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1. RBORK - EFH

FARBMER ML, KM TOFT X TOMEROWA QLIERJED) & B8O E O T (KA
UM T —ODREGERETH 5, EBICIZ NS OREFT L2 R TEBIIERZL b5, FOHHh
O, MAN L AARMOBERERIT L ZLICk o THIO THAERBM RN & 2B+ 5 2 LN TX
%o R DAREEIT (B BTN Z R T HEA D EENR NS S 230 53, M AN B i 12 B L7
REE] L WHZ LN TE D,

2. DA

DRETIXFR 14 (2002) G R4S @R AT 02 4 Bh & BEA YRR B IR ZE F2E  TRPRMIE I
PR 2R AN CEE ) 1T L - CoET SN2 Wi R R ERE (FREHH) ORBEICHNONTX
7o Rk 28 (2016) 4F 1 HRIBEIZ L » TIRESNZBGET2Wi A EZ R 1 1ITRT,

EFREIZIE~E 7 v B2 <A0g/dl, 4FHER, 500/ 1 1, Mf/MR<E 5/ nl @ 3 A S H SOl B4
iz L, BHNMEEROGAICOAFEREEZEM BB INCTWD Y, 2THA R 2 THATH
BE T % & ATV D, BCK T, ERROBKIEMELZ R 7, BRI 2380 20 1
ERIME13 idiopathic cytopenia of undetermined significance (ICUS)IZHMHI N AMEENH 5 2,
M/ D72 D12 TCUS &2 s B 60 9 6, FREEERMET LTV A8 0% 0%, BAEREME
i & A CREREE Fi > CO D AlRetEN B 2 P, F 2, SNTM/ MDY 720 2388, T O%REAER
BHEmICERTIHLHD Y,

K1 BETRMEMOZMWEE (TR 28 FEHRET)

1. HERRPTALE LT ", Milnfim, & SICRAEZRD D,

2. UTO3HHEDI H, D7 &b o0&z,
O~EZ B BRI ; 10.0g/dl A @4AFPER 5 1,500/ 1 A @M/ MK 5 10 5/ 1 A

3. RMEREAD DR & 72 AR B AR DR, HMEKED 2 & 7242 L DS o R BRI, AR, B
BICREGERE . B RERAEE, RIEMKRI~T 7 0 € U RAE, EARFERIER M., WO Fisg, B o3 E,
LR HE, PUERETUHERE (P, PRETTHERE 2 &), 28U T~ b—F A, MEREBIEGERE, J&
YHER ENEEND,

4. PUFOMERT RSN IIERE R ORe TS HET,

1) MEIARIMERSCAR AL/ MR B & DOBEINAS 220,

2) EMERETR (Zay MEREET) 1T, EEA TIIEMIEOBLD NS D, FEEIEFTIL, FEREAL
W Lo TUTHEMBO D2 &b H 20, BEZERITED L Tn5, MaNEEL TWD5EE, R
FEERICIT LI LIRS 2 23, BERIER O BIZAITBAZE T,
B BEAE T R CiE AR B S OB R B D,
MyEEME O EJ & A afigkibE SR OIR T2 5 5,
JRfBEAEA D MRT T M AR OW & IR O8N &2 R ATRN S 5,
AR~ 7 v B U RIERE O MBS B S h s,

o Ok W

5. BBHCELTE, 1., 2. ICX-o THAREBERZMAZERE ., 3. ICL > THHORBEZERIL, 4. ko
PWiE S HICHEER DO LT 5, BERREAMOBENIEARMICHEEDORRIMN LD, 7721, FEEIE
BICITE AL LIX UIZRRBRREE LA DN D 70D, FFEK - BURBEFER OB G AR E 75 20 Vil B 51
BIEERE L OENNIR#ETH D, ZODIRFEFEHIIREBIIE U TRET DLER D D, HREWREBIZLD
(FEMHFER R E LTV FRAENE O LOHECH MR RN & 2 AT L L LT, PNH A
BK-HLA 7 F A 1T 7 LAVRKILEROEMN, T ~ o o RRTF @l (320 pg/ml BAL) ZRENH D,
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3. W
FRIRNZ Ko TEFHRRMEE BRI HT oD (FR2),
L U o R N ] Ty —
Fanconi # 1l T& %, Fanconi HEIMLITH Yk HEDEIR 1. Fanconi &L
MRE T, BRI TER RO, KRG, 2. dyskeratosis congenita

®2 BETRUENOKRESE

RHSHE R 272 DA A L + 5, £, EVEEE A A 3. Zoft
PELRF VY, @HIE 14 5% E TICPLIMERBUME 2 FIET 5 »

P, T 30 AR E TRIET 2B 55, F. 12 A Ef@¥%@<%%m
LA ERD RS D120, /NI X UEERA D HE S

AR BMEE ML ClE Fanconi AL 25T 5 7= DI et f i a. HRHA

PR LTI DBERH D Y, b. ALE
% KM P A AR BRI R R R B O R M (—Yk) c. R

L R TR IRAIO B AR - NP T & DAL , %;ﬁ

KD RMENRD D, DRETIEIREB D DEREMELE STy
b, FARNRMEMN & OB EMEN Z N FE TICHE STy
LHAACFEWE ER I RAITRT Y, Bikebn s LT
HFRICEE > TRIET D 2% BEhd F A R B YEA M
& AR RAEE ML D55 R > B B AEMER [ ~F
7 ua v v R FE  ( paroxysmal

a. NF& B A A AR BLME L i
b. HHEARAT PN

3 BETRMEAMNORREELY 5 HEH "

nocturnal

hemoglobinuria: PNH) |2 k2GR &7 PR Zi?i;fi:“”
EHIR A PNH 281 5TV AR, Zhbo% moy

BR O FIREIE 3k 0 S HERREIC & 2 AR LM FRTYA Y
& LT B, Y 5~ F I &

HEREME LA R ELMERT L, LI BRI D75 20 N N=YFIv
AT LI L BEX DNAAMM L AR BERN — TRIER 7%@”;??V
LRI S N D E TICHLIBRIED 31 o < 0 AT SN
L& %2 BRBIBIRIC ST 5 2 LR TX B, Fony
AT APOER, MM, SR RO 75 5 B
EEARTICRMAEETH Y | BRINTIERRICNE S Tz hA
WIBE(E LT, ZofkR, A MAER 2 H e R
MBI b IO NV IKIER T = aigyy, IR AN

— 37 BRI T T AR T H BT ORIMLA g ) s J a7 s R
BETH> THIERNZ U AFPERBUIHRN  pres ) 73 VASR=E %

Rz TW 5, AMEREDCE M ORI T
i/ IR O FRFE 2358 <  MCV 1 Xl i e & 7R3,
BRI EME N ERFE L TWDEIN, 0
LA THLEEREAIIN 2B LT DE, 258
B BUnZe o ek TRIET 50, BER

®4 BETRMANORRELY S5 5LEME"

PEERBTHRRSNS ZENEL, WEED il

- jﬁljzja\: L~ XL |
stage 4 ETOBINKE D ZEDD CRERT — fﬁémgiéﬁﬁﬁ(ggﬁu)
), Felkirith

4., EEEREHE

AFULUFAFIAZ L7273 (REEA)

HARBMEEMIZEFEEIZL > TTPROBEFHNPRE S B b0, MRV OREIZL > THE
JEEZHET 20BN H D, K 10 FEOUGER, OOETITREE, HE, OEE, PEE, B
SED 5 BEFEICHAEE N 1T HALTE 72, Ak 29 FITIL, stage 2 MMz &< MEE L L7gl stage 2a
& B IR O NI A2 M BE E T 5 stage 2b ISV S LT, £, BEERARRMEMOLEEL L
THOWOBILTW S REARIMEREL 2 75/ 1 1 AW, GFHERTIX 200/ u 1 IZFEYS T 2 EMEDIK T TH L7
W, stage 4 OMEFRMERDS 4 5/ pul RGICEFESINTWS (F]5), EEEAIICIX Canitta HO4HE 90
HAOHTWD, R ERES 200/ p 1 R OFNTEERBIGERCH MO UV 2 7 BNEW iz i EER (very
severe form) EMEFEILTCWD, wEIEMO L, FERIEK 2 0 =—fI#%[K ¥ (granulocyte colony-
stimulating factor, G-CSF) IZi(is U CAFHERD & HFREH 2 561 & G-CSF & 512 F o 7= < st
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PO FEHNITLFPERS 0 o TEER | NEET S,
=5 BAEFRBHBMOEEEREE (FRK 29 £EEIE)

stage 1 BE TRLLAS CHligii 2 B E LR,

stage 2 HH 2 LIFo 2 AL B2 L,
a ARLERE L2 B & L 720,
b IRIMERER L 2 B & §- 2 A% 2 OB A 2 BT AR,
EDINIIBE 60,000/ 1 1 K
IRk 1,000/ w1 A&

N 50,000/ 1 1 KT

stage 3 OREME UTFO2HAM EAwZ L, BA 2 BALLL EoSREkigm 2 LEEE T 5
MEARIMER 60,000/ 11 A
Ik 1,000/ p 1 A
/MR 50,000/ 1 1 A

stage 4 #HOJE LN 2 B LA 2723
MEARIMER 40,000/ 1 1 A
IR 500/ w1 At
AN 20,000/ 12 1 A5

stage 5 I HE WFHRER 200/ p L RIS AT, AR 1A &7
MEZRILER 20,000/ 1 1 Al
IR 20,000/ 1 1 A

5. & =

DONEOEBEHIT 1993 {EOREEFHHAE TR 5,000 AEHEE SN T WD, FFEAICL S AT 100 5
Nb7= 0 OEMMBREARIT 21 ATho7= Y, 2770, 2 bofITHEAERBMER LN E AR
FRIEMERE (myelodysplastic syndrome, MDS) <2 PNH 73 & OFEZIEE NS EN TV AEEMERH B, b
NEOERZHAES (BHRED) 1, 2016 FEKBIE 10,523 A, AWK 8.3 (A0 10 Hxf) THDH, 72
B, 2015 FEEERIERATLARE . F5 € HEE OO R B B R E S B R E )N S, AR E O 2 AR
T 2017 4ELIRE, G R GUT T ESELL O stage 2~stage 5 L7p o7z, TORR, ZHEE TR
L. 2020 FRERBUE, EFRZHERILS, 724 A, AHE6.9 (NO 10 Xl &7eoTnd, ZiHGE
BRCHEH SN D ERIR TR AN ZEIC L A& Tl. 2004 4E~2013 4ED 10 BRI O FREEITA 10, 500, FE
BEIT 8.3 (/100 HAF) LHEF S, HIE - lkEJE (stage 4-5) OAIZIRE L7z 10 M OREEENIX
#94,800, FEHEEIL3.8 (/100 HAAE) SHEF SNz Y, BEROME (K 8) 1.2 THY., Bik
EH 10~20 At & T0~80 i TE — 27 BB H HAL, MO — 27 OFFNRKE oo, BCKFEE O
X, 1.5~2.5(/100 FAE) LB TREY W bREORERIT, oIt TEY, Zh
FT, TUTICBITDRBERIT 4~5(/100 FANE) LdfESNTED 2, FCKREEICHE N 2~3 500
ZENHBNTVD,

6. WA - REEHA

) SR

(1) Fanconi 4.

B O MGG T, % & OMIIC T diepoxybutane 2~ A h~A 2> C DX 9 72 DNA 2845
FI~DOBREFTIZ L 0 B LW EEREIZNE Z 5, Z D72 Fanconi BIMONEHEEIL. DNA2 ASHZEKE 264
HIEBEBEOREE L2 2 5T\ 5, Fanconi BMITEGAINICEZEERERTHY . 2019 £ T2 22 D
BEELTNFE SN TS (Fanconi BMZIEOSRB T A F), FANCDZ2 75, DNA |ZEE N A U 7Bz,
LS ANHIEIS T Td D BRACAI & LRFET % Z L 13 '  FANCD2 & 178 DNA (E1E ICB > TWAH Z L %
IR IR & B 2 B35, Fanconi & IO fMEFIRIL Z b OB BEDZDIZT R h—v A

4



AR LZROZRATA K
(Zha D g,

(2) Dyskeratosis congenita (DC)

B OHEIREFEILAE, TNOZEE, A B O ASUEZ R E 975, HIET 7 5k Tl B ek
i, M/, 7o EERIET S, FITIT 20 A2 BE TOOLRIET 0L H 5, £ XL HEER
fRZaRTD, —HILE Ye ORI B In T 5, Fanconi &ifl & [FIERIC DNAMEEICRFE RN H 5 B2 B
TW5, WO RERELH TIEIT e AT —E RNA BIEFICERRHY . ZODICT e X T ROME
MERABIND, FPFEMEEZZ LN TWEHARBREREMAEIO—HIZ, 71 X Z—F RNA B D RGN
R oD Y,

2) HBRME

(1) Hp3eik
Y& LSRRI 23 4 B B & U s i B B OB R L | S R TS K A S e 04
EQOTONREBELEEZ LTS Y, O UXEH RO B L RECEF LW EEZLR
Tz, Lo L, [ E iR A % O AR BRI EE CIIE RN L v B Kk TH S
WZHb LT AT A EOHIT R —HkOEMMNEIE TS, 207D, B EHIILO R S H
ERBMER M ORIEIZE G LT D ATRerE iR,

a. IEIMERHAD B & O BE
ZHUIUL T O A SRR ST 5,

O BAEARMEAM EZE S NTZBEOFRIZ, MIBEICE L T2 E2EN WIS b 63
REFE BB SN D0, OBIZMDS « 2PEE SN A IR (AL (BT 56 92085 5,

@ Fanconi &IfLD & H I EDBG T RFIZEL > TRIET 2HERBMEEMNFEET D,

@ —EBOFEAERNEMEE AL OERERIZ 7 o — U MHREN (7 et U T ) DREOLND,
F 72, 439 JEBIDOER) L — 7 = ALY . 36%ITHIS T D 156 JEH] T 249 OARHINEE S T2
BB SN TW5S, Y BCOR, BCORLI, PIGA, DNMT3A. ASXLIZERNEBEEIZARDLND
21)

@ FrRMEOFARBERZN E BT flodhice h7a 27 —F RNA Bl EBESCTa 2T
— MR EREE R T 7 EOT v A THEE G ICEE BRSNS Y,

b. SRR K 2 3 I oo

SRR IR L A M EIIE O E &2 R T B EERIFT RIZIIL TO L 9 b o0 dh 5,

O FAERBMERIMEBE S LTI IR O K —0 b BT E S LIS 2 B LT
BE . R Lo BIEN S S ey, —J, [RIFEE SR HE U 7= 5o ] 0 72 B Hl
ATALERICHE S EZ BT D L IFE A EOBNCRERA NS, LZn-> T, BEDOENIZ
I, EREmMEMEE EET 2 REEENTFETLIEEZLND 2,

@ Bt FaERataEE 2 17 Y v anti-thymocyte globulin (ATG) R0 7 B AKRY /e K DhE
PIHEIEIC £ > THARBER MESF O 7 EICEMN G LN D 2D,

® 7 ARY AL - TELMAEIE L7z —HOBRE L. 70 ARY) U OREIC XL > THAR
BHEmAER L, HEICL > THEMICED P,

Flo, RETFHIEFZ TS T AMRANT R E L TUTORT NSNS,
O HARBMEZIN TiE HLA-DRB1*15:01 OBENE < 2, £722 D DRBI*15:01 2R 2>BHF LV 7 v
AR Y AT U CEET DHERNEN 2,

WL OO R B CER AT, FED HLA 7 7 2 @ s 2N R B O M4 LT
LTW5, b EOHARN B M ABAZE TIE, DRBI*15:01 & DRB1*15:02 M S M &t RERE
EHRTHREICE WD 7272 U B imRIE k4 2 msOatE & B LTV 5 O X DRBI*15:01
P ThD, Lo T, SEHEIC L2 HARBMEZ M ORIEIZIE DRBI*15:01 £ D H D,
HDHNNEZOT LoV EEEA IS DB OBIR TG L TNnDHEEXLND,

@ HARBRMAEIMBZEORMIMIZ, PNH (2B 7Y av VR A 7 7 FF A 7 ¥ h—/L(GPI)
7oA —E ARG MER (PNHRIMER) 28 LIZ LI En s 2,

D@7 v —H A~ A MY —% W CEAR BP0 B o KR i FER BRSO R i Bk 2
FHARD & 50%D BE TOEO PN MERSSHH &5 %, PNH E ORI ERC R BRI fd
FIZBWTH I AEEET IR, 2 b & MaTEMmEIcHET 2 MERTH D 7-DHEMTH
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D, A7 a—rBNRHEEEET 5 Z L1320 * 20 | BARBPEE R (2350 T PNH i
EROBEMMA UIE LIEA BN DIE, GPT 7 v A —RIORRE A % K LT 2 PNH B ifn 4
DIE RS LR CTHRIEFN R E 22T <, FRIEHELERSCT VD EEZ LN T
I/\E) 31)O

@ FAERRMEA M EE OFRE CIIPURFF RN T MOHEIENEEE Th 5,

THIFA L& 7% — B $HD CDR3 WA A AfEtT 21T 5 &, HARNBMEAE MBS OFHTIEn
KOO THT 7 XU —IZBWT, FURKRAZ T MlaDOHSE 2 7~ 9 CDR3 P A X534a/3 %
— DR B S d, R IHERIENE TS SR M5 Y, F72, CDR3 A X
SARDR D EBEICERD 5N A BFETH, FEMLo TR TIEZHE L LREY LD Hiens
EMDL R OJRK & 72> TV D T RBIEE S O S OFFIZRUL L THIE L T\ b &3
bbb,

@ —EHOHAESRMER MEE OMIEFIC, EMFHMESERE L TV D EBICHT 2HUER
b,

FAARBRMEMAE MG & EMEBMEASED cDNA T4 77 U —%HU /= serological
identification of antigens by expression cloning (SEREX) (2L ¥ | kinectin®”, diazepam—
binding protein-related sequence (DRS)-1°%, Fx % 7Zp PIZxi4 % HOHES K&
NTWD, 72720, 2o OPURICKTT 2 %% SO AR BIEE L OFRIEICES 5 L T\ 50
E D MMEH LTI,

® HESRMEMEE DK 25%I2F\ T, 6 FFMBE uniparental disomy (6pUPD) =°, HLA-A
LB T LIV OBREMRIIE BRI L o> THEDHLA 7 7 A 1T 7 Lv & KK LT AIERDS B
émé 21, 37’39)0

ZHUTe A BREPICAFEL TWZ HLA 7 7 A 1T 7 LV RREME MR, B CPURZ iR
TERWZOICHaGEEM T MM (cytotoxic T lymphocytes, CTL) DI A s TH X 7%
V. EMAEIFT LR EEZOND, HLA-A 7 LB T a SR OB IE BE
ZPUHLA-A 7 LUHiAZ VTR T 5 & HLA-A 7 LV RGMERIZ 2RO 25% 2 &
2 38)0

ULEDFTRNG, UANAERRBREE~ORE R E2 S o000 & LT, digEiilans@miEsl LT
W5 HESURISK T DFANNE L, £ ORR, EfEfRIC)T32 CTL A E S5 O T
EEZBND, L, £0OCTL O L 225 B CHRIEEERE ST,

(2) A AR B2

RICHITTEEAOS B BAERBEAN & OREBERPHAL R DT/ T A7 2=a— /L Th
5, FOMDOIEFNZHSONWTIEF ¥ L VT A ML > TREBENPHER SN TWD DT TRV D T,
HARRMAMOFER TH D &) MEFEIX eV, BRI, PrE3E, EmGlEe Slc X 5 BAREM%R
M, ZTOHEIEDZ ot &7 T BYMESC H CRER BN IEICE S LRt b b 5, Bz,
BB RIGRICHT 2 A7 P BHRICRIET 2HAERBMEGMN (A7 10X b HAREME
2] ELTHESATWAER W 2ok i UIELIEPNE # A4 ZIERB B Ens, Lz
NoT, ZOXEIRBNIAYTPUNFENE VD L0 b EBEERIBRICEDE L - hmigIc X oA
RERMEEIM TH -7 mlgetEn @y, EBRIC, TEANE) OFERBHEAN TH-> T, FEEOHAR
BRI & RIS mHRIEIC L > CUET D Z LA LI LITHE SN TWD, LR -> T, H5HH
AREMEmMD [HAMWE] THEE I POHBHIIEEICIT O BERDH 5,

(3) HFRBHE AN BRI

A, B, CREDBEFD YA NALANDRRIC &5 AMEFRRBIER 1~3 » A TRIET 2 P, LTLb
IR RO T R ERRFICRIET 22 L b b5, HFEOBMEICHEBHZ S HIETHD Z ENREL,
UL D EBMT O 51 LAVZIF R B AR B M X 2 AR BMEEIO 5% % D, 1GRAGEITATHR
[ZBEE L2Vl O F AR BRI E REECTH -7 ¥, BARD/NEZ L—T OWE T b RIEE DM 2
RENTND W, RO T A VA E T U CRBE S 7o i BB, 1 i el e
FOBEBPUR BT D7 DICRIET S LB SN TV D, EARREBIIRERFIZL2EHAETH
Do

