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1. RBORK - EFH

FAERBMHE ML, KM TOT X TOMEROWA QLiERNED) & B3 oMagEE O T (K] AR)
R L T 5 —ODEBEETH D, EBRICIZ NS OBEFT R 2R TERIIEZL H 5720, Z0H)
5. AN LY AHESMOBEBREZRNTAZ LI Lo THO THAREBEAMEZWT 52 LN TX
%o WRDARREIT [EBEFENE 2 R A D BN 22T S 230vb B3 M A Eifse A2 s L7
REE) LW HZ LN TE D,

2. DA

DHETITFER 14 (2002) FREEICEAE TR A0 B B S EG MR B IR 70336 TR MEE M
PR 2R AN CHE ) 12 L - CoGET SN2 Wi ER R E R R (FREEWN) OREICHWLNTX
72o Wk 28 (2016) 4F 1 AP L » TIREINT-UGT2HIRAEEZ R 1 17T,

ERERIZIT~E 7 7 B A0g/dl, 4FHER, 500/ 1 1, M/MR<S 5/ ul @ 3THHED 9 H DL E%
W= L. BHNMEUER OB ICOLFEARRHEMEZHESNTWES Y, 2EAF T Z2HETHETH
HE XM D 2 5 AT D, BICKTIE, EREOZWIMEA - S 97, BHICRBREE 2RO 20
ERIg/MAl1E idiopathic cytopenia of undetermined significance (ICUS)IC/ME S LA B 2,
MR D722 TCUS LW S L2 B10 5 6, HHEMZEKIMET LT 5602 <1, HAERRM
2 & [ CRSE R A Fi o CW D RIERMEN B D Y, Fio, BANTM/ D 720 258, T O%FAR
BEEEmICERT B LH D Y,

x1. BETRMEMODHEE (Fak 28 FERET)

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

2. UTOSHEADY H, Dl &b o0&z,
O~EZ B BRI ; 10.0g/dl Kl @4FHER 5 1,500/ 1 1 A @M/ MR 5 10 75/ 1 A

3. BRI OJRE & 2R 2 DR EZ RO, MK & & 729 2 & o hoBEIIE, AfiE, HiE
BIURUEGRE, B BERAEE, FBIEERHA~E 7 o U RIE, BERFRME DL, o BMEE, By o,
SRV AN, PRERETTIERE (PR, PINRETCEIEZ: &), MY 7~ b—7 A, MIREREGERE, &
JUER ENEHEND,

4. PUFOMERT RSN IIERE R ORe TS HET,
1) MEIARIMERSCAR AL/ MR B & DOBEINAS 220,
2) BMERPTR (Zay MEREET) X, EEMTITEEMIEOBLD NS 5, FEEIEFTIL, FRENL
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,
JffEEAEA D MRT G AR R W & IR O8N &2 R ATRN H 5,
AR ~T 7 v B U RIERE O MERAS R S h b,

o Ok W

5. BBHCELTE, 1., 2. QX THAREBEZMAZSR ., 3. ICX > THHORBEZERIL, 4. Lo
PWiE S HICHEER DO LT D, BAERREAMOBENIEARMICHEEDORRIMN LD, 7272 L, FEEIE
BICITE AL LIX LIS RBRREE LA DD 70D, FEK - BURBEFEROBIINCY AR E 75 720 Vil B SO
BIEERE L OENIR#ETH D, ZODIBFEFEHIIFREBIIE U TRET DLERD D, HREHREBIZLD
(FEMHEER R E LTV FREARENE O OHECH MR WREMND & 2 AP & LT, PNHRIM
K- HLA 7 F A 17 LAVRKRILEROEMN, T ~ o KRR F @l (320 pg/ml BAL) ZRENH D,
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3. JREIEE

R L > TEFRREEBRIECHTEND (R2),
TERMEOBFBARBMEAMD > BH o & LHEENEVDIN

®2 BAFRMEMOKRESEE

I. XM

Fanconi &M C# 5, Fanconi &ML Yt ks M DiElE 1. Fanconi &Il
'Iﬁ%%‘fc‘\ ﬁ’%@f&ﬁﬁﬁk&:ﬂﬂifﬁ’*ﬁ%@ﬁ%\ f&%’ﬁ\ e 2. dyskeratosis congenita
IRERER 27 EOFBE MM E T 5, Fo, BEEEREA 3. Tof

PELRFV, @I 14 5% F COILM BRI A E 2 FIET 2 )

A TS B0 MABE CRIET AR b5, ke, mea T B
EHEFARDIRVEL B 5720, INRB L OEERADRE S

AR BMEE ML TIX Fanconi Il &2 5 E T 25 72 DI YAk a. JEFK

AR L TIRARDLERH D 7, b. L4

% RN D AR B T R AR B O R M (— k) o. JkiiR

£ R BEAICBITRIR - o ol

KD RMENRH D, DRE TG DR MELE STy
b, BAERNRMEAIM & OB #EMEDS Z N E TIHE ST
HHEAN ALEWE ER I RAITRT Y, Bk bor LT
R LE - THRAET D 2% Bl 7 A A~ B AMEA M
& AR REE DRI > B R AEMER A ~E
7 ua v v R FE  ( paroxysmal

a. ¢ B AR R B i
b. B #4248 PNH

3 BETRMANORAEELY 5 5FH "

nocturnal

hemoglobinuria: PNH) |2 X ZWMER & e~z PVEIH Zi?i;fi:“”
FRIA AT PNH 23260 5TV AR, Zhbok moy

B O H R R O S R K 2 B R BMER FRIPALY
&/ Th 5, iU v~ o)

REFEME F AR BRI . LI BRI 8 2 | - N=vIIv
AT LT LB X DNAAMT L | AR AMRRD — TRIER 7%@”;??V
LRI EN D E TIRMEKIRD A Do < 0 AT SAaaad
L7z e ZEZ LN BB TS 2 ERTE B, Fomrty
MR AFIER, /MR, MR RO 28 ERTE DA
BN AMARETH Y | BFEITITEE RN FURER Tx= bAoA
IFBEIL L TV 5, Z 055, FEEH ek s B I ANNTEE S
SEBEEE G MOV IZEH Th 5 2 L RS, ﬁ?ﬁi* A

7 BTG TR Tl B ORI g e R e
BETH> THIERNZ L AFPERBUIHIRE  pres ) 73 VASEE

Rl T 5, AMERBADCE ORI~ T
I/ NS> OFEFE A3 58 < OMCV 130 3 il &2 7,

FEUCITEBRNEMBENEFE L TWHWEN, £0 k4 BEFBHEMOERELSY S 22y
LA THLEERIIN 2B LTWD, 255k )

B - BUn e E OB MAER TRIET 200, BHEHR —Ste———
DEEMBTRASIND Z LAH<, Mgy JRRFEODREA

stage 4 ETOFINKEDE DD CREERT— el :

&)O

4., EEERENE

AFVUTFFXRIRAE T 223 (A

HARBMEEIMITEEEICL > TTPROBEFHNP/RE AR D720, MRV OREIZL > THE
JEEZHET D2MENH D, R 10 FEOSER, DAETIIKERE, #iE, OHEE, PEE, &
FED 5 BeBEICEREE N0 1T VT X 72, Rk 29 4RI21E, stage 2 Az < MEE L7V stage 2a
&L BB IRV AN A B LTS stage 2b IS FES L, 0, BEIEMARNRMERAMOLERESL L
THOWBITWASMEIRMERE 2 )5/ u 1 RKiiE, FHERTIX 200/ w1 IZHYS T H2EMEDIK T TH LT
W, stage 4 OMEFRMERDN 4 5/ ul REICEESN TS (&Y, EEEAICIX Camitta B D5HE 92
N BITW D, GFHFEREA 200/ 11 Al O BT FEIERYYECHIO U 2 7 BEW =D EIER (very
severe form) EFEINTW3, wEFEROPIZIL, BRE 2 o =—fi% K+ (granulocyte colony—
stimulating factor, G-CSF) (TSt U CAFHHERD & 2L % 545 & . G-CSF & 510 F o 7= < Kb



HARRMEEMBROSMAT A K

FOFEEMIIIGTERS 0 o TBER ] NFEET D 7,
x5 BEFTRMEMNOEEEEE (TR 29 FEBIE)

stage 1 B E TRLLS Tl A LB L LAWY,

stage 2 TS UITFo 28BN Eamz L
a AR ER G 2 LB & L7,
b ARMERERI 2 B & T~ 223, & OBEEEIEH 2 BN A,
EDINIIIBE 60,000/ u 1 Ak
I ER 1,000/ 12 1 A5

1/ MR 50,000/ 1 ATt

stage 3 RLRHAE LT 2B Eaf= L, mH 2 BALLL LRk 2 58 E 45
MEARIMER 60,000/ 12 1 AT
AP ER 1,000/ 12 1 K3
/MK 50,000/ u 1 A7

stage 4 HOJE LN 2 HE LA 2723
MEARMER 40,000/ 1 1 AT
I ER 500/ u 1 At
I/ 20,000/ u 1 A

stage 5 e HE FhER 200/ p LARTEIZMAZ T, LLFO 1AL EA72
HEARIMER 20,000/ 11 A
I/ N 20,000/ 12 1 A

5. & =

DOMREOBREHIE 1993 [FEOLEEFTHA THI 5,000 A EHEINTWS, RFAEICLS AT 100 5
ANbHT- 0 OERMMBRRIT 21 ATho72 ¥, 72770, 2 bOHITITHAERBIEE LM 5B 2T
FIEMERE (myelodysplastic syndrome, MDS) =° PNH 72 FO¥EHIREN G EN TW=r[REMLRH 5, b
DEOEBRZAE L R 13, 2016 4FEERBIE 10,523 A, A% 8.3 (A0 10 hxl) TH D, 7«
. 2015 FFEERIEMAT OS5 E H#ER OO R Bh R E | B RLVE N A Sy, BB HE O 2 4
T 2017 AEUARE . SEHE T RITTEGELL F D stage 2~stage 5 & 72 o7, EDOFER. ZHEBLHIIEA
L. 2020 FRERBUE, ERZHELILS, 724 A, AFE6.9 (ND 10 Ixl) &7eoTnbd, ZhHGE
FRICEEH SN A BRI N E I L 24 Tix. 2004 4£~2013 4£ 0 10 £ OFEEITH 10, 500, 7
BT 8.3 (/100 H M) EHEF S, HIE - IkEIE (stage 4-5) OAIZIRE L7z 10 4 O MEEEIT
#74,800, FRHERIT 3.8 (/100 HALE) LHERF SN2 9, BEROME (K/%8) 31.2 ThY, Bk
EDH 10~20 R & T0O~80 X TE— 27 BRO LN, SEOE—27 OEFNRRKE Do T2, BKHEEORE
KX, 1.5~2.5(/100 FAF) EHESINTRBY W bREORERIT, b TEY, 2
F T, TUTIZBIT HEERIT 4~5(/100 T ANF) ki&iéﬂfio 01D ECKREENC R 2~3 fEE
ZENHMBNTND

6. WA - REEFA

1) RN

(1) Fanconi % I

%%‘@Iﬁl{‘fﬁ(ﬂﬂﬂlﬂf IE. fEEE ORI LT diepoxybutane S~ A h~A > C DX 57> DNA 2845
FI~DURFIZ L 0 LW AEREE N = 5, 2 D7~ Fanconi BILDJFREIX. DNA2 ARSHZEME X
é@?ﬁ#‘f&%%@ ELEZHLN TS, Fanconi A MITBEANCZERREETH Y | 2019 FFE TIZ 22 D
%%Eié{zs%ﬁﬁfﬁéhﬂ\é (Fanconi B MZEDOSRB T A V), FANCDZ2 75, DNA |ZEE DA U2 BRI
L AMENEIL A TH D BRACAL L ILRFET 5 Z L3 9, FANCD2 R A DNA EEHICE D> TW\WbH Z & %
RYANRFHLE E 2 B, Fanconi ,%\\EELODJ_E[L%%IEH’U IINODBEEBFREDTZDITT R b—T A
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BAERRMENZROZRAIT A R
(2R D g,

