks
3) RITMLE
B bR Y BT AL

MR TR 2858 L - AT E (il S OHEZ A9 5610

EF : IPSS T Low 3 L O Intermediate-1 ® % @, IPSS-R T Very low 35 X U Low ® % ™D

ZORHZE END B TL FAB 58T RA & RARS O KZHUTMHY L, IMmERRED & FJEk &9
L5H00, BHEAMF~OBITOU A7 TR ERmL TS, WHO 4338 (2016 revision)
TlX MDS with single lineage dysplasia (MDS-SLD), MDS with ring sideroblasts (MDS-RS),
MDS with multilineage dysplasia (MDS-MLD) @ K & 4> & MDS with excess blasts
(MDS-EB-1)D—# Z ZICHFAIND Z &I 5. £z, HRAIZZ W L Wbl D EREFHIRTE
P DFEEE A <, BEIR AV T ER A 2 PR AR B AT OIRWEEE S Z 2 ICE £ D
16). —RICZOHFDOBEICE D TUTHMA RO RPMBREOERIIT 25,
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ZORETIE, JRAE Ui BRI 038R T | TR O 2o W S R RE TRaEBIET 5 1V, C.
JERZ AT 581 (Hb 7—~8g/dL LAT) 12k L TiE, Al Z &8 L oo R fLERELE D
i Txtisd 528 [IV, C], FAB 4% COIE RARS i, T 72 HERREEEEER N 15%5&%@%%
MY 2R F > (EPO) EEMME (500mIU/mL LLF) #FlicBW\Tixk EPO o# 51

L [T DWW RN RER TS [Ta/llb, B] 73). EPO 40,000~60,000 Hifi7 % i 1~3 IEI
54252 LT 4~6 OO HITKENELND EESNTWDER, @FHO EPO 23h& 2 < Wi,
RARS ¢ EPO WRERMEBNIZIX G-CSF OfAN A% ER &5 74). EPO 2LV +5372)%
S 2 AR5 T2 DIV IR DO F FIERN AL E TH - 72208, S o FEvy EPO ##] (¥ /1~_R
v TIT7) &i:@ﬁnﬁiﬁ,ﬁ%ﬁ’w@‘é HOEMEFEINTND 75).

EANTHHXNANKREZF 707 775 MDS IS Bl LT & 20 . fEHMAREE 7o
72o EPO EFRIERIZIRYU X7 MDS THEIMNH V. #&5-7iM{E EPO MKW (500mIU/Mml LA
T). FRMLEREG & DD WENCARMERE N E SNTEBY (KU 227 MDS OHhTZ 9 L=fo
i1 1f1. O [BLEECH AR AT OIS A N E B2 bd, B EITMATIZE 1[0 240 g 25 TH#5
L RPUSIE U CHEEET D 2 & L7 > TV D A S 200 U 7= [E RS LR G 3R Tl 76) IPSS
KU 27 HR-1 U A7 2BV TCEFR = U A r Rz F R E 500mIU/mL LLF Ok 77 MDS
52 Bk LT 60, 120, 240 u g DR TR N2 Zd, TN 64.7%., 44.4%., 66.7%ZRIER
i ML AR AE-CM L DD DD BTN D, ZINXIRTF T IV T 7 OF EREL T L R
é:%*ﬁé:hé D, MIREA~OEGIZBWTITERRZEEA LR LN TEY | RN Emm\
BNZIBIR ke T2 2 LI D R H D, AFRH S U 7= B AR R IR AR+~
Fﬂ%iﬁfz“(@%ﬁ TENTELT, KEDNCCN A RT7A Tl 6-8 HTHRHET DL i,co
TwW%, EPO+G-CSF #&i4:7 IPSS Low, Int-1 Z9ui& L7z MDS SERNIC I T HMLFLIC
WG ZRNEDDTHERESED &) BHFROFITHERLH Y 77,78), BCKTIXZ OBED
EPO JEAMEIEFNIC T 28 —BIROIBFE L EZ 5N TWD. ENRBR T NRF T L7
7 & G-CSF # &l & OfFHIZfThbNTE LT, FmY 227 MDS ~NIEG SN TR, X5
2. MOFEEMIEER & OB OV TH MR OV AMEITHEST LTV R0,