(4) PNH Zf£ 95 & D
Zizix, OFARBMEZ M ORE I PNHIZBAITT 6] (BARBMEEIN-PNH EFE) &, OF

6
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ERBMER M ORER B PNH I X A IMER A 27 5858 A28 PNH 086 5, OidfestEd PNH T
HY ., BRITEMOEENTIARE /25, —F, OICHT HEBITEE OFAERRBEEM & B 520,

PNH B ER DB A 5RO 5 H DD B S 72 il 2 B O 72 W EAER BYEE A (subelinical PNH,
PNHsc) *1Z3u T PNH BUMER D3R 2 \ZHEIN L7235 4. E DR PNH & BESMIZ OV CIX 72 3
X0, BEOME TIE, LDHBNIER ERO 1.5 F 21755 E LTWVDEHORE, Al EIC
EMARETIEAREMICE > TERID LI IR T=BE LT 572 513, MERMEREA 10 5/ ul LA
ML TR S ML ELRVIREER PNH ~OBAITE T 2008 RY L EZ N5,

PNH JE/E O3 MR 2 5 & - 23 1d, Bl U728 M in iz b3~ 2 50 SR 7 B 5 D= A
r—TNAITH D, TDOHKDPNH 7 10— OF LW E9 DB & L C A2 0,
JAKZ™ | BCR-ABL'® 3[RIGE S LTS, 7277 L. PNH Y i BRI 51] 2 = H 8 22 L 7= et D Rl Tl PNH
R ER DO ENG I8 & DO BFIT K - T X 2 HEB 2 LD 23 2RO 15%% 5 2 THEINE] 28Tt PIG-
AR o — o OFEREE TR N HIFIE ETh o720, L2 > TPNH 7 1 — 2 O#EiEIL PIGC-A
R = U S M S A K EE > TV D HEFHEE N ITIRIF L TR Y . PNH 7 o — UMLK T 5856 T
B, IR EBE T REIINT LS LETERWATREME H 5, PNH BRI ER 2 Ik s — 7 v —T
MR LT BoE OE T RS IC BT 2 \in T OB EERITZ E A EREB SN TR,

7. fE &

D BRIER

FEEFERIZFHEREO B - BhiE - W EoGMmAER &, R TFHIMmEE - s Hifn - S S o
I T 5, AFHERIBD OFRWBITIREGZ M 5 RN A B LD, BIE « HEERC, A OHEST
NIEWEEF CIIEEIRTH A7, B2 ChrE-FMkBLE2RAINEZZ b H 5,

2)  MEEREIR
HHIER B, B MARD IRIAEEE, B2 T i, gp i, A7 E3 b D, /MR 23 & E D
ey, IREHILIC K5 HNEE 2RO D 2 Ln3b 5,

8. MEFTHA

1) K

JRIMER, EIMER, M/MROTXTHREAT S, 7272 L, BIE - PERER CIZE i & /M o4 L
INHLNRNZ EEH D, F7-. S ORI TR/ Z T 2384 LTV A 728 BRRrE il s
PEEEBERR (ITP) & OERINKEE 2 FI G 5 5 Y, PEIE CIIMRMERLLRME T L CnvanZ t b dh b
3, AN Fd o TR EREL OEEIN S Z 5 10720, AR IMCE S 135 2 <IRF LT b, &lf
TXAPER T E IEERME T H 2 25, PLIERED OHELT 23 3BV VB CId LI LI RER M 2 7~ 3, 1@
OFRMER TIIRK/NAREB 22D Z LR35, AMEROBA IIIERI BRI 23 TR TH 253, BIEHITIEZ <
DHBEV KB T 5,

2) EBEERR L OVE AR

ABAIRE O & ATHHEPRIER « JRIFEK - EZEKOFER RO N H 55, IRIFERBPRIER )
Bfr LTV DA 2 BEOIRIFER, BEARFERMEA L2 EORED BIEM 2 LIE LITRO 5, BIE -
SER TR BICEMENE > TWD Z ENZ WD, i EEMEN S EHARS S5
I BHENEEIBERERT D O, 220, 20X 2HE THLEAERBHEN CHIVUTER:
BRIZIA L Cnd, ZomAs, ITP 0 MDS & O TERIT 2 ECTEETH D, BHEOHILEE 2 EMEIZ
FHIT 272902, BE»O OEHERIIVETH S, L, EREiTo7 e LTH, WEFEMICHRE
TELDITIL —HOBHIZESN DD T, 2FOEMEELFMT 57-HIZIXTHED MR 20fH+ 5
TENREFE LUV,

3) Yk oHT

IR HE | C B 238D 2 W 22 AR BHEE I Th > THRED 4~11%2 YefafE B 5 08580 &
oW, BHEOENREEEFIZE N Y I— D TF Y I—2 del(13q) ™, 6 Bafko i
WO ETH D, HHEMIEO OB REEEAN SO LEIAITET 50% U FTH D, ZDHH 7T HEYAIK
DOFRFITHIEIED AML IZTBATT 2 U R NREmNTd, BE 77— BmD07an ) Bt TE 57T ELH
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RS MM AT O RER DD P, —H, TRLSNOYREERE IOV CIREE OFAER RS
1. & [RVERIZ S BRI BUGR U, BB O i3 R BE A EAT 28 6 & 5 ™, R del (13q)
FAES V5] C 13 PNH B BR 7S 100% (51 T U | Se e ilintis 9~ 2 BOGTEDS IEF A O fR AR Bk
HilLE Y bEn Y,

4) MRS - IERA AT R

BOFHAME T T2 -0 MiEsk, SR LR T2, BUHATCIEI 72V FoRn EFLTHEH L H
Do IHT AT 74— KRy D=HMfx) Z2aiRzF ., Gcw Fa U ARREF Al EN E
AT 5, PUEHAECHT DNA Fiik7Ze E OB CA L5 A ChiRIT@EERETH 5,

5)  FafEHED MRT

ﬁmm&ifﬁéTEﬁﬁmfi%%ﬁﬁ@t&ﬂlﬁﬁ@fiﬁ R L e D, TEMLEE A EHE
VR T2 72 DI I AR B P i & [RIREIC R 92 & & 32 E Ly, RRAINHNE I, ORAREL
ﬁ%(W%m%k& OIEBIRAIREAIHE (STIRE) . @K HENIE SHERGED 3 FENH 5, ITF
ITOZE BRI E T AR NE, 72770, 7—F 7727 FBRADRLT W=D, @0 STIR EAE L T
méﬁA%%éo_®t®&®ﬁ AR BIRT D IOV TSR BHE SR T2 Z EREE L,
BBEYE AR STIR BRI LA E L CHIAIZLL T D 4 BIAH2E LT\ 5 %

LR BE B T o

28, EEFERAHEARE DAL D IEF X — 2t EZX LN HD
3. BEFEOSANEF IZ— EROLT AR~/ D

47 B BRI LS AR 8 — 7 b D

1 AT BRI 22 ARG ©. 4 B RIFg e s ©h 5, BEIEFARNBMEMIT 1 A BRI
SEEREIT 3, ABAMD Z ENE W, L UERTEMEMDS 12 1 AR5 = &%&@ F - EERAN
BHEMDOL T3 MAERA -0, MRIIZE > THFHEEZERNTHZ LIZNETH 5,

6)7m—#4%%bu~miémq7yﬁ—ﬁﬁak%(mmﬂ)m%®@m

PNH & BHAER B A M ASERT 5 7= 9121%, F1 CD55 Hifk & HT CD59 Hifk 7y & L 6P 7 v I —IEE B
#m%%wt%@ﬁm®7m~#4b%b)~@§1+ TTH D, 2L, %%@ﬁ&fi@%%f%
1%H(#2 > CD55 CD5I MIAE AR H XD 728, 1% AT O PNH B il BR % IEFEIZ FEAT 9~ 2 72 DI E o &
Wr7na—H%A AN —ZFHWAIVLENH D, PE T L7251 CD11 b Pk (FERIER Sy ) 3
U742 APUEGRILER) & FITC #EikHT CD55 33 L ML CD59 Hifk e Ex W= 2 T — 7 a—H
A4 FABFY—"T10 FELL EOMIZ T, 0. 01%H[#% D F 7 PNH BBk 2 IEfE I+ 5 =
LW TE D, PLCPI-T v I —EEAHAERDO DV IZ fluorescent aerolysin (FLAER) Z v viuiX, kv
VRS FE IS PNH BRI BR 2 N9 Z N TE L N o X mBE 7 a—0 4 b A MU — 3L
A TN Z1E L TS 2MERRE A CTh 5,

DO BGERRIRDIRA ZRET | B Z & /WK DI+ 7iEEEZL D 2 82k > T, EEH & DM
DIAE % PERIER T 0. 003%, FRIMLERT 0. 006%F TFIFBZ &N TE D, ZORBIMELL o PNH il Bk 25 1
HEN s BARBHEALGENL, B SR WENZ X CTHREMHIREICTT AR tEREmL ®, 7
— P I 2 R DM 20 2 & 3R SRR TR ST D, PNH TR I BR S 1 0D S 2 S
R B EORET T (BRA) ORIFRARGE 20, A4 ORR) O BAR ORNR) Yo% HH
FIRFICHbMER STV D

9. &R

6 1L, PLMERBD OER]T R EEL 2B OMRELERNIR L TWD, 2D OF CHERINFRHC
EEE/OX, MDS, idiopathic cytopenia of undetermined significance (ICUS). ‘BB~ DOREE
BN PNH, BRCKALOA BHIE ARG Y CTH D, MDS TRIE & 2 D DIXFERO LW A4 7 ThH D,
WHO02008 £E43¥8 Cld refractory cytopnenia with unilineage dysplasia (RCUD).refractory cytopenia
with multilineage dysplasia (RCMD) 73, 2016 4E43JA T :]:MDS with single lineage dysplasia (MDS-
SLD). MDS with multilineage dysplasia (MDS-MLD) 23FEIZZ TS5,
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1) RCUD, RCMD (WHO2008 #FE/3%H). MDS-SLD, MDS-MLD 6. R mBkEd OERIZHY
(WH02016 4E45338) ¥ L O idiopathic cytopenia of
undetermined significance (ICUS) (LA F. WHO2016 ~ @ BB AR H D
ST B FHAEREME M

| pRTREO L) e TR 0> BT O 15

INFETOERICHED & 2 R EOMERD —EMHAR 2 - L R

; ) \ FARHER I~ 7 1 & RIED 3

i (HATIE Hb<10g/dL, AFHIER<1500/ L, MUME<10 e i 00—

Ji/ Ly EEAICIE Hb<10g/dL, #FHRER<1500/ L, /N (S0t i i

W<5H/ul) TRIFIWIFAREHZM T2 & ‘ o

WTERN, 2D, Z ORERE- S 2 lEkE Z, OFHPSE~@BERE R b0

Wb LTS AR OISR K O Az Lo T s KEDIICRE
SLD, MDS-MLD, ICUS DWF NI E S D 25700, — %%E%ﬁf%ﬁmfyﬁﬁ@*%
T SR iiglc L % L Bbi sk ﬂ—;/‘fiq)'ﬁt AR BEERME [ 195 0 — 5
BERA (FAERBMRM) CThoTh, HIET 5k N A1 A 1 L5 D — i
B SN IT IR, RSFECCIRIRIC LIS LIS R ERieE
BB, L, 0L S REATHEARRER M b ‘”ﬁﬁif%iw .
7 LSS RE T DAL EREERITIA LT\ 5, i, AL P AN

HE T ) i 7
R BHER I C IO MLRBA I S CHIMR D OREE e o (Bant AR T
MRV, LIz o T, FEROD WS A 7D MDS F721 i ER B R R
ICUS M gEDAI DIEFNZ IV T EAZEREE N 2 £ 72 0 ifis)s B4 3By EIRERORZ
BB D320 BB BT, AR RIER I & [ U 5% Rt 7 & O FE G
R L D BRIR R L B X HNARN D, 7272 L, EREAS 73— MRIFIE

KR D MDS-MLD T - ThH ., BHRIERIZE LU BLEER <
pseudo—Pelger FZHE 72 KN 10% % 2 2560, BHIFERD 3% 2B 2 25612137 v — M fE
ERNEEDND

HARBMEAN E 2o ORBOERITIT., HERGHO 2 & BREEN MmN H 0 | jiEicEb 5
AT (PNH AL fER, HLA 7 7 A 1 7 LV RKRIMER, YR BE R ) LHFICEDLLITA (Bl
IR, R OF M) IEFIC L > TUILT L —FK LA, £7o, [FA—EF TREHE & E5
P (7 o — M) SR REN HAE T 2 ATREME & & D, SERIANHE LV VEFNZ S W TR — ORI 721 TidZe <,
BRR T — Z IS O TRAMIZHINT L, 1RIFEZ BRI 20 ER S 5, ZH 28T 5 H - & b fifExR
BRI T MAE TPOECTdh 5, TPO EITEBEEAZERE & WikHRE 2 R 7- 0 . EAZERE DL W IEITH O MDS T
JEAE (<320 pg/ml) ZRTZ &ML, WA 320 pg/mL YA L THIVUTTERREFE N H-7-L LT
HEAERNEMERMm S L CTHBR LA LW 2,

2) ‘BHEAA2TO PNH

HARBMEEMEE DL OFTPNH RMEROEMAMRE S ND Z &b HARBMEZIM & PNH I
HBOGIEIRIEL b OERER L E 2 b D, PNHICHIT D& MmESE « FLILERBU T < 206 K< b
NTEBY, MOTPTIZEWEEND, FAERBHEMORETIC PNH 2T 25 Z & 13H TlidZau,
ZOHRTHHME (bDWITEMAREZ LD VEEMA) PNH X, BBk 5 REFa0 /e B 2 4%
PIEIR ENT2 PIGA B RIEMEMIINA, ZHH TR OEWEIERE D702 7 v — U PEICHGET 5
N EFITITIRMED RIA N FEROZ DI a— MRS USRS, /MRS | I ER D
WL 72 LI O B2 e RIEL B 2 Hiud % PNHICK L TIEPL C5 £/ 7 v —F gk (=2 Y
R=T TTIVAST) REBOMFKRE, BERRMEEM S ITR 225 T NYLELER D, ZOORER
MmEROEI (>10 5/ u L), 400 TU/L 282 5 LDH o, B Y Ao FE, aFERD ERH
SNDHEAITITH A PNH & EARICE T 2 LER D 5,

3)  AEHIIE A M

RCKIZEENTHARTIIA 20, BARBME MO EERENRBTH S, & ITIIFHFH CHEA
HNL72 72 OB CII T SE AR BRMEE ML & MEDNST W, & 510, @EMEEIEIC L > Th HFEE
KETDHZLENDHDHD, HAERBHAME L TEMBEHEIATCWDHLH D P, FHiAER CHiiE
BAEOBIMA A BN HEICIE, BT O/ U koRE~—h—%2 70 —% A4 b A MU —THRHE
L. CD207°CD11c¢™CD257CD103 T CDE FHIADHINIAS 22NN E 5 AT D MEN H 5, (LG T O A[EEHEA
VHE—aAF 2 LT —EREE LTSI E L EERBETH D, RMMTICHERMNEE AL
RO & bEMEshTns Y,
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10. 7/ H

I 7> B OFBEAER TINS5 D 2 EE N D 30%LL T2 L, TEEfmoE & 23 84
5. WEIZET HiEMEOEIGIZ/NE T 80%H1#4 Td % 23 FHn & IR L, &®ilE T3 Th -
TH3ILK IR T T D EnD D, ZOTDIERIEE OB IIFR 2 MNET 2 BN H 5, ke
DN I ST GAITIE AR BN Tl < BRiHEIE., AEMEa s, a2z Lo
MDS 72 E & E XD,

11. & ®
BREARORRBIZRT [ ] AOEFIE, U TFORBEII LR s BT VALV ER LTV D,

AHRQ (Agency for Healthcare Research and Quality) @ Evidence Level T3

Level of Evidence Study Design

Level Ta |[BEO T & MU O A X SHTIc LA T VR

Level Ib | bt —2D T U X AMEHEHARICL 2T R

Level I1Ia |7 b —o2oD I THA L ENTZHET VX MMEEEHRIC I =BT 2

Level IIb |72 &b —2DMD X A 7D L FTHA VSN EEROFIRICL DT

A

Level 1T |k < FHA v ENTIEFEBROGLRMINRIZ LD (HERBFZECHBIRFTE, 77— =

YRR RLE) T ET R

Level IV |EMEREXOWRECER, H2D5WITHRE OMKRRICLH =T 2

BB, TR TDWEED S BT o H =T A TR TEANIRREHN TH D Z L ITH BB
BTHD, TNODIBFIEDMEHNLE LW SN D 5HEITIE, LA OV TR E 21T > T
WOTERR BB Z RN T 2R EO}IEEBET 22 ENEEND,

1) XFpEE

(1) #@ i

B IS0 i N D DFREE DR TRNE S B D UVNIZAUTHE D FEFELL EDORRRIEIR 258 5 5512 13
MzEHETS, 72770, B3R ORYSESR, /MRS 2 RS2 < BRERH % 5 Z.
[ M AR HE R DI D Y 2 7 @m0 5 O TRER/NRIZE EHDHRETH D, k., EEEOiH
MIZEE LTk, BAFBEER - AREERNOARIN TN D TIFERA O HiEE Rk 31 4 3
AR @R - AERER] (https://www. mhlw. go. jp/content/11127000/000493546. pdf) (2022
F8 H 31 HZHR) < H A - AR FERIPMER LT A KT A4 0 % Dy REICT 5,

a. 7R B

Biizxtd AR MERE LD ~ U H—fEI%, BEOWREBIZHE TH 6~T7g/dl &35 %9, 72771,
NU R TH-> CTHEMZMNE L LRWEE S H 50T, FRIERE M O I 1 Hb 721 Tid/s
<. BEAHOBAREROBIR, ODIEK, BIER EOMBEFTR. 3 X O%SEIEOTEERIIC L - Tk
OAEIVERH B,

b. 1L/ I

M RIS 2 M/ MREG IO B U H—Ei% 5 T/ ul &35 7, Bz i 28T 5 7= 9120
MR E 1 5/l RIS Z EREE L, UL, PR M/ MRERIN (35T HLA Sk o pEd: %
fEL. M/MERIMIZ 3 2RI EEZHRT 5, 20, f/MER 5 F/ul BLEH - T, HifgEk
PN RE R H IR OB 22 35 B L MR ER ML DS & 72 B 7\, 7272 M IMRERAS 1 FRTE DS A, 1@
B O MER IR Tl /MR O 8 &2 IEFEICEHE T & 20 2 & AL, ARIM ERE M 1T i /)R BE A= fE
EHEBIT D O T UMEIRIMERER 1T, /RIS 1 T RIE DB A OEB ZFEHET 5 ET2EIck B [IV],
MRS 5 T/l B2V LZERUA IR T L, HIIER 232 USSR E S 7 H i & Sk~ 7]
BEMEDN B B DT, B IA & Z2 72 23 B FRARY 2R M/ MREG L 21T 5, 7238, BECIEYYELZ AFL T 5
LA 2 MEE S5 2 E RSO T, M/MREE 1~2 5/ 11 BLEIZEED X 9 IZEHERIZ /R
L 24T 9,

M/ OFEIE S TTHEST D RRE T db 5 ITP OREREME ML AF WEEEDEMERE (DIC) &Ry . FAREME
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B CrR R L MR L 21T 5 Z &2 k0 i/ MEENT ER-9 5, i o/ My ERA ALY 4
TR & I RIS T 1 BER B O/ MR E TR D MLEN S S, MM EH L TunZen
BAIIH HA BUROFESF = v 7 L, BIETH - -541201F HLA B N —20 5 o/ MR 2 F
fild 5,

c. JERL BRI

O CORERIEREIMIIRYYE D = > b e — VI3 S ) TH - 72 h3, G-CSF 12 X » THRMIMICE R L7
KEOERERZEIL L2 SAIIIN BN H L Z LR ENTWD ¥ R #HIC G-CSF 2% 5452 &
DEEMERFESL I N TV RN D &R0, FERIBRELEAE BRI & L7z G-CSF O A fRERE AN 22 & 72
COMBEIZH 508, EERFE N EIERYYELAE - L, WYRHEE - FITEEHER SIS LR WSS
IZIZZET RXJBEETH S 9, FPERD 0 CG-CSF 25 LTHF 572 < KSR H B AL W IER
FARBME N CIX, IBREZBIMGT DB CIRIERIN < BIERYUEZ AL TV A=), ZhE ikt
bS5 720 OFEREREMIIFFICEETH S [IV], 2720, RIP—0ZeMz2EE L, FEkER UL
HAE ML« a8 MR IE 2 ORE LT JE M AR et R BGRERR S L <ITZNICHEL D
JFRIZB W T, MEEICE L TN TOa 2257 ETITHIR&ETH 5,

(2) FEMmKT-

FFHRER DY 500/ w1 LT OB I L BEEKYLIE O SEE N BV D T 6-CSF & 5- D 3 5, G-CSF & 5-
BT L A EDOBITIHFERDEIMNT 52, IR ITEE R TH D, HTIEd D0, G-CSF OEKRE
2L 5T 2 B Lo MERREIE LGN HE S TWS ™ ) —J G-CSF OEMI#H 513 7 K
RKOE 7 V2 —%&0EH MDS R0 AML DFJE Z L3l fEMEA R STV D %, L L, 24U E TOH ATG/CsA
BEAPRIEICB T D 6G-CSF OFAMEERE LeT v # 2Ll BR Tld, G-CSF GF - FEGHHmEER <
MDS/AML DFEIEBAFE I\ E D TRRD SN TN RN ™ 0 F i Fltd A X fEFT T, G-CSF X5 il
FEROFERREAEICRTFTESED 00, IBRMGHESLTRICITFELL2VWESRTNS ™, LER
2T, G-CSF OfFE ITBYLESHFIC L P ir & LEZBND,