(2) Dyskeratosis congenita (DC)

BeJE ORGIRCFRILAE . TINOZEME, KR 52 D ABUE 2 R & 92, PRAET 7 5% E T B m ek
i, M/, 7 EERIET S, FIZIX 20 EmE TOORIET A0 b5, % ALEHES R
EZRT, — BRI Y ORI B a5, Fanconi &I & [FERIC DNA EHICERE N D L E 2 BN
TW5, FHHROEEEEBEHTIZIT o AT —E RN BEFICEENRNHY, ZTOEDICTaXATEDOE
MR HIND, FFEMEEEZEZ OGN TV HARBHAMAIO—FIZ, 717 A7 —F RNA #5100 RFH N
RoLNDL M,

2) HRRME

(1) s
Y& M SR 23 9 B & U C i e fie [ B OB R & | SRR I & A e o 4
EOTONREBELEEZ LN TS 1Y) O ULEREXFHIRO R L RECEGE LTS EEZLN
Tz, LU, (RIS MRt O B AR B M BE CII RN L v PR TH D
ZHE0b LT FEAEOHIT R —HRDOEMMAEIET S, 207D, B ERIIL O B S F
ARBMEE M ORIEIZEEE L T2 ATEEME TRV,

a. W& MEHAE A & O R
ZHUZLL T ORI AN HHEH STV 3B,

O HAEAREHEEM EZE S NZBEOFIZ, MIEEEICE N > T2 BEN WIS b bY@
REEABE SR L0 D0, OBIZMDS « AP E s A MR AML) (21T 56 VR H 5,

@ Fanconi &1L X 5 IZFFE DG RF I L > TRIET 2HAERBEEAMNFET D,

@ —HOHEAERBME M BE OERIERIC 7 0 — o MMER (73 )T 1) ORRBDOON5,
F o, A3VIEFIORER L — 7 = A E Y . 36%ITAIY D 166 JEH] T 249 OAHIINE S 128
HERBHENT WS, BT BCOR. BCORLI, PIGA, DNMT3A. ASXLIZEENEREIZEDOLND
21)

@ FRMEoFAERRMEND EBEbnCnizplofice T e AT —F RNA B R FSeTa A7
— PR G RGR E DT v X THIEE G ICERS R SR 9

b. EFRIREFIC X & o]
SR Y IS K D iE M O E 2 R DRI T RIZIZL T O X 9 b0 dH 5.,

O HARNEEEID BE IR U T—IENAE RO K H—>0 LB MEaiE i LIS 2B LT
Ha. KPR LG o RIENE Sy, —J7, [AFEE BRI U 7 g i 00 72 Bkl
BIALEZICHEEMERBET 2 EIZ A EDORICEIERA LD, LER-T, BEHEDEAIC
W, EEEME R E EET 2 REMENTET I EEZLND P,

@ v N EE 7 a7 Y anti—thymocyte globulin (ATG) 07 v ARV 7 EDORE
PHREIC L > THARBHEEMBF 0K 7 ENCEMIE LD 2%,

@ v aARY AL - THEMARIE Lz —HMOBEIL, 7 aARY COBWEIZE > THAR
BHEmMAERL, #HEICL > THEMICES P,

Tz, REFHIETF R T ARANTRLE L TUTORTRBET b5,
O HARBEMEZIM CTiE HLA-DRB1*15:01 OBENE L 2, £722 D DRBI*15:01 2R >BF LT 7 v
ARV ATE LTS ET DHERNE N P,

WL O OlEEs R R E CAEERETIE, ¥EDHLA 7 7 A N B IMEBRORSZ M2 IR E
LTW5, b2 EOHARBMEZ M A TI, DRB1*15:01 & DRB1*15:02 OO # EE DM i & et HE#E
EHARTHEICEWD, 7272 U e mfliRiE 9 2 msUstE & BE L CUu 5 O 1X DRB1*15:01
P THD, LT, SEHRIEIC L2 HARBMEE M ORIEIZIE DRBIF15:01 Z D D,
HDHNNIZOT LV EEEARTEHICH DB OB NES L CWD EEXLND,

@ BAERBEMAMEZ ORMMIZ, PNH IZFEML 7Y 2V VR AT 7 FF A /¥ h—/L(GPI)
T oA — A AR EMER (PNHRLMER) A3 LT LTI Eh D 0,

BEOFEWN T o —H A 8 A R —Z% FWCEAR BRI B o KR i FER BRSO 7R ML Bk %
FHARD L K 50%D BFE TOEO PN MERDSBH &5 2, PNH E O 7R i BRI ER 13 (5
HITBWTH I AEEET L2, 2ol EMmATEEIC BT A2 MERTH 272 DHEM TH
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HARRMEEMBROSMAT A K

V. ACZa—rMWHEgT 5 2 i3y 3 | FARBME M IZF0 T PNH AL
EROBMMA UIE LIEA DD DX, GPI 7> B —ROBE [ % K I L T2 PNH 3 i i e
DNIE RS R CTHREFN R BB 2 Z T2 <, FREHREINCT VWD EEZ LN T
I/\E) 31)0

@ FAERBMEE M /EE OFRE CIXPURF R e T MR OHEENEE Th 5.

T#ifa L& 7% — B 810 CDR3 YA X5 HfiHT 21T 5 & BAERBER MBS OFHTITW
KOO THRZ 7 IV —IZBWT, HURFRN e T MRAOEESE % <7 CDR3 WA X 5Afi/ 3%
— VDO 0 B S d, SRR IHRIEN RS T D S W0 AT 22 ¥, F7z, CDR3 A X
DA PNERICRO LN A EE T, REMO T LTI L2 1F ITRBO biven s
ErB, MY ORKE o> TS TRAEERER O 520 OFUFICKS L THE L T b &5
bbb,

@ —EOBEEARMEMEE OMEPIC, EMESMRAEEHR L TWAEBRICHT 2P B
s,

FAARABRMEMAE MG & GEMEEMEASED cDNA T4 77 U —%HU = serological
identification of antigens by expression cloning (SEREX) £(Z L ¥ | kinectin®”, diazepam—
binding protein-related sequence (DRS)-1°%, Fx I % 72 LITxi4 5% HOH A&
NTW5, 72720, 26 OPURIZH T 2 %S RIS AR B M ORIEIZES 5 L T\ 50
E DT S TIEE AR,

® HEASREA B OK 25%I288W T, 6 FHBEO uniparental disomy (6pUPD) <>, HLA-A
FIEB T LIV OMSRETE TS BT Lo THED HLA 7 5 A 1T 7 LV &R S LT AIER DS
éhé 21, 37*39)0

ZHEITE A ERERICIFEE L TV HLA 7 7 A T 7 LIVRRE e, B SR 2R
TERWE OIS EME T MG (cytotoxic T lymphocytes, CTL) DIEEA Gl TH & 5%
D, BMEEXFHETLLIChoT-EEZOND, HLA-A T LIVRAT o AR OB HIIE BE
ZHUHLA-A 7 L AHUR 2 AW TR T 5 & HLA-A 7 LIV RKRMERIZ B D 25% 1 &
5 38)0

PLEDATRMNS, UA NVAEGRRE R ~DRBIREEEonT E LT, S’ EmRE LT
WA B CPURICRT T 2 HANEAE L, Z OSSR, &Eiaicxtd 2 CTL NFFE S5 O T/
LEZbND, LML, O CIL OERE AR BCHBEITEZRES LTV,

(2) A FAR B

RICHITTEA OO B HBERBMEAN E OREBERIAHALLRbDIFEI/I v 7 A7 2=a—1LTh
b. TOMDIEERNZSONTIET ¥ LT X ML > THRERBGEAHER INTWA DI Tl o T,
HARBMEAMOFERN THD LW ) MEREIT 2, SBERIE, PrEsE, R ms3e SIc X 2 HARNRMESR
MTIE, FOEEDE o) &7 o RYYESCH R BN RIEICE S Lo et H 5, B 212,
EBERBRICHT 2 AV T VU BGRICBIET 2HARBEENN (AT Uik 2BHERBEM
2] L LTHMESNTHER O 2ol 2T UIEULIE PN # 4 7R En s, Lz
MWoT, ZOXIRPNIAT TV UNFERE WD L0 b IBEEKIGRICEO LIz EniEIc X 5 H4
REMEIM CTH - - mlREtEN @V, ERRIC, AN OFERBHAM TH - TH, HRIEOHAER
BN & FRR IS IHIRIEIC L > CTHETH 2N LIZLIERESN TS, LTEEDN-> T, HHH
ARBMERZIA THAMME) THDH00E 5 OHBHIEEICIT O LERD D,

(3) M2 B - A A R

A, B, CREDBEMOD YA N ALSNDREIC K5 A RFIER 1~3 » A TRIET L P, 4TFLb
JF9ete S ITMR O TR ERRHCHIET 5 2 & b & 2, HFEOFMITHEMNZ S EIETH D Z ENEN,
AT D EBMT O 1 JAVIEATF AR Bt f A AR BV i AR BYER MO 6% % 56 TGHR AT
(CBIHE L gVl O FAERRMEEM & A CTh o ¥, BARODNLZ V—T OWET b REROMHHR 23
RENTWVD o REOIFR T A VA FIITEMEFMI A U TR S U7 e SUGA . 1&g
LOBUHIFR 2 BT DI DITRIET 5 LG SN TV D, EAWREBIIRERTICLIEFHAETH
2

(4) PNH #fE5 b D
ik, OFAEREMHENOREFIZ PNH BT 6] (FARNEMEE M-PNH EMERE) &, OF

6



HARRMEEMBROSMAT A K

EARRYER ORI B PNH IZ X AR IMGER A 29 288 ~2% PNH 085 5, OIFfe s PNH T
HY ., BRITRMOEHENTIRE 225, — . QI H1EBITEE OFARBEZN L Eb 570,

PNH U ER DHEIN % 58D 5 & DD B 5 223K I % 3R D 2 W AR BYEE B (subelinical PNH,
PNHsc) 123U T PNH BUMER 23Rk 2 [0 L7235 A, EDORESD S PNH & FES SO TR B fE AR
YL, BEOWE TIX, LDH BN IEHF ERO L5 FEBATHAEE LTS HOREZ N, Al EIC
EMAETIE AR BRMICE > TR I D X IR 72l E L9572 61F, MERMEREA 10 5/ 11 LLEIC
ML TOWARA S MANSELRVIREER PNH ~DBATE TH20ONRRZ Y LEEZ HNRD,

PNH & O 1E MMM 2 B & o 2 1E, Bl U 72 & MEsmin o3 2 g 2R R BN 6 0=
TN TTH D, TDHD PNH 7 a— 2 OF UWEGEICEET Dl a1 BE & L C A2 1,
JAKZ™ | BCR-ABL'® D3[RIGE ST U5, 7277 L. PNH BY i BR B 451 2 = 1 8122 L 7= Bl Ol Tl PNH
T BR OB E 138 2 O BFIZ K - TR R HERR 2 B2 23, 2K 15%% &5 8 5 THEINE] 12Tt PIG-
AR o — 2 O SREE TR N HIFE - ETH o7, L7z ->TPNH 7 10— OHEFEIL PIGA
ERAE Z U7 EmE I S A KR > TO D EEFHEENCIKTE L TR Y . PN 7 o — 2 LR T 254 T
B, SIRRBE T REIILNT L LETIHRWATRESE & 5, PNH BRI ER 2 R R o — 2 v —TC
MR LBl OME T ISR IC B 2 Bin T OB HEERITIZ E A CREB SN TN,