LU R RV U RvA ROFEMRTHRZFTEZE (immunomodulatory drugs) DO & DT,
LR IEBER AT A THD. 113&) A7 MDS O&IMIZx L THHAVSN, FRIMERE Mo
BEERNR RO HIVTN D 27, 79) . KR b BYLKRERIO KK (del 5q) #H 35 IPSS U R~
Low/Int-1 ®O#RMLERg M4 7F MDS ’ﬂbf@aﬁemiﬁaﬁﬁu%@%%&i% L<, T6%I\ZIB G
RENTWS, FRET 5.4g/dL OD~FZ 0 EUAED FH 2> TER (67%) ([ZMEFE) S
DORHB I B, S HIZYER L~V TOKE (10mg %E%ﬂﬂf TR E) 28 T3% I S h,
45% OB TITMIEEFER L 2B TWD 27). BEERERDZ% < A IPSS U A7 Low/Int-1
S 3 émﬂ\é LB o THAFROSET, D7 & HBEIERR TR I TIN R0,
ZORHIKRT DT IR TH D 27). F-, BUERCKTIXL U KX K& EPO ®AIOGFHIC
LB ERINTEY, 5%, MBZEOIHBIEZ O TOMANMELND O LIS,
LML, ZOFMEEMT-IEFIENICITZ < 220 26). BN TIE 2010 4£12 5 HFY Rl K
RKa2MHED MDS 12 L TARIN TS a4 L7 72 K). ENTARFIOMIGC IPSS U A7
BT 2 HITRIZ A2V, BEANE ORI A KT A b A THHEB S CEREK L1Z, IPSS
Low/Int-1 7> 5 FBYLOKRERIR BN RT L THWSON@ES L E 255 70). 1 H 10mg %
21 HEWARL, 7 BEURSEST D3G9 A 7 V&40 K. Bk, IR, BEREEN +
IR ERELT, FRCmERBCR U CEIRM SCE R, AHER, f/ MR OFREIC L > T LT
URI FOHBLNLVAEETL LI >T0WA. ERNO 11 NSk 2460 Tk, 2ok
A, S IEER AL 5 T 5 FINER L, ~EZu by EHOFREIT 6.0g/dL Th-o7-. #
JB AR 5E 2 TR T X FEM FTRE 10 il 3 BIlCRRD BTV 5 80). 7z, HE SNV F U R
KD 80% LA EMNKREMAE L L CTRPICHEES D Z & X0, BRI 285 EFEHNLETH
5. &L, VFYRIREYY R<A F‘@?ﬁ%ﬁkf@%%@ﬁT“m&%%'r@i‘%&b Hil, B MIZ
BOWTHEAFEENBREIND. TORDERTFA REBEVA RO 7 Chit 72 34 & B
ETHY V77 FEEEHFIE (RevMate, L7 A A b)) OBESFRROLNTND (LT F
2 NIRASCGE).

ATG & L<IF¥ 7 a ARV N LA REMEIRE S Z OO MERBD IR L THESI TS (1R
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o AL . ENORER TIE, MERERBICE LWEBR O SN2V EIT, 65 il FoRBEIZIT,

7 ARY v dmglkg OfEDEEIC X D 0EMHIFRIEN AR Z LB Z\W (PRBG#E ) 81)
[, B]. sEBIOEL 1Ty 7 va AR ARGHETH Y, RHEGIZHEY ME - BE - VA LA
72 Pl KD BT RBYESe, HER R B IES OBEAICEE 2B T 5. Y7 a AR e
A EERNL O 82, 83) A, BCkNHIXATG, HHWITATG &7 o xR & OPHH
DAERMERFLE SN TS (RBEHSY) [Ob, Bl. MDS Tk 2 S iikEEO N R, &
£, HLA-DR15 DIF(E, BHIIRIEA & B4 25 &0 9 i 84) X°, E&EEICK 5 PNH 7 n—
Y OIFE (0.003%LLE) EHEICEET S EO®RENRH D 65) [, B]