TV AR F U F— OB THRMEREG M OBEE 2 S T RO H D 2 & MR I TV D 3R E
il CAdAN

(3) #EFL— MEE

WERANON TN A VAT 70X I 2 (T A7 27 —)0) BN E WD, ZhR K< gk
ERRETAHZ EIIRECH o7, 2008 L VAN AREL o R AT L —FET 72T u T X
Q01T HENDH Yy R==) 1£6-18 mg/kg 7 1 H 1 [BINART 2 721 THL 10 mg OAFIERHF o |2 Pl <
N5, SOBREIEZ RIS KESEDLLNTED P, HARRMAMZ IS E L-KKRRER T
b, RIS BEFL— P L, BESREEZERET L2 ERENTVWE ™, £/, T 7277 A
XV 3 MERRHEDOEENELSNHILME SN TNDE T ]

728, TPO SZRMRVEENSE (TPO-RA) DL ha AR 37 (EPAG) 12 bRV L— MEFANRH B ™
SV F 7273 n 7 A0 L) RBHEMEMTIE AL RN, BIRERED H 5 A BV T b %
POEEYE DK ENIFFCE D, — ., JoAx SHEEIEN 72 W B IZ EPAG 2 B 595 L8R ZICHa 5
TENDDH, ZOEHEPACHEG NI 2V FAMEDE=Z ) T NUETH D,

2) iEMmEEZ B LR
MR 2 BHE1EH & L COREMHEE. @TP0-RA, @EARMLA T v A FHEE, @1k il
Bl o, B1. 23 EEEROBRREH 2R LTV 5,

(1) stage 1 BX WNstage 2a (BE &, gz ML LanisE) (F1)

COEIEFEDOBREITAFAEICKEL KT E N EMERBONERICEETAHNS S 2
EIND | PERITERERABIENEI O SN TE T, £, WEROZWIHAETIIHAREEEI & MDS
EHLRBMITERNICIS IZONTH, HERIRBZBIET I LR#O LTS, Lol ERRIC
W SO S 2FERR 2 ORY . BB A ERICEET D Z SidmTh D B Y, —J B
D I ERJA 1 2 8 T AR AEIE & 7 o 72 BE DS I HIRRIEIC X - T4 5 aTREMEIZIE# IR B2,
ARSI —r v Ro/NNEIEFRIEFRAERBMEGM A2 SR E LZHETH, MR R 28142 L -fEim
A AR BB D% < 132 OB A LI L 720 | Z O S THRIEMFIRIEZ ITLTH
BWENELNRNI EIRENTNG 2 9 2=, BIAEFNICK LT HRBmIICIERY ZET5 2
EMEELEZOLND,
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— I H B R B TR HIRE £ TOMMMAE T VTEWIE EEMERE N ERH LT
W5, Bl ZIXBETY U~ F ik, RBIER 12 BREUINIC e RS CEME AL AT O 2 &3, B
A< ECHE L SN TWD, MERED OEITTO 20 TH-> Th, /MBI OetT, B EEER
Bk REH iAo PNH B ER O AF(E, M4 TPO O EfE (320 pg/mL LA E) | 72 EOMEEniE x &b
AR ERDDLGEITIE, Y7 e AR > (CsA) OEWENRNFEFTE 720, 3.5 mg/keg Atk
TCsA 2B L, IEOFEEZRDL Z R LD [IV] (B1) © %9, PNH B mERAS 2 IEDHA T
CsA X 34 ENZRBT DLV IMELH D Z L0559 M/ IMEEDY 10 HAR CHIUE, RERE~—
H—DFMIZL 5T, CsA ZRATH L,

CsA ¥ 52 X 0 /Mo AR MER KL OB N 78 E O RS b2 5-A 1%, B RN 7T b —I153E
T 5 FE TEG M LI - Hik3 2%, —J7, CsA #&5-4% 8 I [ LAPNIZ i/ M-8 R i 2R o B4 0
WAL BB Do T A MERBD OWELTO B RAEIR A 72 1 AUL VG CRkila 2 81537 5 >, i A
T )arOMBEEHRS [IV], £7-. CsA ICKISETMERE/D LT U, i/ NREG .0 7 55 oD gy L 73
MBI 75 T2 AL, stage 2b UL EOEREEOHFNIH T HIREEGHIC L7223 > TlREE 35, TPO-
RA @D EPAG®" ™ F /-3 v 2 7o AF A (ROMI) 1%, FEEIEOHIAEFARREEMICH L THLART
HHLZEDTRENTND, ZDF=H, CsA I T MERBEAD DN EIT L TWD D0, Bl o B
WSS, A MER2H MB35 5 5-A 1%, EPAG £ 7213 ROMI OB EID Hi s [IV].

EPAG ¥ 77 13 ROMI BRAAH: 16 3 [ AP MRS E 72 1R L ER B 0 B3 %2 38D 7= 5 A ik fe 5 L .
FD%. RS EBRRNSIMEREEN T T b —I23E U2 TR - k2325, 16 BLLPNIC UG
BHNIZDOTGEIE, CsAH AT /o E 238V — (REREA) ~DOEFEE2EET D,

a. ERIS2THMBL. RR#E2ER B ol
600 ne/mLLE L5 5 BNA R /M RES
543, : .

b. :mﬁﬂ;ﬁr:ﬁﬁz&bugﬁﬁla’-;&%ﬁ 10:5[*:& I 10Hk}t
EAEBNEE O R T B T A5 — - -
ESEDTHHHIEFUALALIE CsA® 3.5mg/kehlTik THARL| |FAREAIME/
8L, T AF/aY

c. {REEERM. " .\

SER LIN D M/ MR EFE- (TR FmBk D LF

CsA: L IAANR) -

ATG: fiaRR AR 0T ) sl I HY

EPAG:TILRA ARG T TRELENT 1 LIS TERE

ROMI: AT AAF L. u P F+ - N

. sy sl .
(/1 1% TE=I5) M/MRED - B M OEST CsAEHEREL . 7 DB -chik
%Y | 1L
| 1
gmoHES B M fF 4K - i fE =
HY | ZL HY | ZL
i1 +r1b AR EERE/
ATG+CsA+EPAG EPAG/ROMIME D iy,
|
168 LLAQM/NMrEE-(ZRFMER#DO LR
Y | BL
CsA+ EPAG/ROMIPE#ki#% . s & - thut CsA+AF /O /8 J—)L°IE &

BJ1. stage 15 & Ustage 2al=xi T 5 AMEiEst

Csh OFHET, BRRERE AP <720, WERITMT b T 7N 150~250 ng/ml & 725 X HIH
WINTESE, 72770, I 7ERENZOHIAICEL T T, Uy RERNO B LY =2— 1 UHIfIC
MR — 7 LrULIZEL TWRWATEEE N H D, BREREIZZ V7 F =00 LA OF B CHIE C
X5HOT, CsA OIMFPREIX, b7 7REZT TR, AUC IR S X < BT 2 AR 2 B o i i
E(C2) BIIEL., A 600 ng/mL LA EEZRD X5 ICEEEAEET S [IV], ARIIERHZRIY LR
e L7252, MUHETHEW 2 S50 [IV], CsA BEEBZITIE S LT F=r % 1-2 1
M 1 EHALE U BRI O 150%LL B B L2813 G &2 aE i3 4 500 3 JIllET 5,
Zoft, miE, MEE YL - LDH - REED LR IO EEEET 5, MR MER /Mg D
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Fid, CsA BAtA%EL &b SHELNIZEIN D, ZID ORISR R B o oG A 138K & B3 2 il
HZEITRET. BRI OEEEEFTRETH D,

EHREAT A RIZBET 5 2 E CORMKRBRBAEITIZE AL ED 1~5 mg/kg &\ H KREHK G
BT 5b0ThHd, ZOREZEGESNIZEETIIN 30 ENLLND L ENTND P, (RRTERD
SNTWAERAT Ja D kEE5s (20 mg/H) @/Afﬁxﬁ%%%kt?ﬁi TS, FEREITIE 5~20 mg/
HOBRGE&ETH> THOHEMBITIE+HomkinGonsd (V] £/, BHEEFEOLAE Z ok ET,
R EZ D & T HRABREWERNEZ D2 Z L dMmTh D, 7272 L, LMERFTIZ 10 mg/HUL ED#
5.2 RWIMET 2 & Ry BN Y 9 72, BERNCRWERICBET 2 +0 228t 2170,
FREEZFLIMNEND D, £lo, 7T Ra bl ARFHEFIRIEZER T 5 2 0350 T, EMMICIES =
I—FIFEECT 2475 ZENEE L,

(2) stage 2b~stage 5 (B 2)

. 0RFATBBEHBGE d0iE KA 40 1L+

1323, 20880 E ORI
2LNTIE, Ean®RIZEY — M
975, Y Hﬁ@*‘."'_ HL. E-EBEERLELEL
b. BHEOFF—U—RELTIE
RUAEREND. y Y
c. EPAGI-:;:':'L He&f*;#: | =i m S b ‘ L P
#H i MR DM H ] ; : ATG+CsA+EPAG
BEh SR IBRT S M RIS .
ERN- b, BEFET— . . ;
25Lh. SERET A 3 A8 A THRF M- /MR ORAAEL
Tl EPAGOHAIZMEIC | FRARF—%B O,
3. BHEELOBREORE - ——— L%
o BrarmmLcuowa | BEENELIORAN | CPAGEROMISEE . 47/ Bl +/— 1 %8
N g;;ﬁ;i‘f*ﬁ”f* L 60 BB A TED (WM BE)
. ATGOBESHMEER
THESUTEF RN T ATGRZEBRO—BNLERBORBREZRERET-—H—0OEFE
&, EPAGPROMIZHT SR Fr
GiEE# -5 T, WAILE »Y L

EITRET 5. d f
ATG+CsA+EPAGE 25 | '

d

ATG:fikaiR @Ry 07

CsA: IO IhWEHRTRERL

Epoiﬁié’?é'{fi" HLAZS A1 DNATE £ — ¥ IEmigF+—

CY: L H0kRIFIK »HY 1 L

FLU: 7L SE R ] i

MEL: ALI75% 30Rk K 30BUE g BEGED HY

IVARFIF 317 * * *

Uf\{’)nvh— ;w)E?E
?ali. e Wi F 75092 HLATZ LR —H R &~

| 2k DA F—-HLAXEHMEF+—n5

* ' O MR AR
CY 200mg/kg+ATG FLU ®+ HBCY/MEL® +ATG
EEFAMDERETHBHE EEFRANEELT OB

2. stage 2b~stage 5[=x1 3 HARIEE

a. 40 FEATE T HLA — & ROV WS & 40 Ll Eo B

THXATG (FAEZ a7V 2.5 mg/kg, 5 HE) ., CsA (5 mg/kg), EPAG (75 mg/H) OOFHEIE
#1795 [1Ib]l, ZHFETATCHEAFI L LTIZY~ATC (V74 7m7 Y ) N"ELLTHEHAIN TV
D, USATG (V74 7u7 Y y) OBIERIEIZEWVARITE 2008 4026 U4 F ATG (VA £ n >
Vo) BMEREN TS, LML, /RO 7~ ATC -ANZ T4 X ATG OIRIRIEN S D L9 ik
BNT AV A, F—avX BAR URNR) DOMHKROCTHRESNTND ) 2L, #E - A1 v -
HE - 2 A RLCHARDRNEE ORI TIE, 7~ ATC L#E AR OEGE L IE ST D M KT
fE. UHXATGC OAFEHFFETH Y | 2.5-3.75 mg/kg, 5 HEOHEGEMRFR TSN TS, HA - i#EHE -
T E LT O 7 E BRI F A 7 R BEAEA S O 17 FhlERER T, 2.5 mg/kg & 3.5 mg/kg THEEMTH
Wizo NRBINZ N EITERPLETH D0 (FlHIE 10.8 #%) . 6 » H O A% (CR+PR) Tl
2.5 mg/kg BT 49%. 3. 5 mg/kg BETIL 8% TRI%ZTHo7T=, BAEGFR - WMIGFELEFERTHLHMETAH
EEZROD TN 1 TPO-RA A2 GEH L7-88 D ATG DR G- EOBFHIZR STV WS,
Ekﬂb%zﬁf;wk%zgné (7235, 2023 4 1 ABUIE, AFHUZEBWTH 7~ ATG (Atgame)
75‘ u»u EPVCJ%)%) )

MG&&%TVW% ZR<T=0, ATGC B EFIIAF LT L F=y o Eii7 L F=yrr 1~2
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mg/kg/ B 2B L, DIRHIRT %, 7 v 2R ) VBARITHEC/ICmPREELZNIEL, b7 7REN
150~250 ng/ml, C2 73600 ng/ml LA L& 722 K9 ICHRGREARIET D, Z DIEHIZ I > THI 50%H5
MAZEEL 720 | Q0N EIAEFDIIFFCE 5, ATG OZVRHIEIX, EAMIZIZET 3 22H B % BiglcAT

5, BRTHENEDHNS, VW5 late responder DIFEL MBI TN A7, 6 4 L
fesgh &opIlr IR A B L, R E R D LERH S P [IV],

40 LA E O BE T, HLA —EK([FRE R —2 5 o RS masiifa g (R eiEsmE) ThoTHLE
HIAFEERD TO%RTZICE EFE TV E 100 19 = - o safEiifliENMELE S5 (V] 2B, &S
FHADNATG H#H-ORIFIZONTHL R ET V RIFE LR, L L, B O K& 72 2 DDk
FRRARIRFE 105 1 DFERIZ X D L EEREICB VLT CsA I ATC 2125 2 & TRFRIMA L, £1F
TRIZOWTHD 7 EHHEEITRD LN TV, L7 -> T, BEE 21T 5 ATC O 53—/
BT D& O TIEAR L, HIEESASSIREE, IHHE, BEB XOFKEOFLEZE L CEFIEICRE
TREThD,

a-1. CsA 20T L oEEME

HEFARBEEMICE N TIE, ATG 1THAICTRET B L0 CsA 0 Lo HNEiE AR S
<. Mo failure—free DAELERE E W1 [ Tb], 72720, CsA OFH OB RITIEFIER] TITMER SN T
W2V, L7235 T, ATG & CsA OOFFRIEIL, ‘BB oM chE s 1] 2 Bk < BEAE AR B mICE
D FERERY 7R IR 7L CH D3, stage 3 LV b EHIEE OV IEFIEFNZ BV TIX ATG HLAITH L vaf
HEEN B D,

CsA 1% 5 mg/kg/H % ATC OG5 H LR L, BHRO X 512 C2 73600 ng/ml LA b & 72 2% fe/b Wi
B2 6 HUEROKST 2 [IV], BETNARO G E# LY H 2>600 ng/ml Z & L4V, fEK
@ EBMT O Tl CsA IKIFIED 728 ATGHCsA LRI CsA & FIE TE RWEINEIRD 40%5H 5 & S
NTWED, TR ETIT, CsA Z W o< VBETAHZ EICL > THAANRMAMOBERELZ 7.6%F
TFFOND Z EPRENTND 9 BRI EIEE B 2 BT8G5 20, mEkEk D LA 2368 fT
HE0, 3 AUERZIENRR LN WESIZIT 1 ng/kg BET 5, 3 » A8 %2 & TR DL T 2
IOV AIITESICREZBET S, 20X I L TERE T, KE5D O CEM 4 MR L7
FECsAZFIETAZENTED [IV],

a2. ffHT27vk=ryrmrofkhis
v F=yuroftEE 1 ng/ke & 5 T R
ng/kg DHBRBATON, | ng/kg THpT  DERBEZ <SR A
HDLZERENTWVWS Y [1b], 2 mg/kg/ mPSL 2mg/kg iv day1-7  mPSL 2mg/kg iv day1-5
HORAF LT K=Y 1% day f~5 A PSL 1mg/kg iv days-14 mPSL 1mg/kg iv day6
L7=Ba, TogIIFT L F=yrn oo 1 PSLIZLI#day28Z T (¥R PSL(0.5mg/kg) p.o

mg/kg & day 6~day 14, 0.5 mg/kg % day 15 EEUL = i:!%\i}’ﬁ,1&12,14,1ﬁ,18,20

INCEET 2D [IV], MiEwOEER» BT

BRICITPE DM A 3% & T, Bz, ATGIZHAT LR EEATO-FNORERE
L. UHEATG (X7~ ATG L0 & T 4l —RBICAL ST SEEREATO-FOiREEE.

H: = o - : = an p=R ‘)_\
R EIEAHO D, BN ERT Rl BRI S BETL TS, nRs. T
e BREOAT HA FEGHIETIE, BB ¥ A S
WATHERELIC 5 B U 2 SRR IED U 2 7 3585 % 5 e b 5. B 3 1Rkt & L

L2LIE-2TZDY A7 ZWOHEDAREMNH D,

a—3. TPO-RA OHEH
EPAG 1T EEVAME R A AR BRI O 44% 2 MERELRIIE 2 & 72 59 2 & 23 2012 4E2 NTH OFRRIFZEIZ L -
THE SN 1S9 20, 7~ ATGHCsA & OFFHFEOA AMENS NIH THRET S, 21R0 87%H
SV EOISEBREHND Z EARENT Y, 2, B UM TIThzi@mED 7~ ATG+CsA
HEOHHE (63%) ITHXTERZEE CTH -T2, BATOEIEE Yk L OVATC & OFFHIC X 2 8EA
PR MR BIEBR T BN IHRE SN TEB Y., 201748 H L 0| BEfFIBRE COIRAR 57
ERBEMEEN L M) TATG EELZ T 5 AR BRMERMANI T U CRREH 2O b, D%,
BRI 0D ™7~ ATGHCsA JEVEIZIBIT B EPAG D T > ¥ LMb i 3 F83ER (RACE 3ER) 23T 4T, EPAG ffH
DI INTENRPEND (3 7 HRFR DSERZEENZ ; 22% vs 10%; p=0.01, 6 » HFRFE DRI, 68%
vs 41%) T EMHE I 1D, EPAC AT A LI o T, THETHURIK E STy

14



AR LZROZRATA K

ATG+CsA JRIEDIBFERAR DS KIBIZ M E9 2 Z EAHIRF S5,

NIH O CiX, EPAG (X ATG & OFHAAERIC X 2P0 R 2R 2729, S 0IE ATG BH#AT% day
15 MBOFH SN, 2Dtk day 1 EOOFHOLZEMENIHER S, S OICFEIIZBRB LT, 5%
ARSI SN TUVMEM 2N S T- 72 NIH OfFZ%EE 13 day 1 22O OFEZHERE L TW5, 2B,
MM D5 3 FHFRER RACE #8B& TlI EPAG OUFHBILAIE ATGH+CsA JEEED 14 BRSO ThH o712 1Y, BHAD
EPAG JR%R ClX. day 16 O OPFHOF HMESRE Sz, RIRZE | EPAG 1%, ATG & 51% —E#
BIRE LT DT ANERH S, KBS 7 EPAC O 581X, ATG/CsA HEAFITIX 75 mg/ H Th
D, B HEP IR E R EATF V2 — R RR 5O THEENMLETH D, ROMI IE 2019 47 A
X0, BEFIRECHRARN 7 BARBEEE IS U CRERE AR O D2, ATG & OPFHIREER
I TV,

— 5. EPAG (2 X DYt R B BRI OFEFR Y A 7 122\ T NIH 7 V—7 1%, EPAG (FHEET 11. 9%
THY XY Hary ba—id12. 9% th_THOMNRET N2 EHME LTS 1O £,
HREIZ I 5 EPAG D1 -1l Tl n 1A R AT U7- 5 TIX. B s <o MDS [ ZFF A 728 fn 48
FOFARNMITERO SN TWRN Y X512, BRIN O 7~ ATG+CsA JRIEIZE 1T D EPAG DT v ¥ Akt
5 3 FHEER (RACE 3ER) Tl (AMIIREROMH SN DIEFOEIEIL 6 » AR CIREAIN b~ CrlifE
THINNMN A B IT=28, EPAG # 58F & st REE TN O ZITRD oz SN TnD 12 =721,
BEMMNHICEWVWEEIE 220, FHERFITH L TEPAC 20T 20E 0L, %27 1 v b
EVRTDNT R EEE L TER Z LW+ 208N H 5, B 20X PNH BIMERCHLA 7 7 2 1T 7
LIVR P M ER DS BEPE CTHEZRIMEREL 23 2 75/ u L LA EIZAR 7200 T D stage 4 £ TOEAEL THIUIX EPAG
PERIIAREOMRENE L $ 5 (B 2), NIH ORISR Tix. EPAG #5410 10-20% 12 e R FL g, 28 HELJ
HZEPHESNTND, FrIC T FEROKEFIITHRARTH D720, EPAG £ 7213 ROMT % 5-BiiAT4 1%
3-6 A% E HiRICHBMRAEZ T L, RERRTOFELHERT L B0 NS [IV],

ITP LB L, AA DGATE EPAG B G- O ENKILTHETHAREORH A METH D, NIHT
T UANLDOREEET D L ATC/CsA JEABIOZNFHIEZL 3 22A 06 6 2ARENEY) & & X b
6 114, 115) [Hb]o

a—4. G-CSF O

Bk o> & 91, AT FRIEIC BT D G-CSF PEA OB B R A FIPEIR STV ARV, Lizas - TR
DA PERELIANT, G-CSF ZREMAICME A 2 L8, 7272 L, G-CSF Z0FH4 5 &, ATG NG %h7
LA IIIMIRMER L0 bR ERD LR 5, 2070 ATC FIENFRNE S e Rl 5 2
EMTELENI AT v "R3B D, £72, ATG/CsA GFREIEIZ G-CSF 20T 5 2 L ofF AtEE R~
AARD T o2 LMERBRTIE, G-CSF GO A NIERGH LY b 6 DAREOEIENE L, BRED
BNz ERBMESNTNDS P, ZOFERROEFIZAZTFY L RICESTHRSATND ™, —J
THAEROWEIE LR E T HHENL L ATGIEIEIC G-CSF 20T A ERARFT LT=F v & A
ERBRORM 7 + n—7 v FITBNWTIE, BREOWDERD NPT 207z, ATC/CsA DIk
PRIV —TF 1T G-CSF 2 RWIMFZE 532 Z L idHEE S,

a—b. P - FIEEE - iy A LV 2AEKOEE.