7. fE &

D BHRIER

FESER I FERO G - B - O F VR EORMIER & Bz FHUMEE - pE P - i 7 & o
B TH B, 4 FERNED ORI TIIRGRITRE S BN A LD, BRIE - PEREFISC, &l OHEST
PBVESES IR Th A0, BB ThE-EMRBL 2 RRLINE L b b5,

2)  MFEAEIR
BHIER H . B MARO ARG, BT, P, Mt E8A b5, MM A3 & E O
e, IREHMIC XD HENEEEZFRD DL 2 LR3H 5,

8. MEFTH

1) KEgi

FRIMER, BIMER, M/ MKOT X THRBDT 5, 72720, BIE « FEERCITE I & /MR DA L
INHELNRNZ LB D, T2, I OITHRAE TR/ M ZZ T 25 LTV B 728 BRI/ MR s>
PEESEBER (ITP) & OERINNEE 2 H D Y, PEAE CIIMERMEREEEME T LT inZ v dh Db
D, B A& - T2 AR MEREL DA NN A I B 72N, R RE S 12 2 <K T LT b, Bl
IXAMERCIEE IEERMETH 2 25, PLIERED OHELT BV VB MR CIE Ui LI RER M &2 7=, 1@
DOFRIMER TIIRK/NARF 2 H 5 Z BB 5H, BMEROBNIFERIERIE D S TR TH 525, BEIEHTIEE<
DAV BRI T 5,

2) EBEERR L OVE R

AAIRREL OWA . & ATHEPRIER « JRIFEK - EREROFER BN A B 5, IRIFERERIER DS
i LTV DA 2 BEOIRIFER, BEARIFFERMEA L EORE D RIEAZ LI LIZRE O 5, BIE - P
ESERI TITE BN EME R > TWD 2 ENENW=D, FFE-FEmMEN BRI SN=HE
I B RGN EE BB RE 2T 5 0, 2720, 20X ) RBA THEHAERBHEN CHIVUZER
BRIZJAD LT D, oA, ITP°MDS & O TR 25 L TEHETH D, BHOMILEE % EMEIC
FHET D720, BELLOBRERIINAETH D, 7272 L, EREITo72E LTH, WEFPITHRE
TEDHDXTL —EOBHIZIESNDD T, 2FOEMRELEFMT 27-DIIE Fied MRI 2432
TENEFE LY,

3) Y iRoHT

AR REIC B 2RO 72 W 2 BARBME N TH - THRED 4A~11%T ARG 23580 5
oW, BEEOBENREAEETFIZE N Y I— 0V 7TF Y I—P del(13q) ™, 6 FBYtafko i
WO ETH D, HEAMIED O B REFEZEAN LD HEIAITEE 50% U FTHDH, ZDHH 7 HFYEIK
DFEITHIEMED AML ITBITT 2 Y A7 RNENTD, B 7 a— 300 ) bt TE BT AL
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R MM 21T O WER D D P, — . TSN OYEIREF IOV TITE T OFAER BEE
ifi. & [RIERIZ s BRI SR U BBl oo I3 iR B SN A T 20 6 & 5 ™, K del (13q)
HOMESME5] i3 PNH AL BR 7S 100% 51 Tdo 0 | S il ieids (269~ 2 BROSVEDS IE T AZ R O fR AR B
Bl &Y HE Y,

4)  IMRAEALST: - IIERART R

BOFIHME T T 272 0MiESR, SR L7325, BHEUTCIEI 7=V F o RN EHFLTHAHLH
Boe FHAT AT T4 — Ry 7D dMPF ) ZaRTF L fE, GCSF, Fr YRR F A6 EN
AT 5, PUEHLIAECHT DNA FLik7s E DRI CTA bl s A ChtikiEERZETH 5,

5)  MafZHED MRT

R 70 B TR R B LIRS D72 T1 it T3 —ElE B L 1 b, SR % IEfk
(RT3 2 72 O\ AE RPN i & [RIRFIC T2 = & 3 E L, ARIAINHEIE IS IE. OFRAIAE A
HilVE (CHESS #£72 &) . @IBRINMIIENHIHIE (STIR ) . @K NENHE BARRIED 3 FEHN B 5, UTtE
TOQZEEBIRETHHERN LN, 72770, 7—F 777 bBRADLT W=, @0 STIR IERAE LT
WAHELELH D, _mtw&®ﬁ AL RIS DN O W TR R EHE T 5 Z E T Ly,
BBEEMAED STIR B L 508 & U TRAIZLL T D 4 TARB L TW5D 9,

LR 5 SR iR D Th 7 b

2R SR SHOHEAELIC AN D IEE A= EEZ LN HD
3. WEFMOMMNIER NF— 2o T AL~/ b o

4R @R BN LA ) — 72 b 0

1 AL ARG e B, 4 AL3VRIRg e iiiadi CTH 5, BEIERARNBMEAMIT 1 M2 | B RSP
FEMREIL 3, 4 MZ D Z &ALV, L LIERIZEMEMDS (21 2D Z &b d b EPEIERER
BHEMOZ X3 BIZmIMA -0, MRIICK > THHEZERNT 52 L IXREETH 5,

6)7m~#4%%%9—miéaq7yﬁ—ﬁﬁak%(mmﬂ)mﬁmﬁm

PNH & BHAER B MR M 2853 5 7= 121d, i CD55 Hifk & Hi D59 Hifk7Zr ¥ i GP1 7 v —HE A
#%%mwt%%ﬁm®7m~#4%%b) —BETHHTH D, 275, %%®ﬁ%fi@%%f%
1%H(1#% @ CD55 CD59 MIfE A MR H I D 728, 1% A1 > PNH BY i BR & IEFEIZ AL~ 2 72 DIZITRBE O &
W7 a—%A A M) —ZHANDENENRSH S, PE TR L7751 CD11 b Hiik (FERIERS) @)iti#ﬁ
Uo7+ U ABKGRILER) &, FITC #Ei#kHT CD55 33 L WL CDR9 Hiik 7 E 2 W= 2 BT — 7 a—¥
A FA Y —"T 10 F{ELL EORZFI~<FUT. 0. 01%R1H% DT )72 PNH B ER 2 Efg 45 =
LR TE D, PLCPI-T v I —REAHUEDI P U IZ fluorescent aerolysin (FLAER) %ﬁﬁb‘?}’b X, kv
SIS PNH RUBERIER Z T2 2 & TE 2 0 % Zo ko EE T o —H A F A Y — 3L
MR FTNSZ1E LTV D MR A4 Td 5,

M DOBFERRIR DR AN ZRET , SEMI 2 & 72 WX I I+ REREEZHL D Z L ICL - T, d#EFE & O
DIAE % PERIER T 0. 003%., FRIMERT0.005%E CFIFAZ &N TE S, ZOMELL Eo PNH A M ER 23 F
HEN 2 HAERNEBMEZ AT, B S22 WEIZ R CTREMBREICTT L eERELS P, 7
— UMEIE I A R AEEE AR 20 2 & 3 TR AT TR ST B, PNH Y ER S 5] 0D S 4 R i
WX B @ OEET e T (BN ORIFRARGE 20, AF4 URR) 900 BAR (NR) Yo%k HH
FIREI C ORI TND

9. EHIZ

& 6 1L, LMERD DR T N EBL 2 EHOMAEERNIZ R LTS, 2D OF THEBINEEC
BEHEZOIE, MDS, idiopathic cytopenia of undetermined significance (ICUS). 'B#iREDFREEN
BN PNH, BCKRL A BHIN A MR & T b, MDS TRIE & 25 DIFFERO DR NWF A T ThH D,
WHO2008 £E43%8 Cld refractory cytopnenia with unilineage dysplasia (RCUD) . refractory cytopenia
with multilineage dysplasia (RCMD) 73, 2016 4E43¥H CIX MDS with single lineage dysplasia (MDS—
SLD). MDS with multilineage dysplasia (MDS-MLD) NFEIZZEITF 55,
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1) RCUD, RCMD (WHO2008 #43%H). MDS-SLD, MDS-MLD =6 RmBkHL OERIZHE
(WHO02016 4E43%5) ¥ L (Y idiopathic cytopenia of
undetermined significance (ICUS) (LA F. WHO2016 ~ @EFHEAMEAR AR H D
SSKECRET B FRARAN B M i

_ ﬂ%?ﬂa;%?,) o e MBS 52 0> Bl B T O (T

_ﬂif@ﬂi?ﬁakﬁé 9 k N 2 ﬁﬁui@ﬂﬁlﬁkﬁ‘ /:E'fﬁﬂi %’F‘é{’?'l‘%fﬁif’ﬁ'ﬂ“\%ﬁﬂ t“/);T&EO)g%B

i (H AT Hb<10g/dL, AFHER<1500/ L, MU/ME<10 e i 00—

B/l EEEIZIE Hb<10g/dL, 4FHER<1500/ L, I/ (8505t 1 s

WR<5 T3/ L) TRFIUIFHAERNBMEAM EZHT 52 & B

WTERV, 207, ZOEEL M S22k, @S E~@PRE~T b0

MY LTV 5 BROIRCBIERE DA I Lo T s KIEDILICHE

SLD, MDS-MLD, ICUS DWW NMNITHEHE S 2 220, — %%@%%f%ﬁmgyﬁﬁ@gﬁ
Ui DI R RRIC LD L b SIS m— D AR BEERME 14 1095 0 — 26

BER A (FARRMERM) THoTh, BT 5 ik MmEN A AL 1 15 D — 5

ZER S TG B, AREFERCIRIER I LI LTI R B BERAEIE

HbNb, L, 08D RHETOHARRERM L  KIEODIRE B

R USRI C ORI L5, i, e S TE T A
R B LTV 00 M BRI T S TN D O L sy T
MRV, L7z o T, FERODIenWH A4 7D WS 721X i BR B R R

ICUS 23 %E 0 DIEBIZ U T EAZEREEIN Z D 72 i/ B4V B £ HEROKRE

B 2370 5 DA, FARBYER M & 7 U5 R 78 & O FURE R

BIC LD BBARE XL BRN D, 1272 L, ERERSS 7V = VAT

IR D MDS-MLD Toh - T, FERIERICE LW IFERI S
pseudo—Pelger BZHE 72 L3 10% Z 8 2 55650, BRIZFERD 3% 2B 2 25612137 v — e i fE
EREEDILD Y,

HARBMEEIN & 26 OREBOERITIX, HWEGRM MM & FREZEN 2 Mm2A s v | g icEbs
i (PNH A B, HLA 7 Z X T 7 LV RRIER, uaRZE oFHEREY) LEFICEADLLTR (Bl
IR, R OB M) IJEFIC L > TILT L —FK L, £7o, [F—EF CREHRIE & 5
P (7 v — M) JRIENLAE T B AREME S & 5, SRS EHE LV MEFNZ S W T E — ORI 721 Tl <,
BEIR T — 2 2SN TREMIZHIE L, 162 RIRTILERH D, 2o ZERT 56 - & bl
FEAE | 2 M4E TPO B CTd> 5. TPO EITEBHE RS & WiAHEI A =T 720, BRI DL W HEITH O MDS T
TIARAE (<320 pg/mL) 232 &EMNLV, B 2D 320 pg/ml ML ETHIITTEREFE N H-7-L LT
HEFAEREMEEME LT LA LN 2,