HATHARINZT Y F 2 (brazacytidine, Péfind B4 —4) X DNA * T /AW BHEHK
DOOEDT, FCKTIHBEIZ MDS (23 273 E L THW LTS, AL RNA, DNA @
W FICH D IAEND T2, EHEGKEEIZ X 28MazhE & DNA X FALREEIC K 2 iakE
FEAHEIER NS SN TS, R R 7B LT PV F VI —EDRE R, T F
Vu L HERRE L OBEALEIRRBR OO L 2lL, Bl A SE ST, m/MIED Y (B D
WML L A L EE L T 5 E TG ERBD AN R (RREFIRIOPIAERE 50N LE) L) &
25723 RA, RARS HBE 2 20 H% & £ TV 85), 7H U F VU541 Tlk 59% I fLik
FHIRRR BN T2, NCCN HA KT A4 THIKY 27 MDS O i/ M B2 i Bk A iE
B, F-FEx OBBRICEOG LRWEMICH L TT o F UV 2fHT L0 >Tn5 70).
LN L—FHT, ZORCHTET VL F O OAEFHMERDFIZIH LN TR, FEFLRLE
25 LKA E L THEATRELORELDH D 86). HATIE FAB HEICEBIT 5 MDS 2k~
DOERMNARETH 52, I CEICHREH SN TS L 9 ICHERIER 5% RIEOIER], FD%<
TRV A7 BECHT=D0, T WV o TEFICHW A BITEIC A EEICEE T AMLERH DH. KAl
DOFEFRSL L L TENERABRIZIBUNT 88.7% DiftHERED & 84.9% D i/ MRiBD 23 s ST
BY, BFICE > Th7e &b —@mPEIcmEkED BN B LT 2 2 L3O TEBRIZIEE SN D729,
FERIZE L CdHa7esbiohnnEmTch s (FY A7 OEESH).

PRI ERER AR TFYE O BF BT 2 8GREIE L, FFIK, Di/s & EERIRORE 2 & 72318472
METHY, L — MINEFHSN S [, Bl, ANITHEEEDOBD O-OICIZT 7 2 u X
I TIEA S LT 5 BIOFHEK T« RN E G PN 0NE L S 87), HE~OAMITID 2
<RV, BRAOgFL—MITHAHT 727 n 7 AETF 7zuaf I v i L TRE~OAHR
LS, % L — MEREZ I LoV, @i X 2 8RRREICHE O B EeF D~ R — U A v
MZOWTITEANEZ OB DO TA R4 R 5. EPN TIIEFE M S 2 B4 2 FHAHT
FEHEN ST A FAHENTERY, TR 728 L — MEEOE-BNLEE LV 88) [M].

M/ ISR L MR DB REAR T 12 & 2 HIME IR *F U Cidufin/ MEER I 217 9 23, K83 2 i
W LD RIFEFURDOEAEZLL T2, @EO M/ MY (0.5 5/mL LLF) 27 5 BFLS T,
TRAER I MR 21T 5 2 & 72 <, BRYMEJFERE, R MmO Him oA 55556 L <X
HI 2 £ 5 SVBHOALE ORTHEICE ED 50088 E L [IV, Cl. fkir, BCKTIE MDS 125425
MR & R R FRUFN ORI A E > TV D, £72, ARMEORKEIIE STV ARV, /)
WAt T 287727 7 a—F Th D 89). MFHEADE Ll (500/mL LIT) IZxF7 %
G-CSF DOz FEGAZ L B IEYED PRI I L TR 57, B L LTS S e,
L2 LBYYE DRI, Sweet JEMGERER COFE(L Y L TR OBZENL H D0, +oEOH
AAHIE & HIZ G-CSF OffFH»REID 5 s [V, C] 90).