ATG B 5% 1~2 » AIXY Bk D7, B, —a—E VAT R - A uy=F, g ikl
BOANA YA AT O AN AR EDBYYELZRL Z LT WV FICT ST ATG(A 707U V)
EU~ATG (Vo 7x7u7 V) X0 baEMGIERNRN O, IREZEORERENELS, £2E
FET A Z LI STV S, EBMT 7 L— 7 Tld, ATGC EEDFRICHIEEE « PIEEHIE - L A L 2L (N
Ly 7 R) I EMFHEICERE SN TWS, L2 LEARTIEZIN S OIEF DO PR GILED B
TV, 207, A E7un 7 U o EERITINSOFFEIRIC L 2 BGUEOF BA AT =4 —
L. BEOBENR NG EICITXE LSRR E G T D LERND D, 72720, 7T X ATC 5% oW
PURMIEAEMAL L TH OMV RYHE A RBIET D Z LIl L ShTnbd "9, F72, EB 7 A /L A DFEEME
BiZ, Y FATC BHEZIXZIE LB TR, TORE L 7~ ATC ([~ THEV S, EBV BlE U o /X
FEM YR B (EBV-related lymphoproliferative disorder. EBV-LPD) ZZJIET A Z L IIRIIVFE S
TWD U =72 L BAOHIREGRA CTld. BIE O 73X ATG R¥EH% I ESERY 72 EVB-LPD & FJiE L 7=
DEINTWD (REET—%), LEEB-o T, MlaEaEEn s o & i< sl & s 74 ATG
B 2~4 W%ILATREZR R Y SEENC L O BBV 4 E=4 U >~/ L, 10* 2 £°—/10° fifaLL -1 EBV =2 &°
—5N EH L. BE U U RHIIE R EDORERIER N B DN HAITIE, ATRERIR Y AR T v —H A
MA MY —72 212XV EBV-LPD OB Wi E Lz LT Y v ~TH52EET 5,
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b. 40 FEATE C HLA —Ffa4 A5 5 B

AFRD 17T ARG OBF BT D HA —Eifikx K —2025 OB B & S miRiE & Ok M
HIRIC LB L. BAEERIIIAEEEN > T=M failure—free survival (FFS) X I TE 21T
OPICREBEEZI T RARICEFTH D L REIRTRBY "7 FEBHEOASIHED Ve S 2%
BT 5L 20 HDWE TSN E —RINOBEEEEZE 265 [IV], TN EOFER O EF I
LT, HLA —ERfa)s b ORIFESAE & S fmslRE & Ok G RN TR0 EMAGFENE LN
TWABN, SEMHIRIEDOSE . FHFE, MDS « PNH ~OB{T72 ED 72 FFS IXERIBHEIC L TEH > T
WA EHEXNTWAS M =770, FHREREAD 100/ u L REOBEFTRVWEZFOEIT/INI N, FT-,
CEHIREC B W T OLBEDFE i % failure & LTH D FFS (2SS EL OHIBNET 2 E 5 T
HEALETHD, DI, FFEBHEOEAIITIEEBEER T DY 2 7 Ntk bE, K
DBz E LT, 181 GVHD IZ X » TRAE QOL NEMIIITIK T3 2 TaetER & 5, i b 2
F 2T DBEOHLIZADETIRELZRINT DLENH D, 7214k 0 BIER O B <25k
DOFEWEE . RIS PNH UM ER O BN 2 585D 72 W B TS IR E D A RhR=L FFS HAMEL
DT, RIFEBMHE L BEmAICEE IS,

b-1. FEAHATALE

TE MARAESES 2 6h 9~ 2 [FIFEB A ClX, BERTLEOKREI L LTL vy hOEFEM (U o /38k) %
il U CHEfE P52 & b BRERNZERFIEEREZ CEX 20T 2L R 50, HAERRME
B OBHIZIB W TIBE 2B T 20830\, —F CHARNBMEMIZ T 2B Tk, Frl2ihm
JEOEWEEIZBWTHEHEO Y A7 NENWZ ERMLNTEY ., BEAILE TNV E 2 R
VRERE Lo EHIT 20 BB O R E g L 72D, F oG g T D B 05
Ay GVHD 12 & » THUESS (GVT) Zh RS D5 Al REMEN 228, HAR B MK 2 Bl Cid GVT
RIIAMETHL-D, GVHDIZL o200 Iif+T25 2 L b EETH S,

FITYZaBRAT7 7 IR (CY) KEEATGEHWTLIEZ Y e RF—D U =Bk AR < 3
HRMERTLENBER SN, ZOMEN YT ML —T XD HiESN TS, 2001 AEOHE T 2-59
METO 94 LDOBE 12X LT CY 200 mg/kg (50 mg/kg/day, 4 HRE) &7 7Y a 4D~ ATG
(hATG:ATGAM) 30 mg/kg 3 HFH (FF 90mg/kg) ZAALE & LT HLA —EFfan 6 OB NITON,
AR 96%, GVHD FEIER|T grade TI-IV AME GVHD 29%. 184 GVHD 32%, &AEfFR88% L W9 iETh
S W 2%, BEREIE T RAE 9. 2 £ TH B R EESHERF SN TV D Z ERHEI TN D 20,
ATG DA HMH: 2 5N U 7= 134 SE B O VR 2 BIAT Heig 308 Cid CY 200 mg/kg |2 hATG 2 0fHT 25 2 L DF
FAME TR SN o 7208 20 2 OFFZE Tl ATG OF 2 L A FEE 2R T A ICIERE N +45 T
BNoTm WO RBEEALH DD THEROMIRICEENRLETH D,

ZOBMATLEDOKRE RSO0 ESE LT, BHE Y OFEOEINH 72, CY 1THEGEN
180 mg/kg ZHBAH ELEMOBENEL L WVWIHMENH Y 2 HEIOEKIMIZ X 5 81EECEH
DOEMIZ L > TIMEREDIK T L TWVWA Z EDOELWHARBEEMEFICEBNCIRMEE RS Z 3%
Mo T, & 2 THRIEMHI RN DR FIEO D72 WY VEET VX T e (Flu) 2z, Z D45y CY &
HET 2 BMRTALE N ER STz, Srinivasan HiX Flu 25 mg/m’, 5 AMZMMZ 52L& TCY HE%
120 mg/kg (60 mg/kg/day, 2 AR ~HEL. & 512 hATG 160 mg/kg b T 2 HTALEZ AW T, 11-
65 % D BEAE AN BRI AR 13 AR L T Z1T -7 1%, £ <13 HLA # &1k K7 — o kKA i
Wi E R — Y —ZAL T8I THY ., ENES L, GVHD OFIEIL grade T1-1V 2PEGVHD 9 A,
121 GVHD 8 A Taod bz, {RRBEEIEN 1 ATRO LN LAMNIEE BIF 2Rl W kR TH
STy S BHIZ EBMT O TiZ, 30 Bl FOBEFICB W TIIMERD Y RE+rAT6 LV &, Flu (30
mg/m*X4 H) + CY (300 mg/m*X4 H) +rATG (A EZ7 a7V 3.75 mg/kgX4 H) DWECY LT XA
OB, BEEGERERNE W EARENT Y L, BINOIERR & CY Z W= 5E . EE
RENBEMT 5 Z EDRSNT NS, ARG - e MlaEESFES 0T — 2 ~<X—Z (TRUMP) % 7= CY
FAEICET A% FHAMRETTIZ, Y BE5-872° 100 mg/kg RO BEE D2 100 mg/kg BL A L T
HERELVL, FHCTRELETPEPREOME TH -T2, 7272 LEHL TS CY OHEICIENR D
DIESLSENH -7 1,

R BEARN B M T 2 RS TIL, BHEEZOREF A TNZN ERMLNTERY, 2hn
LM, 2 EABREOGRIK T L 725, 2000 FLABICARF CTiTbiz 16 Ll EOEARB R M
X9 2 RIFERHE C 1 IRPEAEE AL, IR IMBAEIE R 2 BROTIEFNZ B W T IRAEF A 7 6 L 3%Eae
LY By MIOF A A LERE LT 2 IRIEABREEIIE LT2EE1T 4.5% F AU XLT%ESE RS
—HITHDHHEDD 2 RMAEBEREZRIELT-EIRIT4. 1% TH-o72 9, ZLTELLDAEBEREITEBWN
TH, Flu AR EEEBMNT T AJ N &7 o72, 7272 L Flu OB SEGFERIIIEEST L Z &
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W22 o=, RB/AENSIX, Y OHERENES R =X 2 U X A0 2 RIEEBZEREITHb -
TWVDEWVWIHENDH L 2 AT CY HEBIZELLDZ A 7D 2 IRIEAEBERBICHLTH Y
TRF LTS 0oT, NEBEIH LT CY IfboTALT 7T Mel) BEHTHL I A
HHAWLATNG 129

ATG IZDOWTIE, AR TIHBAET AT a7 ) U ORNEH TE DR E > TS, HARANICE
5 ATG DERMBE G EILE 72T S TWRWAY, EBMT THWSH L TW A &L, EJE GVHD @
DIV HARNZBWTIIIEEITH 5 a[REM: 3% 5, Terasako BTV A €2/ 17 U v 10 mg/ke & FBHEH]
WUEIZFH W= & 2 A, B 7 E EE AR ME G B 23 = 0 | AR T A L A EGE DFIEN A B
EHEL TN, BARAIBOW TG mEsEmrE o632 HLA a8k K —nb o
HLA RSB W TH, A EZ 27 Y 2.5 mg/kg, day —4, -3 DL TRIFRAEBENE LN,
grade TTI-TIV 2l GVHD iZ 12 Bl 1 Bl LA b otz W oG b H 5 B0,

TS R E 2 CI B S M B A e R ZE 70— 77 (KSGCT) 1 CHT iz mifa & Bk Tl Flu
(30 mg/m?, day =6 2> 5 day —-3) +CY (25 mg/kg. day -6 2>5 day -3)+V A Er/ a7V (1.25 mg/kg.
day—4,-3) OREAFAEREMEEMAZ T2 FHESBRF Sz BV, HLA —E[FE K —7210 T
<, FEMBEE RFP—5 LAZHLA REA RT—b B ENTEY ., 2160 RF—>00 0B TIx 28 ik
HERIRST (TBT)  2Gy 28BS Tz, 28 L DRBENSI LIZRBR CITRC X2 BHIET | AxBrE s
BIAAZE U, 1 FAELFRIT 96. 4%, 3 FAMERIT 92. 4% & BAFRE CdhH o7, 7277 LIBB X A FHI0HE
LB ME GVHD RIERN I EL . YA E/n T ) v REE - XA I TR EIZOVWTIIEL W
ERMELEZ OGN, B TIIA XY Z&H.0E LT, ATG OOV It Mest (D52 £/ 7 1
F—TF PR (T LAY X~7) PRLEIZHER ST Y, 1B GVHD OME 2> &85 2 L3l
BENTND B2 KETHT LAY X~ 7 & FARBMEEIMICRTT 2 RIFESHE AT E L AV 5 EAR =
EIRER M T OV, 2022 FEIHISIE R DSKR S e 99,

ATG DFEHAMERZHE L L TR LTV - 2T, AFRTIL CY [z T4 Y o il
(total lymphoid irradiation: TLI) M BED R HE RS (total body irradiation: TBI) 23 L
XLITHWOL N TE 2, L Ligsh Cld, BRSO X v 252 - BB TIXERIERE O U A 7 35
<7 BY F- ATG L RIRERE U o $Hi BB S (thoracoabdominal irradiation: TAI) @ Eb#E TlE ATG %
BEA L7213 5 SRR ENM S ST g 1%,

VA ED X 51z, HLA —E RS OBMEIZBIT 2 B#MATLEILTEZEE > Ty, BRINOTA KZ
A 2 THE 30 AT T CY 200 mg/kg +HAEZ7 a7 U2 30 Ll EOBEIZK L CIE Flu X— 2 DH]
WUE ZHESE L TS, LA L., 30 AR OBEEICTB VT, CY 200 mg/ke +ATG 1LHETHI7Z2 & O Tl
72 <, Flu 120 mg/m*> + CY 100~120 mg/kg + A€/ a7V 2.5-5.0 mg/kg ZFHHNTHRWEE
ZHiL5,

b-2. Rt > — 2

KA M AHfaAE (PBSCT) (Zi%, & MEEA RN &0+ ifla 2 ik LT \WZ b 8o
AUy NMIH DA, EBAT 3 L OEESEBEEMEEE (IBUTR) OFEHTIZ XL 5 &, 20 sELL T O AR i
BB L, BB R TIBME GVHD OBEE N 2 7= O/ EFERNEEIR T T3 L ®ESnLTH
%10 Fim, BAEM - RIS B S T 16 AL 40 mRAH O AR BAMER B E O
fEATIZEB VT PBSCT Z521F 7= T8 Bl 5 AEAATH (74.9%) 1E., BB %2 521 J 7= 835 482 Bl 5 4
AEAEER (87, 0%) IZHARTIRVME N A STz, L7223 o Ty SR K o TR e ffa g hE & 775
ENDEOHRE L HEN, O R T —DOFHRENKRERGES., @ R —DRENBERE L L
TEHELLIBWGE, OB % TN EAERYYE 2 FIE T 2 ATREME SR O TR WA 72 E 2R . BAER
BYERIMIHT 28D R —Y—2 & L TIERHER SN D,

c. MIBREL D IFFERDS 0123 < (G-CSF $£ 5% b 4F FER D3 % 72 W EIER! (fulminant aplastic
anemia, FAA)

Z OESEE O BEILEE RGN DIEYYEZ AL TV D, PLEESCHIEREHKIC X - TRYYEZ M)
Z BT/ NRBITIE, ML L DR 6 BNCHEMNSE O NS L ESNTnD P, LosLRAE
FHCIXEGYE DO N REECTH 5 7=, MEREIE £ TSR O 250 B S MR E I AT 0 2
ENZ, —EWIM G-CSF 2 G LEDOb BT ERNE 72 AN TIEYYELZ 2L b —/LTE AR
WIS AT, BYYEAPFO £ FREBHICEAU) S 852502 b d D, ZOBICITMmERRIE O &
VRIS IMESHAE 2 R — Y — 2L LTEELWTHA 9, HLA —EFREAOIE LW R, WARWEGAEIZ
IR E Co MMM, MEREIE E oMM ZBME L, HLA 58 R — O KM i 2 A
HLA R A B ML P a5, BB KE CY 52 MWD HEOEF» Y KT LA
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VAT HNTBEEIT) ZE bARETH D 10,

VTAE AR BAEE ML O JR¥E T TPO-RA 25 FH ATHE & 72 0 Sh R iE ORI Ak & B LT 5 19
FAA C &S MR iAIC TPO-RA 2 GFF L&A EE L- & o b dH 0 U BAEIR L FAA OJERF] T
ISR & TPO-RA OPFRIRIEZZE L TH BUY,

d. SoEmkEE L =L o AR %7 (EPAG) HSEERN 2269 2 TR

ATG+CsA FEIEAZIEI O 8 ENE 3 » A £ TIZM L DO EDOMEEZ /RT DT, i E CITREIRIMER
SRAF R ER DI A4 < Fr SR WMINT R L TiZ, EPAG A I 5 L Clid EPAG F 721 ROMI. EPAG {i
AR UTIZROMI, 72137V EART 2 10 mg~20 mg/ HZOHT 5 [VI], BHbD=H7Y EHR
F o LIS S WEREBFITR LTI, R STFE X B ORIER 3D 7o 25— v (PR
s4) 200~300 mg/H #5435,

BN L7= TPO-RA 7350 G U < IXEIWEA LML/ MR D ZE B 23 L 72 & TRk 23R
o7z ITP DA 17 D TPO-RA HKIZZE T L 783 B D LR 50-80% T 5 & 7§ 5 /NAEKL /2 1% 7 Y
TFFE NGRS S TWD 12 W) = 7= EPAG 2NMEL)Td o 7= B AR B iz st Uik ROMI
~OEENNO D, 7T AO AR B MO FGHEE 8 figk T, K 10 u g/ke® ROMI 234% 5-
SNz 14 BIOB TR CIX, BNIE 1 BlORTH-7= 1", LinL, 2Dk 20 u g/ke DI K&
DG INT-BARD 2 [k b OMETIE, D7 &b 1 MECREDOLEEN 7T0%LL EIZZED S TWn
é 145, 146)0

ATGHCsA JHER NZ D% D TPO-RA, EHRUELAT B4 FBME b WENE SRV 65 L F DR
FATHR LT, HLA @SR (FIENEHR & U CRAEZ Bk L 723556) & 5 WIEHLA 7 U Vi & 3F M N
F=BONIEBHEZ B ET 5, HAROIEMBERMBIHEOT — & T, 16 Al O 5 4173 88. 3%, 16
LA b 40 AR TC 70, 2%, 40 LA ETE8.8% TH D | FRIHEEE CRIEHBMEI IO OND (AR
I - EMEETS) . HLA @6 ORBRLIEMBE KT — 0 W nWBFE i, B HLA 5
BBMENEE I NDD, ZOBINI DN I+ Rit o 5 2 BRRBRE L TEBINDIRZTH D,

d-1. —FE B ® ATG ik

g—n v NORFTIE, FIEIO Y~ ATG(hATG) % 3 # A £ TSR F O R > T BEITR LT 2
BIEHOY 74707 Y "WFEZ X ATCATC: A Erm 7Y y) WEHE3A2 L1280,
ZNER 64%, TTRDBEICEMNELND Z ENREINTWD, — T, KENSIE hATG+CsA R
BNZKE 5 rATG+CsA DFENFRIL 30% & HdE SV TH Y . FIEl hATG FEEITNR DT O b v I EIC
%% rATG JEIED R 65% T R TRN 2 L AR E TV 5 19,

HACIE, #IEATG+CsA HESHBI )T 5 ATG - 5- & FEMfx KT —70> 6 OBAE DO AELFZ D3N A
REME MIBEIZES Tl S, ATC FHEGH]0 5 4 failure—free survival (9.5%) I URBMT 7%
(83.9%) IZHEARTHEIKED 72 B0 F=, TEpPRMEEmEE BT 2 ML) B0E% 2 k5
ELTCHHERD M T - 2EFHA T, 08 ATG N EIZ I 1T 5 ATG H G- DAL 17% (2/12) TH
ST, LIER-T, VA7 a7 ) SEBENI LT B O ATG JEEE4T O BRITIE, #IE] ATG #EiE#%
WA SO FEOHEN R Nl Extg s L TETNE TH D [IV], ¥R O IHEE TIL ATG
% 3 7 HE CTIZEOBIENR I LN D FINB LD, rATC TR DS EDEEN A LD ETIZ 3 7
ALLEDDPDHE L0 HDDT, EBDATG Z#1THFTh7< Y 6 » AlIIFOoRETHH[IV],
B, A%, AIZEWNTH U~ ATG (Atgam®) HSPREEIE ICZeiuiX, F&GRIXEMW R 2 28 2
DT ENHERINS,

d-2. BHARLAT v A ROBMEES

AR L72 X 912 ATG % 3 # A £ TICWEDEIEN L R T2 TlL, F OB EMIE SN D AhE
PEIZIRDNO T, B b4 AELL AT /02 10~20 mg/ BT Z b s [VIL, 7=
72 L. IEEIEF ORI TR BHALOBIER N H 57120, ZMEBEICKH L UI+o Rl ALnETH
%o SEMEIEEASME E T IXBKSEOFARBRHAMICE T 2EARILAT 74 ROBHEIZON
TIEE & E o AR HFIE L 72,

RWBFTFEE L SV —)L 300 mg/%7 3 (PRBREE SN #8595 [IV], ¥V —nizix, 7V ERT
AR THEMALORWER NS | ZHRBHRE TOHMNE N E WO FBRENH 5, SIRKEHPE & B
TR IZH T DIRBRTIX, S IHIREN S CTh - - kM BE BT 2 A RITHK 50%Th -7, [HF
MRS I E S B A RAAIZERE) (2B DEERRBR T, A AT RE A 12 Bl BEEREE 2 B (17%) .
LR 3 (100%) . 2R T 42% 2 MEkE D EH-NA BTz, 12 @8O 58I F, EE2REIEH
EE ANy A WA N
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d-3. FEifkx FF—m 5 O E B