2) ‘BRI PNH

HARBRMEEIMBE DL OFITPNHBMEROEMARE SN D Z LD FARRMEEIM & PNH (X
WO MBIEFRERAL S OEBRRER EE X 5N D, PNHICRIT 2 EMEE « LK ITELS S L<Ha5
NTEY, DWOTITIZENWESIND, BARBHEEMOREFIZ PNH Z2RIET D 2 L I3/ TlEiawn,
ZOHTHEHEA (HDWITEMAEE LD/ VEMA) PNH X, BB 3T D RE i) e BB A %
TIRIN SN2 PICA K BEmMERMIEN ., T B BB OB W EIEAE /D 72D 7 v — U MEICHE5ET 5
2 FERIT RO RT A N—EEFEROZOIC 7 b —PEICHE U7, MM 3 I ER oD
W72 LI OB Z R iEL ZE 2 505 % PNH ICx L CIEHL 66 £/ 7 a—FLHifk (=2
A7, TT7 VA7) RO F/RE, BAERREEME TR 57N LD, ZOTHMER
MmEROEEA (>10 5/ wL). 400 IU/L 282 5 LDH o0, MEr VLo B mEaERe Enn
SNDFAITITEMAY PNH & [FARICE T 200N H 5,

3)  AHEHIME A M

RCKIZHE R THATIZA 20, BARBEHE MO BEARERNREBTH S, & < ATIEIF - THEH
H L7272 OB T S AR BEE M & fEDNT VW, & 518, GEMIRIEIC XL > Th HFEE
KFETDHZENDHLD, HAREMAM S L TEMBEHEIATWDIHLHD P, BHiER CHiE
FAEOBIMMA A SN HE I, BRiTR O/ ko RE~—H—% 70 —H% A A N —THRHE
L. CD207°CD11c™CD257CD103 T CDE A DHINIAS 72NN E S AT D MBENH 5, (LG T O A A
VEHE—aA X2 LT —EREH L TCWDZE L EERBETH D, KM FICHERNEE AL
ROENRNT &b EShTn5 Y,
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10. %

Wi 7 B DB BE AR TITAIRL 25 D 5 8 2 EIE 0N 2R D 30% LTI L. BN EIE 2804
%, BEIZBT DIEMBEOEIG T/ TIX 80%HIE Th 2 23 i & I T L, &l CldfsE Th-o
TH 3R ITIKTTHIERND D, ZDOTDIREROZKHIZFEM 2 MR T 2 LR B 5, FlEHRHE
DOEEINMN I BN TG AT AR BRI i3 e < B 8SHE, A BMEamm, B itz £
MDS 72 E & E 2D,

11. & ®
EENEOREBIRT [ ] NOEFIE, U TFTOREI LR ET VAL E R LTV D,

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

Level of Evidence Study Design

Level Ta |[BEED T v & AMUEREBO A X HIC L A= T VA

Level Ib |72 b —2DT U X AMEERABRIC L 2T A

Level Ila |72 b —D2D L THA L ENTIET X 2MMUEGERRIC L AT &

Level TIb |7 &b —2DMDZ A T DL THA » SN EERIMEICL 20T

A

Level 11T |X < FHA » SN IEERFLARAINIZEIZ X D (CLiiF e/ BFoE, 77— A =2

v hue— e Y) TSR

Level IV |HMFZERORERXER, HDWVITHEE ODBRARRICL 2T X

BB, TR BTAEEEOY BT A —T A TR THEANIERE AN TH D Z LI EN L
ECTHD, THODIEEEDOMHHANMLE L HM SNAEAITIE, YRR W THRERRE 2175 C
WAREERIC BT BN T AR EORISEEZET AL NEENS,

1) SRR

(1) i

B R0 MR DFEEEASTRG G 8 2 W Z AU S ThEE L EORRRER 27890 25412 13
MzaZES S5, 72720, @l iEoREORIYES, MM 2 RG240 < fEBRIEN S 2 5 2.
[FIFEE M AR AR OFEAE D U X 27 & @60 2 O TRER/MRZE B D& Th D, 72¥, FEEROH
MICER LTl BAEGBEEE - AEHERP ARSI TS TIEREA O AESE : FAk 31 4F 3
ARG BEES - 7M7) (https://www. mhlw. go. jp/content/11127000/000493546. pdf) (2022
8 7 31 HZM) LHARIM - MIERERDMER LIETA FTA O DHBEITT 5,

a. R I BRI I

Bz etd A AR MEREIM O ~ U A —EIL, BEOWREBIZHOE THb 6~T7g/dl &35, 7-771L.
N AR CTHo ChgmanEE LAaWEE L H 50T, FRIMERE M Ow G X Hb 721 Tl
<. BFEAHOARIEROHAR, OIEK, IR EOMBEFT R, 3 XL O%SEIEOEENRIIC L - Tk
OHIVERH D,

b, IfiL/)NBR g

M/ 63 2 M/ MRER LD b U A —fE1X 5 T/ ul &35 7, SHapa i 2800 5 7= 012
MmAEE 1/ ul LEICESZ EREE L, UL, PRI /i (350 HLA Sk o pEd: %
U, /MRS R T 2 RS2 FRT 5, 2o, MR 5 T/l Ml bdo T, HifniEk
PSR H MR B OB 2235 A i R R ML O IS & 72 B 72\, 777 U IMRERAS 1 B RIS DS A . 1@
O M ERFHAES Tl M3 O B 2 IEFRICEHI C & 720 2 &3\, IR MRS I 58 13 i/ M PE AE g
EARBET 5 O T AR IERER X, M/ MRS 1 TR DOBAICZE OEB &5+ LT &I 5[1IV],
MRS 5 T/l B2V LERBL TR T U, HIME [ 233 LW E IR E R 7o i A 97 7]
BEMEN S D DT, HIMER %2 A 72208 5 P2 /MR 217 9, 7eds, BEASRYYEL AL T D
LA T 23 8T 5 2 RS WO T, MRS E 1~2 5/ 1 1 BLEIZERD X 9 1B f/ R
WL 217 9,

/R OMEEES TS IR Tdh 5 1TP OfF MM M2 P EEEEMRE (DIC) LI A0, HARRM
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B G i Mg 21T 5 2 Sz k0 f/ T BRI 5, wming o/ My ER A TR LY B
R & E TR T 1 BER B oM/ MR E RS LB NS D, /MDY B L TnZan
BAITH HLA SUEOFEALF = v 7 L, BETH - 2548101 HLA WS F—25 o /MR g . 2 5
@EAT%O

c. FEARLERiE (.

73> C O FERL BRI ML (X EGWIE D 2 > b 2 — UZIZ ST - 7243, G-CSF 12 X » CTRMIMmICENE L7
REOWERIERZ N L7235 I3 BN S5 2 LR EN TS %, f@HEEIC 6-CSF 2% 5452 &
DBEEMEPHESL I N TNRN T &R, FERIEREEE B & L7z G-CSF O AR R 22 b7
COMBEITH A0, REEEAFNEIERYYEL - L, WP - JrEEIER 58 LW S
IZIZZET _RXVEEETH S 9 FPERD 0 CG6-CSF #H5 L TH FE o7 < KB 57 WO IRER
FAR BRI CIX, 1RIR A BIMET 2 BB TR 0 < EIERYYE Z B 0F L T\ B 720, Zhaités
LS D70 ORI ERE M IIFHCEETH S [IV], 72720, FI—0R&%2BE L, TERERERUX
H A I - a8 M IIE 2 ORE L JEM i AR M BGEER b L X2 ICHET D
MEERIZHBWT, MEEICE L CTERNTOa vy R &5 ECITIRXTH S,

(2) &M

HFHRERDS 500/ w1 LA F OGAITIE EERSYE DS EE DS BV O T G-CSF #5-DiE i3 5, G-CSF #5-
BIXIT E A EDOBITHRERDZEEINT 523, WRILEE —FFTH D, FiTlEd DM, G-CSF OEHEE
12X 5T 2 B EOMERNEIE LR HRE S LTWS ™ ™, —J, 6-CSF ORI LT 7 Ht
RKoE 7 V2 —%1EH MDS R0 AML OFRJE 2L fBEME AR ST D 2, L L, 240 E TOH ATG/CsA
BERBIEICE T D G-CSF O HMEE BT L= T v ¥ 2 EGABR Clid. G-CSF PRA - FEGFH mRERC
MDS/AML D FEAEBEIE (ZENTRRD S TN ™ ™ F 72 Frlt D A X fENT Tl G-CSF XS0 il
EROEEREABEIK TS L0000, IBRMGHERSTRICITEE L2V ESRTNS ™, LR
5T, G-CSF O FITEGYEADIRFIC L EHDHRE LB LD,

T Y AR F AL —EH OB TOR M EREG OB E A2 S TR OB D T & MR E I T D PRI
AT 720,

(3) #k¥FL— MEE

WERANOENTWEAVAEET 7z2axY 0 (FAT7 27 —)L) RSN E WO, 2hR K<k
ERrETHZ EIFREETH o2, 2008 FEXVFEHNRAREL e R ABKF L — T 72T vmr T X
QOITHEMNBY ¥ R==) 1£6-18 mg/kg Z 1 H 1 [BINART 5 7217 T 10 mg DORFIERE FIZ PR
No0, SHBFEZ RIS GESELENTES P, HARRMAMEZNS L L-KEKRRBR T
b, RIS BEFL— L, BEBREEZBET 2 ERENTVWE ™, /2, T 72787 A
X0 3 MERRFEDRENESNT-Hl L HE SN TNE T W)

2. TPO ZRRVEENEE (TPO-RA) D)L b iR 37 (EPAG) IZHiWEkx L — MERAXRH D ™
W F7273u 7 A0 K ) RBEHMENMTEAERNTD, BHREREED H 5 BF BV T Hilgmk
FLBREEOSGEN I CEX 5, —F ., Jux BREIEN 72V EE I EPAG Z BRI 5925 L8R Z 12/t D
TENBD, ZDEHEPACEGTIT 2V FUMEDE=F Y VI PLETH D,

2) iEimElE 2 B LR
W MLEE 2 BRI & L COREIMHIRIE, @TP0-RA, @EAFRILA T v A L, @ et
BREA DD, B, 21 FEEENOIGRIEH 2R L TW\D,

(1) stage 1 BL W stage 2a (BE L, famz ML LiaanipayE) (F1)

COHEJEFEDOBREITAFEAFEICKEL KT Z LN EMEKBO N ERICEETHHNH D 2
D PERITERERABIEN IO O TE T, 0, WEROZWIHRMETIIFHAREEA & & MDS
ELRBITE RN ICUSIZONTH, HEERSKRBZBIZET I En@#vonTns, L, FEEIC
VAT SO SR RN 2R Y | BRI S BERICEIE ST 2 Z L3 ch D 2 ¥, —J, BHIW
D I ERIA ] % $8 CHA AR AEE & 7 o 72 BE DS IMHIHRIEIC X - T 5 alREMEIZFEF IRV 32,
ARSI —r v XO/NRIERIEFHARNBMEE M 255 & LzlE T, MIAHE R 2 8122 U2k
FEMRAEME AR BRG] D % < 13XE OB%ERM S SBL L 72 V) | Z O CHREMEIRIEZ EITLTH
BENRE IRV ERRENTNDS 2 9 o=, BIEFICK LT HEBIICIAELZET 5 2
ENEBELEZOND,
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— I H ERER B TIERF D DI E COMIMMAE T T EWIE ERMRENEH N E N 5T
W5, FIZIZEAET Y U~ T TiE, FIER 12 B LANIC S E RS CEARE AL Z1T O 2 A3, BN
A< ECEHEE L SN TWD, MERED OMEITO2R2 WM TH - T, /Mg oJefT, BHiER
BRI, Rl O PNH RMER DR, Mm4E TPO O FfE (320 pg/mL LA E) | 72 EOGRERIE % B
HHIRERDHELAEIZIE, 7B AKRY > (CsA) OEWERNPFFTE 57D, 3.5 mg/kg Atk
TCsA ZBME L., RISOFEE LD Z Lo bnsd [IV] (B1) 5%, PNHRmMERABEEDHZETH
CsA X 34 ENZRBMT DLV HIMELH D Z &G 9 M/ IED 10 TR CTHIUE, g~ —
I —OFEIZL 5T, CsA ZH-ATH LV,

CsA ¥ 52 X 0 /MR ML ER S DO I 72 E O RS E b2 35A1E, Bk EF-2N 75 b—I105E
T5HFETEGZME LB - hik3 2%, —J7. CsA #&5-4% 8 Il [ LAPNIZ /Mo AR ifn Bk o> HE N
WAL BB To G E MERBD OHETT0 B RIER N 72 1 AVE BRI CROE 2 B8589 5 0>, FEfR A
T/arORes s [IV], £7. CsA (UG T MERED S HELT U, L/ NRE IL 0D F % 5 8 B 1L 3
MBI/ S T2 AL, stage 2b UL EOEIEE OB B IBHEREEHI L7223 > TR %E 3 5, TPO-
RA @ EPAG®" & /-3 2 7 v A5 A (ROMI) *i%, FEEIEOHBIEFAEREMEEMICH L THLAERT
HAZEDIRENTWD, ZD7=d, CsA ST MERD N EFT L TV D H DD, o LM
WA, BRSO A 2N 8 2 3A i, EPAG £721% ROMI OB gD 5 s [IV].

