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(X C®HIC

5 R ‘B il B BORE B8 (myelodysplastic syndrome: MDS) D 44 K7 4 Y IR EKR SN T2 64
FRD DB 2, ZOM. WHORB O WET B R S N, F7e. DR T ) LFENT DS I HE
W, BERFEEIZL Z2MDS O, FHETML itz F v{tE (hypomethylating agents: HMA) @ Kt
PWOTFH L EHBTWRRIZ K o7z, SHOYGET TR, T LINEL TS SR Kk, 7o, B
THRYCE RS & AR I HARIMRFE X DOMDSBEST A K74 vV L HRGEMMEBHEERY —x v 77
N=T2 2L DMEDEGORLLLDT T v A ZEM L1225, ¥ O KB 70 5 PR 3 8% < National
Comprehensive Cancer Network (NCCN) Y& D F 4 K 7 4 ¥ b BEIT L T, BinT BE BT O FE1T
FBIEOENOERBIZE > TV LKW, 5%, MDSOBLFRFHIIR ZLOTERVEHER
V=N bbDERb, FTOT—X %5 L7z, £, ERNRKREIZOWTH, I TOHE
WU T YRADH Db DI L TIFEmIZEIH LT,

MDS DEFHDIZ L A EXEHE TH ). BWTRFOEMOPIIEIZ 65K T Z 2. 50/ T D EHF 1T
10%UFIcE EE 5, N ) A7 DEERILHIBREIREST 5E TEDH 525, 65K L TRMEE
MEFMIERAE (DUF, WAL 25T S 2 & I3 R 10 %EEICE L2 EEbTWS, MDS
2B B AR OEICHINT T, BERTIZ T WEYZENERDOIE L Wil 7/ LT 2 & D 7:
RO VIR, RGO FHIEHECTH ), M2 T, BEONEB L LHEBEITL
%, $hbb, HL2OEHEOTFHREHE LD 2 TEEH L OEERNERIZE S W CTHAEHIS 2 IE
TLHILEDEETDH D,

BHARTA TR TWENA ) ZA7 BFHIZET 2 ABBHEO IOV TIX, B L 0%
G CZOAREIRENTVE2HDOD, T LIZHEIZOWTOMRITIZ 4 HEE BB
TH2, BAHEIGTH > TdH, BRMENIHT LIHEGNIFLYRBRRIIZMAANS DTV, wWbY 5
left-truncation® D 72 &, FBAERE & S LTV B D DIFA K D “intent—to-treat (transplantation) ” @ B F#E
DREMTIELEWI LITEB T 2REN DD, 2O LIMEAEZRT 2M—DHEIE 7 v & AL
B Th o0, RO LT v X LMUZHEETDH 2, BIAE. BIHTHAIIE T > X LACLEIF5E 2355+
THIfTE R TW3 9,

4RO WET TIEMDS D IZ A2, B B E % (myeloproliferative neoplasm: MPN) 12X 3 % [A]
FERAIZ D W T b R FMEE B ARMEE (primary myelofibrosis: PMF), - X4 5 i 47 4 iE (secondary
myelofibrosis: SMF) 3 & OV 45 il A Bk 4 FH 195 (chronic myelomonocytic leukemia: CMML) % & D
HIF. RRAMEE M EE IR 2 AEMER O BHAHIELROSR A REAR #2% 12 BN
DEFDZETF VA% EDT,
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BSHEEERIEZEE (myelodysplastic syndrome: MDS)

I.

2016 FWHO mE 547

@ 2001 4EI1ZHRIE S A7z WHO 23 5813 2008 AR 12 BB A AR AR & ATz 25, F 2D 2R 3 MBERRFK D Bz

Yo THEHENTERLY, L LEDDALLNSMERAK L. BIEKRO AL N2 MIREH 53 L
H—HET, FONHITETORILYD o 727D, 20164EITFHER S NIBIEF 4R TIZ. BIEK
DIEERLFROE AWM EOEE L L sh, WD ERTIIKAKOBIE R S L Tote?s
ZD7:», HEHFHA D refractory % cytopenia & W o 72 ZFRITFEIES ., $XTMDS THi—S
52 LI oTz,

RAEB-1 &£ RAEB-2 D #4543 % L £ UMDS-EB-1 £ MDS-EB-2 I2EE & LTz, ‘Bl CHERHS
~9 %, FIIKRMIMCTHFERS?2~4 % DHEITMDS-EB-1, B CHFER210~19 %, F7z1%
KR TIFERDI5~19 % DHEIIMDS-EB-2 & %0 5, FERIZ Auer/MA 235 LIEMDS-EB-2 &
NEEND,

FEERIE I3 7 < . 7z, BRIRERIEER (ring sideroblasts: RS) 3% b N WA, B 1 R0
A DA IZMDS-SLD. 2 2L EDHAIZMDS-MLD & MRS s, BIEHK DS R THiBkI%
Y233 RMOLGEIIMDS-U E S B,

MDS with isolated del (5q) 1%, del (5q) BAFMZ -7 B & Fdel (7q) % Bk < MM G R EE »31 oFF
ELTHZDOTFHIEDLLLWIZ L6, 0 OGEEEE HDHF L T isolated del (5q) & W
ranz ',

RS 23F1ES 2 MDS IZRFE B 2> D =B (81 %) ITSF3BIZER A LND Z L 02 5, SF3BIZE
DOFE D MDS-RS D2 W IZHLAGA T 721V, FEREEA 2 del (5q) D L WEHIT, SF3BIER B
8E13. RS35 %A ETHNIEMDS-RS L ZMWrs N d, RSZRD, »OREM 2 R/ L
FET DIERNIEE I TIEIRCMD-RS & LTI, B4IRTIEZ OMEFRHNE Z TRCMD 12—
moizashTwizs, SRlOWETTIEMDS-RS-MLD & LCHET 2 Z L2 o Tz, SF3BIE
BRI FPHEFHTCTH 220, RSOZEHFIFHEMEE TV EVWbIRTWS P, MDS-RS-SLD &
MDS-RS-MLD @ 74 DiE WD W T, £ O Diisseldorf registry D 3,528 £ O#RET T, A7 H
fil O H 912 MDS-SLD (RS & & &) 1360 22 H P, MDS-MLD (RS b & &) 133722 H & Ot
BH5Y,

MDS-U IFHETIR Tt & D B2 4 S L7z, MDS-U with SLD and pancytopenia I3 2225 1 &
D AT, MBRIA 233 R CFPER < 1.8x10°L. ~E 27 v € ¥ (hemoglobin: Hb) < 10 g/dL. Ifi
/M (platelet: PLT) < 100x10 /L) DA ITBM S L5, BWEME TR TIXZOEB LI LN &
BboroTWS Y, MDS-U with 1 % blood blasts I3 1 % 72 0 KR MLIZ R % 38D 2 FEHI D T4 53
ARICRETH Y. acute myeloid leukemia (AML) IZi#JE 3 2 ) X 7 235\ 'Y, MDS-U based on
defining cytogenetic abnormality I3 BIEK L HFEROIEINZL S & WD, 1~3 RO MERIEA &
MDS LW TS QR RE L BE IS 5,

TRIEBR IR 232 B M (all nucleated bone marrow cells: ANC) D50 %L E#% 5 &, FEBRILEK
DSANC D 20 %Ki DHA. FERFIRITH T 2 FBRD320 % 2L E1F Z L Tl AML NOS acute
erythroid leukemia & 40 L T\ 7223, SEIOUWETTIX I NAHMDS EZWia s 2 LiTh o7z,
AR CTIIPLTHZ 2 WRSDFEE T 2EH Z RARS-T & T2 HEZLZ/RL TV 25, 4|
D UWET > 5 MDS/MPN-RS-T & 7% - 72, MPN-like7Zt & 2 % & L T, PLTH#i% (450x10°/L 2L |)
BB, % K DEE cytoreduction SR ETH 5, HHMRAE CTIXEMIK, K i large MgK with
bulbous nuclei DIEH23H 6N 5, JAK2 V61TF T (50~ 60 %) %° CALR/MPLZ R (<10 %) 255
bird, —H., MDS-likek & 2 % L LTiE, WfkF 2 H 2 KERMEE ML RFIRR OERERR
DA B I, RS & SF3BIZERDEHE (80~90 %) ITHRHLNDE I ETH B0,
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I. RFF&EEMmEFHHRISHED B

R KIBIREL L ) 27 B OBAGEIS 27T

x£1. MDSIZx 9 2 BHEER
(1) de movo MDS

BEEm**/
IPSS HLABE &R HLA & & JE Mm% HLA-allele 1 ER@EE O IR/
HLA 1 i ERBE mig**
Low*! CO CO Dev
Intermediate—1*! CO CO Dev
Intermediate—2 S S CO/S *3
High S S CO/S *3
B/
IPSS-R HLAB &R HLA & & JE M i% HLA-allele 1 ER@ES O FEMIR" "/
HLA 1 i ERBE g™
Very low*! CO CO Dev
Low*! CO CcO Dev
Intermediate*2 CO/S CO/S CO
High S S CO/S *3
Very high S S CO/S *3
(2) /5 EREMDS
BEem*®
HLABE R HLA & & JE Mg HLA-allele 1 EER#EE O I MR/

HLA 1 IERBEA Mmig**

S S CcO

S : standard of care BAHIMFEIEIRHETH 2,
CO : clinical option FEHIZ & D BFEEEE L TD I\,
Dev : developmental BHFHCTH DERRHBR L L CEBTETH 5,

* BRI 3 E FE T ARTF A D 5. 7203, EEEGVESR MO Y 2 7 B3EWHE B LRG3 5,

*2 IPSS-R intermediate i3 low [ZIE W AIBEME DRI S T B D | IRBLEIFSROMFIETH 5, IPSS-RT
32 27 3 S L% intermediate £ L, 227 458 L% high & LT 225, i@ International Working
Group for the Prognosis of MDS @ 7,212 % ® £IRHE D MDS DT Tk, IPSS-R D A 2 7 3.5 f1 % cut-off {H
& LT, low & high D 2B ET 2 £ FRHUESLTHEOHIBNICEHTH 2 L oG rd 217,

T A B U CII B ARTTAEE, BEER. CD34 G s S X DHERESRL 2,

*4 Myeloablative conditioning 12 & 2 [y A 1Z HLA7/8 WA D IEMGHE M BEHBAL. H 5 W IZHLAL EEARHE
A iFE B RE & M5 TH 5, Reduced intensity conditioning 2 & 2 B MAAE O BfE TR R TH 2 23,
FIROD TR COBHRAIL, 120 O8I Y — 2 IS 2 ki lifs T & 5,

O MDS DIRFER IR & ROFERFICL 2 FRTIMWS AT 2 ITESOTBES TS 72, 1997
AT HRIE S 77z international prognostic scoring system (IPSS) 1%, FABEZHRE4r 1z & 2 fili{# % 5
BRELTEZOWETA FI7A4 VITHEBINTE D, 20144 1TIFWETHR & L Trevised IPSS
(IPSS-R) ASRIE & 72220, BUKFf{TIXIPSS-R & £ D & S 1TRF T H OREIZH VT2 6 L wvge
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BT MTHEELTWS EIRE RS, IPSSIERE—EOREI©FH>Twd, —F T, IPSS-RIZH
TOME LM Z TH Y., IBEFHIEDIREILE WIER, IPSS2 5 IPSSRIZHEITT 2 EFE 26
nd,

@ IPSSOE V) A7 HOFHRIIRRTH ). BHid: LB E COMMDE < & 2 & BHBLEBME
&, i, BREEPIRRIERT 2 H 22 Lo, RPIIBHT 2008% % L
EhTws?,

® WY LB RET 27:9, Cutler 51E60EATFTOMDSEEEZHRELTY Va7 ET
WV W TR BGRE 2 AT L T 22, IPSS 28 low % intermediate—1 (int-1) @ %iE ] T % AT
It 2 F CBMETELN T 2 2 LT, —7. intermediate-2 (int-2) & % W id high © i i Tl
WK AT T2 28T, ZREZNROSHERET 2 Z LIRENT WD, Z DI,
myeloablative conditioning (MAC) 2 T HLA —EUfL 5 F M % 1T L 725EFNBRE L 72 gt ©
H Y. comorbidity LCHIMRFME L ELFEEBEINTIIVRVWHDD, ERH LT L LTHHS
NI L W,

@ 60~ 707% D reduced intensity conditioning (RIC) 1Z & 2 B4 T b HEE DN 23T TV T, low
< int-1VEGI TR R O BT £ T2 2 UEEE 3, int-2 % high DRESI TR R OBAHEIZ X D 4
FHIMOIER T 2 2 LAURE T WS,

® TItalian Group for Blood and Marrow Transplantation (GITMO) I&. 19924E~ 2010412 MAC % 72 1%
RIC T & 2 BHH % 1T L 72 MDS 8% 1,728 £ DIRES T. IPSS-R A3very low/low D& IZ2 TR E
LI AR % 1T 5 BEIL % { . —F. intermediate/high/very high O %A 1% B H 2 FFERAHE % 1T
IONLE LW EEHELTWDEY,