Z OB D RIFEE M OB R b 72 S TW D . IRETT O Tk 2 O 72 B AR
DOfFHTTIE, IPSS U 227 Low, Int-1 DEFNIHINET L THLOBMEDIZO DLEE LN E S
NTCHRY, ORI 5 [RFEE M Es iR s B W 2 M B 5 91). — %I,
U A7 OEAGE I IZEAVREN N B D AEF], 5B OEIILKTER], 0K URGYEN LN L6, 0
PR 72 EIED ORI SSE DN Fx B A2 23 R Rl M i f IR B O & 72 5. BAE O
FIChi=»>TIE, HBEER, SFkiE, Frh—Leo HLA @atR 2 bE L, REoREL
T/ DZEMARRAIRTHD Z LTV ETHRY. IO DOREAT-TEREDRNTY,
55 LA F ¢ HLA —E[FEIAS LN 5 8IEmWREAGFRARE STV 92). FEMmZEEM
BRI HLA —JEREA a2 & T, EMAFERIT 1I0%REER T2 E08m5
LTS 93). BAHATLE I TAEER e b D Z R E 35708, 50~65 A B L L L TENEZRR T
JEFIRC, EELBMBEEEEN TEINDEIHEL AT 261 94) (&5 U CIFoRE 2859 L 72 i
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B2 AW - E M ifa Al (reduced-intensity stem cell transplantation : RIST) %##5E$ 5.
—7%, HLA2 JELL EAREA ks 2 R — & L7eBhE, FEMEEa BRI O30 b BB O
PN THEAT S D& Th S 95). BUE, EWN T ORECH T 2 RRIGH & L TS nfAE 72 DI,
TR (i, ERYYEXR, G-CSF, #kfL— NEE), LU R K, 7HyF U0, EEE
MEHIRBE CTH D, L, EEERIZIEY A M A L, REMSRED — 2 e LT3
MEFEETdH D.

4) SURVEBHERAEIRE
EFe ; IPSS T Intermediate-2 35 X UV High ®4fil, IPSS-R T High 3 X O Very high @44
¥ L O Intermediate D%

FAB 7338 RAEB ®O—{it & RAEB-t ® K¥4772%, F£72 WHO B CTIE PR ARABYARE RO
MDS-EB-1, MDS-EB-2 ® K4y, 3L O—#0 AML 28 Z OFFICARYS T 5. Z ORECILIEE
B, HEIZZFER T2 EShAE Ry OB S BRIER DAL D Z E0H Y, MERED S A M ~0
HERY 27 RnEL, XFRIEORIZ L5 ARRIRTO TRIZIRRTHD. Leh->T, RIGHIZR
TRIEIE T & 2 FEAER 2[RI S I R A R 3 FET T T RE Ch v, FHAIE LTI a2 dencEhE
T 5. 55 RO EH T, HLA MiEFH 1 EAEELNOMEE K —2NFE L, AT
2 HNDEFIRRED RIFOIEF D xS LW CTH 25 [Ta, B] 96,97). [RIFEE i iaBAE D
THARRTE LT, THEAREAEEE, BHFRIEENENZ L, BB E COHIM
NEWZ L, REWNEBRLD T LN TEY 92,98,99), Biix ToKRBa Fa—/LHALISL
TR & AR RT OB 2 B LI FPRIEOBERICOWTITIML L TW e & X b
T35 100). MEFIZ R —EME DAE L WiGa, FFilkaEMBE LR 228 [, B],
ol CICET DM A2 BB T IUIKFRIEO L TR O Ei £ THIGT 5 2 &1k, & IR
L h. L LEARDER A7 005 O#AETIE RAEB, RAEB-t (2x4 % HLA —E3EMmZE
NODOBIELEMRTE 5L —EOEMAFNRE SN TEY, F7l2 HLA —% FF—»2Eohi
IERE R —L LTEESND. BdOT o F V0 ZREBEOFTEERE LTITY BEICHOWN
Tk, BRERTREE L CRAMEFPRIE L B L bR EICE EE 5720 0L N>
TWARWR, ZHbDOHEITBWTIET Vo F 2 A MBI OB GE IR FEE L RS TH
D, RF—YElZ2FFOETOORIFEL LTT U TF UV UBREITFFEIND EEZ2LND [1a,
B] 101, 102),

Fo, mURATEOE, FRIOEFHCYAERE, PS, MR EOTHRRRKEFRN
B CIEIR I FHENHT T D RUSTER L & S TE Y 103), [RIFEE MR 23 it < u7e
WISAICIXIRE ORI & 70 D, 2 5 LIeBILIANA~ D@ bEEE, ESEE2 R S5 B
TEEINDN, FARIZE > THILFRIEDO T L D EH I E . (KB SREORIT
—JRICIREM T, ShEMEO—Re 2y ha—/WIARECTH AN TR EERE S 9 308 50
TRV HY AZ MDS (X U T BifE AL & AR B fRS A bk & g L7 [E N O
ABR T, BB A0 THREFFIREEII 2 SN T RS OO, BEERECIXsRRIERE
DEDPSTAT S DD BT (64.7% vs 43.9%), 2 F2EFETIHIZIERETH -7 (28.1% vs
26.0%) 104).