DRETIE 10 mARN O /NEF] 2 RN T HLA —EFE ik R —70 b OF B O BGE I T FE O il
TH TO%RICE EEoTWD 2, 7272 L, FEIEED DL £ TOWIR D TIZAELERD &\ M b
DIHHIVTND, FRZRPIH 2 FLUNICB 25 T 7261 Cid, 2 L0 EfGE L 7=l e~ TR EIZAELRS
BNRENERESN TS P | 207, ZHE TICRRZIRREO T CTONEL LR S, Filpse
REHRENTTHEIITHCNICIEMZE R — R ZHE L, N =200 iVUiBi L ZET 5,

FEMfE K —iZ, HLA D 8 JEDS DNA L~ TR T—FHLTWDH I ERZEE LW, 72720, BAED
BHE N7 2 U e Mg & BRGSO ic X A5 &, HLA —& R —20 22 0WEATH, |1
7 LIV S D, C,DRBL VDB NOWTNEE O T LIV AR E D R —ThiuE K —L LT
FRTEDHZENFENTNG 1,

M R F— O OBMEIZEB W CTEHLA #E R —ThH->TH ., HLA —EFE»S OBETHWS
LD CY 200 mg/kg+ATG Z HiALE &5 & RO S OHESCKAM&Z & MEIE R 2N L <GB0 b, Bl
RARII AR CTH -7, 2 ZTTBI % 2-6 Gy BIALEICINZ DB T, 2 Gy T 1 )ik, 2 ktEo
HEBERENRRLADLNT-H DD, 4 Gy LLEO TBL BINIIHA FHEDEINZ SN o= 2 L g, =
W TBI ®iX 2 Gy & &7, Zed/NEHARBMER MG TIE CY (200 mg/kg) +TBI (5 Gy) +
ATG WHWSNTE =, 72721, 5 Gy @ TBI ITMIRERE~ DB NBAIND, Flu ZHWTCY &8
# L72Flu 30 mg/m*xX4 H+ CY 300 mg/m’}X4 H+V A7/ 17V 3.75 mg/kg X4 B & RiiLE I H
U2 HLA A—Eufi iz b L < IZFEMmEE B T, 16l EoBAE 19 A 6 AT 1 IRMAEBREN
BOLNTEY ., 2EAFERN6INTH-72 Y, 22 CTEERETHHMIC TBI 2 Gy BIMOAEN KR
SEN, ERETOLEAGFERIITBI HVEETT%, R LEETT%TH o721, 728 TBI 72 LI CTIIHE
FEEOEFENERICRE TH o720, TBI & 0 BETIEMIC K D EFROET R -T2, TO®ET
1% TBI OFEIZEH HTAEFEREN 17%0D HIL TV 2, HLA REEMmzE b L <IiXFEfMizE 2 N —
ETDHRBMICEB W T, CY 28 1200 mg/m’ F THE SN TWD Z LN, BWAEBREORIERIZORN
ST AREVEN S D, HITH O KSGCT Fijlh) & Bk CI3IEME R —205OBMTH FLU (30 mg/m? day —6
M5 day —-3) +CY(25 mg/kg, day -6 25 day -3)+H A E7 w7 VU (1.25 mg/kg, day —4,-3) T TBI
26y & -LE CRIFEB 21T - 722, B ICMERL . 2EFERLBIFChoTm W, —F., 7
AU T b - I E B &2 55 & 9% Flu 120 mg/m*+CY+ATG (WA EZ 27U 9 mg/kg
F 7212 hATG 90 mg/kg. day -4 725 day —2) +TBI 26y L R 23T 5 CY O FE A &I 5 EhK
AERTIE. 150 mg/kg @ CY B G- 13 kas it & AVREBESE N EEThHo7-, T D72, 150 mg/kg
DOT —2FF &, 50 mg/kg £771F 100 mg/kg D CY HENFEEITH S L|ESINTND PO, /=77
LZOWETILCY 28100 mg/kg THoThH, EEREN IBWURO LTS, FA4E/n 71U H
BOZNZ LRSS LT TREMEN S 5, BIROARFOF{M 3RO X 912, FEIZELE GVHD 04
BRWHAATIE, VA7) vREEZES L, day 4, 3 DX RS HEZRBILIZTSZ &M
EEIITAEFNE L TR H 5,

d-4. FOMOMREE K —05 O sl

HLA — 2[R <o HLA 77 U b —EB3EMfx R —23M5 52 0iGE ORE K — & U T i HE <> HLA
A R =0 O8N ERB SN, B MBHIZ OV TIL, 2006 4% TOARFRO ;M BAHE
BT U7 IR ERAES 54.8%, 2 FERAEFE 41 1%L W IHERE TH -7 P, L, L Flu 25
mg/m* X5 H+Mel 40 mg/m?’X2 H+TBI 4 Gy ZRiALE & LT 12 A2k L TR B 21T - 722 D M
JREE D OFE TIL, LR, 2 IREDAETRELEZ 1 ANTORDT-H DD, 3ELEIFHREI L VI B
72 AEN S D P Z ORTLEN S < AV BTV D ITED AT A AR B B (x4 5 i dr
MABHE D AR, 40 AR CIEIEMBEME BB & RS ORBENE SN T D B 72721 40 Ul b
T O AR O BRI I M E BRI OAE L D $4 > T\5, EBMT TiLFlu 30 mg/m*X4 H
+CY 30 mg/kgX4 H+ATG 2.5 mgX2 A (day-3, -2)+TBI 2 Gy ZBiIALE & L T 4. 0X 10"/ke LA b D5 1.
ZRAET DRI RS THOI., AR 88%, 1 FAMFHR88. 5% Th 72 19,

HLA A8l K —2>5 O HLA REAEBAEIZ DWW TiX, ATG 4.5 mg/kg (day-9(0.5 mg/kg), day
-8, -7 (2 mg/kg))+Flu 30 mg/m*X5 H (day —6 7>5-2) +CY 14. 5 mg/kg X2 H (day -6, -5)+TBI 2 Gy (day
-1) (FIBIEFI TIZEBEREBN L > T-7- 4 Gy IZHIR) ZRTALE & L TBHE% K& CY 50 mg/kgX2 H
(day 3,4) Z W24, ABEFRSI%, GVHD ZFRH 72\ 3ELAIFRE 84% L HLA —EFM K- —025
DA & BRI WVRRREN S LN TE D 1 A% A THIITAE 2 CWOLS /TR D D, £72
JEGIEIT D720y I B THW S TUWA Flu 25 mg/m*X5 A +Mel 40 mg/m*X2 H+TBI 4 Gy
W7 LAY X< 0.25 mg/kg X2 A (day -4, -3) Z N 2 7= mifliE < HLA YA Efix R F—51Tbi
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7= HLA RGBS, A5, TORORE L& ’BE@}‘T&)U R TE DIRIRGIETIERWINEE D
MO T2 L, I ORER R =25 OBIZZ MR I L D ERRER & LTiTWv., 2R AMEEZ 5 5
(T DRERD D,

d-5. GIEEMHERENE N TH > 120N F DBER LI BE

#E ATG FEENH I TH > T2B0FK 3 BNCHARBMEEMOBFEIBD 5D, I—1 v/ OME
TlX, #IEl7 < ATG (hATG) B HERFNIT T2V v 7+ 7 a7 ) OFHRIT 61 % TH-o7- "9, K[ENIH
DORAETlX, WIE hATG $e 5-5 OFRFNZ rATC (A E7/ a7 U v) 5 LEBAEDORYRIT 65% L
B (30%) Ll L TR TH -7 "9 JHE DL OFETIE, #IRlIDOY 74707V U RNEHTH-T-
22 BIOFFEBID 5 H 10 ] (45%) 1V 77 a7V OFFEENETH o=, —F., [ L HHE
DYV 74707V A BICHERLE Y b7V U E2EE SN 13HI0D 5 BEMPE DI DIE5 5] (28%)
Thol- BIEAARTHHATE ADIFYAE 07 ) OB THAH-H, BR LGS L Tid A+
sa7 ) oERET5 [IV],

d-6. b2 UARATF U RIEIEENIE (TPO-RA)

P NI VE T HRHIME & D VI FE SR FIIC5E 9 % EPAG O HUMEE 5- O VMR . K E NIH ofirHe 5.
D 2 FHRBR D 43 B TIEZERNR 40%TH D 19, KE NIH ORI 5 150 mg ¥ 5-THMGT 5 2 HHRBR D
40 B TIEZELHR 50% 0 AARDEN 2/3 FHEBRD 21 T 48% 7V Th o 7-, SIEIMEIELE & OO
HE 72 EPAG £ 5- OB AEIL. 7 7 v AO AR BMEE N O FEHIFERE 15 Mgk To 46 B0
T TlL, ATC 1BIEOBE L2 L 11 61 (95 2 51X EPAG 23 WIHITERE) Tl 64%, ATG 1< L 288G
FEID 35 BITIX T4%TH Y . 3 ZHOEIEIZZN TN 27%E 34%ThH 7= W, FHEOBE —Jfizx D 10 f
D% IR TIEZEBIRIL 50%, 3 RO LFE 405 TH > 7= 19, ﬁaf&?fn?ﬁ%/ia?&#mm@ EPAG Hijh
B 545178 28. 9%, FIHITEHEE & LT EPAG #5473 16. 7%% 56 5 EPAG 1898 134 5> EBMT D% 5 HEY
T ClE. BRIRIT 629 TH 72 19,

Raah il R N TN S el b S 3 ?fﬂﬁ%l%/;&#ajﬁ L B VWVENT T D ROMI o B 5. D VAR Rk 1
HEE O 2 FHEER O 35 B0 1 O PRI R TIT, EEAEIZ 10 pg/ke THY., 10 pg/kg HET
DZEEN=E 100%, 5 52 H TiX 33. 3% 3 RALDOLENRD A B, KRG EE 201 g/kg & L7k
G G DZRN R 87. 9% T, 3 R DOWMELFIL 15. 29 Th o 7= ', AR L#ETIThh- 31 flTD
2/3 AR EFR AL [F G PR BR Tl BRI GBI 20 u g/kg T, FHRIL 8. U THH-7= %, 77 ADH
AR BPEE I O FEERFERL 8 figk T ROMI 238 5- S vz 14 il (T1%43 ATG {53, 57%43 EPAG 1R DEEFE
HV) O%IFEHIFENTTIT, ROMI OFg KB B REIX 9. 4ug/kg THY . 10 ug/kg LLEDOE LB
8/14 (57%) T. HEHMTIEIX 4.0 » H ThH o722, MEFHILENEN L LNT-D1F 14 FldF o 1
BT E 2ot 3ZHOWERNEN R SNT=ZFD 1 HliL. 73X ATC/CsA I HNIFIE L= b DD
CsA MBI TR L. EPAG ([ZIEHIME TH - TIEFI T - 7= 149,

—ERDIERFI TITEE LI=RBNA B, EPAG O 5% ik L2 I L B3 B35 2 L
ENTWA, FO L 5 MEENL. EPAC OKE NTHIZ X A 2 HEBR TIE 12-25% "DTHhHhh, 75 %
O PR B 0 IEEFERE 15 Midk To 46 0% ST RN Tl 9 % Tl - 7= 119,

TPO-RA JAH# Tl MDS <2 AML 72 E~OBATHNEHR I D, S PIHlEE IR H 2 VI ER AT
4% TPO-RA DIEEIZI 1T 5 MDS/AML ~DFAT & B W IF R A o HELR 1T KIE NIH @ 2 -0 EPAG @
2 FHERER 109 19 2B o7 83 B DT Tk 18%(16 B, 55 15 BNIARFEZA O BB, 1 #]i% MDS/AML
~OBAT) THY, —T172: 0 7 FJREERDO R O RFEFEAMOHBLULTH] (8.4%) Thol, 77 AD
AR B I oo FEi i Be 15 isk T EPAG ZL‘%? 46 181 D 1% 5 RAIRHT T3 EPAG 18I BRAGRITIC-T 23 %
SR 26I0 5B 112 AML IZREATL 1Y FHEkO B iz D EPAG 1R 10 B> 1% 7 HRAMENT TId AML
~OBITHIN 1 61dH 0 19D EPAG 159 134 {ﬁJ@ EBMT %% F5 R BSMEAT Clx MDS ~DFATHIAS 2 il 2 & 4
7= 119 ROMI O B 5-0ugE o 35 5D 2 AHEER TIE AML/MDS ~DOBATIZERD b T, AL #ET
ﬁzbzmz 31 B 2/3 FHERSILFIEG R RS CIX R FEER O L) 2 §]T5HR &b ZTOHH 1HE-7T 25T

WCHoT %,

12. ¥ #

BUIE « PEEDO FISIE, LIERBAD 238 > CTH £ o 72 < EfT LAV HARICEET A6 L H 5, o
DT, BEEANIILMERP D DN HELT U, ZEFERE DA TITLETHUN LTS & SN T, &I T
IIPUAEWE . G-CSF, M/ 72 & O SRFEIENFEE L, o ML B SR 23 FE 2 B 24T
DILD Lo, M TENREMMAE L RS FECThEL, IEIICEWMATE I YFETE S, -
72U FHRERE 0 OBEIER CRIYEN 2> e — /L TE R VAR AR T, AEiEEE N T cx 2
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BARBMHEMZREOSHE T A R
WE FRYUED - DT T D635 0,

1) ~EZo~<h—3 2

—H D FAE B SCFEE % o I & Rl U 72 BB I X IR IR IS K - T heEE T, EWIR A R Bk
figii - /I % 5 e 45, ARILEREGM A EE R D SR « DAE - FEERESO~T 7o~ b
—VADERPEND, DEEOREIRIZIZE K ITEEDPMLETHD, BROBFL— T 72T R
7 A (2017 FENL Y Y R==) [IRFIEAZFE R ICHEE X 5 2 & Tl Sl FIE 2 g X1 5 354
ThHN, BAERNBMEIM 255 & LR RER (EPIC study) TH, fiE 7 = U FUEDIK FICfE- T
ALT LAUL B BT D Z R EaN ™, & 51T, EPIC study ICBEEENT-BEOH T IST AFEKHIC
T TORW IR FHIFE M ATRE 7 24 B OWTREHT L7 & 2 A, IiF 7 = U FUEDORD 2 E T
BHoT= 11 15 (45. 8%) |2 MR F R 7234y 28%h (Cami tta FE¥E) 2345 S, 2FI3 W M IR ENE & 72> T
72o 7272 LMEREE 2380 - BEIIW TN L IEEEF TH 72 ™, T 727 vn7 ALV ~EI 1
7 F =T R BRI T D LRSI TS,

2) TWRMD 7 a— PR

HAR B O—HOFIIREBIE I MDS L2 E M A MRICBITT 2 Z EDN LTV D,
I INHIRIEIC L 0 e L RIIAERE DR 5~10%% MDS, Z O —# A B #rt A Ms (acute
myelogenous leukemia, AML) (ZF4T L, 10~15%2% PNHIZRATT DL SN TW5E P 19 “nicxt LT,
DOOEO/NREAER B MIBERIFIEE O RGRE TIE, 109 FiH9 MDS 2> AML (24T L 7= B3 @& o
RAE 72 » HTE B (4.9%) ORTH-o7=?, Fio, /INEHECTIT OV S Ml BT 51 O 14 7151
METh ., BIEHM O IE 34 4 A TMDS £ 7213 AML IZBAT L72611% 199 il 2 5] (1 %) DR TH -
7= (W ZEND, RIERT—F), Lo TOREOBFAERBMEY M BE TIERCKIZ T MDS - AML
WZRBATT D HE MRV ATREME N & D, DAEORLA 101 % (G-CSF FEOFH 50 B, HFF 51 #1) 12xt5 5
FEIHIFIE ORI TR T b B PRl 52 » A (G-CSF 3EOFMHI) . 54 17 A (G-CSF )
TMDS F 7213 AML IZBAT L726ili% 3% (G-CSF FEFEMBI 1 5, G-CSF fEAH 2 f5l) OB TH-7= 2,

SEIHIEERTO R M A MERIZIS T D27 v AT ENEWEITT 2 2 T ENREWBIZHRT, 7 &Y
RDE ) VI =G 00— WRE~OBITENE O EBRESATND 199,

TRPEMDS OHTIE T FBYAKRDE 2 Y I —ZFEEO MDS 13RO T T HANEN, 7 B afR o BE 13,
G-CSF Z B 5 S - BE 0, BREFICLMERBD NEE TH o -BREICHE LT W, Lo
T, ZOEHRV AT OEWEF IR L UIB OGRS HrC, KA mBERiER 2 x4 & L7z FISH fig
& EHIRZAT O, T BLRAEROE 7 Y I =05 S 7 BT R0/ S (R L i s I Al 217 9 &
ERb D, £7-. BPAG i & YRR EIGIEMIL OB Y A7 IOV CEmNTFET D, By s n—
VINER I NTIEFI T, TBEROKROEFEEZRDD Z ENZWTZDEENNETH D), NIH OHE
TIEREFE I/ o— ORERITIE A NI Iray be—L L THEBEERRD LN TEHT 10,
EPAG 23 “WRMEZ v — 1S 5 2 B BN DWW TE O & Z ABREZ BB IEERR STV 722V, EPAG &
B a— 2 ORAEITONTL, EAHMEHESC L I OICEMBREZBET I0ERH 5,

H kO HE[FIRFZEC. % RMEFAR B EE 439 4055 5107~ 668 Ml % W CIRfIEE T
A R RAT U, 7 v — oM o FEM 23 Ttz 2V, IST # 6 4 H B TORKIZ OV T MDS
LML TRO NI ERBIE T2 ETe 106 OB 2L 2 A 36%DBFITERE R0 S
. FORTESEOBETF L. BCOR & BCORLI (9.3%) . PIG-A (7.5%) . DNUT3A (8. 4%) . ASXL1 (6.2%)
TdH o7, F£72 SNP array karyotyping T, 13%D HEFE1Z 6pUPD (uniparental disomy of the 6p arm)
B, TOM-T, del (13q) R ENHBHINTZ, ZNHOREREEDOE D L ATWDIEH T o — i
MAFED BTz, & BRI IR SN RIRIZ oW TR 7 Y — AT 2TV, 7 7 — Mo
HERBIZOW TR L7 & & A, PIG-A, BCOR, BCORLI R 7 v — XA 7213 nE OB N H Y |
ZDOHFIEIL IST IZHT 2 @WK ESC BRI B3R L B L QN e, — 05, ASXLI, DNUT3A, RUNKT 25 52
70— IR IME R 238 0 | IST $ D AEFERIIK ) > 7=, PIG-A, BCOR, BCORL1 75 52 HLA /A~
0 XA TNKRELTND 6pUPD ZFFO 7 m—r OHENNTH E e T MIOKEN S = 2 r—742%
KeEOFEEA RE LTV 5 P, Clonal evolution D—ERBA SR> TEX N, 7 o— &l
HAF 7 ATEMETIERN Z L ITHEA THY , REEZER I 00— O@EIR A B = XA FRALRENE N,

13. SRIZESWIFER L FRRE

) #E

OREICE T 2 HAR BRER I OF R EE ARSI ICEE SN T RN Z EBARETH 5,
IHERLNICT D70, SANEM R SRERER L U THAICHES S 07 #AR BAVER e f
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(ZOWT, BRARMEARAEZE & (TR THIITTIREN OGT) BEHREIGK L, BRr-CIRig O %2 M
AR5 ZENEEND, T AKRMEFAR TTOIL TV D MIRKEREROT — & 2 FIH L%
PHEDOER BTSN D,

2) & MW

JEA ST B RA TE R A B & TRp S PRI i P T (B9 2 AT JEBE ) YT - T 2 Fr s iE fag o 241
ik, BHEAOE IV L Ea—2B L TRBORAEEHEET S, E7o, REMEIRIEIIT 2
FOGHER T 2 HER T 272D 0 L~y —h —ZFET 5,

S-S

i) I FEAR AT OBE « PESERIZ3E T 5 CsA T G- OF AEEZREET 5,

BAEATLE CHWD ATC OFE#EKR G & KOS RFHEH LT 5,

BARTLEICBIT A7 LAY X~ 7 O GVHD IR & 2t 2 MGt 1 %,

A AR BMEZMICHT 2L bR Bl 0n 2 7 a AF L0F M L Lem &k
KRB L > THBMNZT B,
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15. BARBHEAMZHED clinical question
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(cyclosporine: CsA) HANZ X 2@ MfilE 2172 (CQ1), CsA ICRIEDYA. ha YRR
TF U RIEEENEK (thrombopoietin receptor agonist: TPO-RA) 228 & AV MTIBINPEH T
% (C01),

stage 2b UL LD EAEE THLA A MAEE 2 AT 5 20 sl T ORBE CITEHBESHLRE IS
Dy, B RAE 15 297 (graft—versus—host disease: GVHD) OV&EBHETFMEZ Pl X A ATED
'E (quality of life: QOL) K FOFREMEZFZE L C, BEI OICFEIE L+ 7ekato LT
PIEPEE ORI E 705 (002), 21-40 5% F TOHRE CIIBMMEITH O QLIE FOY 2713k
B IR B, IFHEREEBE L OB OIS SICHEEICR 2 0ERH S (002), HLA
WARRESGFELZE LTH, FIHNEE E L CRIEMGIEIEZITO, IR A 0 OGASCHREN
FHNTGA 7 CIC G MBS 21T o LW o FEtb A 7R TH D (C04), 40 7%
PLECITEFIImEmbiEiLzZE T X Thbs (002),