©® B OIRE DS b B OBEIGHIWT B % 5 2 5 H5, hypomethylating agent (HMA) %15 Y
227 MDS 8F O EGFHOIERE R CAMLZELE 2 Z LTS 2MRBICE BB TIE L L,
Z OB BIREE S TV o Bk TH 527,

M. FREEmEFHRZBEOBICFHIERICHDHDEF

1. Fip

O BHWRELAERO LRI IS ATV ERWwA, —RVIZIF SR EEZ LN TS, L
L. MDS O FIEAEH O IR E 1T D & 20364 ~ TORRAREE & & 01422 sk % HFulh T 70 7%
BBz 3 2 A ASEAR X INE T & 520,

@ 55 PA Lo BE O BRI X BT B4R Tl % < . performance status (PS). comorbidity 35 & OF
frailty 7 & CAEBM ZAEMFM 2TV, M2 TEED ) A7 SLBERANOHLEL LIZX VRARIZ
HIr 3 2 Z £EHEF LW, Hematopoietic cell transplantation-specific comorbidity index (HCT-CI) <
comprehensive geriatric assessment (CGA) 12 & % V) & 27 #Hili 05 4EE DL EICEETH 2319,

@ S5FARMORBEFICIHRBELEEREIZ0r2rb LT, BHE LFAMO HLAKREOHIT 1 HIES 1 2
23, 555 ko BFE CIMEGI OMEI BB E L % 5, BALEIS THLABESME FF—23H 5 L &
. BEFMBHSSK T HRITMACIZ X 22 @R L. Fiip2355% 2L £ b L < 1 non relapse
mortality (NRM) 25\ & PRI N GFEEEIFET 2L S1E, RICITX 2B EERT 2 2
LRI TDH %, FMBEHRBMOLE L. B O LR MAC & RIC O:EHUT 2 IRE
LYEHA 2 SIS WTEE ITRETS 5,

@ EHEMDS OBAREIZ O W T, I TR S LR FENIZE2DH %, Center for International
Blood and Marrow Transplant Research (CIBMTR) (X, MDS & AML % & A 72405 ML E oo B #&
1,080 4 O RIC 1T & 2 B At i D 1% B {1 BENT % 1T - 723, AR5 O disease free survival (DFS)
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3.
@

@

©)

% 40-54, 55-59, 6064, 65EM ETHI L7 L ZAERERRD LN Lo T EHE L TV D,
The European Society for Blood and Marrow Transplantation (EBMT) &, 50 ~ 60js% @ 884 % & 60
L LD 449 % DEF1,333 4 O MDS B#H O AR O i %R LT 29, 50~ 60 & 60
ETRZoBMICAEREIZ L ZERMHNTTD overall survival (0S) . NRM THH#IZH
BB Y5 2 o1z,

Fred Hutchinson Cancer Research Center (FHCRC) X, 60~ 75)% ® 3724 O MDS £ # TR &
® total body irradiation (TBI) +fludarabine (FLU) 1Z & % B AERAE D2 F SIIMET 21T - Tw % 25,
BHEONRMIZ27 % TH D, 60~64, 65~69, 70~75%DERMTZDOEI LW & xHEL
TW5 36)o

Japan Society for Hematopoietic Cell Transplantation (JSHCT) ® MDS 12 %f U C [FIfERAH % fii1T L
7260~ 697% D 651 % DR TTHRIIIET TIZ. 607K~ 647K £ TD 4494 L 65/% M LD 2024 DT
OS. BHRL EIMEIHELNRMICEREZZRD L olc L LTW3E 7,

I E TOWME TIX60/RI_EDOBAEA I FAEE LI L TAR G ERZRLTE5Y, MDSD
BAIZ B W LB ERMO A TBIHOBIGIZHETE RwEEZ LR D,

PS

PS IZ B AIGENE DFRIECTH D . Eastern Cooperative Oncology Group (ECOG) PS % Karnofsky PS
(KPS) 28k S W b 45, AML D1tk (intensive chemotherapy: ICT) 123\ T PS 23R R
THEIEETFHRARRTFTH OV, RO HCT-CI & ZMIL L 7 FRET &L sz, F72,
HCT-C1& ) b KPSOL B FHERBL Tz & 328 H D BAESOHWIZIZ—EDH
A5 2%,

FERliASPS ZHIWi T 2BRD X5 0 & EIEN L NA 7 A58 6 9, 65k Lo BEH T 65
K D BHF TR TPSIE CHIES N2 MEIITH 2 L EbNT VS (p=0.04) 7,

PS I3 JEAERY & BHIZ 7% < (=<0.01; p=0.99). JEEMTIIPS ZFR TS W,

BHREEE S X D EMICTicE 2RF oYy — v LT, Bt o EB SR B 4G B 2
(international physical activity questionnaire) % F \> 7z & 1% Bl & @ §Filli 23 Moffitt Cancer Center &
Research Institute D 238 44 O MDS %z & {riE L& B EH T b T W5, BAHATO METs - /8"
TR ITETEE) (61 4) « HEEETEE) (704) - mETEE) (1074) O 3BTRS A, 3HEH T v,
PRI, KPS, IR Y 27 HCT-CI, BPALEDBE, BAHEHEL MitEEE % & TIIEREEII L2 -
7208, [AFERAETR 6 2> H © OS IFMETEBIPETT73 % » FEETEEIME TS % « mEEEIETIl % & F
BZEXA LN (p=0.0033), F 7z FAHIEEIE 2358\ & NRM 2MEF§ % (HR=0.07, p=0.0127) & i+t
LTWwa,

*I METs (metabolic equivalents) (3158 « BB 21T o 2R ICEFIRE OGO s 0 ) —HE X LT
W hERT, FEREIITET 2= A v X — 1 E T B LR AH R (RFREIE T3S
ml/kg/min (ZHH24) TERL 72 d O T, METs « I & i3, EERE O H T H 2 METs IZE B R3]
ERERLIZDDOTH D,

Frailty

Frailty D E #8138k & 7255, WESSMESLTMEE N MET LT 2 REEZR L, [HDOET & & ot
ML bEFEN5, HRBEEYS S frailty z 7 VA Vv E HARFERIZT 5 2 £ % 2014455 H 1T
RIBLTWS ),

7 vA VOFHENL, EEeE 2% WMDS Tl AVFENER TS 2EFEo—2 L LT, 20D
HIEMEI L TWEY,

7 VA NVEFHT 2R & U CIRE STl (frailty index: FD. H#ATEEIE (activity of daily
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©)

living: ADL). FEH H % AETEEIE (instrumental activity of daily living: IADL) % £ 2% %,

Johns Hopkins University i, 507%2L LD 166 % © 3 O BAERTFEAMN T, 25 % O EHITB W TFI
RS 2 SODORE GRTHEE « B « FARTED) - 5K - RE) O T3 01T 5 2 DR E DS
HDLEHEL TS, [FAEBMETIZADL 2YKIEIE T LT3 BEFEIZA L Wwas, IADLIZDWT
1240 % DEEHE T, TODHA?HFALL L —2DHE THFIEKFELTWDE 2, I TEL
WHOVH D EHEL TV,

University of Chicago 1350 ~ 73 j&% (FH A 58 %) D 203 4 D BE T L TCGA £ fifT L Tw %,
IADL £ HCT-CIAa 7 IZ{#EH L. IADLIZ7HHEHHF A% & d—2D0HHE THEFEIZHKEFEL TWwb,
HEWETELWIHHSH 258 %1 AL, FRHCT-ClRAa73aEz1AE LT, MhHE
HELZV (0. EH02MEDD (15D, WHEHMED D 2m) O3 TRMBHE LG L
TW2, ZNZNOHO2EDOOS I A & B L WEET2 %, &5 LMD D FEIL44 %,
MG EDMED VBETIEIZ % LJEIMLABETH D FFIZ60EA Lo BETIXZNENG62 %, 29
%, 0% & ZDEIFFFETH Y, CGAFTHMOEEMEZ ML T 5+,

BER 9 7 s & AR MME GE D, BMF2 503 s B3, 4m#$BT4h &) CiMlis iz 7 v A
3, IPSS-R. Charlson comorbidity score & & H IZRAEFDOMANL L 7: FREFTH 5 72 L OFE
BB DH, EEETZ O LMLV T vA VO 24T 5 DIZES TIE W *”, Clinical frail
scale (CFS) 14 7 Y — 1 (very fit) 26 % 7 Y — 9 (terminally ill) £ TD9DIZ/HEHLT7 L A
NVEEIZFHMECE 25 TH D, I 7 T Y —4 (vulnerable) L EDO#E L F 7 Y — 3 (managing
wel) UTFOMT, ZOAFRARLEIROLNLLELTWVWSEY,

FEE IS B 2RO THRIE, BERTEIR S, EAWFENERIILZEEZLATVEY, 7V
A VR PHFREBOFIIZTHRTMO—2TH D, SROEBRIHAANT O DELD 2 LF
ZHENTWSEY,

2JADLIZHEAENE 2% 2 ECHELZEED 5 b, ADL & D M CERXRLEEZIE T, OE WYL,
Q. OMFEORELM., O4REHE, ORKEME, OREHBOFA,. OEFEOILX 7
EEREOEIELE L TWS,

MmEkiE

IPSS (& % W ZIPSS-R) D&Y R 7 BT H o T b Wl AKIFE 0SS E 235613 (RRITEFEH TR [
R ORI it s sV,

Y 2 u Rz F v 8| (erythropoietin-stimulating agent: ESA) 2328354 3 H MM AT L. BEEOR
I ERE I A320 AL BT % - 7o 8580, B 2R I MGt 3+ 2 BB D 2%, F7o, SHELR
BRI % A BE & 5 5 S ISR & % B 70, BREOKHIENS & 2O THRIELT 275,

HCT-CI

HCT-CI % comorbidity D515 T, BHEZEDONRMSLOSK E2 FRIZIBELELTEHTH D,
MAC £ RICOWT OB TH FHRHEEIZH W LT WS 350,

HCT-CI A 2 7 OMGE L L CTIdE4 T 25H % A5, GITMO 13 2 4E [ o #fe L 72 1,937 % CTHi A
HRMET 21T > T, HCT-CIRA 2 7 23058, 1 ~2 5., 3 ET24EDOSIEE N Z456.4 %,
54.5 %. 41.3 %, 2EDNRM I 14.7 %, 21.3%. 273 % L& LT3, HCT-CITTNRM % F
WTE 2 DD (c-statistics 064), A7 3HL EDOEAIINRM 2 E < RiED o TV 3 AJEEME S
B S TWnwa,

I B 2L TR ORI i T, HCT-CI 234 S M _ECBAE O T4 L tHE 234 5 1Tz
LT DH DY,
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@ HCT-Cl/Age
FHCRC IZ & 28k~ TS M anfk 8 D 3,033 % 2 NG & L 72425 RN C. 195U T & iR 9 2
& NRM 2% & 7 40 ~ 49 % THR=1.48 (p=0.04). 50~ 59j% THR=1.75 (p=0.004). 60j% A LT
HR=1.84 (p=0.005) £ FR & & dbIZm B2 AT L TWwd, ZOFED»LMERKDOHCT-
CIOZ 27124050 L% 15 & LTS 2 HCT-Cl/Age 24218 & 1T W 3, HCT-Cl/Age 30
S DMAC, RIC. non myeloablative conditioning (NMA) 12 & % BAE O BAHTL 2 4E D OS 1366 %.
66 %. 67 %, 1 ~2HTIXZANEI66%. 66 %. 67 Y%, 3~4 51245 %. 47 %. 54 %. SR L
1229 %. 34 %, 35% EHEEL TV, MDS OBAHIZ I 1) 2 HCT-Cl/Age DA A DMEEIL+
BTRLEL SBRORETDH 2,

® MDS-specific comorbidity index (MDS-CI)
MDS 123 1F 2% L W comorbidity index BMEIBI L TW5, £ XV 7 D840% O MDS B
H3learning cohort & L THEET & 41, 54 % Tl & 2> D comorbidity 23/, & #1172, %2 &N Tl
comorbidity /% non leukemic death (NLD) (p=0.01) & OS (p=0.02) iZ 2222 2K FTH D, LJE! %
(HR=3.57). HF¥HE (HR=2.55), B¥E (HR=2.44), fliyE (HR=1.97), EJE A4 (HR=2.61) #*
NLD T T 2R LR T L 3 nTe, DFERIEIR a7 28, PEEHLLEEONFEE, HE N
BE, BRESLCEESAIZAaT1IRE L, MDS-CIY 227 ZEE5H L, 08T low\ 1~2 5
Tintermediate, 3 ;i L Thigh & 3% & learning cohort D 840 £ 13, 546 4 D¥low 1T, 244 44 B3
intermediate 12, 5044 2%high 12 430 & 172, Low. intermediate. high ® 3#£fH T, OS (»p<0.001)
ENLD (p<0.001) THEZH XD D, LZER&MH T HMDS-CIiZ. NLD (HR=1.89) & X TFOS
(HR=1.6D IR 2L 2HFTH o Tz, ZOFERIEE. KA YD 5044 D EE % validation cohort
ELTHEEXR LS NTWVT WS, 3512131 ® WHO-classification-based prognostic scoring

#2. (A)MDS-CIxa7

RS E&E 237
§ AEEAR*, OB FIBRE *2, DR &+
DR frrr 2

DEZE, 5 - O0ARL, EF = 50%
IR Lty

i~ T DR [ . Hﬂﬁ“‘ H{ﬁ’fﬁﬁ ,,,,,,,,,,,,,,,,,,,,,,,,,,,,,, 1

Bil> 1.5 X ULN % 7213 AST/ALT> 2.5 X ULN

DLCO £ 7213 FEVI = 65%

QNP | DGO XTBEEVI=OS% |
PR SRR % 7+ 1S TR A AT
1¥% Cr > 2 mg/dL
B e Crz2medL |
o B, BRAROBEE
FEME (R IE o) BEA)
— S O W 1

GEX 7 ) —< MR E 03 A% FR<)

LEHE - OEHED - AARERERERE - OEMEREIR

2 G AR URE 13 R <

ERYRE. ATV b N SR E L 32— R RO EB IR

ULN, upper limit of normal; AST, aspartate transaminase; ALT, alanine transaminase;
DLCO, diffusing capacity of the lung carbon monoxide; FEV1, forced expiratory volume.