EPAG ¥ 7713 ROMI BAAATE 16 3 ] LAPNIZ I/ MRS E 72 13 AR L ER SR O B 572 3RO 7= 5 A 13k i 5 L.
FO%, RS E BN SIMEREEN 7T b —I23E U2 S Tl - k235 %, 16 LIRS
HONIRoSTEGAIL, CsAt AT /a3 —)v (BREEHASN) ~DOEE 2= EET 5,

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

CsA D EET, BHEEEEAL -, fEkRITMmS 7 7 EN 150~250 ng/ml & 725 K 527
BINTETz, 2L, "7 7RENZOHBFAIZEL THNTEH, VU RERNO VY =2 —T Ul
WERE— 7 LULIZEL TOWRWAREMN R B 5, BREREIZZ L7 F =00 LA OFETHIET ¢
XHDOT, CsA DAL, T 7RET T, AUCIZER S X < HHBIT 2R 2 FREE# o i i
E (C2) HMlEL. TN 600 ng/mL A EE 2D L HICHREEZEET S [IV], AIRIEEEZ IV LR
e L=, RMUHAETHEW 2 G50 T W [IV], CsA BEEBZITMEZ LT F=r % 121
M TEEE U R S-RMED 15092 B2 LR/ L GAICidR G822 PEE I3 400 3 EI2HET 5,
oM, mifE, ME#EE Ve - LDH - JREEO LR I b EEZE T 5, MR ek i/ MrE oD -
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Hix. CsABE%EL &b SBEUNICHN D, ZHH DI R Lo 2 E 138k & B3 a2kl
5 LIRS, BT OE T A EETRETH S,

EARMEAT A RICBET5 20 E TOBKRBREEITIZFEAED 1~5 mg/kg LW H KEEEIC
M350 THhs, ZOREERLGSNIZEE TITH 0GR ERLOND &SN TWVDS O, 1R TR
HBITWDH AT a0 K58 (20 mg/H) OIRENEEZ ATZHRE X LWVA, EERIZIX 5~20 mg/
HOBERETH> THHEMBICIE+oshingons (IV], £/, BHEBEEOEA 0B EET,
MR E 2 MG & T 2RANZEVERPREZ 22 I3 Th b, 2L, WHEFTIZ 10 mg/BLL EOFE
5.2 BRI T D E AR BN Z 0 9 D720, FGANCEWERICBIT 5 428 2170,
RBEZEDIVLENRD D, o, T Fa P U ARGEHEFRIEZFZETH 28 H 0T, EHOICER
a—FZIFIEECT 2179 Z ENEE LU,

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

a  20BRBIGEEEEGE 407% K 407 L E

5. 20RE LA E40RR R I
DTl B2 DRIZEY |
59 5. sy PEETT pl srsmmesLLsn

b. BHOFF—Y—RELTIE
BHAKBIND, * *

c. EPAGIZEST. REARY s S
ERORMBARO NN | E MR \ | ATG+CsA+EPAG
ERIN DN EET T
ERLN=, REFRET— * . . .
R ORI 35 A B A TR M - IU/MEOE AL
glg. EPAGOHAIIIMEIZ | B+ —%B oAt

s BliiERGEL-EFBEOEE — g R —_— P

o BREEHRLTLASE | 40~0osm+THRBEEE | EPAG’E‘ROM]I_EI{E LAT/RVFERRE TV —ILEEM

. g;;iﬁ?mvéo L 61 AR R TEM (WML BE)

f. Ammﬁﬁt{i_rgtﬁﬁlﬁiﬁ
THAUTIE FURAAEN ATGRGEH O — LR EORBEF-IEERET—H—OFE
&, EPAGPROMIZHT SR il
iEEHT-53A T, BRI Hl &

BIZRET D, |d
+ + 4
ATG: Hilig RS O ATG+CsA+EPAGRE S
CsA: S oAZAY 3HEEFRTERG
EPAG: T)Lpn2f) 47 HLAZS R oui\%g—mmgw—

d

ROMI:BS70OAF L )
CY: 3 7akRITER &Y L

FLU: ZLASE: . . -
MEL:)‘JL?‘?’I—}; 30K S0RELE gy BEED HY

/) 1& =3 ' * *

DAESATF—LADRER E— .
L | Hy BiMm-72x5092 HLAIZ L IL AR — B dEm R
1 IZ&DHFmE F—-HLAXEHMmMEBF F—m 5
* * 0y [ §¢ HBRAFE HE ANPE T 32 18
CY 200mg/kg+ATG FLU S+ oy /MELE +ATG
ERKRFINEE LT LM EEXANETELTHEE

E2. stage 2b~stage 5|9 58 IEH

a. 40 FRATHE T HLA — B[RO W WEBE L 40 5Ll o B

THXATG (AT a7 Y, 2.5mg/keg, 5 AM). CsA (5 mg/kg). EPAG (75 mg/H) DHFHAFEE
2179 [Ib], ZHNETATCHEAI L LTIET~ATG (Vo 7x7u7 V) REELTHEASH TV
D, U ATG (V747 a7 y) ORERIEIZHENARI T 2008 006 7 F ATC (A €707
Vo) BMERENTWS, LavL, /EkD U~ ATC AN LT o 35X ATC DIERAFENE D LV ) ik
BT AU, a—avs8 BA UML) DOMERWTERESNTND W% 72721, fE - A -
HE - XA LCAKRDOENEE OB TIL, 7~ ATC EBERWVEBOLIME SN TWD 9 K CTITH
£, UHFATC OAFEHAEETH Y, 2.5-3.75 mg/kg, 5 HEOE GRS TS, HA - #HEH -
HETIT 7= [E R R T R A VR & B D £HF EhisaBR Tix, 2.5 mg/keg & 3.5 mg/kg TLEEE M T
i, NEBINZNZ EITEBPMLETH DD (FlnIE 10.8 5%) . 6 » A% OA 2= (CR+PR) Tl
2.5 mg/kg BT 49%, 3.5 mg/kg HETIL48% CRI%H CTh o7z, BAEMFE « BIHRAEFR CHWMBETH
EEZTDH TR 9 TPO-RA BUAIZ G L2 5E D ATC OB EFEH EOKFHIR ST TWVZRVI,
FREAUBXFTINEEZ LD, (7ods, 2023 1 ABUE, AFIZHBWTH U~ ATG (Atgame)
DK HFEFR TH D,)

ATG IZ L AT LLXF—2 T2, ATC HHEFIIAF LU R=y o E-37 L R=ymy 1~2
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mg/kg/ B Z0FH L, UG 5, 7 1 AR Y VBAHZIECONCIImFREZJE L, b7 7REN
150~250 ng/ml, C2 73600 ng/ml LA b &E722 X OICBGEEZFEST D, T OIRIEIZ I > TK 50%03
MAEE 72D o 90N RIAEFNHIFRFCTE 5, ATC OZNFHIEIT, EAIZIZET 3 H B %2 B&lAT

I, BUTHENBEDEND, Wbd late responder DIFELHHN TS T2, 6 D HFEE T
MEZgh &I TIC R A AR L. R E A D MNERSH D P [IV],

40 L E O BFE T, HLA — A R —20 0 o G mEsasm (EICatgm) Tho ThE
HIAEFERD TO%RTZIC L EE o TG 100 192 = - b S ifEENMESLE SN S [IV], 2B, &b
FHAD NG HHORIFIZONTHSRT BT VAFFE LRV, L, RO K E 72 2 2Dtk
FRARIRFZE 10 M DFERIC X D L EEREIZB VLT CsA I ATC 2125 2 & TRRIFM AL, £E1F
TRIZOWNTHD 7 EHEEIIZED LI TWRY, LI -> T, BEE 28T 5 ATC O 53—/
BT H_EHOTIER LS, HEESESTIREE, IHEE, BEB XOFRKEOHEZZE L UEFIHICRE
TREThHD,

a-1. CsA 20T 25 Z L pEEM

HREFARBEE MO T, ATG IZHAITRET 2L b CsA Z0FH L7 J5 BAEARE AR N
<. o failure—free AELFEREBE W 1 [ Tb], 72720, CsA OO BITIEEIEN TIIMER SN T
WU, L7235 T, ATG & CsA OOFFRIEIE, BB O Mo 6 2 bk < BEAE AR BEE M
T DEERER 72 IR TR TTH D03, stage 3 LV b BHIEE OV IEFIERGNZ IV TIX ATG HLAITH Ll
BEMERH 5,

CsA 1% 5 mg/kg/ H % ATC D GHH LR L, BHEO X 512 C2 23 600 ng/mL LL | & 72 % fe/b A58
B4 6y AU ERO®KEST S [IV], BRINROFNEH LV B €2>600 ng/ml & L L3V, (EE
@ EBMT D4 Tl, CsA RAEMED 72 8 ATG+CsA JEIEZ T CsA Z F I TE RWVEIRBIERD 40%5 5 & &
NTWED, FEDOHETIE, CsA Z Do VET D Z LICL > THARBEEMOFIEE 7. 6%F
TRFONDZ ENRENTWNDS 9 M EREAEEE I & 2 BT R G 2T, mERE D b5 258EFT
HERD, 3 AUERESIENRRONARWESIZIT ] ng/kg BET S, 3+ AREZ2 A TIMEREDOIL T2
IO NEAICITESICREZHET S, 20K 52 L TEE T, K5 OF Tz R L7z
FECAZFUIETEZENTED [IV],

a2. fFHT 27 k=rymrokhs
FLUR=yurOfHEIEL 1 ng/ke & 5

ng/kg DHBABRATON. 1 ng/kg THHT  DERET <FHRIRELY L>
BB EARENTNS Y [1b]. 2 mg/ke/ mPSL 2mg/kg v day1-7 mPSL 2mg/kg iv day1-5

HORFLFL K= mr % day 1~5 1045 F@JTﬁgwiﬁai.gw%"mmivﬁw
LEBA. 208ETL F=Yy o v @&n 1 PSLIZLI#day28Z T (¥R PSL(0.5mg/kg) p.o

mg/kg % day 6~day 14. 0.5 mg/kg % day 15 EEUL = q?y8’1&12'14=16=18'2o

I ET D [IV], MIFROEEERA BT

BRI EDEEZ % & T, Bz, ATGIZHAT LR EEATO-FNORERE
=7 L. UYEATGIEY~ ATC L0 & T —RBICAL ST SEEREATO-FOiREEE.