EJE (stage 5) @9 H | 4FHERDY 0 (1T < | PRiEk = v =—HIlJ% K7 (granulocyte colony
stimulating factor: G-CSF) 544 & FHERDEE X 22Vl IX, e 7 i i B8 23 A5 T &
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% [ SR A 21T 5 (CQ3),

XL 2 2 7Y > (anti-thymocyte globuline: ATG) (A EZ a7 VU ®) (X2.5
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OPEAIE LAV (CQ8),
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AF I (romiplostim: ROMI) 2 & - TERED23kzET % (CQ10), TPO-RA, A7/ v il A
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i1 A TIL 7R W ERIEE

(WFFET > RaRA > b OE)

A
B
C
D

2ET

Cause—specific survival

BH D& QOL B4

MR 2 RARA b
i AR MNEFEISEZIIHAM (event—free survival : EFS)
i1 MEAFEEIE F 7213 HE (disease—free survival : DFS)
111 MEHAIEA RIS F 7213 (progression—free survival : PFS)
iv  1BESSEIS (treatment response rate) 72 &

[E7ewseE
ATG: anti—thymocyte globuline (FMIfMIa s a7 1) )
CsA: cyclosporine (Y7 a AR V)
G-CSF: granulocyte colony stimulating factor (FERIERK= v =—HfIJ%KF)
EPAG: eltrombopag (xT/L k& iR %7
ROMI: romiplostim (& X 71 AF LA)
TPO-RA: thrombopoietin receptor agonist (k& RKRTTF L ZRIAIEEEK)
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&?AIE?E (stage 1) BLVHimELBY L VWPEEE (stage 2a) ISSEEMAN

c (HELES L— R 7 3V —2A) CsA BAANZ K 2 50 ik 2 HELE 4 5, 5o meeEn
FHI SN DA TR HEiLES 5,
s (HEEEZ L — R BT U —2A) CsA RIstEDE . TPO-RA OfE 2 HELE S 5,

[#za0)

YA COESEE/SFEIT Camitta criteria WHWSLNTEY YV, KFOHA RTA4 2 THOS
TV D stage 1(BBE) B X W stage 2a (HIMFERRTTF O FE5E) 1 X, S FEEAFME O FE FIE FAE
REMAE I (non—severe aplastic anemia: NSAA) IZE%M9 5, Z OIESNEE 24 2w HATZE
1D, FDOX AL MTOWTIIREHESL L TWARWAS, 1. NSAA O H KR8 & EE i
DT THIT AR T, 2. BHEIBEOKIGMEE BEESR . OENLEHT 5,

1. NSAA @ H PRk & EAEE OHEST 2 T3 5 K+
1) HEIRPEFEBIER UT=/NE NSAA D% 7 1R b

i M FEARAFPERE B O B AR DA Tid, 55% 23 MK A7 ICHETT L, 5 AFMEEITA1F  (PFS) 62%,
10 4£ PFS 22%, HAREIEIZ 0% TH o722, F£72. KEORETIL, 67%HSEIEIZHETT (3 4£ PFS
43.5%) L. HARBEIEIT 1202580 507 Y, WTFROBREIZB W TH % < OJEF] T EAEE OHEST
ZRDTWAHN, T L BET B RFIEFEE SN o722 Y,

2) S (IST) i T o> /N 2 NSAA >4 7 1R

CsA BXOEAREAT 04 Fa&&RE L= IEEAEVEES O FE S ORE TlL, 5 4E PFS
86%, 10 4F PFS 66%& . 1BMEEAIC L HIEEOEITNCRMELER L o TS ATREMENH S, £
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3) FA NSAA D% 7 R ARAT

stage 1/stage 2a JEMI % IST(CsA) BE & non—1ST BETHENT L7~ H RO TIZ ISTEED 16. 6%,
non-IST BED 30% MM ARTENE~HETT L, BWiHFDO~T 7 1 B & R M EREIRAE S AT V) 2 7
K+Tdho7=, F7= IST IL stage 2a JEFHD TFS (transfusion free survival) Z A BEIZERE L=
O, BREEN D O Tl 4 4F PFS 2NEJRHERE T 80. 6%, TAIRIEED responder TIE 95. 2% T, 15%
PEREIE L TW5, HIEREY i FERERAE, TEHEAIE O /M 723 BE FE AT & BEFR L T
W2 9 ERIIAR B A2 S T K E D O TIEL, 169 EE~ET L, EITOFRIK 7L LCim
BRI o EAE K & iR AN B B, BIRFECTORKRBEIEIZ 0% TH -T2 7,

HIEE OMEIT 2 THIT 5 RH13. BOHICREEFO MERBD AR STl Y, L0 \EEEE
ITLTWAEETIHREOLEERNEH N EEBEZ LN, IBRE TORBBEIMNEL 2 51T
EIST DFEHHRPLTHRNDARICRD EENTEY 29, B ISTIZFZHROK F2EHEL, &
JEENHEITT 2 BEREEZHWOITRND D EEZOND,

2. NSAA LTk 2 &I DO A NE & A EFHG:
1) S anE ks

B 77 D A TEHE NSAA 12X 35 CsA BEL CsA+ < ATG  (hATG) ERREE D T o & AMERER I
X 2L, L (OM) 23 CsA 46%(CR23%) . CsA+hATG 74% (CR57%) Tdh-7- 9, F7-. HATOD CsA
HHNRPROZZNRIT 34% (6M) . 53% (12M) T, HAE 44%, FEJE 55%, PNH Z A 7 I EREG 1 68%., &
PE 3TN CTdH o721V, ATC DB Y A7 & B35 &, i IEEAFEM: NSAA (25 L Tl CsA HANC
LB ISTRNEPFITETN L B2 S0, # PNH & A 7 ERES M 10 S0 EAZ BRI M i s 12
M s v U RR T U 2 P CREREN T S A A IR IR S LAY,

2) TPO-RA

HRARE PR AR AR B I & AT A B — i BR SRR (23~ % EPAG HiAGRHE (50 mg~300 mg/
H) OKES 2 fHBRIC L 5 &L 16720 B TO 1 2L ED KGR 50% T, 29% T - 7= 1L/ Mi
DG S F D% 62%F THIM L=, 7272 L EPAG ZH 1L TX 7~ responder @ 9 H 78%7/3FFiH &4 2
LT3, 6%Z monosomy 7 LUSADYEMREENHELT 2 G, BIBACSCHEERINIRD Hh$,
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HFIRICE D EFEERLE 725> T D, -, BHCRIESEHEO KRB AR o— 0Nt
DN T Ao 72, IST ICARIGHE/ RO B A NHEAR BIEZ M (NSAL 154, SAA 6 4)
(2%t % EPAG (25 mg~100 mg/ H) 5 TlE, MG AR (6M) A3 48%1245 & 417 2,

IST RIS EARBMEEIMIZ% 32 ROMI 2 I /MIAHEER Tk, Mg FrIsO6 (27 #) 23
84% (NSAA 94%, SAA/VSAA 69%) & . NSAA IZH 1T AR NE M- 72 19, EPAG HEHLFIIZ % L C ROMI
(10-20 1 g/kg/week) ZFt 5. L7= 10 4 (NSAA 8 44) & 21 4 (NSAA 10 44) OFEHT TIZ. MIEFMK
JEMMZEINEI T0%E T6%ZFRO LN TEY T 9 TPO-RA DYV EX LA EEZLND, Zh
F CORFRMZETIX, TPO-RA |2 & V) Yt R F <0 MDS/AML |2 B3~ 2 185 728 53 mn L T
RNEESNLNY O EEEETOI LR 5MEEEE L, FRCmERED OB AR S-S A
WL, BB EZIT) 2 EnnE L Ebh b,

3) BHRMELAT oA K

IST AIitEds KO AR RMERM 16 4 (FEE 10 £4) ([Zxbd 5 45—/ 300 mg/H (12
) O X FERTIX, 54 (31. 3%) ITH =G B, DN 34 OHEELMETIEA MmO
WENHE T, BORIZLETHEEICE -T2 P, BARMEAT 24 FIZREEREGICL Y H4E
REVEE MO 30%AZNE SD 2 (B EOFHEE AT/ 1 20 mg/HOFETHHR
MEREL & ~E 7 EEO EFENRE SN TS, —RICHRITER ALV R THY | &
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Z D stage DOFARNBMERIMBZ I, SR EHREIE R E GRS O % 72 BED
BENEGENTVAAREMN S H L0, FT13 IST DAL EE 2 RO Csh EAIZ LV 5L
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M, ARKHTA RTA L E LTIRREZIILTWD, CsAEAND 8 W LANIZ MR A S A3 72 < L EREL
DHEFTT DA FEARIIZ TPO-RA DIBMNAEND 53025 28, BRI I/ MR O 2l L TN 5 stage
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CQ2. Eff - REJE (stage 4, 5) L V#Him A S B IEELEH (stage 2b, 3)
DOBET REAMICHT ZEFEBIRBEIZTH

- (MR L— R BT Y —2B) HIE (stage 4) LL T HLA WAIMBE AL BT 5 20 %
UTORETIIEMBENPHESE SN0, BB A %18 95 (graft-versus—host
disease; GVHD) 72 EIZ X BAEIEDHE (quality of life; QOL) K TFOAHEMEA ZE L T,
B ONCFIR &+ 7 fat o B CaEimsliEs @R & 72 5,

c(HELEL— R 7TV —2B) 21-40 i E CTORE TIIBMEEITRFO QOL K TV
AT MNEV@EL D720, IFHEREZZE L O OB O I IE S HIZIEEIZ /2 5 /3
N 5D,

s MR L — R T Y —20) 40 5% LL E IR E PR EMHIEE A ZEETREXTH
Do

[##31]

Stage 2b LA_bEOFAR BMEE MO B & U Tl imlmeis b L < (R i gam
LD, BEFEOHA KT A v, B3R ETIT 40 £ TORE CTHLA WA MEE Z AT 2HEI1C
1%, FREEMBHORITZHERE T2 L LzbONS W b2 ZHITEIEL O FEAR B A
FATKT D MHIRE & HLA W6 M B BERAE & & % H I Hei U 7o R4 3-S5\ T
B0, BIEAEIN 2 ORI RAEERIITEE L7V, £72 stage 2b, 3 ICHYTA2EARR
PEE M3 5 W iEE 2 ik L7281 2 L vy, European Group for Blood and Marrow
Transplantation (EBMT) 725, 1974 4E7 5 1996 4ED[IZ HLA @A FIIAH b OB B 21T - 7~
BE &S (BL Y N8k 7 e 7 U o (anti-lymphocyte globulin; ALG) & CsA OfLAE
OENREICHO LN TWISIREENLE) 24T - T2 B3 & OB RAME S, BT &Rz
TR IE R OB BB 2 BT (failure) & 3 D IBE KD 72 WAETFE (failure—free survival;
FES) IZDOWTHRNTT D & Fllin & i PEREE DR BT 2 Z L VRSN ¥, 20 mLL FOFE4E
FTITEBERAE 21T - 728E T FFS MBI TV 2 23 ERAY 200-300/ u L A D BH TR EZ
DZEF/NE L, 20-40 JE TIEAFFER 100/ 1 L KD B TRV & E RIS & SEmsRE & O
FFS OZEITIT L A ERBD LD -T2, BARTIE 1992 £ 5 2009 4 FE TN (17 %K) =
SEFAER B MEE X5 L U B ARG 72 S 4L, HLA @ & ikx K —720 D OB B HE
L E & TRATFER (overall survival; OS)ITIZHEEZEN 1 ->7-H 0O (10 4 0S:
92% vs 88%). FFS TIXBE MBI NAEITEN TV - (10 4 :FFS: 87% vs 56%) & MiE S TW5D
D ZOWFFRICBW I B BEBAERE Tl T ITIN 2 TEBRAE, 2 IRMEFRRD AN failure & &4,
FIEIHIBERE CIZE L, B, B 2 0] B O MflRE T T O M, clonal evolution %
RO TG ASORIEMR B ~T 7 1 v 2 RIE (paroxysmal nocturnal hemoglobinuria; PNH) ~®
HEE Y failure & L TW5, 2RI BB CIIREIEOES . F 7 Il % Tld ATG+CSA
WA TOFRT 2 2 & OF FAMEDSHE4E 2 S bl iki T/r 4172 TPO-RA @ EPAG DFEEDL H Y
O EH S G ITEIBEREN M LT 5, EBMT 76 DS TIX 1999 4ELUE D BEIZ W TR
1-20 5% (10 4 0S: 86% vs 84%). 21-40 % (10 4= 0S: 76% vs 65%), &HLDFEMBIZHB VT
OSICHEEZIT <, 41 Ll EoFEEE (10 4 0S: 56% vs 58%) IZ3\ Tl sa ikl ReIE D 5 3
0S WENTWNDZ ERNRENTNS 9,

2O, 20 LA T O HEAE AR BRYEE MO BE T HLA @G R 6 OF B O 53 %
FEMHIEIE L U b FFS N BAFCTH Y | HLA B A R 23\ 72 35BS IR R 2 B 1 2 % 8 L C
Bt LR, 7272 L 2 OFRTIEHEE T D 720 B 130 2 1846 GVHD 72 Bz X » TR E
HIBIIZ QOL 2ME T LTV 2 AIREMEIIRNT TIXB B SN TE LT HENLETH DH, — 7 TRE
ML TIX EPAG 20FHT 2 2 E NE %I 2 T B & &2 b, FFS Z G e iB Wb nBi/E &
Db E LT BAEEMEDNH D, 20 LA FTH HLA AR 7254 OB BT E 2 66 8 e
EEBEZDHETRN, TNENDIEFEDOAY v FET AU v MEEE 2, BETOCICEK E +5
WHRET L CIRE TS 2 D D BN B 5, FRICAFHERDS 300/ u L L ED X 51T, HHREERT-
TWAHEITIE, BHBMEOITICIXEE THL R W LV, 7272 LAaEliEiEIc BV T
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BT HATC AT ~HKL D NS D L ENH T FHEKRDOY A £/ 07 ) UODBEAITIE
D BEROBGEN R SN WATREMEIC O W T L ER T OILERH D (FIE Y ~ ATG O FENAR
REENEA TV D), 21-40 ik £ CTOBFE TILE BRI TREOEME GVHD 12X % QLK FD U &
7@ L T2 D72, FFS TBAEMEN L 725 X 5 IR ERDO D 7 WBRE TH - TH, B O
WITBRE, FEOE 2 2B E 207Nl ThH A 9, 40 5L EIZOWTIL0S THZEEN
HTWBZ b, B ETITRENGIREEBSETRELE 2D,

B EARNEMEIIC T 5 RS ClibiEEaEI TN E & ShenZ Enn, B GVHD
FIEHEE DIRWVE BB SN D Y, L URYYED A7 & T —Z b B EREE N+
DGR M i A ORI E E BT 5, TR EEOHERNREG MO > L2
K OGFHERD 0/ n L IZHE< G-CSF #5544 AFHERD I 2 220G FERIEBITHIZEE D 23 E
HIBED ISR LN2NWZ & 14 < O RRERBMZEE L TR, HLA BAM&E W
RV, TR B GRS STV DR I 0 HLA AR P b I & e
Do
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CQ3. REJE (stage 5) DI 5, 1FhIKH 0 T3, G-CSF #RE5£HFPIRH
WMALBRVWHBEFRREAMISETZIEE IS,

s RS L — K 7 I Y —2B) BIERI AR B M (fulminant aplastic anemia,
FAA) FRFE 2R T O il ek & RIFER A 2 b U 7= Al e & BRIRERBRITFTE L2V,
CoPEINHIPRIE D ZERYRITE . RS ML EE N C & B [RIFBI S HELE X 5,

[#za0)

e EIER OFAR BRI OHIZIE, 6-CSF 0BG < ST HPERMFIF 0/ nl OFF
Td D FAA FAET 5 D, FAA BE CTRIZIHIRTE & [RIFERAE O TR i & el U 7= /i & R
ARERIIFEAE L7V, FAA D 3 » A, 6 & A OFES COREMHIRRED BRI 25%, 45% &, & E
JiE « BIEAAER B L 0 IBERENS D Z ENHRESNLTWD 2, FAA OBE TIIW 2
DHEERBEERD L NS, EETHLNICEIE I 5 7 O BAE AT RE 72 B X5 E
HRE L 0 b RIFEBHE N END B D, HLA —E[FEIE R =080 UL T & 2 72100 Rl
119, —Z b BWIEMOREIENL EN D56 TR M B OB L E B S b, HLA —
BRI NI — ﬁw&w% BN B D R —RIT% < DEARREIN D O TR
DIGFE N LEL7R FAA 1T %é&w Z OEGEIIIFF MBMC HLA A EBME ORI L 725 *
5)

m%%mm%ﬁiéﬁT DY A7 NEL FAERBYHREL TIZEIO b T I Rho7=28, #i
WiEHE TRTHIETEEREDOY A7 2O T I A I TWVWD, Peffault Hid 9-23 7%
DR [BI 622 S HEEAS I O FE FFAE AR B A IR 26 4125 U M AAE % 17 - 72 3Bk O ftk 5
FEELTWS, ZORBRTIZZ VAT v (fludarabine, FLU) 30 mg/m+> 7 kR A7 7 2
K (cyclophosphamide, CY) 30 mg/m**+ATG 2.5 mg/kg+TBI 2 Gy ’Cﬁﬁﬂﬁ’i’??b e 2K
4.0X107/kg A EZBAE L 23 44 (88%) THEZED=LME L TWDE Y, AKFEH5 L Yamamoto
5 A FAA2 il % & T BE F AN BPEE M 12 Bl ﬂb%%m@ﬁ%ﬁotﬂﬁ%ﬁibtomﬂ
&% FLU 125 mg/m*tMel 80 mg/m2+TBI 4 Gy & RIALE THR ) 72 i 2 20 11 il CAE DT
DO, B Z RIS D Z L T BE TLAESEN GO N Z LRSS Y,

HARBME M OFREBHE TIT GVHD 2B D2 MNENRH D=0, GVHD DU R 7 3D TEW
HLA A BRI O Do To, EFEBME R (day 3,412 CY 2859 % GVHD FRATEDN
BIR &7z, Z @ Post—transplant CY Z /= EIEFAEARBMEZIN TO HLA 5B b i A
BRDHE T TnD Y

W, BN BRI TR T TPO-RA 23E H FTRE & 72 0 S B IR A ORI AGE XM L LT
W5 Y BRI FAA T b SRS HIRTE S TPO-RA 2GR LIS 3 E1E L6 b 8E S b &
INCTR o T2 Py L LB DEFIHRE L L TH Y 572 B F o 370 < SR IEFI O Z R
frEnb,
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aplastic anemia: a multicenter retrospective study. Bone Marrow Transplant. 2015;50(5):685-9.
(3iiiA)

6. Townsley DM, Scheinberg P, Winkler T, et al. Eltrombopag Added to Standard
Immunosuppression for Aplastic Anemia. N Engl J Med. 2017;376(16):1540-50.  (2Div)
7. INESZRAET, BREEFERL, BRUZ NSO, etal. S nifiléis (IST) 12 TPO 2 A REENER

(TPO-RA) % ffH L&l D RIE 278 0 7= BHER AR B o 2 4. BRI
2020;61(10):1543.