&2. B)Vzr7%E

MDS-CI U X 7 £ =8

Low 0
Intermediate 1~2
High 3Pk

(k6 & D BIHUE)
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o

N

system (WPSS) @ very low, low. intermediate risk T, MDS-CIIZO0S # 1L Z 1 Eh{bT& % Z
EERLEY, ZOIBEIIMDS BE O FHREICL 2FHRTFHTH D, BAHIZE - - FH TN
T TV, ZDIE2Z, MDS-CI L IPSS-RCiHii 92 Z £ T, PHRTFUBLVHE2ITL 5
723 2HER. 7THFYF Vv (azacitidine | AZA) IGEO TR TFIICTEHTH o 12 £ T 253G
»H23 61‘62)0

BREFIFER

BT OBFEFER OB N DB IZ OV T, BHEROBHOIEERDIS %RiEDIF ) BT
DIV ERE ST WS B,

The University of Minnesota i%. 18/%~ 69J% (1 RAEH507%) O MDS &% 84 % O#REY T, RIC (38
%) %3 L AR O BGE Z T L T\ 5, BHIREOFERDIS %KD 14EOFFHHE L DFSIE %
NZENI8 % L 42 % T, BHREDIEERDI5~20 % DHE. 1EOFEHFKRLEDFSIZENZEN35 %
E19% EHIBELTWE ¥,

U7 Nv— 75, BRERCERY O FHEARRTTHL I L2MEL TV Y, REFEYOEKRY
D30 % DA L, BREGEREE 2337 ~76 % DEE 5D OS D relative risk (RR) 1%2.9 (95
% CI 1.2-7.2; p=0.02). 77~ 100 % D4 1%5.6 (95 % CI 1.9-19.6; p<0.01) & LT3, 7z,
BRIFHEERDS2 % LUTF TH. BEREEEE 2377~ 100 % DA, SEDOSDRRI1F4.4(95 % CI
1.1-18.3; p=0.04) LFEE LT3,

BHIRTIEHE 2 B IZAT ) REDLEPITOWVWTIE, BHIRNIORZE 2 RE ST 2 Y v b LIEED
BIVEFIC X D R ECEYEZE T2 ) 27 2ilio ECEEICHN T 20ELH D, 70k
EIZHL A E Lo TV W,

10ZDEY A2 MDS % &8 97 4 OEMERERDEBE I L CHIEE TOBIE LIEEE LTAZA
PG LB NMHEBR T, AZAIZE D B X 723 MRFNSEOR L N EBEOFEHRIGRIC
BIFCHote05, —HT3IZDBAZADEWER O 7z DIZBAESFIEE o T EHBE L TW3 7,
Yahng 5 13 BHHTIZ AZA 5 L 7: BF 1154120V THMA QKR G5 L Bl O 2 20
F—XTIPSS-RZEH LT L 25, Bl F—&X TRHE L7ZIPSS- RO FH % X S KWL
TV EHEL TV Y,

ZEEEE

MDS & D50~60 %I PO REH LA LN 25, HM—D Y@k EE & L Tlddel (5q) %
monosomy7. del (7q). trisomy8. del (20q) 23% %,

IPSSIZH Wb N T30 DGR E A FHICR L, £ BB OMDS & O 7 — X 2> 5 5-group 7
o RIBs 7Y, AEBHZOTHRS Ao oPEMHER) 2712k ) FilllS ., CK (complex
karyotype) % MK (monosomal karyotype) I35 IZRRETH % Z £ 2393020 T3 07,

IPSS poor risk O e EfREE (3 DLl D HEHEL 7T HBGEE D BE) OBMBHEDFE % EBMT 28
L TW B2, poorrisk YKL D V. FIROL WHE IO T TFHEARTH 57,
IBMTR O #it5 T, MKIZDWTIXZ DO GEEEE 2 H 3 2 EH ORI T, NRM IZZ
HLLWVWH DD (HR=1.01, p=0.90), BHHZOFHKD Y R 7 »1E < (HR=1.98, p<0.01). Z DT
IZRE (HR=1.67, p<0.01) TH 3 Z L IRENTWVWSB P,

MDS-transplant index (MDS-TRI)

GITMO IZIPSS-R &£ MK D 52 & % 3744 O MDS & THES L T\ 5, SE R TIE 505 2L
LoEE, IPSS ROV 227 38 EOHCT-CIA 2 7, MK O 0 5 i 8 A ik o ik
DHEH, BHEROSIZ»2b2RAFTHLZ 2 HEBL, 2 bRT%22a7{bL T, MDS-
transplant index (MDS-TRID) % #2018 L T %, MDS-TRIIZ & D BAEE D SFED OS 25T &
low (A2 70~1) TIX76 %. intermediate (A I 7 2~3) TIZ48 %. high(RX 27 4) TIX18 %.
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very high (R 27 >4) TIE5 % D4z ond LB L TWwa, MK2'% D, IPSS-R 28very
high DFEDA a7 IF48E %) BBRORMAFETIZEHAFTS w™,

EBELFEE

MDS T34 TBEEFREINRESNTE Y, ZONEIZLFIL LML T Wy 7 F VIRE -
BRI « 7R = 2L 2BETFITMZ T, HEIZT > THL 2 E L5 72 DNA X F vk
RLRNAR T I A4V IR/T, abe—y VEEREHRT 28ETORE L E4II2HT: 27579,
EETEEHSMDS B OEFILS 2 2B L HEEERE S N Tw 2370 JF4EIZ 72 ) MDS 125
T 2 BAERAE LBEETEE EOBROEorHE S A TVWE ™,

WEICX DET OWERZD 225, EANIZ—HL TWDEDIEXTPI3ER % b DOMDS I3ERDICT
ANDFUGHEDIRR T, BIHEE MO TARTH LR TH S,

—H T, TPS3ERIICKEATBREMIZE S AL HMA OB S L Tnw 53,
I AR 1B T 2 B TR & LTIk, TET2%° DNMT34*", ASXLI<° RUNXI™. RAS
RV JYUK2 D BHIE S N T WD, T, TPI3ERDD o TH CK L WIEH T FHEARR
FERLTVWETIHELDH LY,

XY 27 MDS B3 TIZ EZH2 7571252 L. MD Anderson Cancer Center MDACC) »5H2I8 L
7z Lower risk MDS Prognostic Scoring System (LR-PSS) L #lAaBbE 22 &2k D, RV R 7
2529 %D FHARRBEXIHTSE 2 LB L TWE Y,

IBMTR 1%, MDS ## 1,514 % TOENT T, TPS3ZE R, RASROE R, JAK2E R B X U4,
TR EM: O MDS R PLT (6 & UHBROE & TRMZOMEZ FHTE 2 L oWMELTW3 Y,
TP53 IR D 19 %I O b, TPS3IERL L LR L CAGFEHMIEL, F-H¥KETTo
AR b W (p<0.001), TPI3ZEE DL 40K EDEE TCRASRER LD 2 &, HFHIY A7 0
L3z, AFEMEIEL L5 (p=0.004), JAK2ZEE 3D 5 L, TRMHPE L L 5720010k
D AAFEI A % 5 (p=0.001), (X 1Z28)

MDS
TPSFZEEHY TPSFERTIL
3OS 20%
Median OS 075
A0mELL £ A0FE A
1 BRI EMDS
RASREESDY T MM R<GBH/ L
34FOS 30% RASRERIL BEEE15%
Median OS 094 TEDYAL
I by
JAKZERDY || vakzERIL UR2HY Sgt‘jz e
3OS 28% 3OS 56% 3E0S 49% Modian O3
Median OS 05 || Median OS 234 Median OS 2 65 B

1. BEFEELBRT—FICESCFERTA

Rk 81 & b BIHHZE)
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2B E

PR FPRBE T RIAEICE D Sk D 7 V) — I D VI & B EEREERLEMADEFED -, &
WRE 2B S 2 LELRATNVE Y,

BHRIO 7 = ) F U EBANRM QML L7 ) X7 THB ZEHMES A TNG S,
Brgaio#kx v — MEERICE T 2 R0 TFZ2IE WS, MACIZ X 2% FiES 2 BFH
IZBWTIE, BHRNICHX L — M ZHRELT7 2 ) FUlEZET SR 2 2 LiIz—FE0H M
HDHLEHES N, BHEEEEL LO#HX L — MNIOBESESICEE L CEBEICKRS T 2 0E
VDb,

BED A ZIEHTTIZ, 7 =V F VEM500 ug/LIBETH > TOFRICEELRITLE S EHREL
'Cb‘Z)gﬂo

MRI CEHili U 72 fFIR 0 $kE R IR & TS wZ EbiEfishcwnT, 7= ) F U
FEBREIS D 7 7 7 2 —HRKBEL TV B ABEME D B 5 50,

FEHRT O AR MR ML DARE 2320 AL %8 2 2 REHICTlE. TE 2R ) BAERTIc#Ex v — MREZH
I RELEEZLNDEY,

10. Zofts

@

CIBMTR i, AT D CRP 2510 mg/L 2L _E (p=0.008) & % W EIfiE 7 v 7 I »fl253.5 g/dLELF
BAENRMA EFET 2L 0HRELTWEY,

V. F&23%%

—h

©)

@

®

N

T

1997 4F 12 $2 W8 & 172 IPSS 1X, FAB 3 HIZH S { MDS O F#& T TH H . WHO 445 TlE MDS
DOHIMEIZIZE 170 CMML % RAEBt b TR RICE T 520, 19974 D YIS R TE
DA OIRIEEIZ T . BARARBTOFHTFH & L TIPSS 25BA% & nLiz,

20054EIZWHO D $H %2 2L & U CIRIB S 7z WPSS 1d, WHO M HIZ & 2R %L, kB B L O
MK FEEEZ A3 7L, 2085 CFREMET 2500 ) A7 BIHET 2D TH DY,
ZDth, BiOBEE 7RI WPSS 235 & 1Lz,

IPSS X2 Wiks S COFHRTFMEHK E LTWB 25, WPSSIFEEFD ED & A
FHTFHT L LEDTE 2,

Revised IPSS (IPSS-R) IZH L WSO DREEKEFE H 7 T Y — L IPSS T ZITHET S iz b D Ty
IPSS T % low/intermediate—1/intermediate-2/high 4> D Y A 7 F T - 7z 53, IPSS-R Tld very
low/low/intermediate/high/very high ® 50 ® ) 2 7 BEIZHiAR S iz ™,

WTAE, MDS DFIEIZ Y /) L BEDBHEEG L TWE ZENHL LR -TEY, FHEOBMIZo
WTHEHIE LRSI N TV D, 5%, BEFEFELIZOLTROEIRIBS 0, WBELHORE
WWHEES T2 EEZLND D, BEOEEKIZEWT, BETFREZLHCHLNL LI L
RIITIE W

)

YITIZBWT D

International Prognostic Scoring System (IPSS)

m$iﬂ%¢®%ﬁ%+\%@W%%\mﬁﬁﬁ%ékLfmémﬁ%®ﬁ%%h€hX:7w
L. low/intermediate-1 (int-1) /intermediate-2 (int-2) /high D 45D V) 2 7 B2 HHT 2 20,

IPSS I3 Wi 22 5 O BARREBIT L 2 FRTFME T 2 b DT, LHNT X 2 ICT HMT b7z BE I3

WL TS,

10
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Low/int-1/int-2/high ® A 17 AR Pl 1X 2 L 2 415.7/3.5/1.2/044F L |E S LTV 5, BHiEO
T4 & OBFEIZ DO W TIEFHCRC @ 241 £ 05TV, int-1/int-2/high © NRM 1242 %/51 %/37 %
EEDL Do 1205, HHR2 %/17 %/38 %. SEEDFSI1F56 %/32 %/24 % L BRZEDA LD LT,
&Y 227 MDS D BE % X512, MDACC »3#2M8 L 7z Lower risk MDS prognostic scoring system
(LR-PSS) iZ{K Y 2 7 MDS 2> LR BT 9 2 PHRARBEZ HH T & 2P, IPSS 2% low/int-1 D
856 % DMt T, PR, Ffip. Hb, PLT. BHHFREEEL A a 7L, Zo&iRaT
THT Y — 1230 T2HDTH S, EFHEOFRMEIE, 273V —1T803» A,
HTFIY)—=2T2664H. 7TV —=3T142%H TH o7z, IPSSHlow/int-1FEFNIZBWT D
LR-PSSDOR a7 HEWIHE X RMON AL TN D,