ZOFRIHR L THAER TH S DNA A F /AL ERN TR EWUET HZ ENRINTEDY,
[ R I8 M s A RS AT, FR AL PR IE N F20E S 2Bl LCiE, £3°, DNA 2 F A bLESKIC
KB EZRA D, DNA & b VERIELD A F U K > TEB BN IH &b 23, MDS T
T2 DBIBTFDBAT L EZIT TEY, HEEEO X FAACEEIZ XV Zhnsfibr S TR
HHEOIMEIN 2SN b0 EHIFFI N TV, KEWCBIT 27T U0 & LD b
IZ MDS O3 _RTOFRIZEBNT, AfpfbziEsYE, EFHMEZIEE L, QOL 24#ET 52 &
NHE S 85), SBICHCKICBITAE Y A7 MDS Zxf4 & Liz@iiak G, KHE
(LERRTE, RIMbLSRTE) & OB EGRER IC B W CAEFYIR OER, AMmE(kE ToOMME
FA/RIIZ 105). ZivE ClRFE SR HELUIMNE MDS O F#% 4 A EICWE TE S16K
5 - EANX 72 o 72728, MDS T D8 LUWEEGRINE E L TR TEETHDH. [ENEFKR
Br (1/I4H) O#E%ElE, IPSSInt-2, High @ 30 ok L CHEA SN TR Y, MiRFHEEE
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fRITFNFNDORET 13.83%. BHEM 6. 7% T o by TENEND Y A7 FHZBWT 20% D
BN LI TWD. FRMERFILGEITZNZEN 38.5%, 53.3% Ch-oTz. TH TV UILE
WTHERAFHRETH U, RIFHIRIEE & L CORFEE M EMIaR A £ T /2 Em U A2 MDS
FITIEETEREINDIRZIFREEZHND 106). 7T5mgm2 DT o FV %2 1 H 1[EE FiEd
U< ITAMEEICT 7T ARER G L, 2% 28 HH A 7 /LT 4. AFIOALMEITEK 25%
OBIT 4 a—AFICHHTL D EENTEY, HONREBOHESCHERFRICL P IEEFRW
Th7pd &b 4~6 a— AL LT=b L ICHEIMEE BT 20 ERH 5. S 5T, RANT MK
EGELL EOIER 7Bl TIETE LT ELSELETEIDRLENI B EH Y, EUHEN
7B RN GRIFEHARD (ZEF > T\ 86). LvL, TV F VUil » CT—EDEIATMDS
BB D EWOIHLART BT A3V, AEESTIIANRD X 512, MmERBAEN &R
A B, ENGRER CH e (88.7%), HIMERB/E (84.9%), IM/IMIIEAE (86.8%),
~NEZ B E D (73.6%) 3T SR TV D, FEEYR b0 & LTEIRMEET > F—2 2 (I
THERBEART) e 5 (EWNRBR TOMRE LR, MmERBAME DFREE, BHERE (LT E R
ORE : ¥ « FRURIML A AT L D2 EREE CRAR) Ik THRGEOFEHNLETH D (R
MIEESR).