CQ4. HLA BERRFEETIEFRAEERETREAOABEICELICRAE
BEaEREITNED

« (HELES L— N B 7 2 Y —2B) HLA B A RS TFE T D AN EBIE AR R BIEE
BFCHE G ICRFEBE 2 i & &0 ) B AR ILIAFEE T, I3 s
AT o TR T DOEERHEN L LN HEA R CICRBEBEEZ1T Y W) HEtd
FH 73R CTH D, i, P ERER, e i TE O 2250 FRIK F-. TPO-RA OFFH .
FEM 7241508 (quality of life: QOL), fBF « FEONEBEHE 2 TREMITR
RITXETHD,

[fza)

AR EE AR R BYER MR 6T 20 NEE & LTk, @& fehg & o0 i 5%
EOBRINENE 2 5D, WH & BB EL U 72 V4B LEGABIIIFE LW, %5
HRAITFIEDOFE R 2B EIZ L THHT L2 T iZZe 572\, European Group for Blood and Marrow
Transplantation (EBMT) % 1974 4725 1996 4O I EIE FFAAR BEE I %3 2 g1HRE &
L ClRIFERBAE & 1T > 7= 583 fil L Sy MkIEIE 1T o 72 1, 182 Bl BE & bhilg L7= V. o ek
ERED 164 BTN EAR 4 & L TRICBIEAZ 1T 7, BAERETIZE L., S mMEEERE I T
RN LB O S 23 R (failure) & EF S, BRI D 72 WATE (failure—free survival;
FFS) % LRI H & L72 @M 23 Thodviz, FmnmiE SRR O A IHES BB LT
< [FFEBHEIZ AR & 72 5 DI LT, FPEREAD 20\ EEMmEE £ CICEHME2ET 5%
PEAMHIFIEN AT & 720 | L & RS OEL TR & P ERBIC L > TRELE
FINDEWIHRMRA BV, 20 AN OLFHER 200/ 1 L A O BEIZB W CIXRFEBAERE O
FFS 2MBEALTUNZ 8 40 s 2 B 2 B IFHER 500/ w L DL BEF I8 TR g i iE o FES 8
BENTEY ., 21~40 1% CEH 2 FPERE O BF IZRB W LM E O FFS (ZRZECTh -7, Tz,
7 v —F Vi M EE O - DICHEEE ORI FFS (X MIRIEN AR /2D Z E DR E
NTW5B, 272 L, EMHIRERICBW TCOABIEOEREEZ failure & L TH D FFS (2D
HELOHW @G E ) NCEBEDRLETH D,

W U< EBMT {2 X 5 1999 4ELIRED BB REOMNT Tld, EIEIREE, FHBEO VT ICE
WTh, 1999 4ELIRT & HEER U CRAETFASE LTV iy, 1999 FELIREO BF TiE 40 LA F T
WL TEREOALEIRN T RIE RS CEFRR TR 3 ETRFE L, 21~40 5D 10 A (FRITME
PIHIIERE T 65%, HBEBRERET 76%) . 41 sl B CIIEMilRiEDIlF o BNAFHIR N EN T
W72 (L0 AEAEAFRITE8% & 56% & DT RN VBB B O AEFROBE T NRE V),
1999 4ELIRE D BE TOLE BN ClIFEl & 2W SI5EBGE COMIM THEL TYH .,
WHPRE BB O LLEIT A E & 137 b o T2 (B ED AN — K 0.79, P=0.18), L7=M
-, HLA il A RN N FEAE S 5 B4R N BBE FR AR AN BRI AR (2B B (S [RI RS A & i~ &
&) 7L ARAUIIFE L2\, BARENOFNT Tk, AR B MIZX 92 HLA #6A [F i
BRIZB W THRATT 2 EMGEEOF BIIBHEZ O PRICKZ 2B BIT 5 2 T inizd
(BFEO AP — K 1.22, P=0.61)Y, HLAEAFRRAGFELZ E LT, T3 I3mEimRE s
T TCEIAR T OGESHBR A LN YA SICREBE AT 5 &0 ) FEt b A 7170 84R
e cdh b,

F7o, HLA A FRIIEAFET D 21~40 ik O EIEFARNBERE T 2 0HRE E L TOlHE
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FEE BERAE & o IR O 10 4F ORRARIRE 2 ek 3~ 2 BRARIRWT T 23 Tz, QOL T
FHIE L= IR AR IR QALY IXENEN 6. TT -, 6. T4 FLRIFETH -7, L L., ZTORERIT
FAEZIZ GVHD E L TAAFE L TV A IBE OHIRFI . EIRIEZ Iy EfE CAEF L TN D
BEOHFNA, = L TREMBIRIEORGRICE > TREBS NI Z LIRS Y,

EFE RN EE AR R BRI R SR 2 P HENAREORIICE W T, REOEMARE
Tholzd LTH, EMEERIEOSEAITER, 7 u—F e mpBEE, FOEMR M G 35 RIE
~OBAT Y ZERHDH T L. —H CREBMEOGAEIIIEMNE GVHD D& LItk > TR
HARYICBAE T QOL 2ME R 2 afEMEN H 5 Z L 2 Z B LT b e, gk L= X 912, 4F
MERDBHEFRF SN TWDIE L, £, FHNEVIE Y, REMRENMELE SN, EHIC, #
P EEFEOZZZN T RIE T, TPO-RA OOFH ., BMMY72 QOL, B3 - FiEO NEB 2B FE 2 ThRE
FHORIRT RETHA I, £/2, BUIBHENLEE LWIEETH HLA EA RV R T T — %8
WIXFEMiEE M ERBHE E COa—T7 ¢ x— MIMICREMRERELZ E i+ 52 L2 5, -
72U, WIBERE AP EREAN 0/ p WS W IEAESE BN 6 LTl HLA AR T8-S LSO 5 I & 8 C
WO R 2 a3 X E TH 5 (CQ3 5 H),

(2% 30#k]
1. Bacigalupo A, Brand R, Oneto R, et al. Treatment of acquired severe aplastic anemia: bone
marrow transplantation compared with immunosuppressive therapy--The European Group for Blood and
Marrow Transplantation experience. Semin Hematol. 2000;37(1):69-80.  (3iiiA)

2. Bacigalupo A, Giammarco S, Sica S. Bone marrow transplantation versus immunosuppressive
therapy in patients with acquired severe aplastic anemia. Int ] Hematol. 2016;104(2):168-74.  (3iiiA)
3. Onishi Y, Mori T, Yamazaki H, et al. Cyclosporine/methotrexate versus

tacrolimus/methotrexate with or without anti-thymocyte globulin as GVHD prophylaxis in adult patients
with aplastic anemia. Ann Hematol. 2021;100(1):217-28.  (3iA)

4. Kanda Y, Usuki K, Inagaki M, et al. Decision analysis of allogeneic bone marrow
transplantation versus immunosuppressive therapy for young adult patients with aplastic anemia. Int J
Hematol. Epub 2023 Jan 3.

CQ5. ATG n#it) iz 5 &

- (SRS L— K h T2V —2B) A TIETHF ATC (A €77 U ®) 2.5
mg/kg — 3. 75 mg/kg DEIFH CHEHFIEETH 525, 2.5 mg/kg -5 HE OG- 2 HELET 5,

[fza)

FARBME M OBMEEZ2 B L72EEE L CREMFBIRIENB Z b b, ATG 1Z58 )72
CEIEIEIFITH Y . FHAERBMEZ M T stage 2a UL EOEFNARBEANH 5, ATG IZIX, %
ELFEWIZ L > T < ATG & 7 HFATG (rATG: AT a7 U r®) RNH B, rATG &Ll L
TU~ATC DLV IBEIEREHNE VI MENZ N, T T ZHLICRAEEVI O MELHD -
5 RICIZBLE. rATG OAfEHFIHETH Y . 2. 5-3. 75 mg/kg. 5 BOE G NEAT SN TS,
%< DEFFERBR T rATC OBREEIZSEIETH Y H G EHEFEDRICET 2 BFHID 200,
Bk TO% RN TlE, rATG % 1.0-2.5 mg/kg. 2.6-3.0 mg/kg. 3.1-3.5 mg/kg. 3.6-5
mg/kg O 4 FEIZA3 T CTLHER L TV D (244U N=56, 29, 46, 38), ZIIZ LD L. 6 MHES
TOHEZZE (CRHPR) 1ZFINFI 29%. 28%. 35%. 34% CHMRICHBEAEITRD -7,
PALFRE ABBTRIE CTH D, A - E - PECITON - EHEEIL R R AT 0 17
e akBR Clx, 2.5 mg/kg & 3.5 mg/kg THEZAM T (2.5 mg/kg: n=112, 3.5 mg/kg:
n=110) . /NEBINZ N Z EITEBE D METH 505 i HJE 10. 875%) .6 » H % DA %h=. (CR+PR)
TIL 2.5 mg/kg FET 55%. 3.5 mg/kg FETIL653% CRI%ETH o7~ DAEGFER « BIGEEFERT
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LB CHEZZRDRN -T2, 18EH D EB 7 A L ATEMAL SIYYE 2 Tl & L= ER
FRORAEMEIZOVTHEMBEETHEZEZRD TR, — T, Dayld B LT28 TD rATG D
MAREDNEmNEICBWTHEIZCAZZE (CR+PR) BNEWI ENHE SN TS (dayld, 88 %
vs 52 %I XN day28, 88 % vs 56 %) V. ATG D ifi.F iR & AR 0 B I W TR 722 A
HHALID, LT L EERBEELSIVENTHoT-0O TR T35 UoRERR D L-729
ICATG D7 VT T U AMNMET L, fEROICIMFBERENEL Ro L BRI TS ", 1A
FEEDO Y L RERE AT M RE NS WD O DNEETH DM, BYEDFRIEIZ >V TIIAE
2L RD TN, ATG DI HPREE L 2.5 mg/kg #E & 3.5 mg/kg BECRE RAEIT VT LBl
HREIILT LG RITKAET D LIXE 2T, EEFIX TPO-RA ”A A AT 212k D
FEREPIRBYIGFTE D2 00 H 2 TEARET ATC JEIEZAT 9 MARMEIEZ Ly, TPO-RA S5
ZOEH T TO AT HEERERILZ WA, EHAMIIIMALR LGS EREOZE 2 FTL W
EZBND, YLEXY | rATG IZHARMITIZ 2.5 mg/keg + 5 HM ZHELET 5,

(2% 3R]
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6. Cle DV, Atta EH, Dias DSP, et al. Rabbit antithymocyte globulin dose does not affect response
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Hematol. 2018;97(11):2039-46.  (3iA)

7. Narita A, Zhu X, Muramatsu H, et al. Prospective randomized trial comparing two doses of
rabbit anti-thymocyte globulin in patients with severe aplastic anaemia. Br J Haematol. 2019;187(2):227-
37. (liiA)

8. Narita A, Muramatsu H, Ichikawa D, et al. Relationship between plasma rabbit anti-thymocyte
globulin concentration and immunosuppressive therapy response in patients with severe aplastic anemia.
Eur J Haematol. 2021;107(2):255-64.  (1iiA)

CQ6. ATG 5 ICF# D LIRIZH S H

s L— R AT Y —2B)  ATG DO GITHFE EIRZHET 5= B 7 R TAFEE
L7V, w2V T CsA BUMRE & Ll U TR - EFERNE D &0 ) Bl
TET RIFE LR 2D, ATGC &5 O &I IEEI D b EERE, SR8, O
e, BE « FIEROFLEREXEBRE L TRET D,

[#za0)

DOAEICBT 2 FAR B M ORIEEETT 10~20 mftE 70~80 Mt g2 R L TH
0V EEE OFARBRMEEMITR L TR v, BAEE stage 2b LA TIX ATG & CsA O ff
FREDHERE S VTV D 23 ATG 135 5-7% D S Hii 35RO i ~ D HAZ DWW TR
bbbz b,
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B~ ATC HEH0FERER L OVRIEREICOWTIL, DERBEZ S & L/ N O#Ig2
MO E LTSN TWDEHORKRAEDE HEDTEY, ZROGEMEEZRRE Liof~
KBTI ZE 13RO THOTH D, T LT, TNHITETHRTRMBIZEMZEETHY | EmE I
B DIRIFEOH RPEE el U 7= il 7 R R R SBR 1377 1E L7220,

R 3 AR A s (EBMT) 723 1999 4RI 83 L7- 810 fil & %t 5 & U 7o KB 70 7% 7 (L iR
Mrick B & 2, ATGHCsA PFFHBEIEN —R(L L7z 1990 4E~1997 4EI231T % 60 mll EOREE]IL 63
FITH Y . ATG B, ATGHCsA ffF . CsA BEAEIE RN T O TIERNITZ 24 22 5] (35%) . 21 {3
(33%) . 20 5l (32%) T -o7=, 50 WANGOERF] (165 F]) TIXZI L4 46 B (28%). 100 f
(61%) . 19 %1 (11%) TH Y. ElpE TIX ATGHCsA PEPRIEDOBIRN A ZEIT D7V, 5 AFEALFR
12 60 L T 50%, 50 FoRTH T 72% T W AEIT 60 el EOATENE NN, JRIENKSME, B
R LIIR%E TChHoT,

FDH%T T AN 2007 H£~2016 FFIZIEE 2% 1172 60 Ll EOBEARBEA MR (Fim
HRoRfif 68. 5 %, EEE 36%, i EE 21%) 88 Bl & kG b L= T RIBFZE DR RN R S iz Y,
6D am— bk TiE, ATGHCsA fFH. CsA BRIEN Z 24 44 51 (50%) . 18 f3i] (20.5%) ThH
0 B DOIER DY ATGHCsA OfF WL 21T > Tz, ATGHCsA BEL CsA HUMEE CHEIEEIZZEIT RN
DY, ATGH+CsA B CITEEE T RAEN A B I/ D o 7= (ATGHCsA vs. CsA; 66 5% vs. 71.57%), 488
JEBNZ 1T D 28503 1T ATG+CsA BE 70%, CsA HUMEE 39% T 0 . ATGHCsA FHBEIEDZZhRITH
BEATEWAY, BBRZEZ 2T 70 5L EOSERNC IS 1T B ZENERIE ATGHCsA BET 81% (16 i) & 7>
RO BEMNSTZZ LRI TWD, £, BV, EAEE ., Performance status (PS) THiIE
L 7o — REMT Tld, ATG+CsA JFHEIEIL CsA BUMERTE & ol U CHEBEICE RN E WV, 3E
U AZIZBWTIL ATGHCsA ICHRIZREMARD 5N b OOFEZIIWR I TE LY., =
AUT 70 5L EOJEGIZR > THRIBR T o 7o, ZRICHEZEDH HICHEDL LT AFITEN
BOLINRNZ LIZOWT, EF ST SR — NV NSTEDZ &0, HEpRIENRE
L7272 OIERDFNCBNTH —EDFEHNE LI TV D ATEEME 2 8 L T\ %, &, Charlson
PR BFES (Charlson comorbidity index) YN, stage 5 (REIE) LKL L TEXLEM
MEITo> L, 2NH 3 ODRFIFETMYL LETERARK T CTHD Z LRI, AEFES
& U CIE ATGHCsA PRI BRI O TRIERE & i U CH B ITRYYE (72% vs. 24%) . DIEFREE (32%
vs. 16%). BARAE (43% vs. 22%) DOIFIENL -7,

WA 23T D ATGHCsA JFHEIE & CsA BRI IZ DWW T, b a2 LG Tx %
TETUANRKELSARRZLTWDEONRBURTH D, EinE TliE ATGC OFEHIZ D LT M
REIZRDZ EI3HMETH DM, CsAIZATG Z0FHT 2 2 & TRYFITEA L, EFTRIZON
TAHR EBEITMR I T & BUIRTIX CsA 12 ATG Z0FHT 5 Z & O R AL
ITHER S LTV, BLEX D ATG OBEIZ W T, BIEESCEFIRIE, JHFE, BEB X
OFEOHKLEZE L UEGPEICIRET H20ONRZLEEZLND,

72 B ONEO ATG R ILL T A £ 7 v 7V A i TR K OV B 0 il a2 [
B (2014 F 12 AT - V) 7 o6 S CRERDH D, BIARAIERE SN TWVDHRD
AfCORBITEIZT 508, LBEZSC TSI D & L,

(2% 30#k]

L. KH &, B HES. PR RIS MO EROHERT — BRRTHAE N EOMr—. B4
IR AT R A B & A MR S IRIEFE S5 R MG M PR 2 B D AT 78 Rk 28 4F
FERRIE - oy bR g S & 2017:50-4.

2. Tichelli A, Socie G, Henry-Amar M, et al. Effectiveness of immunosuppressive therapy in
older patients with aplastic anemia. European Group for Blood and Marrow Transplantation Severe
Aplastic Anaemia Working Party. Ann Intern Med. 1999;130(3):193-201.  (iiiA)

3. Contejean A, Resche-Rigon M, Tamburini J, et al. Aplastic anemia in the elderly: a nationwide
survey on behalf of the French Reference Center for Aplastic Anemia. Haematologica. 2019;104(2):256-
62. (iiiA)
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CQ7. RIEHPEIRER I B RPRE TR IIETL

c (HELEZ L — R 7 2V —2B) EE O TERED DNEET S AR B M EE X, v
FudurRPEER I OT AUV EL RS PRSI CE 2HEERO VKRG %
HLET 5,

c (MR L— R AT I Y —2B) ATG EiEEZZ T HOFARBEMEmMAEIZIT, FIEEERL IO
PLOANARE (T 7 ae) OFESEH#ERT S,

MR L — RT3 —4) VU RERBREEICED LW GEAERE, BAERBEE A
iz, =2 —FAF AR TEEEIO ST SFIBEITHESRE L 720,

[##31]

AR MABE T, BIET D I PR & R iR I E O MR8 DR T 23 e
JEADED Y A 77 7 B =225, LU, BAER B B SR 2 RYLE T 552 5 & fif
TR LI BERRBRIZ RS 72 5 MDA F T4 2 Th ., AL PIRIER P ER D A Lz
PN f BRI S M AR R 2t 5 & L TS SN B F o ARHESARALIC TV B
TW5, 7B, AR TIEFHARBMER M BE IR H 2 BYE THFRIT 20 20, EBEO
FEHICH > Tid, ISR OFBEEEEEI 225020 EBbh s,

FHEAIOT#E1L 7T AEEREN Y — 7 S TH D, BEOHPERD & £ 232D
RONAUBEERNR L LT EEA LGB O A 2 TlE, ZvAdu X o RHERO T
BHIIHCEE TT 2D, BECHFERBDNE i< BERBREAMERICH, 74
aX ) n U RPIEERO TR G AR DD, L, &l PLEEO P 512 X 55 NHIE
EOBLLCHEAIMMEOHENBR S SN TS P, LEERN- T, PLEEO T GI1X, i Bk
25 200/ L RGO BEITITHELEST 5282 500/ w L LA EOBE ICITHELE L 200 2,

EE DI P ERED 2 > TW A EARBHEMAFIT. BEE., &0 DI 7 2~V XL AJEIC X
DN E, ALFIFRIER O I M O 4F P ERIUD B3 2kt 5 & U 72 AR 2 ek
BRoD A AR ClE, PLEE R OK 513 @ B0 10 3R &2 5 B B RYE OB E 2K F & H 72
ZEMND, BE O ERBD M EBIET D AR B M BRE I EREED TR S 2 HEiE
59, ek, PIEEKLE LTk, TAAXLRCR LT PHERMG XS, FTa)y
— VTR, RV aF >y —u9 RypaF S —InBEzL, 27l 27— L RPIER
HOMHICHT > TiX, CsA L OMALEH (CsA DMHFRENEL2D) ITEEPLETH D,

E M EE Cld= 2 —E v AT AMRTIFNV—F > TIThiv s 3, ATG L TIE—
EDRMIIELN TV, ST AANTEMEBERH D Z L, WEOH A RT7A » TITHELE
ENTWARNY, 7272 L, 5D ATG+CsA+EPAG @ 3 FIPEFHEBRICIV T, K[E NIH 0GR
BRCIIIAMBIA B AR R X S VU O AR SN T2 P, E£72, EBMT @ RACE i8R Tl
CD4 B U o 7SER28 250/ u L 22 5 £ T, STAAINEE SN TV, LERN->T, HAERR
PEZ MBI, L—F N2 ST AFIDO TR G 1T HELE L 22y HIV BYYEBRE OBIRAZ B %12,
CD4 Bt U > 7XERZS 200/ 1 L ARl 0 BE 0, Sl ERnc EHME - HEORIBEEA T =
A FARIDEES SN TWZEEZETIEL, ST 8FIH D WIET bR O FRiERERL~N U Z IV 0k
AN&EEBET D,

EMEHIABHES DBE~ R A N EBBIT, %< OEEERETIX, ATGHCsA IZ X A5 )72
ML ZIT 5 BEICIIPEEES L Oy A VAEOT v 7 a BV RnEE SN THD N
VATGC 5 2Z T HREICB T D PHRIREZR LT EF v A2, HIRES L& E O E
I BRE CEHEL LT\, ATC BEEZ 2T 2 HARRMAMBRFIXT V7 ot dh 50
NRIT7aenVOF#EGEHELETZ Y, B, 7Ty 7a el TR EET 5 £ TO 3~
6 AT T2 Z ENEE LN EENTNS Y,

ATG VB TIT A R AT T A LA (CMV) R EB WA /LA (EBV) OFIEMELAREE 725 b
DD, BIREIRT HHNE N0, T 7 a NV EDTFHHREIIIThbTnaen o, =771,
7Y ATG & E5-FF 1 BBV O FEMEL S S EIC e B 2 RN H D72, EBV-DNA EEBEDE=Z VU
WL D EELABRBBESNLETH D,
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CQ8. SEfphI#ERFIC G-CSF 2 AT EHD

s (MRS L— R 473 —2B) BYYEEZ R L TWDHR EDEB TWH R AFFER
FIE 287X 5 2EE 2RV T, 6-CSF OfFHITHERE e uy,

[fza)

SN (IST) 12 G-CSF 2395 L HARBMEZIM OB RN T2 LW 95 WS A
BT DM E R E AT U E LTIFEEL Y, TRIRBAIE 51 0O JEYE D FIER MK 45
EVIOERS O IFFEROEIENEN ST E VI RERHD Y 4D, E 51T, 6-CSF &G
LTCHRISICZ LWEBNITFPHRARTH Y, EMEMRBHEOMES LR 9D KR PHRAR
a2 RWICEE CE A RELERIN TS Y, L LAEFHBOERIIZED bhinet 15
ENE L 26D MYEDREIERIZEN o T A RELH A P2 ko
END . BURTIE IST OFEBYRERYYEIZ KT D 6G-CSF FHDORK T 4 v MIZOWTEE -T2
RARIIE STV, 2352, JEEIME TS BSH) 28 2015 F(23IT L7 H A KZ A < EBMT
O SNV AR BB MOFRIEICET 204 K74 28 W TIE 6G-CSF ov—F
TOMRIFHEE S LT B )