WHO-classification-based prognostic scoring system (WPSS)

WPSS IZWHO 1T & 298, JetafkiLs, WmimikFEtEz 2a7{bL. Z0AFHRTTFREM
32 5om ) 227 #E (very low/low/intermediate/high/very high) IZ434H3 2 b DTH % ¥,
0%, EBNEZEO D 2 MMEEFEORD D ITEEAM O (BH< 9 g/dL, %< 8 g/dL)
FHOWCTHEDO FHTRWHE L 3 2 REE WPSS 23t & hfe ™,

2008 4E 121X WPSS I3 BB Al t: T 1% L B 3 2 2 & 23325 & 1. very low & low/intermediate/high/
very high DAt S OSIE Z 24, 80 %/63 %/40 %/16 % & ST W57,

2015 4RI E D 60 44 D MDS #1238\ T, WPSSHAEIZ X 2 Bk O T TN 2w THREE
D37 E N, very low & low/intermediate/high/very high D44 3 4F OS 13 100 %/61 %/37 %/18 %.
BREOBEHERIL 12 %/24 %/38 %/59 %. BFEDONRM iE 0 %/6 %/12 %/26 % &GS T3,

Revised IPSS (IPSS-R)

20124R 1T LW S D OGRS H 7 ) — L HEEFERELER, Hb, Bk, PLTOREZED A
A TIPSS 28IPSS-R & L CHET & 722V, IPSS-RIF4EH, PS, MyE 7 =V F >, LDHfHE, B2 3
zuzu7) iR FELTIDODOADRHFITE DAHIEDHFRSI NIV AT LTH 5,

IPSS 2> 5 IPSS-R TFHli L %2 53 & 65 % DIEFITY A7 EIEHELEL D, 6% TEHD VA2 D
BWEEIZ59% TED )V A7 OEWEITEFIZ T - 727,

IPSS-RIZ & 2 Y A7 E L BB IZ O W TITHIER D 1,084 D BHF TS hTH ), B
WD A 3P 1L IPSS high 35 & Fvery high TER® LT 5, AFHI A KK 13 high risk THARRE
40 % B L IEBAERE19 » A (p<0.05). very high risk THA#ERE31 » A & IEBAHEE12 » H (p<0.05) T
WIN OB CERIZEENERE S N1, —F. intermediate TR % 2 1) 7235 4 O ATFHIMH
RIfEIZ 54 5 B, B2 0 0o 7:202 2 0AEGFEHM O R REIZ34 v H CEREZRZZED LN
Lo 1z (p=0.079) %,

AFFCIIFAH. FERA & b & T MDS B3 186 4 1225\ T Of#HT TIPSS-R intermediate % low (23T
WHREME 2STERE S T E D %9, IPSS-R intermediate DRI S #HIZ R IS B OMETIE L E 2 b
TW2,

% It @ International Working Group for the Prognosis of MDS IWG-PM) @ 7,212 4 @ K5 % D
MDS DOFES Tl IPSS-RD R 27 3.5 % cut-offfi & LT, low & high D 2B HHT 2 & Tk
HESLREOHIN ICEATH 2 L oWErH 2",

Cytogenetics in revised international prognostic scoring system (C-IPSS-R)

367% OB % 52 T MDS BBF 12D W T, IPSS-R THW L 2 P fEE 0 V) 2 7 X4 (very
good 1L Bk < . good/intermediate/poor/very poor) THENT 23T b 127, % & BN Tpoor 7\ L
1 very poor IZ 3 FH & 7z BE TR BB AFEOS BE B ITA R T (poorFf 32 % p=0.009. very
poor#£10 % p=0.002). BFEEFHKEX L HRITE» o 72 (poorFES52 % p=0.004, very poorF60 %

11
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p=0.060), Intermediate #¥ % poor+very poorff & [k X THBEH AR IHEITED2 5 72 (17 % vs.
55 % p=0.0025), % 7z, intermediate#fiZB W T, MK%#H T 2 HIEIMK TZ WHEIZE X TR
HHEEHIH O 22 E 2 o 72 (63 % vs. 28 %, p=0.006) 23, OS TIF# L 722> 72 (29 % vs. 45 %,
p=0.282), G R 7 K30 BEEO THRTIMIERTSH 2 2 L AVRBS 1Tz,

o

French prognosis scoring system (FPSS)

© 77 YAMDSZV—7GFMiE. AZAIRETHIPSS ROV A7 pEIZFHTH L Z & Tz,
AZA TIR¥EE L 72282 4 D high risk MDS 3 © T2 FHIK + 2 fi#hT L. PS & IPSS @ intermediate
< poor DY EETE | KA ML IFERHIE, 8 H[H T4 ALY L OMIKEMELOS 1B T 5 Z L,
INLETF %A 371k L high (EFHFFIAED6 5 ). intermediate (1522 H). low (FiE) D3
DIHETELIEEZRLTVSE Y,

CIBMTR U R Z

IPSS % IPSS-RIZ W b MBS ICH L L 7 FHRFH TIZ W & 225, CIBMTR IZMDS ®
FEBEO FHTFHE TV ERIBEL TV S,

2,133 O MDS 3 1R 5 2 [AIFEBAL T, 1,151 45 O MDS £ 25 training cohort & L THIET S 41,
577 4 ?3validation cohort & L THGEEDS L ST W 5,

A, KPS, Jefk, BAEREORMM DOIFER % PLT TR a 7t LT, low 2*5 very high D 4 #f
2O, BRI EDOS A, low TT71 %, intermediate T49 %, high T41 %. very high T25 %
EHE LTV S (E3BR),

® © 6N

%*3. (A)CIBMTRZO7

=l
FHREF
0 1 2
Sl 18 ~29 30~49 =50
KPS % 90 ~ 100 <90

Very good, =Y and del (11q) ;
Good, normal, del (5q) , del (12p) , del
etifk (20q) , and double including del (5q) ;
Intermediate, del (7q) , +8, +19,i(17q),

and any one or two abnormalities;

KA DHFIK % <3 >3
PLT /pL > 50,000 = 50,000

Poor, -7, inv (3) ,t(3q), del (3q) ,
double including -7/del (7q) , any
three abnormalities; Very poor,
more than three abnormalities.

MK

&3. B)VzrZ%E

CIBMTR U 2 7 # =8¢
Low 0~1
Intermediate 2~3
High 4~5

Very high 6Lk

(k99 & H 5IHEZ)

12
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V. BlEDEAI2T

1.
o)

®®

WO FRFARaFTI T

AR IZ, MDSIZH L CTHE—IRE I TS 216 TH 205, BHEILLWEREDT: O,
FHRBONEEE L 8206 2 OIS & HIWT S B IEFNIZR S L TEH D, 7. HWNRM HRHE
THd, DD, WHITBHATORMZES L, WBTE(LS T ITBMETE 205, Bl
TORA IV T % BAMD LT IIER S LW,

FIFEBAEOBEIG E 2 A4 I v I LTE=va 7EF VR U 72T 23581 5 Ty 2 23725100
IBMTR O #i%5 Tld. HLA —3UikE M4 % fifT L 72354, IPSS int-2/high O B TIE@2 Wik
DERL DU & > TEFDFHRIUWES L5 25, IPSS low/int-1 DIERF] TIZFEAE £ T D K 23
R 21F EAFMMAERET 2L LTWEY, ZOWEIZ60/EU T OMACIZ X 2B OMEET
H 25, BEDHE TIX. 60~ 70D RICIZ X 2 RjLE CBIZZ T BHITBVWTDH, IPSS
int-2/high TIZBARE O £ T RIFHESIEBMRHIC L LERICEIFTH - 72 (BAEE36 7 A vs.
JERAHRE28 7 H)o

— 7. low/int-1 D BEHREE D Ay TR RFE X IERMRE X D AR C (BHIEE3S » B vs. FEBAERE
77 7 A). Tk quality of life (QOL) THiIEZ 17> CH MHEOFMERTH 2 Z LAVRS A TWwE Y,
BIEDIPSS-RZ W ZMEETH . MAC & RIC ZF L HBAE T, highd EOBHFIZH W TR O
B TTHRILWE L., intermediate £ TO RBF IR EL 23 EFREBEWVWERE S
W3 25)0

BIAHBNTE LT T 7Y AD T NV— 75, 50~707%D high risk # % X512 HLA —3 K F — 570
28A1E. 6 0 AMNITBMZHIEL (FF—5 D #H. Z MR HE % fifre3iIc (R —
TUEDHELTWS, FF—HOBEA124) TIE814 (72 %) 1z, HhRfEs»H (6~11 4 H) T
BHSETSATWT, FF—LLEG04) TH 114 T3 R~ v FRIMECHG MB35 51T &
NTWb, 48O0SIE R F—HHFET37 %, ZLEETIS % (p=0.02) &, FF—HHHTRIFT
Hot:h, BHOEONRMD 70, EFERIZZOENRLL NT:DIX2EKHE TH - 721,

B AARRHEEEBR & LTI, 50~75/BD @Y A 7 B2 NI, FF—0FEIZE > TEHERED
L < 1&. HMA & best supportive care (BSC) T @ [k CKE BMT CTN1102, NCT02016781). 55
~697% D IPSS int-2/high D B & M5 AZARE & RICIT X 2 HIALE OBHEREE O HER (KA Y,
NCTO01404741) DSEBAEHESTRTH 5 102109

M EziaEs 2 &, BWNIRFIPSS int-2/high % 7213 IPSS-R high/very high Tli&, ZWiRE< L
MOMITHEEI LWEEZ 25, (K23R)

—J. DWIERFIPSS low IZDW T, THRAREF(THRARGEAER, Aok & &Ix 3 PRk
A (B < 300/p L <2 PLT< 30,000/pL % &), @S E Qi) 235 2 %5613, BREITBIZRET
TOIRERD 5,

FHRARRF B L WIGE L, WIRETRIBHEER T 244 I v 7L3nTwd (K3Z2R)
3,50, 104-106)

IFHRERBA R Z AUTHED SR DRSSz vy — R, PLTIA & HifnfEm, i a5 o882 &%
WHAHEIT T 2RE, AW T 2RI AR E TS 2 LI L TEB ZLBREL SN
2 107)0

&Y X7 BEDOMDSIZBH L Tld. MDACC 2342189 2 PLT A O, 4Efn. BHhIFERE S
X UG BAREE 2R L 7 PR T WLR-PSS 3% D, IPSS A%low & 72 1Xint-1 TH > TdH, LR~
PSS #5high risk DA X FHOBAHEIEZE R T2 I EEI LV ESATVE Y,

S5, FMZV— 73K Y 2 2 MDS B3 TR EZH2 BT L. LR-PSSIZHlA A DR 5
TEITED, BY AP D29 %D FHARBEEZME TS 2 LMELTWE Y,

»
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IPSS-R
High/very high

]
] ]
trREHY SHEREEL

EHRETR LEREBRT
| I 1
F>r—%L K+—&HY*

%ﬁ%ﬁg) ?%SF | I |
, X
LEN.ICT. HMA, BHELLS O AR - T
CeA. ATG 72 & 8 ESA. G- B RESFBR<10% BRESFER=10%

CSF. LEN. ICT.

HMA. CsA, ATG % &

BiEaE" BREAT AR

H2. EmEFMRBIEQCHRKRE (BYRIE) CUiR12, 16 X D 5IH%EE)

OBAED R — & LTI EER I HLA — Bl f%k B — 238 —3IR & o 0, KITHLA —BGEM K F — »3E
WERD, ZTNEIELNLTWESITIAE FF— & LB HLA R —BU#% (HLA A2 &),
HLAAR—EJEMg K F — L L& @EifiicE 2 2, EMBFF—200BMIda—F 1 72— TR ZET
%7z, HLA—E#% K+ — 2B 6 i WiEHE Iz, EE ORI X o TIEFEF B HLA &S — Uk
(HLAMEHE &) B2 ER T 2 2 L bHaTs i 2,

*2NA4 Y 227 MDSIZEBWT R F —23FEE LA I [R5 T & 2RIz oW TId, WRELIRD . B0
FEROENE % 10% RIBITIRE 2 L) LPEZHE L2 2 L 2ERLTV S,

B OREICEELHERES L, 2B REBRIFTH UL, BHEWET 2, BERKD S THAHOBEIG IZH
Wr L 22w,

ESA, erythropoietin stimulating agent; G-CSF, granulocyte—colony stimulating factor; LEN, lenalidomide, ICT,
intensive chemotherapy; HMA, hypomethylating agent; CsA, cyclosporine; ATG, anti-thymocyte globulin.