(LEFHRIE D FEA TSR TR DA 13 AML (ZYE U 7= 2510 AL 21T 9 78, MDS Ok %f4 & L
THHE S N FERE ORI R BRI 7220 107) [1IV, Cl. EROBGTIE—EDEIS TE
FENFEND Z LR TNDER, (LFERIEORC LD EMEFITR L TEL 2N EELLN
T3 108). MMk R —M R SN WGa, (LFRIEEITH 2 &7 <, EHRDIT IRz i
BiE b U <IXTHLA2 UL EREA s BB AT 9 2 & CENTZAE A5 ST 553109,
110), BIRES CTIIMFFERITEIR DI %A K7, 55 Ll b 65 skl o 8% ¢ HLA —Ffe K —
Z AT D NS BE DI T- 72 BB 121X RIST Vi H T 5 111, 112). RIST (S8BT 5 BT
{LZHREO M EEYE, BAERTLE, GVHD TR5ER S, REEROTELZWNHLO0, b OBE
KT DAL FHEDORAE D+ ThRWnWZ & D Z OB ORRIFIEOERENFEIND.

B, B2EL LT, AAREMMRBHESESIC L5 EHEERIEGRE (BRA) 1Tk 2 @& i
JABAET A KT A4 vk, U A BIOBMEGEGE# 23 & LTRT 95).

# 23 HAAEMAMIABIEZSHA BT A 125K 5 MDS ISxd 2 MEs (Hofy)

RTLY A7 HLA @A HLA@SEAIEMG& s ke
de novo MDS
Lower risk (f& VU A 7 #f) *1*3 CcO CO CO/ Dev
Higher risk (&Y A7 #f) *2 S S CO
therapy-related MDS S S CO
AML transformed from MDS S S CcO
CMML*®
Lower risk (IPSS:low, intermediate-1) CcO CO CO / Dev
Higher risk (IPSS: intermediate-2, S S CO
high)

S: standard of care FEAEVEEYEIRE TH D
CO: clinical option JEFNZ LV BHEEAZEELTHLEW
Dev: developmental BHFEH TH Y, FRHARE L CTEET &

*1 KU A& IPSS: low / intermediate-1, IPSS-R: very low, low, intermediate*, WPSS: very low,
low, intermediate

*9 @& U A& IPSS: intermediate-2 / high, IPSS-R: intermediate*4, high, very high, WPSS: high,
very high

*3 AR Y R Z BTV TIE, Bk & B C MR A SR EE KA B D WDIT ESEGLE - i~ Y R
7 OFERFI T, 1ZDORFHNEFIEEZ) O %5 ISR 2 B8 T 5,

*4 IPSS-R: intermediate OJEFNZ IV TILERR, 2HRE, M7 = U FE, % LDH E4 %
#Z|Z LT lower, higher DWW H L, % OFEF CRAERILZ ZET 2,

*5 CMML [ZBAEEIMZ OV TORIENZ2INTE LT, S%ROMETH D,

*6 BN F—05 6, B IBMEICE L CIIBManaR, BEFkn, I CD34 Ml Lz Xk
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DAHESEEE AN B 72 5, HLA-allele 1 BERNIE G ORISR & HLA 1 HUSNE & MBS R
T ERIEDRM TH L0, TS0 HLA REAEBMICE L Tldtalkem 7 20372 < | Dev
&9 2,

9F RFROMBELIFERE

MDS OHFFEIE, &5« 7 7 LB - R 7 ik e RBLAOGHEATE Y, 1BROES L 25
NTW5. JiROmEY 2016 4121 WHO ENSET SN2 4). L, BB+ 5 _&THH
NIFAET D7, ZOETERRES S P RDRBREEZ RS,

S Tk _7= X 912, MDS 3272 WA STHRERETH 572012, S%IFEOMIANETIZ
ONT, EEONHE - BNLOFMRAIM TN D b o & Ebid. MDS &30 O #fid m EEgK B b
L T ICUS, IDUS, CHIP, CCUS »%iF 6157 (NCCN guideline ,ver2. 2017), JEUEHR L
DOHERNT, YR HT « B TINTEA DS HEATZBAE D . BHED BIERL O E M EE 72 5% % R
72 BIEAROHIBHIBE L Tt 2 X< BEMNBELZEATILERNDH Y, EHEMR2 LT
DOIEHEL N ED SN T WD, ZOREF TR LR 4 1ZZ OB LN S, £ 7. BAEFTR)
TR STV D IFERD I 7 v R FIEORE—I1X, ZWHCo b2 BEERMEEZ 2 bh,
AUV AOMSINLEEND. PHSOBEBOERE, BFE#EIGHED, BEBRICONTHE L
RORREIIENEEN D, RERFICE 2B AEORELENET 2 & T, REMmHRE O
b S D Z EREEND,