H N =N o - : = an = ‘)—\
MIBREAEFI AR =i, —RIICH BT e CBORGRE TL TS, npaL
T LRROAT vA FEEIFETE, BB U A A
WATHEIEIIC L5 B ) 2/ SERIEIER RO ) 2 7 £ 2 THEMES 55, B 3 1R TIRIEE L

HZLILE-oTZDY A7 OB LAREMNH 5,

a—3. TPO-RA OHEH
EPAG X EEVAEME B A BMEE ML D 44% 2 M ERERIE %2 & 72 532 & 23 2012 4E12 NIH OFRRMFEIZ L -
THE SN 1819 0 208, 7~ ATG+CsA & OOFFEEOA DS NIH THRET S, 2o 87%CH
BEDUL LD SIS Z ERENT 10, k., B UM TIThmi@mEo 7~ ATG+CsA
HEOHHE (63%) I TENLZEE TH -T2, BATOEIEE VF L OATG & OFFHIIC X D HEA
FRG TR AIEBRTTH BRSNS SN TR, 201748 H L v | BEAFIBEE TR A T4 72 1
ARBMHREME, #10TATG #iE %% T 2 BAR BMEE AN s U CERREH NGRS b, Dk,
BRIN D 7 = ATGH+CsA JEIEIZF5 1T A EPAG D T > ¥ AL Ebss: 3 FHEER (RACE 3X5k) 23T 4T, EPAG {3/
DIFINFENEPEIND (3 7 ARER ORI ; 22% vs 10%; p=0.01, 6 » HRERORFENE; 68%
vs 41%) T EMHE AN 1Y) EPAC AT A LItk o T, THETHURIK E ST
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ATG+CsA JRIEDTRREBAED KIRIZH B35 Z L RHIfF S D,

NIH O45 Tk, EPAG X ATG & OFHAAEAIC L 2 IFEMEOER 2R 2720, S 0iE ATG BR#AT% day
15 MBOFH &R, 2Dtk day 1 EOFHORZEMENHER S, S OICHREIZEE LR, 5%
ERISHE HICTUVMHEA 2N B L2720 NIH OfFZeE 1% day 1 2B OREZHELE L T\ 5, 2B,
RN D5 3 FEFRER RACE 752 Tid EPAG O FHBHARIL ATGHCsA JEIED 14 HAMNS Th-o72 "2, HAD
EPAG JRBR ClE. day 16 O OO OBF AN S =7, REZE | EPAG 1%, ATG & 5-1% — &M
BB LTS BMET ANERH S, AR I 7~ EPAC O 513, ATG/CsA SEAFITIX 75 mg/ H Th
D, B BEPI I3RS E - REAF U a— VR RR DO THEENLETH D, ROMI X 201947 A
XU BEAIRIE COOERAR o B AR BRI U CRIRE H 23580 HALZ25, ATG & OfFHIXERR
SN TV,

— 5. BPAG (2 & DYt R B ISR OFEFRE Y A 7 12OV T NIH 7 V—7 1%, EPAG (FHEET 11. 9%
THO. EARYIary ba—Ld12.9%E _XTHLDRETR -T2 EHE LTS 10 F72,
B I D EPAG O H-Fif4% CEAS AR A M L 7o S Tk, Bis=<e MDS [ZFHE) 7o i8R 4
FOFARIMIRD SN TR X512, BIND 7~ ATGHCsA JRIEIZE T D EPAG DT v % Akt
% 3 FHEER (RACE 3RER) CTld, (AMRE RO S DIEROEIGIEL 6 » AR CIRERNZ L~ CilifE
THIMMN A HILTZ28, EPAG #5.8F & xtREE CHAIM O ZEITRO o Tz LB SN TS 12, =721,
BEYIBN IRV EIEE 220, BHERFITK L TEPAG Z0FHT 200G, %7 1 v b
EVRTDONRT U AEFE L TERZ W 20BN H D, BlZ0L PNH BIUMERC HLA 7 F X 1T T
L VR S IMER A 5 0E CREARIMERE 7S 2 T/ n L LA EIZER 72T 5 stage 4 £ TOHEFEFE THILIE EPAG
PERIIAEO RS H 25 (B 2), NIH ORGSR TIX, EPAG #5610 10-20% (2 Ytk B4 23 HBL 3
DT ERHESNTND, FRICT FBROAKREE I THRARTH D=8, EPAG £ 7213 ROMI £ 5-BltA% 1L
3-6 Ak E HBIEBIMAEZ AT L, RERREOFELERT L ZEREIO LD [IV],

ITP & Lb#Z L, AN DAL EPAG B 5- O RN BT 2 THOIREORMNALETH H, NIH T
T UANLOREEFET D L ATC/CsA JERBIOZNFHIEIL 3 A6 6 2ARENEY) B 2 b
E) 114, 115) [Hb]o

a—4. G-CSF OfHEH

IR D X 912, ATG #EIEIZE T D G-CSF BFH OB & e A AR STy, L7223 » TRGLE
DOEPHFLIAMNE, G-CSF ZFEMAICME T 2 MBI\, 7272 L. G-CSF #0345 &, ATC A%
LAICITMEARIIER L 0 b BICHFERN L7 T 5, D ATC JFEIENENE 2 &R HWT 25 2
EMTEDLLEWNWI R w bRBH D, F7=. ATG/CsA FHABIEIZ G-CSF 2025 Z & of A& H~7=
HARDZ > & MERERTIX, G-CSFEGREO G NIERGREL D & 6 AR O ENREH L, BHED
BN ERRESNTND X, ZOFEBRODETIZIAZT TV RCL>ThHORENTWS ™, —F
CTHEGEROUGEITE LN ETHHENL L ATCIEEIZ G-CSF 2T ABRERFI LT VX A
(EERBROEW 7 + 0 —7 v ZICBWTIE, BREBEOBD ZIRD N7 o 2o, ATG/CsA D5
JRLITN—F T G-CSF 2R 5325 Z L a2,

a-b. P - FIEEEK - fiv A VWV 2AEOE S

ATG #54% 1~2 » HIZV KB 072, BEE, =2 —EVAF R - A v U=F L ke
BIOANA YA PATO AN AR EDBYYELZR Z LLT WV FICT S FATC (AT Y V)
XU~ ATG (V747 u7Ur) X0 GREMEERNROD, REZRORERENEL, @&
FET 5 2 ENEIHI TS, EBMT 7 L—7 Tld, ATCEIEDBRICHIEIE - PTEEIE - FLy A L 2 F (N
VR L w7 R) I ERTFHICRES SN TWD, L L EARTIEZN S OEFIO T GI3RD b
TR, 20, YA a7 ) U EERITI N OREMRIC L 2 BYYEOF L HRIZE =4 —
L., BROBENRA LN GEICITEDICIREZBMT 20ERH D, 72720, 7V X ATG 5% MV
PURIMSEAEPEAL LT h OV EYEZRIET D Z L Idfi & S Tnb 19 F7- EB 7 A /L ZDHIEM:
BiZ, TV FATC EHITZERFITE Y . TOFRE L 7~ ATG ([ZHTHRVAS, BBV BE U o /38
FEMEZR R (EBV-related lymphoproliferative disorder. EBV-LPD) Z#ZIET A Z LITRIIVE S
TWD 19 7272 L BAROHIRE T CTid. RO 7 X ATC #RIE# IS ESERN 72 BVB-LPD % 384E L 7= i
DL INTWND (REET—F), LEB-T, MlaMEaEEs’bo & i< sl I s v ATG
PG 2~4 WZIZTREZR B Y SEENC L o BBV A4 E=% VU >~/ L 10 2 °—/10° {9l 2 EBV =2 &°
—HMN EF/ U, A U O REIIE R EORERIER N B DN GAITIE, ATRERIR Y AR T v —H A
FABNYU—72 81280 EBV-LPD ORWi2E L= LT VX~ TR E2EET D,
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b. 40 A T HLA —HFlax B3 5 8%F

AF D 17 AR O REIZHB T 5 HA — Bk K —0 5 OB fBmE & S millgiE & 0% 1R
I LB L, BAEERIIIAEENL > T=) failure—free survival (FFS) 13t iElEE AT
OPICAEBEEZI T R ABICEFTHD EWESNTEY "7, FEBHEOAIHED Vi X &%
BT 5L 2 LWETIHEREBENE RINOEEEE X OIS [IV], L EOFEER O BE I
LT%H, HLA —E[FMED D O RIFEBAE & o MsilEE & 0% F R CIRRIZEOREMATRENE LN
TWAN, S IEIREDOEES . ¥, MDS « PNH ~OB{T77/2 E D7 FFS 1L EBBHIZEE_TE - T
WA LEHEINTND O, =77 FHEREDS 100/ u L RO BRE ThRWEZOEIT/IEN, F-.
IR B W C OB D FE i % failure & LT H FFS IZEES BELOHIW N BTN E 5 H>iT
HENPVLETH D, oI, [FAEBHEOSAIZITIEEMEEC O U X7 BaEimfEiE L v b, &
ERF O LTH, 8% GVHD 12 X » TR QOL NEMIMICIK T2 alieEnd 5, Zid 2K
FX A DBEOHLBIZADETIBEEZBIRT DZMNEND D, 72B% R0 BITER 0 B <0 1
DOFEVEE . R TIC PNH B ER OB 2 38D 72 W RS TII s ML DA 2RSS FFS HRAME L
DT, RIFEBMN L BEBMICEEIND,

b-1. FBAHATALE

1E MARNESS 239~ 2 [AIFEB A Clx, BHERILEOREIE L TL Y By hOEFIEM (V2 /REk) %
Ml L2 PRET D 2 & & BERNIETFEEELZ TEARETEO T L LN 208, HAERRME
BIMOBHEIZIB W TIIHBREZZET 20830V, —F THARRMEAMIZ T 2 B0 Tk, FrIZihm
JEOEWHREIZBWTHEHOV A7 NEWNI ERMLNTEY . BEgIlE TNV )
VRERE LoD EMEIT D 0B BAER O K E Ik L7 D, o mas EIE LR 2B 0
A, GVHD 12 & » THUEE (GVD) B RS D5 ATREMEN & 5 2, BN BIEE M 632 B Hi Tl GVT
RIIRNBECTH D72, GVIDIZL o0+ 22 L HEETH D,

FITY7aARAT 7 I RCY) REEATCEZHWTLI U hE RF—D Y 8k Z < 4
HBMATLENERS N, ZTORENRYT ML —F L0 HESN TS, 2001 FEDOHE TIE 2-59
METOD 94 ZOEH 1L T CY 200 mg/kg (50 mg/kg/day, 4 AR 77T a Ao w~ ATG
(hATG:ATGAM) 30 mg/kg 3 HfH (§F 90mg/kg) ZRiALE & LT HLA —EK[FEIE) D OB HBHNTTHOIL,
AR 96%, GVHD JESERIT grade TI-TV &AM GVHD 29%. 184 GVHD 32%., AEfFER88% L W9 & Th
7= W 2Ok, BB RE 9.2 £ TH B R EESHERF STV D Z LR S Tng 12,
ATG DA HH: 2 5 U 7= 134 SEF] O HEVE 2 EfT Heig i8R T CY 200 mg/kg (2 hATG 2 f0fHT 252 L DF
FAMEIIFER SN o T2 20 Z O Tl ATC OFEIC L A HE A5 BT 5 ICI3EFEA 4T
ol WO RIS L H D O THREOMRIEENLETH D,