N

BHEUNDBEHLIE L LWVIEE

@O ESA
ESA 2325506 9°, H I 25K AT U BAR M Bk I 23 20 B4 _E O BA 12 3B % T3 2 %,
BAEASEN D L SRBFEID Y 27 2L, BAEZRO THRIE(LT 2 L EbATnE 1Y,

@ V7Y F 3 F (lenalidomide: LEN) : 5q- iEMRHF 12X 3 2 LENBHE DR8N & 58 o 12355 13 & iR
925,

® ICT
ICT 32583, FERH0 %l L & %o 72HERICTR VAEMN OB b A 2 HES L &
7% 5 s, BAERTO & D RWIBEHEIZOWTIZS B ORI SLETH 2,

@ HMA

HMA 23251 % Ko 1255 D OS O HRAEILX6 » AR TH D, B LT L 754D 0S Ok

119 7 AT, BHEUAOEESLBSC EHEBLTRIFTH 2™, Zoizd, LWikirisk 23low

THo>TH, HMADES 2 Ko GERBMEEEET %,
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IPSS-R
Very low/low/intermediate

irEEHY GpRELL
|
| |
[ F&FamF 6L | [ Faremz sy |
RELUIOER |
. ESA, G-CSF,
LEN. ICT. HMA, %ﬁu@? G- %sr,
CsA. ATG ;& LEN, ICT, HMA,
CsA. ATG 5 & Rr—HY”
|
| BEFE |
| ®
—— BHAR

®3. EMmiMERBEOHRKRE (B FHYRIH) CUiK12, 16 £ D 5IHEZR)

PRARRET L LT, PRAREOMA, REMIFEK> 50% 723 FHFIR> 15%, LaEiz sl
MMERGEA (5 Bk < 300/ul, PLT< 30,000/pL). i [FI¥> 2 BAT/1 2 H 236 » Aikii 4 & FHRA RGO
RHIROBEMD L WGE IR, D FREFIRE LT 5,

2 BAEO K — & LTI 1T HLA —BUlLf%k F F — 29582 E 4 . JITHLA —BOEMisk 1 ) — 238
MLz, TNOEBELNLTVGEITIAEE FF— & LTI HLA/T :L&Jﬂl@ (HLA¥GE T &),
HLA R —ZOEIMf% B — % & 2B E 2 5, #Jﬁlﬁ KF—2bDBHIEa—F 4 72— M ICK2ES
5712, HLA—BUL#k F > — 23/ o i wiHaic, B3 ORREIT X o TP ML HLA R — 2%k
(HLA¥EH 2 E0) BHEEERT 22 LD Tﬁuj‘é nsz,

Y OREICHEHEIERES L. 2FRENRFCTHIL, BEERE T 5, BERO S THRAEO IS IEH)
WL 2w,

ESA, erythropoietin stimulating agent; G-CSF, granulocyte-colony stimulating factor; LEN, lenalidomide, ICT,

intensive chemotherapy; HMA, hypomethylating agent; CsA, cyclosporine; ATG, anti-thymocyte globulin.

RIALIERT DG

O BILERAEF E LT, HMA - ICTOMEfTR, BSCO A E WS T2 HELH 245, EDREFNIT &
DOFIEEZZEIRLZL LWL 2TIE LW, D% L HBIBTOFEROBELD L WIZ ) 2355
MO FHBBRIFTH D Z EIRENTVDS

@ Warlick 5 1%, BAHRTOFHEZFIRDIS % AT & BRI D T WA, EERS %L Lo L iR

T, FHRBIZEL, OSHRFTHoLMELTWEY, LaLLdb, 20X BB HHN
ZHETCIE, BTLERT OIBEN AT (T o 1o BECIRADHEIVE U TR % E T & 7 005 TR A3
BRok s . IRESUCHE DS R WREBI O AIRFIS T W B AJREME 3D 2 2 LITBE T 2 ERDH 550,

@ HEBRWZL T A K74 >~ Tid, high risk MDS 128\ T K —23F7E LEHEIM I AR 2 TS 2
FEFHZOWTIE, WHREZIRD . BB OFROEA Z 10 % RIEITW L 2 £ > HFEEH L L
PHERELTWB 'Y,

@ HMA
HMA % BAERT I35 U TERI D% F R 22 2 v g T4 EERE S T ). HMA TFER)
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EAFTREG) TIIBAS O TR RIFTH 2 WM TER S i C w19, L I, AZA score X &
THMA »3Z50 9 2 WHEME DSBS WIER T, ZOFHRBEIFTH 2 EHES ATV, LaL
L6, BELREL L TOHMAKRSIZERE TH 2N T, BRFETIEH <  CHIRHBR BT
HRMIZEHIZEF L, ED XD TEFITRAY v v »ELN2 22 FHlTRTFEFAEL TV N
STH2EEZLNTVEY, 7z, HMAIZ X D BH0E o NIEFICH LT, B4 By
REPIZOVWTIEHHEMROD LI TIED D, DU EDO6I A7 VEBZ TEPHIBRL MW
Bz oW T RIIBM ARG TRETH 5,

ICT

FEERO I L 72 MDS 12 %F 9 % de novo AML [ 1} D ICT i —f NI IF B8R IFE L, —H T, B
BEINH] 2 ST BBBEETREIEVEwWbAEB D, IRE TORTHRNETOF— & %
RTd, BHBTOICT »XBHEZO PR L WET 25 8D »IZWHETIE W0, RBric, EHE—Y
BERRERETHETONA YV R 7NN T 2 BREEARITFE L < AR T, Japan Adult Leukemia
Study Group (JALSG) O 4 1E % b i Bt (JALSG MDS200) iZ 5\ T b, — ) 7 {b g %
(idarubicin+cytarabine) & {8 &b 423 1% (aclarubicint 4 & cytarabine) @ HLEE CTRIE 1L EAFRE A
BOEHOD(64.7 % vs. 43.9 %), EFIZOVWTRENLVWEWIFERTH 72", HERIZES T2
SEFNZ NS 2 HIE OFFEIE, BHHEEOBER EICLDEMET L2 Y v MZHETE L, ICTIC
& D BIRICE o THER] T I HIE O BE % e SRS D Z g I Lw Y,
HMA 2 ICT D 2IR

AR DR & LT D AZA % decitabine 7% & ® HMA 25ICT & [F& 2 & 9 2o W Tk fEiwm 23 H
TV, EBMTIZ#ETHIMDS £ 2094 T, BAHET O HMA & ICT D ik 47w, 34E0S (42
% vs. 35 %). relapse free survival (RFS) (29 % vs. 31 %). FFFEH (45 % vs. 40 %) 3 X 'NRM
(26 % vs. 28 %) IZARBRZD T WIZ & #E L TWw3 "9, FHCRC O HENENTTH . BAHR]
DHMA# 513, BHHIOICT L HEOMRETH o 12", —H, KRR LB HTROFE L K 5
GITMO ® 1,728l x5t & L7z IPSS-Ri2EHE D <~ va 7€ T EHWTMES Tld. intermediate
PLECTIEHBHETICHMA 285 L7213 ) 0BAEBEE 2 WET 2 2 L RSN TW 5 Y,

@ Yakoub-Agha & Deegld. BHERTDIREIZD W T, %%E & U CAEl & BOME, BEER L L

THHFROUBENA ) A7 ROEREFEOFEIZL D HROT VT Y XL ZRELTWD (K

x4, BHEAREKROFZ VIV XL (U114 X D BIHUE)

KREER
BEER PSS T HMA R
FhEEFBK
ZEEER
a) 60 ML EDH LI Any Any Possible*! BO Possible
HEREEEET 2
b) 60 A THEHE X <5% < High risk NI BO Possible
PHERE DS W
<5% High risk NI Possible BO
5-10% < High risk Possible BO Possible
5-10% High risk NI Possible BO
>10% < High risk BO Possible Possible
>10% High risk Possible™ Possible BO
BO, best option; NI, not indicated.
BRI O A TREI S $ 5O TIE L L PHFEBEED L S fit WREGICRUCEFERIEIN 2 £ 5 B A 1E. ICT 25 %

LTRWEEDDH D LEEZLNT WD,

2 E L IR AT

T3 254, BRI

ZICT ZifT 3 2 BRIMEIIHER S LT v w,
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4B ",

FIRFH IR L BRI oS L e mk L7 EC, Bl CoOFTELR»3 L2z 20
HCHRB L, B CItEM2ESTZEFNTIZICTE ) DHMADRE I LWVWETHED H
2 105)o

© BFE. BHRTOHMA L ICTIZOWT, RERDERMZ =Y RARA v b E LTIRIAHRB T ~
& LGES TAHEER (NCT01812252) 254 THTH 2 19,

VI. miLi&

ZNE TMDS S AMLIZH U CTldAkE 4 BRRTLE S A LN TE D, FIZMAC L RICD 2@ D 12K
E”é ﬂé 116,117)O

@ MAC
PERPLHWL ATV S REM LHTALE & LT, cyclophosphamide (CY; 60 mg/kg/day x 2days)
IZiv busulfan (iv BU4; 3.2 mg/kg/day x 4days) % fHl & & ¥ %iv BU + CY ® TBI (4 & I 3 T
12Gy) ZifllAaE o2 CY + TBINZE T 55, HERIWEFET, GHEODP T VWEFITHVWL R
%, CIBMTR 2> 5 Qi Tl MDS % & & B fiBERRIE M AR5 B35 1,483 4 T, iv-BU (1,02544)
& TBI (458 44) DRI HARIHEL 23S LTV T, BHER24ED 0S 1356 % vs. 48 % (p=0.03) L HE
ENDH DI EIRENTNG Y,

@ RIC
V7 FurTHBEFLUER—RE LT, 7 VUAITH % iv BU(S 6.4 mgkg) b L < I
melphalan (MEL; £ 140 mg/m®) L { IZCY %12 % Z & THL S 712 ", (KR E TBI (551
FCT8GyRIG) AT 2 2L bH D, MELWI L2 LTk D, FEIT60~T705% D I
MOBECHL LAIMMELE T 2BFIIHLTHVLNS Z L%V, MDSR®RAMLIZK T 2%
MAC & RIC Z HHE U 72 % < DERGRBRDOFER MRS 2 LN D3 o0 3h@ L 716 & A & /L
Hjj— z (1_,_ 753‘-@% 2 50, 69,104, 109, 110, 120)o

a) MACIZEER L T RIC O NRM A&,
b) MACIZHERL TRIC DFEFREIEH W,
¢) MAC ERICTOSIZEEZEIZZL W,

® EBMT X MDS O BHERTALIEIZ B W TMAC ERICOEL ZHL 22123 27012, B HENEZE
M hEa%deR 7 >~ & 2L AR 217 - 72 12, BU+CY (MAC) & FLU+BU2 (RIC) % HHE L 72
EZH, FRLUITRLI:ZNZETOL K DK TAH L NI IIHERTE72 DD H, NRM,
HHRE, DFSBLUOSITERZREDO Lo T,

@ JSHCTO#HiE % A TH 5 &, MACIZT X 2 M 1974 ERICIT & 2 B 42514 D 14484
MDS £ 0% HHEEC. FEREBHEO KX, 34D 0SAMAC &£ RIC T42.7 % vs. 44.1 %
(p=0.330) T, dayl00 D NRM &21.3 % vs. 15.4 % (p=0.106) £ SN TH D, SEEMITITIE VT
DRTLE OIS 1T b 2 BERELRTF TR T2 o 1212,

® IBMTR X, MDSE# 1,514% CTOfENT T, TP53ZH, RASROZEERJAK2ER OB EIZE
VF 2 HTALE O G R T & AR & OBEIZ O W TR LT W3, TPS3ER D 2 fEH <1k
MAC & RIC TAEGFRLEHRRIZENALNALT WS, RASROEE LD 5 L, MAC TIIEFRIC
FIIT WA, RIC TIEEHERIE L 15 (42 % vs. 20 %, p<0.001), —F. JAK2ZERIZOWTIX
TRM & OBEER S LT W T, MAC & RIC & JAK2EE DD 2 L TRM B EL b, TDZ
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E» B, TP53, RASR., JAK2OEE D L 2> T, RASROZEE LD 23565 DA TMACIZ X 51
BT OFUMELD 5 LB S TWVWD,

S1%. MDS OBHEIZ 31T 2 MAC & RIC DIEJGIZOWTIE, FElh. S0HE. &5, w0
7. ZFLCOREBEFERMBITZE, L 0RFIIBIT2ERZ+OMR L LT, ERLTWL 2
EVHEETHD EEZLND,