FAB 43¥8 % 512 U7= IPSS 13BEIC £ < OFEEREBR T THOEO HIELE LTHW LN, EDOH
BZHEAINTND D, 2008 00 WHO ZHORED H L2 2z FEIZ L7z WPSS 23428 &
7= 6). WPSS DYtk O3 HIT IPSS ERIC L ONHWSLN TS, L L IPSS THW
5T D YR B G35 R O EE SN TV D23, SNPs 7 LA % W20 Hris 1
ERHWEIEIDNLVZL ORFEEZRHTE, SHICTEELD LSBT HZ LRI TWD
113). ZEOIEFOERMMNES, IPSS THWHLN TS LV $ % < OFEFEOERIRE O E &N
oSN TWSD. IPSS ° WPSS OIEH OtkE, 3L OWPSS TIXEV AT TV R o7z
K7 ZH0 AT T, IPSS-R BB ENT-. £7- SF3B1 240D A7 7 A v 7 & s 1, TET2
REOTES ) AFHERE T OB CRIROF 7 B R TR 2 S0 T 47, 50) Tk L FHRET
HEEZLNTVWHEL DB FICET 2R ENIOND L DI o7-. 7,45, 114) IPSS-R I2i&
G REEZRTFE L TNAETFE TR BIRE SN TV D 115). 4% IPSS-R (23 < P ERIE
L7iFgemnstite = & 20U XY IPSS-R (IS < JRIEHEIE, T C1 intermediate #EIZxT D1R
FERROFEILNEEND.

LU R ORI D & SND BqIEErE=e 27), SoZ MHREN TN T2 L SN DFEES,
HLA-DR15 Bt DfK U 27 MDS 72 £ 81), FRRARIBHEOENRINTZBEHERH Y, Zh
5OREOTH TR AT A1 MDS 2RI T 286078 TH TR AT A L1300 TEZD
VEELH TS Z2b0 LEbNs. ZoMic, BHOBKEILOTRABRE T LTOERDL, 4
BOBTIVHEMICR D Z ENEEND 28).

MDS DR L OFHRIEO /B T, #E/MNE CTREA STV D EEAIN B AR TIEHEHATX 20
r—A (drug lag) <2, FITANCITANEDFER SN2 N L S B HEANICE > TV r—
ANEL oD, TRk 26 FEOR T, T AR F U RIBEBENR TSN, LavL,
MDS (2 X DI/ Mg FIC kT2 b a U AR AR =T U FIRERNER IOV TR 3 FHRER O 24 1)
FERBIN2 B 0 RBRI T L IC 2 > 72 b DD, 73 u—T v FTIEAaM R AR R ER A E
ZEINTR o T2 116, 117). 5% b U AR =T U FREREIC OV T H RN EEN D, %
EEHPRIE S LTHOWLNDE Y7 0 ARY » AR ATG 2 Y, < OFFNIMEA TX 220, HALE
TRBOE IS Tl 523, 2017 4E NCCN O H A KT A Tk, bq— & FEDRVWE Y 227 MDS @
ZMICK L THIMET Y 2 n R F AREGOOMIU/mL L F)DSE T U AR F 2 5k
FEAEOLEE LY R REZBMT 52 E2HERL T 5 (2017NCCN A 74 2 118).
F7o. @YU A7 MDS TR RHE W HFFTE 720 —J7, MDS-005 5 (55 3 fHiER) (20
TEKYU X227 MDS Tif, = U 2 R=F 2B AMEEEDEISA ORI S LU B RIIREs
R CTE 5 LB ENTVA 119, 120). IiE=Y 2aR=F > (EPO) MENEMHEOEKY 27
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MDS Bilizxt LT, S fislEEO R DAFF LIZ WEOIREEE LT, 4% LY K R
RED—2 L 72D AREMENH 5. BHROMEY . (KU 227 MDS B2 T FUrokElt 5
BOBRBETH L. THEUF VRG] 8 2T G- OB B2 69 2 VR L Ak o R
TV | rigosertib ~D XM THER D IGFARPIIE O F S /e 2 FIREME L oRB S D 121).
A IS H T SRR, A X~ A vy« U2 T BN X DAL ARG, i ERA O R
RER, TH TV UHER EOBRNENREXGLN, TH TV U ZOIBERISHRFHIHT-0 |
TBRIRHIMEE T O b EEN S,