ZOBMAMLEORZREEROOESE LT, BHE Y OFHOREINH-T-, CY I1TEGEN
180 mg/kg ZHBAH ELEMOBHENEL 2D EWVWIEENH Y 2 HEIOWMIMIZ X 5 8rEECE M
DOEIMIZ L > TIEREDIK T L TWAZ EOZWHARBEEAMBFEICEWCIIMEE R Z E23%
Mo T F 2 THIEIHEIN RN DIEIR DD 7o W VBT A X S B (Flu) 2. F D4 CY %
HET 2 BHATAENER ST, Srinivasan HiX Flu 25 mg/m’, 5 AMZMMZ 52 & TCY HES
120 mg/kg (60 mg/kg/day, 2 AR ~HEL. 5|2 hATG 160 mg/kg b T HHTALE Z FHWT, 11-
65 % D EAE AN BRI A 13 NSk L CBEEZIT- 72 %9, £ <13 HLA # & ik K J— KA
A RF—Y =X LT B THY . £ENAES L, GVHD OFRJEIL grade TI-1V 2P GVHD 9 A
2P GVHD 8 A Tidod Hivlz, JRRBELILEN 1 A TROONIZLAMNIEE BRIF 2B LE WO R TH
o772, E BT EBMT O TlE, 30 Bl EOBFITRB Wtk Y KE+rATG LV &, Flu (30
mg/m*X4 H) + CY (300 mg/m**X4 H) +rATG (¥ A EZ7 27U 3.75 mg/kgX4 H) OECY LT A
COFD, BEYAEFERNE N EDRENTZ Y, L, BINORHE CY 2 AW A, A5
RENHEMT 2 Z EDRRSNTWND, ARG - S MaRESS DT — & ~<—Z (TRUMP) & 7= CY
FAEICRT 5% T HAMETIT, CY #5872 100 mg/kg RO BE DA 100 mg/kg LLFEH L T
HEELVL, TR LI TENRFOMEE THo7T-, 727 LERAL TS CY DI
DIESLSENH -T2 1P,

7o BHAR B MICKT 2 FEBH T, BIEEZOIRAXATNREZN ERMLATEY, AR
1Lk, 2 RIEAEBFAREOMERIAT L 725, 2000 FELIRRICAI CIThb Tz 16 Ll EOFA R BN
2R D R HE C 1 IRMEAEB AL, IR AEE B 2 BROTIERNZ B W T IRAF A 7 L IT%ES
LBy MIOFAY XA LER LT 2 IREAEBFREETIE LTZEIE1E 4.5%, F AU XLIZEE RS
—HTHDHHDD 2 WM EERRERIE LTSI 4. 1% Tho7- 9, 2L TELLDAEERRITBN
Th, Flu OEHNSL LM CTY A7 K+ o7=, 7272 L Flu O N SAEFERICITRETH 2 L
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WX hotz, BREB/NENGIX, CY OHEHEN TS R —Hx 2 Y X80 2 REEBZREITH Do
TWDEWVWIHENRDH LN P, RATIZ Y HEIZELLDZ AT D 2 WHEAEBERBITHLTH Y X
TRF LT b oty NERBEISH LT CY 1o TALT 7T Mel) BT AL I A
HLHAWHA TG 129

ATG IZOWTIE, RIS TIHHRES AT/ a7 U VOAENEHTE RN E > TS, HARACE
T B ATG DERMBEGBITFE I HTHEL STV, EBMT THWSH L TWA &L, EJE GVHD @
IR WA ARANCBWTITIEREITH A AREMENSH 5, Terasako BTV A E7 a7V > 10 mg/kg % BAERT
LB N2 & 2 A FRGER 72 @ EE R RR M S R IR AN E 2 0 | BAERY 7R T A L R JEYSIE D IIE N - D HL
TZLWELTWD P~ HARACEB W LIS MR 2695 HLA A Bufifk R —»n 5o
HLA Rl EBEICB TS, A EZ 27 Y 2.5 mg/kg, day —4, -3 DG TRIFREENE LN,
grade ITI-IV A% GVHD 1% 12 Bl 1 BllC Lol & WO HiE L H 5 120,

D B EE 2 IR S i i AR R A S [ R 28 7 L — 77 (KSGCT) 12 TYT v 7z aif Al £ 3Bk 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) O AFAR B MEF I3 24 AESRG Sz BV, HLA —#K[FEg R —721 T
<L FEMBHE R —H LT HA RE RF—b&ENTEY ., 2060 R =050 Cli g ik
ST (TBI) 26y 2MBINE N Tz, 28 L DOBENSIMUZRR TITERIC L2 BHEE 1 AxBRx4e
BN U, 1 EATFERIT 96, 4%, 3 EAFRIL 2. 4% L BIF R TH o7, 7272 LIBA XA T HI0OH
FE L8P GVHD BIERNIEHIE L, AT/ a7 ) V&G E - XA 20 7R IO TIEE LR A%
ERMLEEEZ DL, BN TIEA XY A& L E LT, ATG OfRp v ik MEFT CD52 £/ 7 1
F—FHUR (T LAY X~7) PNELEICER SN TEY ., BM GVHD OBE 2D X825 Z L3l
BENTNWD ¥ KETHT LAY X~ 7 & FARBMEE MR 2 RIS ATLE I AV 5 ERE
EIRER T, mm% TWEGSHER DGR Stz 199,

ATC DI FAMEBRZHIRE L TR LN TR o FEEICIE, BRI T CY ISz TR Y v Gl
(total lymphoid 1rrad1at10n TLI) D BOEHHEREY (total body irradiation: TBI) 23 L
EUIFHWL R TE 72, Loy LIS Tl BUNBRIRS L2 A v 2500 - B CIXERERE O U X7 135
K 7p BV FE 7 ATG L aREIEN U o _EilE 5T (thoracoabdominal irradiation: TAI) D E#E Tid ATG &

ﬁﬁ@bﬁ_i?ﬁﬂiﬂfﬁ&ﬁ@)%?ﬁ%fw\élw
U ED X 51z, HLA —EFEN S OBMEIZBIT 2 BMATLEILEZEE > TWORW, BRINOTA KF
A 2 TIE 30 FERTE T CY 200 mg/kg +HAEZ w7V, 30 5LL EOBEFITH LTI Flu ~— 2 DHi
LB ZHELE L T D, Lav L, 30 ARl OFFEE 2BV TH, CY 200 mg/ ke +ATG (FAaxi7e & DTl
72 <. Flu 120 mg/m*> + CY 100~120 mg/kg + A€/ a7 VY 2.5-5.0 mg/kg ZFHNTHRWEHE
bbb,

b-2. FhHfE > — A

FAY MERHIARAE (PBSCT) 121, @ MEIE N TV & o+ e i 2 R Lo\ e 2 8D
AU MIH D03, EBMT 35 KX ONE R E B AR SEE (IBMTR) OFENTIC X 5 & 20 ik LA T O KA 4l
BB L, BRI R TIBYE GVHD OBEEENHE X 7= D/ EFENEEICIR T T3 L @E ST
%10 F7m, BAEM - RIS SRR S T 16 LA 40 mRAH O AR B B E O
fERTIZI VT PBSCT 2521 7= 78 Bl 5 AT (74.9%) 1X., BHHEBM 25 1) 7283 482 Bl 5 4
ATER (87.0%) ICHENTIRVMEMI N A BTz, L7 o T, SMEIC X o TR MM BAE & 24
ENDEOHE L H LN, O R —OFHRBNRE LGS, @ R —ORENBERE L kL
TEHELIBWGE ., OBk 7 EREKYYE 2 FIET 2 ATREME SR O TR WIEA 72 E 2R . BAER
BYHEMIZHT 28O R — Y —2 & L CRERAHEIR NS, .,

WL U P ERDS 01230 < G-CSF B 514 & IF P ER DM 2 72 WO BIER! (fulminant aplastic
anemia, FAA)

Z OESEE O BF T SRR DIEGYE A GO L TV D, PLESECHIE B HKIC X - TRYYIE 2 1)
Z BT/ NREITTIE, SEmMEIEREIC L DR 6 BNCEMAROND EHE SR TND P, Lo LARAR
FHCIEGHE DO FE N NEECTH D720, MERIEIE F TITRF O 030 2 Se Ml paE I c g adin s n 2
ENZ, —EHIR G-CSF 25 LIzOb LT ERNE 72 AN TRYYEZ 2> b —LT& A

WIGAIZIE, BYYEA DO F ERBEBMEICEAE O X5 2587202 b b D, £ OBRICITImERFIE O F
w%mm%m@ﬂ%f V—=AL LTEELWNTHA ), HA —EFRNSDIUT I VA, WARWEGEIC
LA E COMERHIM, MEREIE £ COMMAZEZE L, HLA a5 N — O R imEHE %2 Huvi-
HLA R A B % BB S5, BB KE CY BEEZHAWD HEOEN» B [KAET L A
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VAT HHOCTBEEZIT) 2B ARETH D 10,

WA AR BER I oD VRE T TPO-RA 23 AT HE & 72 0 S e vE ORI X L Tun g 10
FAA C &S Ml 3EIC TPO-RA 2 OFF L&A A8 Lz & oGS H 0 Y| B IR #E722 FAA OJEF]T
IS IR & TPO-RA OHFHIEEZZE L TH RV,

d. SaEmkRIE & oL b o RS (EPAG) MEEZN A2 % 4 5 15 0%

ATG+CsA FEIEAZIMEI O 8 EiE 3 » A £ TITM 6 O EDOEEE /RT DT, i E TITHEIRIMLER
RN ER DO BN AN T SR WMENT % L Cld, EPAG A FH I %F L TlZ EPAG 7213 ROMI. EPAG fii
AR U TIZROMI, F7213 7 VEART L 10 mg~20 mg/ HZGHT 5 [VI], BHbD=H7 ) ER
F R LIS WEEBFE ISR L, RIS B ORIER D e 25— )L (PR
%) 200~300 mg/ H &2 ¥ 515,

O L7z TPO-RA 23RN U < IXEIEH I/ IMRE OB AN L 72 & Tkl 23 R T
b o7 ITP OHA | 17D TPO-RA HEIZZE T L7555 DZEENED 50-80% T 5 & T 5 /N2 1% 7Y
TR EEERE SN TS 12 W) = 7= EPAG NMER) T o 7= B B ikt LTk ROMI
~OEEDO DD, 7T 2 AO AR BRI OIEGHIHEGE 8 fiigk T, K 10 u g/ke® ROMI 234 5-
SNz 14 BlOB% TR ClX. AN L BlORTH-7= ", LavL, ZD% 20 u g/ke DI KE
NEHSNTZHARD 2 figkn b OMETIE, D &b 1 MERFEOLED 70%LL EIZFRD 5TV
é 145, 146)0

ATG+CsA FRIEK NZ D% D TPO-RA, EHRMYEAT v A NiBIE b WERE SN 65 UL T DR
FITHRLTIX, HLA AR (FIENEH & LT A2 R L72354) & D WIEHLA 7 U Vi & FEm& N
F=DBWIIIBHEEZET 5, BAOIEMBEMBIOT —Z Tk, 16 Al 5 HFA 173 88. 3%, 16
L b 40 IR T 70, 2%, 40 mELA BT 8. 8% TH D | FRICHEE CRIEFHBE S ED ONS (BA
TEI - IR SE) , HLA A ORIFECIEMEE K — DWW B3 ik, B B HLA -4
BEBMENEBRE I, TOESITOWNTE oMo ) AR E L TEMEINDIRETH D,

d-1. —FE B ® ATG ik

g —n y OREFTCIEL, FIEIO U< ATG (hATG) % 3 7 H £ TITIeR GO0 o T BFITH LT 2
BHOY 74707 Y "WFE Iy X ATCATC: ATy a7 ) ) WeEHhE4+A 2212k,
ZTNEI 64%, TIRDBREFICEMNELND Z ENREINTWD, —FH T, KESIE hATG+CsA R
BTt % rATG+CsA DZFEENEIT 30% & HiE A TH Y . FIE hATG FEEIZIIR DGO bV B
%% TATG JEIEDZRNR 65%I LR TIERWZ LR S nuTun 5 19,