Wik % HU0 T treosulfan 2 AW 72 BIALE STEH S T W B 1% 10020 RICL Y A v D—D & LT
FLU & treosulfan # flo& o 72 BIALE D3BHFE S NI 23D 2 312, ZF D1 DO FEIR RS O #
ERLMACUV YA VIEENRMAE L % RICV Y X v & ) HUlEEANE - BIRINE 2 8&F TS
. WbhWw 2 “HE L MEORILE E UTEMNIT S ATW» 3% 129 FLU+reosulfan % X —
A & L7z V¥ R v (treosulfan: 10-14 g/m* day-6 ~ day—4 35 X FFLU: 30 mg/m? day—6 ~ day-2) I
MACVU YAV EHRTHETWEVWAEBFREEL R F—Bx 2 ) L ERRZHETE 219,
MDS Z 72 IZAML X5 & L 7220114~ 2017 4F 128 & & #7172 FLU+Hreosulfan % X — R & L 72
BILEIZ X 240 DRI H BRI E R TAH D L, 24EDOSIX65~73 %, FHFHEIL16~33 %.
NRMEZ8~17 % TH o 72124120120 = X 52T, AML %R S, MDS 721 T ARETH o 72
Nemecek 5 < Ruutu 5 DJEFEE A TH 2 &, 2EDDFSIEZ N Z 188 %. 67 %. 2FDFHKK
1215 %, 16 % THo 7224129, ZhbDffEIE. MDSIZRT2HEERDORICLY YV X v EH W
FE B AE (34E 0S 1320 ~48 %, DFSI1322~40 %, NRM E22~37 %) L b2 &, X DKW
NRM & £ D EWVWOS HIfF T 2 WREMEZ R L T W3, Treosulfan # W RN 5 v & L
LB OIME X E L, SROELDZWEIHFINDE LI HTH D, LB, treosulfan TR

HBRAETH 5,

VI =R

@

& MO K — & LT —K&MIC HLA — 3% HLA —E0EMi% K - — 23 & %2 5,
oo FF—& LT (cord blood: CB), HLA R—Euf#k (HLAYAHZEL). BX
CHLAAR—EGEMR R =% E03DH 5,

CIBMTR O#i 12 & % &, HLA —ZUffk K > — &£ HLAA, B, C. DRBI1 & 8 JE—EJEMi% K > —
2> b OBAHREAE 1313 1F[FS% (34E0S 44 % vs. 39 %, p=0.27) TH o 72'*, L L. HLA 7/8E—
HIEIMAK K —TIE 26 & D fEHSE 2 (29 %, p<0.05) L STV D,

FEMABFBEHIZ BV T K F —4E 2 W B0 ~32/ERKHTH 2) H 3% O RIF £ T 2308
35 2 130, 131)0

[ 1 #% #iF (unrelated cord blood transplantation: UR-CBT) 1% CIBMTR % Eurocord & EBMT @ #
BT IFEEGFERDI0 %EETH D, HLA—BUiF F 7213 E Mm% K - — 205 OB & D i 23
DY L L E T Y,

HLA 2 JEDL ER—E R HLA &% K - — 226 OB (N 7o BiE) 23Tbhd L H itk -> T
S THD, Saber 5I1X34E0SD333% TH B EHELTWVWB ™,

INHLDTF—Z XD, MDSIZBWT HDIEIMAFERE & FICEMBMEBMEO K F—& L
TR I HLA — 30U K > — 2385 —FIW & 2 . KITHLA —EFEM K — M & &«
3, INHLBBLNTWEEITIIRE FF— & LTCBSR HLA R—EU#%k (HLA (& & ).
HLAR—ZIEMAG K F— R E2BRICEZ 2, FEMBEEF—»50BMIZa—T 4 & — Ik
MZET 2729, HLA—EUM#HE F F—»B o W&z, BFOREIZ X > TXUR-CBT%
HLA A—EUffk (HLAEAH &) B2 BT 2 2 L viRiT s s 5,

BT Y — X & L TH #f (bone marrow: BM) Z 7z 1% & 45 IfiL % 4l fZ (peripheral blood stem cell:
PBSC) D W AIMEN T WS 2T DOWTIE, MDS D HE 36 4 % & &0 228 4 O I iR E M5 B x
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$ % HLA —3Ufiz#& MBI 5 W TBM & PBSCORIA N 7 >~ & WLHEGERER T b T D |
PBSC CHBICABERBRIFTH o Tz, FEHDBD LW TIIDH 225, ZOEFRDZEITIRA
T EORYOFHTIIEEE T L. RAEBLR EQETHICTHL »LHBIZH o T EHE S ATV
2 135)0
—. BTG T, PBSCABM & D BN AFEREZRTEMENS Ao 31, 1;
72U, NISHEEMZ & O early stage 95 Y A7 OGEREY % & Of TIIAEFERITES LW E D
WES TV P,
HLA—ZBFEMBHEMBMIZBE W TH, MDSEEZEB A *F LS54 0 MKEEEE TBM L
PBSC ORI T > & 2MMLBGERER 23T b T W B, PBSC T & 23R | 181 graft-versus-
host disease (GVHD) OSEE BB RIZE o 125, BMTIRAEBARED Y 27 855, &R 04LTF
RKIIBM EPBSCTHIETH o2 EHMES A TWE M, 72, ZOHETIIMDSD Y 2 27 Bz
X 2B EO LD o T, EIMBFEMBHIZBWTPBSCTIZEMGVHD D Y X7 3EL L5729,
ORPUITEE LR 2 EH S 2,

X. #BHEmia

O RI D 165% LA L D MDS 3 @ [ #%BMT (related bone marrow transplantation: R-BMT).  IfiL #%

PBSCT (related peripheral blood transplantation: R-PBSCT). FE [ #5BMT (unrelated bone marrow
transplantation: UR-BMT), UR-CBT @ ¥ — Z 5l D 54-0S 1% £ L £ 4156.8 %. 43.5 %. 48.3 %.
38.1 %. 40/%LA ETIX46.5 %, 37.4 %, 44.6 %, 35.1 % LK T3 2 LA SATVE W, F1:,
167% 2L L 0 #1T I MDS (RAEB/RAEBt) @ Y — Z Bl D 54E0S 13 # 1L 2 4150.0 %. 35.9 %, 42.5
% 34.4 %, 40/%LL ETIZ46.1 %, 32.1 %. 41.0%. 32,9 % EMES TV B,

A FB D R-PBSCT D X ## 1ZR-BMT & L #E L TI13~15 %{& F L T v %", R-PBSCT T &
R-BMT IZHE L THRWARE LBEVWERRD 7: O DFS 13> Tidws 25, B GVHD 12 X % QOL
DIETHMEE L2, WD F—&2TIEH 225, BMEPBSC% 7 v X< A X§ % KHBLEL
RBOFERTIZ, WHET2EOSITERED Lo MBS A TWE Y,

AFPD UR-BMT D ki 12 R-BMT & R-PBSCT @ iz & 4 2 40, JEIMGE B IZ 3w Tk
HLAD 7 VNVEEESRRKDOFHRRETTH D, HLA C £ THAE S ¥ 72 8/8 BT D pifE 13 1
T IR I LS 5,

AFBDUR-CBT D & 1Z. R-PBSCT & FAfEE TH 5, MACIZ X 2 UR-CBT X HLA7/8# &
URBMT. & %W IZHLAIEARNEE MGEMABMHBEE L FETH D, £72, 33/ LPHHIT ;’czb
205, FY A7 MDSIZBR- 72#TTd, SEEONRM & BREBERITZNZEN14 % & 16 % T, OS
H70 % TIELOBMR 2 BE T 2HEIHME S AT W81 - 5 RICIZ & 5 UR-CBT
DFFEII AR TH 355, FEROD 0 WEMRLY OB KL, 135 OB Y — 2 IZIUHET 2 5%
fﬁf?ﬁﬁﬂfﬁ'@% 2 145, 146)O

HLA A3 A1 UR-CBT & [AARE L 2 — 7 4 2 — F2SAIBETH 5, HLA LA D HiE
IZ. University of Perugia Z {0 & U 72U U 72 THlfEER 2. Peking University T{TH LT W 515
F & ATG. Johns Hopkins University T & & 417z post-transplant CY (PTCY). * & P ERIK
2 FMTHIT S N TV B EARATGIZEN S a7,

AICid, KHARATG % 7213 PTCY & H u\mzaﬁ{w% (fEfFasncnT, BHARATGZ AW
7ZHLAEABRAEIZ > W CIZEWN SR TO B VTHBRBROFRSHRE S TW3 !, MDS &
& 34 44 O AT HIE I #59% B © B3 TFLU+BU+ATG (Fresenius, 8 mg/kg) CTHIALE % fifT L.
97.1 % CTHAEED b, grade I~V OZAMGVHD 1%30.7 %. 14EDNRM 1%26.5 %. Al
EIG) B X CIEEMH D 14ED OS1362.5% B X F423% L s Twd,
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@ PTCY 2 X 2 HLAREEHBIZOWTIE, MDSEE 0314 DN A ) R 27 OIEESBHE I
T 2ENTOBERBOMLELBME S NLTWVWSE Y, Grade I~TV D&M GVHD 1223 %. 184
GVHD 1215 %, 14E®D OS. B¥IB L FDFS 1345 %. 45%. 34 % LHEsnTWwa,

X. Minimal residual disease (MRD)

@ MDSIZHBIF2BMBEOMRDE =X ) v ZICBI L TIEBE 4 Liltd 03 2 25, SEER TR 12
ETE200FP L0, KRy -7 vy — <vFH7—70—% A b XY — (multicolor
flow cytometry: MFC), CD34[ZMAMIED X 2 ) X AT % 3w P MRDE=4 ) &~
TUHEELE E LN T VB, R THWHSESNDITIEE > TV ),

@ Wilms tumor 1 (WTI) BET1Z. BHEIHZRDOMRNADOFHKKEEDE=X Y » 7 TFHEFH A FE T,
EEME OB 2 5 DBHBOMRDOEH L — I —D—2 L EZ LN 1, 213 L, b
Mo 5 O ITMEFEBENDO Zh & B 5,

@ EFH o OMWE TIE, KM D WTI D day30 (50 7 € —/ugRNA L L) % 7213 day60 (500 = ¥ —/
ngRNA ML E) @ ER 25 F 1T, day60 D 500 2 & — /pgRNA ML E# 8 2 2 LR TITHEL 72
ELTWB 5, Zo#ifix, % HIENT T MDS QEFIE D 7oV S THESDBETIE D 2 43,
EWNOEK THWOLATWRIEAETH D, WEME 20 F FMPUED AN s Z L HHHE
Thd, ZOHEDOHFT, BHWEWTIE LR L 0BEHEERD Lo IDEHNIZ, ZOFKBED
100~200 2 ¥ —/ugRNATH o7 & SNTE Y, HKHMOMEEHN I G, SBEL L
flipsgEc, FA—EFE, HFicAPcoz e 7y ABEIERICHEHETDH 2,

X. HEFRRE

O FHEDOL IFBMWEZ IEUNIZALND 2O, BRI OMRFRIEOTTIMENTH S LEZ LN
30, BABREIICRS TS AP L v, HEREE L L CoRFIZ, TUEBEDESD D, v
OIfER B EMBIESD % L. S LITBHBREIICRS S TE 2 2 LEBBETH 5,

@ AZAFZNLEMETG:TIA L LT, PUEBERIRITIZ T, FOXP3 O FIUEHE % 41 L T HfH
METHIRE O 22 L GVHD 125 L CilHIIc/ER Loo, GVL 2T 2 WEetEsrid 2 97,

@ HFENAV A2 DAMLLMDS O HEH 454123 L, BAltk dayd0 2 5 1EH R AZA 2 K44 A
I VG L, 14EO0SHT7T % LI RIFCTH oz STV B ™Y, 7. BHBAZA &S
T3 2 L CHEBEYURRED ZMEEEN CDS B TS E S L, DFSOEET 2 2 LAVRS
ﬂvc Wy Z) 159, 160)0

@ AZAR mgm** EHEHA R L LCSHMEKRELE T 217 v X A LEMMHER] 85#ETHTH 2
(NCT00887068) 6",

® EBECD34BEMIED X 2 Y X 5125 U TAZA 75 mgmg® % %53 2 F N HHABROERTIZ. B
flith 20 & MRS  COMM 2 ERE TS 225, BHAEEFERIZ20 % TH - 7%, MFC < FISH
FRALLZMRDIEIZE D, HEEREDL T2 TOMB LB TAZAIZ X 2 AEITS 2 & T,
TR D [dayl100 Kl O MRD FGHEAGIER] ) 123 L THETH 5 2 EBHE STV 19,

® del (5q) 123 L CHEBAI R EIF T = 2 LEN IR SUEHREIE & U CHERFBOR IO [ TRE L £ 2 &
NTW7z25, MDS° AML Z {5 & L72EFEDOHE TGVHD O Y R 7 %1 & 2 WEeME 23 EHE & 1
TWT, B E TR S L Tn w1,

@ FBhM donor lymphocyte infusion (DLI) IZ22W T i, #ZEOHE 2B W T GVHD 235mRIFHIL L,
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EHFHREIAR L ST, HE5HMEBOREC GVHDIZH§ 2oL EbH D, I
SELIN RIF T RAGER O HE S AT 5 19,

® BHEZITMEC & WTI OWE%#HEH L CMRD ZHE L. R ODLIZ [T 2 2 &£ TFEIK
FENDAREM: HEE S LT3 165160

@ eAMUYBT e FMUBER L EDED T, HL LKA LIS N TV B A, BIRFS TIZIARE L
EF YRR TR OEKRRBOMS RSB 17,

. BR®%OR

XI

O BHZRBRIMD CTFRARTH D, FEMPBME, FTRARPEMAERREY, RICK E03Z DGR

HFEELNTWEO, T, 60/%A L TIIBHBEROREMLE L &5 1%,

@ FHHRBIBEOREN E L TIZ, BSC. ICT. HMA & 52 DLI B X BB L & OHIfgEE?D 2

D3, TNE TITHIABRIIIZEIE % <. BHEREIC O W TIIHIL S 72 DI LW,

® 77 v AOHETIE, FEBMH%LICEHSE L 7 MDS147 & i . Mg (624). ICT (394)