PLK-1/PI3K [ CTH 5 rigosertib IXEN CHEERBRNEI TR TH Y | fthodo PLK-1 HEHK,
HERICIEM T2 PD-1 [HEHK - PDL-1 BHESRE, =5 LHEM % IDH-1 [H#E#, IDH-2
PSR & G CRERRBR A EI TR T 5. —Z4 b BRI B ORBRIEA RIS L H1cd 5
72Oz, TS OB ORI EZ N> Z HHEET HHLERD D,

AR FARHIRUZE B DFEHTIZ X DIRFGEIR b S %3 i s s, TET2 ZRFITIET T

DU DIRFNEBRE N E VO HEILH D H DD, MDS TEHEEIZRD H AT T A AFHIEED S
AR TR F L RERUGHE & OBEIZERD b T\, B AR o= s ) LAOUIEMIC
WS IRERIR b AR SN,
BAICBAL CiE, ZONME ST - FiEEED, EBEICHLWEERFRZEN L. MDS OURZ B0
RS, BILDZAIL T, BRERTOALFAIRIRIC I DS BRI E O %, BILEDORELRY, Z<O/
AN KRR O FFFRSINTND. Bl - B LIS ORI % LR U7 Al 7 AR BRI AR 2 LTV 523, Bl
TEEYAZ MDS(50-75 %) ICkf 955 3 LGB EI TR THD 122). BHLIEGIZ x5 LT-
CIBMTR 227 % -V A7 4386 2B &7 123). 512 DNA AF UAVBRE I AR % 1A T
THIET, BRIESEEZ O LV ERE TR LIZ0 T 5R AN RSN TRY 124), T0A A4S
BHALNISNDVIENDHD.
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BERFE 1 RIS (BT ROE R RE) 0 o 1 L
AN BRI I BT % IATRAE (FR 16 RIS

W

stage 1 & JE FROLAS

stage 2  HEESE HHECIHEER 5% AT, D ORM M TIFER 1%AM T
LT 1AL LA
NEZ B E YR 10 g/dl Al
L ER 1,000/ 12 1 At
[Ny 50,000/ 1 1 A

stage 3 CONEIE  CEBETHER 5%, M ORMIM TIFER 1%A T,
ARIMERERIL 2 LB & D>, LAN D 1A 2723

I K 500/ 11 1 AT
RN 20,000/ 1 1 A
stage 4 H JE BHECIFEK 5%LL . 10%AT.

et b S 1R 0 R A e

stage 5 IxHEIJE B E 72 IR M TEEER 10% 2L E
F 7 TEGE T 2 [BILL EABEORER & 5,

ZENFE 2 K T, mYATEE~OREREE PSS ORILR (R 16 42 FERR)

IPSS

Low EER <5%
cytopenia [0/1
il =Y/38
D4 55
Int-1 | 2fEk <5% <5% <5% <5% 5-10% 5-10% 5-10%
cytopenia |0/1 0/1 2/3 2/3 0/1 0/1 2/3
il HE RE BAF Eal | BAF Bl BAF
D4 LS 1K 1K {28 i A i
Int-2 |3k <5% 5-10% | 5-10% 5-10% 11-20%  |11-20%  |11-20%  |21-30%
cytopenia |2/3 2/3 0/1 2/3 0/1 0/1 2/3 0/1
o Fro em |TROIPR S age e |BREF (R
VR [ = i i T i ! aM!
High |3EEk 11-20% |11-20% |11-20% |21-30%  |21-30%  |21-30%  |21-30%  |21-30%
cytopenia |2/3 0/1 2/3 0/1 0/1 2/3 2/3 2/3
o R R O TR e i FR
KU 278t SCFRRRRIERM, & LUV A M A L, S niREs
Y R 7 B FEFERY R R MR A & L < I3 bFRE
m U AT RE J AR e [ e MR & L < I3 bk
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