ISTIZPFH 3% G-CSF D E & 5- &I L TRE L7c & 1T 720 b DD 6G-CSF D H- &l
BIL T, 5 pg/keg/day % 90 HI&ETAREL H&AID 30 H DA 10 pg/kg/day, LA 90 HE T5H
pg/kg/day & U-BEA I LT v ¥ LMERBR CIIBEREO A BEREZIZ D b2 D,
2013 4E1T EBMT SR ENTZH A T A 2B W TIL G-CSF 5 ng/kg/day & 30 HRE#H 545
ZEIFFFREIINTWAN, LRI ELF PR AME 2 35 Z LEZBRICER 2G5 & v
INBENRERH I N TND 9,

IST ~® G-CSF OHF I BT A RRAD O & HIZ AML/MDS ~DHEE Y 2 7 O FFH-23% 5, AML/MDS
~OWERY 27T L T, BimXxaRBRTIT 6G-CSF OoffHICL v EERY 27 FRIZERDLNT
WRWETEHDNRL, ORETEEINZE D% E OB ORI & RERICBVW T, 6G-CSF
5L AML/MDS ORIEDOMNICABERMERH D Z Lirsn 2+ 1D IST ~d G-CSF D
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HETT A LML LRI ZREBRO A 2 75U o 2 TIZ AML/MDS 38 X OVPNH O3IE Y A 7 1% G-
CSF DFHFHICE Y ER- LanwZ EaraEnz Y, &5 IST ~D 6-CSF OftfHOFE LY T
A2 LTZ 4 ODRCT DAZTF VAT, AIL/MDS DFJE Y A 27 536 L OVPNH OFRIE VU A
7 ERIZRBD BN hoTz 2 A 6T 9 F - EIER L OREEFERRERMICHT DT~
ATG & CsA, AF AT L K=y OftHIc, 6-CSF 150 ug/m*/day % day 8~day 140 F Cff
A LR ARBOEY 7 + v — O RN HE Siv. G-CSF JFHBED 15 F2ATFRITIEOFHERC
KL T 63% vs 57%, FFHICEHT % 16 BRI AESIL 30% vs 25%, AML/MDS 33 L OV e R B o
15 FERBERAERILS. 5% vs 8.2%%, WIFNbLAEERETRBO NN 72Y,

#1175 T G-CSF D5 & AML/MDS OFGE Y R 7 F5H .0 RE 2 7R Ltwﬂ;&;éo G-CSF #& 51z &
Y monosomy 7 %A D HIIEISERANHIERT D LWV I HERH Y 19 20 < DO/ & RBR
RRBIZZIF 4212 35\ T G-CSF #5-78 AML/MDS D FIERCYL AR D U 2 7 2: ST
A O/NIEFNZBET 5 B 0% F BN ICI VT 40 HELED G-CSF #5:2% 10 $F31®
monosomy 7 DFEAERLFEE L TV tWmEan Y, £72. TEICEBIT S 802 Hd KEME /2 1%
FREEHTIZIVNTIL, G-CSF @ 300 H LA EOME A2 AML/MDS ~D#EE L B L TR Y, G-CSF
OGN L FEE G EIT PN ~O#R & LEENH 5 L s ST 2V, 2007 4£(Z EBMT @
HIER L OMREIE AA ICBT 2 U —F 0 7 70— bE Sz 881 Bl T HREIT T .
G-CSF O il & AML/MDS DR I3 A BB 27807 Y, 2L TH 6G-CSF OF G805 51
fi2% AML/MDS ODFEAE U A 7 & BHE LTV 2 AlH ré I, bﬁfo@auﬁ%@t%ﬁ% IrHE LW
SONDOWETHHINLTWD 2 2 =72 LB W2\ TIE G-CSF IR ESEE O & WEBIZ
fEONAHMEARHY . FOFEN—FETRNEWND Fﬁ HAnH D Z LI ainbEHINTE
V., IRICEE2ET5 Y, chbzEzs e, D LK E Lz 6-CSF ORI EI1
BT AHRETH D, RBIEETIZTPO-RA S UIZUIZ ISTICHHEN D Z £ 03% 5728, IST+TPO-
RA IZ%f9°% G-CSF @O ERFOERICET2MALITER SN TE LT, 5% OF 72 5502245
ThD,

PlbaMsEZ DL, ISTIZRBIT D G-CSF OFtHIZ YW TIL, EH R MBI 2 m RIS
HBEnhoob5s &IV, %0)/\2\74 v MIFESL SN TE LT, 2AGFHBOEENED b
iﬁb\ Lo, BE#IRYZe AML/MDS FIE Y A 7 \ZBAT A M AN SN EETIIE ARV &0

. AT G-CSF D PFRIFHESE X372\, EEEYEDRYYE 2 & 0F L TV T, WH R 4FHER
E@% BIWER 72 ETIIFHZ BB T REGALH D EBbn b h, B ETIEZOHET
HEMICE D DIREThHDHEEZOND,
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CQ9. MHEHIFTS ATG+CsA #iEIC TPO-RA AT NEH

c (HESEZ L — R 73U —1) TPO-RA @ EPAG OO 513 B R A2 WHET B,
s (MR L— R 73 —3) FREREREEN RN L 2R LT 9 2 T, ATG 1B D
TE A2 BH#2>5 EPAG Z#(EHAT 5,

[fza)

BEk, 9158 DA BV .o FERE D B BEIEIS 8 LTI ATGHCsA FIENMTh T & 72, KE
NIH @ 1-2 fHaBR VU Cld, 7~ ATGHCsA JEIEIC EPAG 20 L. E A MU B3y ho— LTk
RTEHRPEN TN ERHESNTZ (6 » ARFROEETZNFE, 39% vs 10% ; p<0.01,
I . 8% vs 66% ; p<0.01), D%, FRM D 7~ ATG+CsA FRIEIZIS 1T D EPAG DT > &
{bbbige 3 AHFRBR (RACE 7kBR) 2 Tld. EPAG FH D T NZhRITEN (3 » A OB RREE ;
22% vs 10%; p=0.01. 6 » RSO, 68% vs 41%) . ASHIAE RO S A EE OE
AL 6 & HER S TIRIEATICEE D & WEE TN B 7243, BPAG 58 &t IREE CHIIN D
ITROTELT, FEFROMAEICETRDOLNONRh-sTZEHREIN TV,

RACE 388 2 CI% EPAG OO BALAIL ATG+CsA kD 14 HAMNS TH 7228, KENIH O 1 -2
FAFRBR U Cld EPAG P O BIAAI ] & 2 5 HIRIC OV T 3 22k — RSB D | EPAG #5-0%, adk—
N1 TILATGHCsA JEIED 14 HEDS 6 7 AW, adR— 2 TX 14 HENS 3 » A, 28k —
F3TIX1IHALSG6 » HME ENTZ, ZIIRIZaR—F3NELEN>T- (6 » HRF A DS
ZE3hE; 33% vs 26% vs 58%. AZELhE ; 80% vs 87% vs 94%) Z LD, KETIE W~ ATG+CsA
BRIED 1 B HN SO EPAC DTG NEARENTWDN, MEFEA R BT TR TE S
PABRENHANTIHLNIICEN TR, 2B, ak— 3 LRIV Y AL THREINE
FEE m AR — R A NNZ 7 K[E NIH O8E 2 Tldaks— b 3 ORENRIT TR o120, 5222880 R N
wbEnoiz (6 » AR OZREEHME, 44%, 2FFE ;80%), £7-. /ME 2~181%) D%
Blzaxtge Uiz v~ ATGHCsA (\Z8BIF 5 EPAG O u v 7 O A —7"2 F D L liisk LR 7 o %
AL EGRER Y CiX, EPAG X7~ ATG @ 1 H A6 5 -S4, EPAG PRFFHBED N 4 » HEF SO
SERZETNRPEN TV (AR 3% vs 12%, p=0. 027, 2FELhE 65% vs 53%, p=0.218),
PLEND  ATGHCsAFRIED 1 H B O OPFHBE G- 2 E L TH BV, EPAG [ ZIRATCE B ATG #¢
5tk — EHIRRRZR G T2 LIl TR0, HFEEREOHBICEERLETH D,

ATGH+CsA JRIEFHAAIFCIE2 <, 3 A RERIAZ A THHENZ LWIGAEIZ TPO-RA Z0FHT %
ZEIZBE LT, BB OO & 2 EEC IR U7 1370V, RACE 3RBR ClIRehRIdme s
FEN TR TH Y . K E NIH O il R 2 %5 & L7 EPAG @ 2 F33kBR ° 7 <o
FHOKIETIR 2> TEY, ZRODT —F %2 2 ZIZHMET 2030 TIEn, M 7o &2 —
VR B — D 2HRBRIC IS T D U~ ATG+CsA+G-CSFE 12 EPAG - FH O A 4 0 Erifgt D 45 ® Tl
EPAG FH OB HETRNBIZELZRBO 2o T (BFHZFR 76% vs T1% P = .72, ELFHHE
38% vs 29%; P = .73) 2. Z OREATIX EPAG OG- BHMENIEL . ATC BB O 1IN T
& > 7= DL EPAG fFHEED 62%DIEBTE1F Tdh -7 (thdefii 5 A, #iPH 0~70 H), F 7= EPAC #
HET, KE NIH Ol B ERGUER] 26052 & U7z EPAG @ 2 FE5BR > 9 oo Bl i e
STl 58NV < | EPAG %58 (P9l 75 mg, #iPH 50~150 mg) 1L NIH o 1-2 fH#RBR ;S
FJ OVRACE BB HE (150 mg) D¥-Th o7, LLED X 512 EPAC DF5EN D72 &5
BHAEDSED S T2 2 L, BERRICED D ST EDFRKFD—o L ZBEINL TS Y,

CsA DFE ARSI DUV T RACE 388 2 Tl CsA 12 5 mg/kg T2 & H 12 » AMHEE L.
ZTOH 12 » AT Tl L, 24 » HETIZHIE LT3, KE NIH 0 1-2 FHikbr Vi w7,
6 7 HCEGRKRTEL TV, HREENNEELS, 6 7 ALIEIZ 2.0 mg/kg DD EITHEL
TIEFEEEGET 2 ELIOCEFT LTS LY, 2L > CTREOFER TR L2, 24F
DR O TRITIZFRNR A DI, 6 » H TREKT & LGA ERENRERBIZITEN 2L,
HREZELEDLIETTHLZEDHALNICENTNDS P, ZZ T, CsA OEGEHIFICOWTIE,
Beh 6 AL, BED CsA IRTFMETH D AlRetE 2 Mt L7e S BEEICHINT 2 Z L3 ED 5
nos,

TPO-RA D% G-kt ARIZ DUV Ty /INRERAS 20 5/ uL B2 5 X 9 THIUZIRA SCEICHE
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> CHERBED HWVIEFIET S Z R ED 55, RACE RER ¥ Tk, EPAG O HHIMIX 6 » A
T, 3 7 AR TR OB TIL EPAG ZH 1k LT\ 5, FIFEHI &2 %5 & L7 K[E NIH1-2 41
FRER Y CTIT EPAG #5133 » A HDW0NE 6 » AR TH DA, 6 » AL SRz i)
DERRIT N MESNTEIY , EX RN ATy ha—/L LS80 1275, EPAG BEFEED
FINERENRLS (FRECOYBTIE : 324 Hvs 774 H). T EPAG 23 6 » H 50 A E
TTERET SN2 EEX LN TN D, FI%ZIC CsA OB G- %515 72 27 $11CiX 25 4

(93%) 23Z%h L. CsA 3B LN EPAG OUFHOEHE %2517 7= 31 B TIX 18 ] (60%) TEhEMN
HNTEY, FREOTHEG THLT LLKISHHELN DT TiER | BRGZICHERALN
7243 B 5 B 1/3 TRHRGEPME SN TWD, BREETRITARTE LTRIESILTWVNDO
WEEERIZTTHD, XR—=2T7 A4 VOESCHROERE R EITERO FHIK T & XFE SR>
Too — 7. KIE NIH O MR PTG 2 %F 52 & L7z BPAG @ 2 AH#ER °7 Clid, M2 LT
SMWMLL L, 4FHEREL>1000/ n L, Hb>10g/dl, M/IMREOS Ji/ul Z##ERFT 24846 % robust
response E 4O E-EIM/ARLT6 » AL L ZE LT 3 RMMOUWELHERFT 5858 % stable
response EAfHIT TS, Z LT, ZTNHDRISEZBDT 18 HD 5 5 13 45 (72%) T EPAG % il
BWHIE L7 & 2 A, 86T IR CRIGEMERE L, b B CIXFEMA % & 7275 EPAG OFRH T 5 fi
EH|CHERENREEZRD T D, KE NIHI-2 HikER 9Tk, 3 » H THEGPikoar—k 2
L. 6 AFRGOaRr— K1 &3 THERICETALN TR, TZ T, 37 AUBOREST
robust & % VM stable response 23§88 B IV A RERI TIZLEITWIE T IEN TE 2 a[REEnH 5,
6 » AR CTRIRART I OEFNZIIT B TPO-RA 1GHEDMkRLH 2 W IE R IEOHWTIZ >\ T, KE
NTH O skl e BT 2 )8 & L7- EPAG @ 2 fHERER 7 I3 5 Ok 12 L A Bh= Dk
ENHBLNTWD, F£72, RACE B 2 TlX 6 » HE A E CRERDROBMMAEHKHL THY .,
TPO-RA OG- Zfkfid 5 Z & COHRD O HIRREMFFCEHREMENE X LMD, L, B
ROWEND DD, TTEHERENTFRDDTEENRT — X TELE OISR TV RN, F/-,
SKIE NTH %5 2 FRER > Y2\ T kME 7 b — U PR ~D 4T/ EPAG SR BRENC E - 7=
ZEMMD, 6 7 AR THIRAR BN IS T D TPO-RA Off#HE D Al &5 1%, Open question & 725
TWah,

(2% 3R]
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CQI10. REPHIFERDBS- HIBHIXT HIERIIMAH

c (HELEZ L — R 0 BT Y —2B) ATG FRIEZICELARNAT DAV BIAS, B D 72 8 B EE G 173 2
L0 MEKED A BT ORI A EE SHIZEAICIE. ATC OFEE 228+ 5, mEkED
DREEN AT — 2a £ TOFBRTHIVL, i IEER A B AR BRI OIRFRFEEICHE > T CsA
MOIRIFEZBB L TH L,

c (HELEZ L — R . 17 2V —2B) EPAG #BUHEEREHI O 5 B 70%1%, ROMI (2 & - Tl Bkgi
NYGET D,

c(HELES L— R 72V —2B) TPORA, AT /a0 NI RIGETH-T285GE, ¥ — (ff
Wi FHAN) DT D60 B %,

c (HELEZ L — R B 7 U —2A « 2B) EPAG % & Tef))lal D fu i Ml 1E & & D% D ROMI - & A
fEAT v A FCTHEMIFEEISG DN O0EA L, HA —Bui el (b7 2V —21) &17
9o M RF—DW R WEET, FEMBEE RS E OB X R —0 b OodEmEiasmE (4
73U —2B) ZHELET S,

[##31]

1. FRAN T D HMTE

TN FREIZ L » TEMEIE LN T EFIz, mMERED OFRN R ONT-35EE6. OB4ARE
PRI O FFED, @ KM MDS ZHh8 & DMEEA~DBAT, O OO AHEMEE B 2 THBEZEA
GO EEITONEND D, OOFIZIL, CsA DR GEHBMN A+ ThH o720, 3=
DR X2 LIk 28R E . HLA-DRBI*15:01 IGMERID X 912, CsA (RTFEN TG & D 2
FENH DV, WTFNOEE S, Bl VLERIE E OO MERED TIXARWIEAIE CsA DHEED
HIZE > THENMEOLND Z ENZ W, MERBD OREFT N B TH - 72551 CsA OFR - B &
T CIETEZIED D Z LN TET, ATC OFEGERNEL RS,

DT AV I ESEAERFSEAT (NIH) OEIC L 5 &, CsA & ATG BAlht: 2 L TG LT &
LTH, K 40%ICHERBMEMOFERN RSN TS P, I—8 v OfE TIL, #lEv~
ATG (hATG) 2 FFFRE BN RIT 2 hATG(Y > 7+ 7 a7 ) V) OFMFIT 61 % Th-o7- Y, NIH DAL
T, #IlE hATG 5% OFRENC vATC (AT 7 r 7 ) P #H LEHAOREDFRIL 65%
&L PIIEl ATG BB I 1T D 5N (30%) &l L CRAFCTH -7 Y, D O Tk, #lE
DY 73 7a7 ) R EHTH o 22 BIOFFRFEIOHH 10 i (45%) 2V 7+ 7a7)
VOO G NG TH oY, R PEOY T 7a T ) UPRICERLE Y b7 Y
VOEREGSNT 1I3HI0 D BEMMNEONT-DIXE 6] (28%) Thot-, BMEAATHITE 5
DIV AT/ T ) L YDRTH D20, FANBEE M EI LK ENE L 22> 2 pilics L
TIX rATC OFR G52 ZET 5, 7277 L. rATC OB EITIRMASCE E THAIEED ) L &R Tnb
DT, TT747F—vay/RMBEROBIEIIZITFORERNLETH D, 5%, 7~ ANG
(Atgam®) WHAKRTHHH TE 5 X IR > BAITIE, HHR GO ATG 1%, HIENZH = ATG &
TR D EMREE K ATG 25 2 ERHERE S NS,

2. EERBNIXTT D WM IRE

SR INHFIERE D% D EPAG 12X > THHENE DR > T HAERRMEEMAIOK 70%
(FEJERI TIE 50%) 1L ROMI IZ X » Ck#ET 5 &7, ROMI O K& (20 ug/ke) FFEICE-T
LENELNRWES, BEEZERT 57200 T BT A LoULO @O IR E AR L7
W, 7272 L, BARMEAT a A FIZ—8OBICENT 2D T, REAOHEITRA D, R
SATIEH DM, F T =i, R IHIEREICARIENE D L VEBE OFK 50%IC B0+ Y,

FEIE Y REI LM BRI OFRE RN o T2 7o DIE SV TE Y . £ OBRERITHE > TiRA ITMER
WO DBHELT L AT — 2b LU RICHERR T2 K 9 22 AR BIEE B, e sl iEn 2837,
HEHAME L 7o BN Z N, FD LD R FIOHIZE TPO-RAIC L » CRET A 613 573, ke
~— B — 3 IR R ASELMEI D X 9 12 TPO-RA 233403 213 72\, ] & s DARFR 25 2
0= NHBE L TWSAREMERH D720, ARETHNIE RV —Fr v TR i 5 2 &
WEE LW,

3. 3 - HHRBIC KT D BATAIE
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HLA —Eiinfxk K F—20H 0 | B MslEERG S 6 AR E L CTIRENIEN 72 <. Filin,
Performance Status, [»~FE 7 B~ b—3 27 FOlfaslEE N B EIS 2 W72 T e LB
BRI AN IR & 72 5 10, kg R —23 5 S e WAL, LA —BdEmf R h—n b0
BB EE 2D 1V, AFRTO HLA —EIEMiZ R —0 0 OB OMEE TIE, BIENOB
i COMMMBNEVEFNITIEREEN B WMEAR H D P, BN 7O RF—a—F 4 %A b
W 2B &3 25 & MfREE 6 2 H 284008 L CHIREENE DL WA IR OIRER
REMOLOOBMZ BT 2B NS 5, Mg N —3 R E L TIXER N7 OHLA 7 LV 8
JE—E R —MERENDN, 1 7 LLAREAD, C, DRBI LT DABL NOWTF @ DT L
APAREED RF—bFFATE S P, wedEm KT —n R on b o 25480, IFH: M
B0 HLA A EUNZE R —" 20 b 0B LB FF—L LTEEIND,

FRAE R BRI oD [R5 i s IR B VB IR L2 B8 1 D B MERTALE 1L — E D= BT > A X720,
AIO MBI LT, ZAUE T 30 skl CIXOEEEICIIEN 2 WA IX= v K4
> (CY) 200 mg/kg+HVAEZ T ) 5 mg/kg AN, 30 LA EOHAIL CY IC X DLt E B E
LT, ZAMEF L (Flu) 120~150 mg/m*+CY 100~120 mg/kg+H A €7/ a7 VY ® 2 55
mg/kg NETALE L L THWSILD Z ENEho7= 519 L LIEETIE 30 A Th - Th CY
ZWE LT Flu ZHWERTLEZIT) 2N R>TETND, BRKOL AT 0T
Vo® 2.5 mg/kg & 4 ARIET DL, BAANTIZEB VA LA L DBHE% ) o B R R
L FOMD T ANV AJEGIEDOME N B E D ATREMEN H D 1V, RN R VWES TIE K —
RAEBZREERBITIENHDLDT, CYDRDVIZANLT 7T (Mel) 140 mg/m* Z W5 Z &
HLEET D P, MG EHBERICE Ui, M B O pTLE (S R E Bk 5720
(RS RES (TBD) 2 Gy BNZ 5 Z LN B SN E & 1, BRI E L Tk, AHB
TlE Flu 125 mg/m*+Mel 80 mg/m*+TBI 4 Gy TORLEZ HVHILE Z L RE N 1Y,
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