EBSC(4644) D24EDOSIZEFNENZ2 %, 6%, 2% THoTELTWVB !,

@ AML % MDS 123 2 BRI EH I LR RO AZA BF| CHRIR 1T o T2 T HRIITE Tl 94
HSH TR, 4L TREBAELZER LV RN EIFRFERTH - 72170,

® MDSHEHIZx3 2 DLIOREHAFERIZ, event free survival & LT 15~31 % LB ShTnwa 0,

® AFDIEMAEE R DLI O sl 3l ity & fLiz 23, 4144 (MDS & 694 =& 8) ® UR-BMT %

DOFFITH L, EiEA £ CD3 % THIIE3.51x107/kg ® DLI 2517 & 41, cytogenetic/molecular

relapse L 72 83 654913744 (57 %) THER2SH L . F 7z, hematological relapse L 72349 % H

694 (20 %) TR Do E L TWVB Y,

DLI &£ AZA Z#lAaE LR 2 A D LI NTWT, 284D MDS OBHEHREFIZNT 2 DLI £ AZA

OHFFEEE D BE L. 24E0S 2366 % L BYE LR TH - 12177,

BHREORIRFIEL LTICTOFPHMA XD D ENTH D, S LITDLIZFHTSE 24Tk &
DFHREIFTHoT EDI|EDH 27,

© HE R OBMBRERIINT 2BBLIBEIIEE > TE 53, ERRITBWTIZZ N E TOBREE,
FHIRF A TO PSR IR GVHD O FBURILZL & 2 ik Ul « OfERI Z L ITHET3 %,

Q

M. BBEOSHBE

O BHROBERINEIZTFH L OMBEsHES N TE), SBRREZMHMHRIT2EDIHFELL
25, W L #EX vV — FHOWTNIENL TV D 2TV TORIHHRMFHRE X% <. fms T

50, 69, 174, 175)
W7 W °

. Quality of life (QOL) ¥

D 607%LL D AMLRMDS @ #3E DK% (97 %) 2B X VA AEEST 2 2L LD, &
BhD QOL RIS N3 2 %, L DEMHLTWS O,
@ AR D QOL 1 PS % comorbidity & 13 L CHAEBOAFITKE 5T 22 b boroTW
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177,178
2 e

EEE DL WMDS OB CIEHIZR TQOL ZIEL AL, ZhZMFL TV ZEBDEL
2 43)O

QOL D FHii R & L CTHA & 21T\ % SF-36, EORTC-30, FACT-An %, #ifl<° ESA %t & 3%
533 & Z0FHlidTE Lz, MDS &3 O QOL O FHii D 72 12 %7 7212 QUALMS (quality
of life in myelodysplasia scale) 233215 & 7172 17 150, QUALMS I& physical burden, benefit finding.
emotional burden ® 3FEE D EF3STHH DR 2L L D, TN EFNS KA ¥ Mkl < (0: Fw, 25,
50, 75, 100: B\W) TR I 7 B3EWIE EQOL SRV, [HZEIX 104N ((F¥57.54) THHRETH
D, FEHRIIHEHR D EOTC QLQ-C30°° FACT-An & MBI 235 2 13 2>, WK 7F O A #. Hb8g/
dl & 10g/dl & DEV, B X FIPSS-RDEW b FHli T & 2, QUALMS 12 MDS O¥iiE % B9 2
QOLFHMIiREE & LT, Bifith coMEA IS a1,

XV. ZOfdMDS

N

w

;B #ER9E MDS (therapy related MDS: t-MDS)

t-MDS 1 WHO 434512 33\ T i therapy-related myeloid neoplasms (t-MNs) 125 % 41 % B EMEE T,
Z D F 1413 de novo MDS & LR THRO CTRE T, AFEHHHOFREIZ 14EFHE STV S Y,
CIBMTR 13323 % @ t-MDS % & ¥ 868 % @ t-MNs @ ¥ (B Al 4F iy v (13 40 5% ) o [FIFEAL Al
BRSFEDDFSIE22 % T, B3 %A LN, SEORBENRMIE48 % L HETH 2 & fiE L
TW3 ', RN Tk, FlGSmU L), PHRARROGEEEY, ERMEOAML % 721%
MDS O#E 3 L OFHLA —Bufiik £ 7213 HLA —ZEEM#% K+ — DAL o R F =23, FHEARARIC
hbLHRTT, ZOTRXTORTFERHOGEDSEDOSITHLT 4% Th - 12,

—h. AZA T E OB OIREKAE DO TRET24E081314 % TH D '™, HIROHEET
BRI % {73 5 2 L 23— OEF TR FHREEICOLH D DO L Bbz 1419,
IBMTR @ t-MDS &5 311 4 QT T, TP53ZHE £ 7213 PPMIDZE 81346 % TH b fz L#its &
NTW3, TP53Z B3 t+-MDS T1%38 %. de novo MDS T 14 %, PPMIDZ %13t-MDS T i
15 %, de novo MDS T3 %24 & & b, TPS3IERIZ, TPS3ZERZ L & g L CAFIRM 2%
W (HR=1.63, p<0.001) 3, PPMIDZERIZIFHRADFEIIE VLI NTWVWD,

B R E S MDS

BHEARME(L % £ 5 MDSIZIPSS THFHZFINIIARE L ST W B A, %L oA, JULBRED % 2
TOROFHARTH Y, i, BHEZEOBREO AR TH 2 1%,

BHARMETL 2 £ 5 MDS B35 721 4 O B B 128 8 0 (3 L O FEE (mild/moderate/severe) 12
eV, FD3EEDOSI1349 %/40 %/21 % LR TS 2 & OME»H 5 1%,

{KF2 B MDS

{EIEEE MDS 13 IPSS TFRHIEIZARETH 2 D DD O FEIRDOWL 2 b L wWr — X TIREICH
AR BRI (AA) & OFEFIASEE LW BEE 70— 4 F X b Y —IZTPNH X A 7IfEk%
L7, HLAZ A T 7V VORELTZHMEKZMHB L7 D LT, AADZKiB2L 2L D
D2 H, PR R RBEFECOMRBE 2 HEFT L C T DM e WL 2 &b H 21,
BRI IR E ST S N2 5E D B 2 5%, MERIED OFLE Ll oA, Spe b
~NOFUSHEIT & O BB ER T 2 855 5 1%,
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HLA 1 URFEE M 5
Low NI NI NI
Intermediate—1., CcO CcO Dev
Intermediate—2., S S Dev
High., S S Dev
(2)CMML
PE= 1,/
CPSS HLA @& R HLA @& JE Mg HLA-allele 1 EEA @& D e,/
HLA 1 fi R #E S mis
Low,intermediate—1 CO CO CO/Dev
Intermediate—2, high., S S CO

S:

standard of care FEAHIMTEHEIG T H 5,

CO : clinical option FEFNZ X D BIHEZZER L TD L\,
Dev : developmental BHFHTH D KSR & L CEMIT RETH 2,

NI
*1

*2
*3

*4

© ®e 06

w

: no indication FAEDFIGIE LW,

Int-1 T 65 /%A OH A WMKEEOE M., RIFMDIFERHI2% DL L +8,- 7/7q-, 1(17q) , -5/5q, 12p-,
inv (3) % 1123 % & O G EAREHE 235 WS FB 053 3 5,

DIPSS 77 A Tint-2 % 7z1% high T 70K OS5 &%, FREBAL LR 3 5,

R 7 & D F DMDOBHEY — 2 ZFWTEBIIZOWTO F— X IZZ L L., BRI T oA TD
AT IIHER S LT w v,

FAEHZ O CMMLIZB W TIE, 512 CPSS @ int-2 % high risk TIEXBMIBREL L LBHIEEI LW EF Z D
N, TAUMEES L SN TVRW,

DIPSS 77 A Tint-2 % 7213 high T70/E K5 O%& 1. BB HRET 3 2,

Int-1 T65/EAT O%E. MM REE OB M., KM OIFERD2 % E+8, — 7/7q-. 1(179)+
=5/5q—+ 12p— inv(3) R 11923 & & DY OARIE 03D WXFABEBAE 2 RE 3 2,

Low Tl AL OBEIG I 7w,

AMEE MR 12T U TREGI CIE S I AR 2 /T3 2 O Cid & <, ICTE CHEM 7213545
BIREER OTAT AT 5,

HMR X TN O &I FERLIARTDH D int-1 THBIHEOWIE EFE X LD 05, ASXLI & IDH2Z 5
I FEHETR D progression free survival (PFS) DR &L OBEDIERH SN TH D, 25 LIERBD
2 EBMEITL T 20 TR ERETSE RVAREESD 2 1Y,

BHEr1 JAK FHEH

PEPE SRR AR E A, FE BT R L OLFRERD D 255A121%. BRI JAK FHER 0%
Ehx#Egansys, FOERIZELCE T Ty 2300z, B S IR 0
A TORMHAIEE LW,

BET 21D E L BB 20 AL RN L. BILERE T O HEMBIRE 2 5 EEIZ
WE. BILERH £ TIitidhIEd 285235 21V, JAKFHERNIC & D 2ERER M S g,
BSCIZHARZDFROWESMGFHIK D b OO, FHRITIZESL T\, MBI TOMBE L
BELLTOMEBESTIZEDL D IE W'Y, JAKERNIC X O, PBIEI BT IEEERED Y R
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© ©0 ® ®

Q@ e @© ©

e o

7O, FTo. BREMWY A oA v OEAIFNCX 2 GVHDRIEED Y R 7 DA TNRM O
BRI TE 2519,

JAKBHEF OB 51202000 2 MBI, ATLE R £ TIZ JAK BREHR % F 1L 3 2 B o BEBUEERE ©
H2"Y, HLA—E K F —» 5 OBMETIZ PLT #2 & D ruxolitinib % 20 ~30mg/day % & 5- L .
BHEEIICHIEd 27 7 v 2 DL i O B 5 AH BT 35w Tid, 234104 T ruxolitinib H
1B 3EH NI OEMY 2 v 7 LIRS HEREGERE L EOBRHN LAEERERIMES N TE D,
ZOJFH E L TAMZ ruxolitinib ® FIECHI R O ME S HERM S K Twd 2, 2Dk, HILEE
Bl £ T ruxolitinib Z &5 L 7B O R TGHENIRE TIX, AFEFZOHEIXMEWZ L i s
W5 21723)0

BUE. Bl day-67 ~ day-5 % Truxolitinib & 5 L THAl#R dayl00 TOEEAE L L OLEFRE
7I4=) ==y KRS ¥ b &3 2B IHRBAKE THATH T5H 2 (NCT01790295) >,

pRfE

BRI PEZ 2 P o — Vg 22 L OFMSEITOVWTIEPHELZZ T Y R T W O, Ol
T2 7z o TRERRIF SRS O B OB OER COHWT THIfT§ 2 RE EEZ2 LT3 1Y,
INETOHETIE, PUEORIRIC X VAEBRLED) X7 ZBMTE 200, BiitkOEGFER
D EIZIZOLBL R WVWE SR TWS 2, CIBMTR @ 10,000 4 @ MDS % MPN O 3 0 K HiH
TR T, PR, RIEEOWIES X CIED 70 WS IZH LRI L 7213 5 23iF R
LPLTDREIENRE VD DD, BHEOKBIIZLL RV ERELTWB Y,

FERNL R ER O A OHE LI TE G <. —FH, BIRFIIARI L ) A 2713 wd oo, BRI
P X B BYIER I 7 EOBPHENZ W L2 DB EEZ LR TVSE S,

IS % RIC O BIALEE BT HT S 2384 & H 2 25, BEA 2 fEfT I3RS T uw i nw Y,

g )il

F o —ZEPUBI L T, EBMT ORI S HRBIFZE T, HLA—3 FF — L HLAR—H K F— D ik T
14EDNRM 1F 12 % vs. 38 % T, HLA —Zufl#%k & HLA —3JEIMAE D L CiE 1 4D NRM 1% 10 %
vs. 13% S hTnwa 2,

CIBMTR D& 5 iM#ES Tlx. HLA —3ufi#k K - —. HLA —3EEM#% K - —. HLA AR —ZFEMm
& K — 20 5 OB 1L 54E0S TENEIN56 %, 48 %, 34 % EHME S TVWBE 2,

EBMT D #' A K 7 A > TITHLA —3Ufk £ 7213 FEM#% R F — 03B —BIRE Lo TnWB W, F iz,
PBSC »*BM 2 ®#EFR Iz oW Tid, EIMEEOFRWPBSCIE F L <. F 7z, CD34E MM IX
5.7x10%kg A LT & D BwismEE s i T E 3 L s hp Y,
UR-CBT®N7uBHliZL LD FDMOBHY — 2 ZHWEBHIZOWTOTF— X132 L., K
LA CORLA TOREITIIHER S T v,

UR-CBTIZAEARLD ) A7 REMIFERNROBENDH 25, X OWHE T, SMEZE L &8
142 F 134 TIFREREE A LN, ZOHFREIZ23HTHo72E LTWVSE Y,

Eurocord D45 CTlx, PMF £ 721X SMF D35 % D EBE DM TEELRLIT40 %D EETAL RN
TW5 30)o

NTOBHEOHE XS HITRENTH D, MAC DRIALE CTPTCY IZ&L 2N 7 afBiis 164 D &
FITHfTESh, 1B TEBREA LT ELTWVWS,

BIALE

PMF D RALE 2D W TIEMAC & RICORIA R 7 > X WLiFZEIE % <. Bl v ¥ X v IZ T
2o TWR WA, HERCHIEEER LD 255 X RIC 5, BAETAtO BE CIHEERELFHH
DY A7 DEJLE BRIZTMAC 2558RIRE B Z & 3%\ 1120
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@

©)

N

MACHAEIZ X 2NRM2530~50 % 5 <. 72, PMFIEIBEIZL WO, MAC O S iEH)

BT LD BWZ L2, FTETIZRICIT & 2BHEOHE 2 Tws 2,

MAC

PMF 1Z%f 3 2 [MFERAR 1L U8 IZMAC 3% £ . BRI 0 i T3 554 GERFRIRE42 %) ©

PMF 8# 128 LT, TBI®BU VY X Y SffT & L, 9 4B THEEBRET. 14 THEEREDLEA
. 14EONRM F27 %, S4ED0SI1347 % TH - 723V,

FHCRC &, 56 % @ B3 GERHIE43 %) 128 L CY/TBI % 7213 BU/CY O RIALE 12 CTBM (334)
B L UPBSC(23%) 12X 2BMHBEZHE L T 525, HLA—EU#% F >+ —2» 5 0B (314)
TREHAEEZ LT, 20D FF—Q54) » 5 0B TIZ64 (&6 BM) THEBER4E (26 %)
BB LNTY, 3EDOSIES8 % TH D, FHRARKT & L TidLille score *2, FetafR ¥ & i
{LORRE 23221 5, BU/CY DIE D 25CY/TBL & D i RIFCTH - 72,

CIBMTR 2 & 2 2894 @ PMF O BARGE TlE. 83 % 12 MAC 25547 & LT W T, dayl00 % TD
T HFITHLA — B K+ — 255 OB TI %, HLA—EFEMMB K+ —2» 56 OBHET33 % T
Holz: tME\ESNTVWEY, EBEARLIFHLA —BUNLE R F — 26 OB T %, HLA—ZFEM
BEF—26DBHET20 %. SHEDOS & PFSIE % £ NLHLA —EUfLf%k K > — 205 O B4 T37
% & 33 %, HLA—ZFEIM#& K+ =25 DBHE T30 % £ 27 % TH o7z, FREFHERTLELTIE
HLA —3fk K — 225 A, KPSH90 %A ETH 2 Z &, RMMITFRI LW £z Las
ZIFonTwd,

*? Lille score; 7 7 ~ A @ Dupriez 5 12 & o THitE & N7z Lille 0323, 2 E THAFIZIK S HW
LNTERPMFORFETH 5, 1962402 5 19924E 1232 Wi & A7z PMF D 195 £ O fi#HT T, 60
B b FFIER, REEA. HbARME, BRI £ 721334, KR blast DX, 51,
PLT Bl 23 FH AR T TH - 7239, Hbl0g/dL Fi. WBC 4,000/ nL F3i % 7213 30,000/ u L 8
DWIFNbHT SHE (high risk). 1 DD HE T 2 # (intermediate risk). 12 dH & ZWHE (low
risk) D3REITT 2 & EFHHOPIMEIZ 13 v B, 26 v H. B v H LT oz,

RIC

EBMT O #i45 Tk, 1034 D B4 (PMF63 4 %5 & FSMF40 4. 4Ry Y13 557%) 12k $ 2 BU

(10 mg/kg). FLU (180 mg/kg) H & FATG % W7 RICOBABIZB W T, 2 % CTHEBARALEDAH L

. 11 % CEMOE MBS BB TH > 7225, 14EONRMIZ 16 %, 3EFHKRIT22 %,

SEEDFSIE 51 %, S4FE0SIX67 % TH o 7z LG LT3 ®, LERMINT CTIE. HLAR—B K

> — 225 DA (HR=2.39, p=0.01). Lille score (high, HR=5.37, p=0.007) 315 W& HSMAL L 72
FTRARRTFTH o 72,

CIBMTR @ 233 % D % Jii% O RN TlE. 54ED 0S 132K T47 %, HLA —EUmfk K —
225 OBHLDSHEDOSIE56 %, HLA—EFEMAR F F — 226 DBH D 54E D 0S 1346 %. HLA
A=k F > —» 5 OB D SEDOSIE34 % (p <0.002) LHEShTWE®, £, RIC
DUV AVIZEL TIX, FLUMELV Y X Y 2’5FLUBU VY X Y X D EEDBRIFE S ATV S
(RR=0.63, p=0.06) **',

BiERE

AFBD 167% 2L LD PMF & © R-BMT (28 44). R-PBSCT (704). UR-BMT (1214). UR-CBT
B0&) DY —ZHNDSFEOSITZNZI67.5 %, 43.2 %, 41.4 %, 260 % LEHESNTE D, 40
WL ETIET72.9 %, 42.8 %. 39.6 %. 26.0% TH 57,
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@ JSHCT DA ZE&MHT T, RF—Y —2AR3BMREFICERLRETF L LI I s, PS>2
BFBARKF L LTHH SR TWE®, RICHEEDT6 % % Hd 255, MAC £ NRM < 0S 12
BRELEZALNTVERV,

. Secondary myelofibrosis (SMF)

O ZNFEFTIISMFOADOB Ao T2 F & F o Tt IE v,

@ 1172 DPV £ 121X ETITX L CHBAEL % 17 L 72 CIBMTR O #i5 Tid. 9B BEALRE 1213 SMF
IIBATLTWT, 80K ITIEMAC ST S LT W3, 54ED OSIZET T55 %, PV TIE71 % T\
NRM iZZ N ZF4140 % B X 822 %, SEDPFSIZ47 % B L F48 % LMBE S LTWD,

® ZofthoHEEATH, PVELIFET2LBITLISMFI» T ) AT uRERTH L5, B
R DA IEPMF & D IZRIFCH 2 £ 32D D% N0,

@ EBMT %, PV £72IZET A2 5847 L7:SMF (1934) £ PV £ 72 I3 ET 2 5817 LT AML (574) ®
BB IEDOSIZ. ZNFN62%EB X F28% T, HFIIH,»r b AT L L TIEAML ~DBIT,
555U EOERHZT b, FEMBFEMBHEANRMD Y 227 L 03 EHEShTnE Y2,

® SMF® F#F#l® 7 v E LT, MYSEC-PM (Myelofibrosis Secondary to PV and ET-Prognostic
Model) DSETIRIE S N 72%, JAK2. CALR B X " MPLZE B 3k it & A7z SMF D 6854 D B
T, Hb < 11 g/dL, FMIMDIFER= 3 %, CALRZEE % L, PLT < 150,000/ pL 22 EiER 7% & D
KF-T. low (133 %, median OS IZFE+¥9°), int-1 (2454, median OS 13 9.34E). int-2 (126 4.
median OS 1X4.44E), high (754 . median OSI1Z24E) D400 7TV —I1Zf@5lbTE 2 L LT
w3,

IV. Chronic myelomonocytic leukemia (CMML)

@O CMML & WHO 4345 T & myelodysplastic/myeloproliferative neoplasms (MDS/MPN) IZ 3 H S 115,
KAYIML 3 & VBB D BEEREL & FEROEIE 1T & D CMML-0, CMML-1 3 & FCMML-2 12X & 41,
ZOTRITIBHTHERELENA LN S Y, HIBERE 13,000/ uL T proliferative type (CMML-MP)
& MDS type (CMML-MD) 1243489 %,

@ CMML® F¥# F#l & L T, CMML-specific prognostic scoring system (CPSS) * ® 1Z 2> 12, MD
Anderson prognostic score (MDAPS) “”, Diisseldorf score for CMML*”, Groupe Francais des
myelodysplasies (GFM) scoring system *’. Mayo prognostic model *”’ % Molecular Mayo model *” 7
EDRIBENTVE 2, Wb EBEYITHT— S AT EETE LW,

® CPSSI32013 4E IR D % 5% D 558 4 D B3 DR S RHIT 2> LIRIBS NI FRTFWY X 7 A
T, WHO ® CMML-1 & CMML-2, FA§IMLH MBI & 2 FAB DR EH, Ge R 5% & ik
o425 DHFEHOTWSEY, AEFEHRHRAE I low T61 223, int-1 T31 A8, int-2 TI5 A
A. highT92:H & &, 54£0SElow T55 %, int-1T25 %, int-2 T10 %, high TO % TH -
726

@ 2094 O CMML B# OBAEBAE D % Z BT TIECPSS 2 a 7, KPS EBAY — A pAFILH S
T2HFTH Y. CPSS A 27 Hint-2/high TlE, low/int-1 & D dFY2FEHRAILT 25m N 2 & HUR
ENTWB, Btk SEED OS iF low/int-1 T44 %, int-2/high T19 % E BFRELZEI RO LTV,

® MDACC 32134 © CMML @ 83 O %5 I T, 40 QML L 7 FHRARKEF (Hb < 12
g/dL. Riif oS FRIRO KB, Y v XEREL > 2,500/uL. B OFIRHEL > 10 %) 225
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MDAPS % #2158 L. low/int-1/int-2/high D A F W O REIZ Z £ 24 2 H /N5 B8 A /5
PHERELTWS O,

Mayo prognostic model IZRAM51 D FERK, Hb < 10 g/dL. PLT < 100,000/uL T3>0 7 I —
(low. intermediate. high) IZJE5{E L. OSOHREIFZNZN22 A, 18501 H. BX 102
ALLTWwa*,

CMML T IX TET2 < SRSF2, ASXLI. RAS % (NRAS. KRAS. CBL) 7t & @ B AR T Z B 5490
% DRERI TR S 3, BETFER L THOBMEMIZIMDS 1E &% 8l ToMiTEd 2w s,
ASXLIE R IEHIFFHARE SN TE D™ 135 ITRUNXI. NRAS. SETBPI DEILTE
B03H D FHRARE T 2HREND 2, 72, BHRE L OBES 2 ITET S il
BIIZ L, SHROMEI D,

il O CMML TR OB)IGIZ L D12 <, HMAIZ X 210 ifT S 105 2 &35 % A3,
Z DZHFRIL30~40 % T, EFHMOFRIMES 12~37r ATHdLEShTWVWBY,

FAFEH O CMMLIZ B W TIE, FFIZCPSS @ int-2 % high risk TIXZWIRE L 2 LBME F LW
EEZLNZ0Y, BHORE S BT LD ERFTIERW,

EBMT i%. 5134 ® CMML (418 % A3de novo CMML T 95 4 35 % B # CMML) @ B (i
EIX537%) 129 2 AR B VT, 9 B5MACH249412, RIC2S226%41fThbhTE D, 44F
DONRM EFEHRIZZNZFN4] % E32% T, 44EDORFS & OS1327 % & 33 % EHELTWVWB Y,
CMML OB AiEAE O 1) D 7: D FBAHERT I HMA 2% 5.3 2 A 535 % 25, MDACC O #id: T,
834 ® CMML (47 % 25CMML-1/2 T, 364 »CMML 2 5847 L 72 AML) ® 5 5374 THMA %3
FEEsNTEHEH, HMABERE & JERSHED 34D NRM 1327 % vs. 30 % (p=0.84) & 2513 70 A3,
BREFERIT22 % vs. 35 % (p=0.03) LK<, 72, 34EDPFS b 43 % vs. 27 % (p=0.04) & RiFT
HDHESNTVWD, LALLUMBL, 34EDO0SIE45 % vs. 39 % (p=0.22) L ERZEIZA LN TV
56)

AFBD 16 7% 2L £ D CMML H3# OB Al k&1L, R-BMT (594%). R-PBSCT (6044). UR-BMT (85
%), UR-CBT (494) ® Y — A D SLEOS 3% L2 147.0 %, 43.2 %, 32.7 %. 18.5 % T, 40
LB T2 44.5 %, 39.5 %, 263 %, 157 % LIET T2 LMES R TVWE,

JSHCT @ i D i 25 Tld, 1664 O CMML @ £ E O #EF T, HLA — UMM L, UR-
BMT (HR=2.05. p=0.008). UR-CBT (HR=3.8, p<0.001), HLAA—Z o [ ##% A (HR = 6.18,
p<0.001) DOSEARTH 2 Z LIRENTWSE T, F7:, CMML OFEFELHBHETITHE S FET
RIF 40 DBAIIE TE DL L LW DD, TRM ZUR-CBT (HR=3.32, p=0.01) THL %% Z &
PRENTWVWS,
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