HATIX, #[E] ATG+CsA HEZhFIT x5 ATG -6 G- & e KT —72 5 OBAE O A7 03/ N A
BB 7E S T S hu, ATG B 5610 5 4E failure—free survival (9.5%) I% URBMT %
(83.9%) IZHEARTHEIEN 72 0, Fiz, EpPRtEEmEEICE T 2 WAL S0laik % x5
ELTHER D M To - 2ERAE T, #lE] ATGC Bz 5 ATC H# G- DA BRI 17% (2/12) TH
ST, LIER-T, A7 07 ) VEENIS LT E B O ATG JEHEE1T O BRI IE, #llE] ATG JFiE#%
WA SO EDOHMENR R OB 235G L L TCETRE TH 2 [IV], I OG sk Trx ATG
% 3 7 A E TIZEOBENRHZLNDHEIDNL D, rATG TIER DU EDOFENR & HIL D ETIZ 3
AL EDPPDHEI LN HDDOT, FEHDAGEZITH EFTHREYL 6 » HIZFoRETHH[IV],
B, A%, AIZENWTH U~ ATG (Atgam®) SPREEIE HICZeiuiX, F&RGRIXEMW R 2 28 2
DT ENHERINS,

d-2. HARIEAT oA ROBEMES

AR L72 & 912 ATG % 3 » H £ TICMEBDOBIEN 2L > 1261 Tld., FOBREMHBE SN D ATRE
PRV DOT, B b4 ARMNBAT 71 10~20mg/ BZ BT 22 @0 bNn5 [VI], 7=
72 L. FEERIEF OB TR BHACDBRWER N S 572, B E IS LTI R3ANKLETH
%o SEMEIFEERSH E T IXEBSEO B AERBHAMIZE T 2EAREAT 2 A FOBEIZON
TIEFE & F o FEITAFTE L7y,

RIDBFFEIE L TV —L 300 mg/57 3 (PREREEHSN) #8595 [IV], ¥V —nizix, 7V ERT
ATHARTHUALORIWERNTE L | 2HRBEEHE TOHMMNENE WO FEND 5, SRR & B
MR I B REER TIE, RIEMHIRIENE TH - - kMR BT 2 ERRITK 505 Th -7, [H
FEMEXE I PR T BT 2R L) (B AR TIX, Rl ATRE e 12 Bl B 2 B (17%) .
B 3] (100%) . AR TIE 42% 2 MEREL D ER B A B iz, 12 HEA OG- HMEY ., EERIEM
AN A WA RN
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d-3. FEiffk K —0 b oF il

DMETI 10 AN O/NEH 2 RN T HLA —E IR K —70 5 OF B O sAE X E o Hs
T TORRTEICE EE TS B 7272 L, BIED BB £ TOHIMAE M TIIXATFERIN E VM)
MBHHILTND, FRTHBI% 2 FLLNICBAE 252 0 726 Cid, 2 0L R L7l R CTHEICAER
BREDEMESNTNDE P | 207, ZHE TSR AR IREO T _CNER LRI S, Filpse
REREDTFTIHEIITHECNIEMZE R —mE L2 L, N =23 G0 nhEBiEE2 ZET 5,

FEMmfR K —1Z, HLA ® 8 JEDSDNA L~ TR T —H L TWL I ERLEE LW, 72720, BAED
BRI 7 2 U2 R g & B DT Ic X5 & HLA —& R —0 RHERWEATH, 1
7 VIVARREA DN, C,DRBL X ONDQBL NOWTNEE DT LIV REG D R —ThiuX RF—& LT
FRTEXHIELEIRENTVD P2,

M R =25 OBEICBW X HLA @A K —Th->TH HLA —EFR» S OB THW S
% CY 200 mg/kg+ATG ZRIALE &5 & B O A IHESCBAMEGEMRIE RN Z RO L, Bl
FARII AR CTH o721, & ZCTTBI % 2-6 Gy RIALEIZINZ 2B T, 2 Gy T1RME, 2 kikED
EBERENRRORLBD LN HDOD, 4 Gy LLE® TBLEINIIA PHE DI SN o T- 2 Lt &
W TBI & 2 Gy & Sz, Zed/NREEARBIEE MBS TIZ Y (200 mg/ke) +TBI (5 Gy) +
ATG MHAWSNTE =, 72721, 5 Gy ® TBI 1T IRERE~D BN B A IND, Flu ZH\WT CY 28
£ L7 Flu 30 mg/m?*xX4 A+ CY 300 mg/m*X4 H+V A7 7Y 3.75 mg/kgX4 A ZRTLEIZH
U2 HLA A—EufiigE b U <I3FEMmEE RBE TIX, 16 mll EoBFE 19 A 6 AT 1 RMEAB RSN
BOLNTEY, 2EAEFERN 61N TH 7= Y, ZZ TEERETHBARIC TBI 2 Gy IBIMO A EN
FrEN, BRFETOSEAEFRITTBI HYEET79%, 72 LEET 3% ThH o7 9, 72233 TBI 72 LEECITHs
FEROEGFRPEREICEFTH o7, TBI & 0 BETITERIC K D EFROEI R o7, ZOHET
12 TBI OF I D SFTABFREN 1T O LTV -, HLA REa s b L I3FEmBEE % K —
ETHRBMITB VT, CY 28 1200 mg/m* £ THEINTWD Z LN, BWEBREORIERIZO/N
ST AREMED N B D, AT KSGCT Fifn) & 3Bk CILIEMZ K —0 508 TH FLU (30 mg/m? day -6
M day —3) +CY (25 mg/kg, day —6 /5 day —3)+% A E/ 17U (1.25 mg/kg, day —4,-3) (2 TBI
26y &M Z T-RIALE CRIFEHE 21T - 7228, AEF @R, 2AGFRLEFTho71= B, —F, 7
AV i b IR E A & 55 & 9% Flu 120 mg/m*+CY+ATGC (A EZ 27U 9 mg/kg
F 7212 hATG 90 mg/kg. day -4 725 day -2) +TBI 26y L R T 5 CY OFE A EICE T 5 K
RBRCIE, 150 mg/kg O CY & G 3 llan i C L D IRERBIEL RN ER TH 72, 2D, 150 mg/kg
DOF7 —3F &, 50 mg/kg £771% 100 mg/kg D CY HENHEEITHDH LHESINTWD 9, 777
LZDOMETIICY 28100mg/kg TH-oTH., EHFEREN IBRTEO LN TWSE, A7) H
BOZNZ EREMEHSC LT FTRREN D 5, AR OARFORFIH RO L 212, FRIZELE GVHD 04
RWHAARANTIE, A2 07 v EEEEZEBG L, day 4, 3 DX HICHEGHEZFEI LICT D2 &R
EENITAERNCE  FTREEN S B,

d-4. ZOMONRE KF—7 5 0 st ia sl

HLA — 2[RI a0 HLA 77 U v —EB3E MR R —23M5 52 0IGE O K — & LTI I HE <o HLA
A RFT—bOBENEB S NS, PFHMBHIZ OV T, 2006 4% TOAFRO I IS4
BRENT U7 CIRaF R BRAES 54.8%, 2 E2AFE 41 1%L VW IHERE TH -7 P, L L Flu 25
mg/m* X5 H+Mel 40 mg/m*X2 H+TBI 4 Gy ZRIALE & LT 12 ANTK L TSI 21T - 722 D
JRBEN D DOHETIT. 1 kE, 2IREDOAETRLEE 1 NTOEDT-HLOD, 3ERELFERSIUEVH B
IR BN G BN B ZORMLENRZE < AWV B TWD D ITEDO AR AR BAMER B 6 2 T
MABHE D RAEIE. 40 5% AT CIIIEMBME BB & RS ORBENE SN T D B9 72721 40 %Ll -
T O B O AR T IEMGEE R EHBAEOBIEL D %> TW5b, EBMT TiX Flu 30 mg/m*X4 H
+CY 30 mg/kgX4 H+ATG 2.5 mgx2 H (day-3, -2)+TBI 2 Gy Z HIALE & LT 4. 0X 107/kg DL I o 5 i,
ZRMET Dl BN T, E5E%E88%, | FEFE . N THo7z ™,

HLA A iz K —725 0 HLA REABHEIZ SV TlE, 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) (FIBEIEBI TIZEB R BN Lo T-7- 4 Gy IZHIR) ZRLE & L CRBAE% KRS CY 50 mg/kgX2 H
(day 3,4) ZHWWI=86. AEL 8%, GVHD 27872\ 3FERAEFRY 84% L HLA —E R K —0 5
DOBHi% LB OIRWVIRIRRAEN SO TR O S%ATHRITAEZ TS ATREERH 5, £72
JEFIET D 720y I B CHW SN TV Flu 25 mg/m*X5 H +Mel 40 mg/m*X2 H+TBI 4 Gy
T LAY A< 0.25 mg/kgX 2 HM (day -4, -3) 200 2 7= HiALE T HLA A K —0»b6iThbh
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7o HLA NEABAES ., &, TORORBL GRHTHY , BT DBRIETERONEEZD
MO R L. IR OREE R =2 b OBMIT S MR L D HIRRBR & LTIV, Z0BFAEEZ 50
(T oREND D,

d-5. SEIMHEIRIENEGN TH 12N T O%ERE L-BE

HE ATG FEENH I TH > T2H 0K 3 FNCHARBMEEMOBFEI RO N D, I —1 v/ ROHE

Tl #El7 < ATG (hATG) B ERBNKTTH U 7 7 a7 ) COFRFRIT 61 % ThH-7- 1", KE NIH
@Ekfaf X, WA hATG # 5-% OEFBIC rATG (A7 a7 U ) #h LSa OFERIL 656% &
215 (30%) & et L CRAFCTH -7 1, S OMETIZ, HIRIO ) 7+ 7 a 7 U URNEHTH-T=
22 BIOFFEID 5 H 10 il (45%) IV 7+ 7 a7 ) v OFRENREN TH-T-, —J5. [FLLHE
DI 7x 70TV BICERLE Yy F 7 U a2 REINT- 1360 5 B EMIE ST 1X 54 (28%)
Tholz, BEHARTHEHTE DI A/ a7 ) O THDHH, B3 LEFNCE LTI A £
ra7 ) o2 FE545 [IV],

d-6. b U ARRTF U RAREEEE (TPO-RA)

G HNHEE (CHEFIME & 2 U FE SIS )T A EPAG O BB 5 O VW1, K E NIH ok 5.
D 2 AHRBR D 43 ] TIZFTNLR 40%TH Y 1% K[E NIH O 5 150 mg #%5-TRMET 5 2 MR D
40 Il CIEZERE 50% MY HARDEN 2/3 FHERERD 21 #iTlX 48% ' Ch o7, R IlEE & o
8 72 EPAG % 5-OIRHEAEIX. 7 7 v AO AR BN O FE@BIFERE 15 fisx To 46 B Otk 1)
R TlE. ATG IBEDBEEZR L 11 41 (9 5 2 1% EPAG S WIHIIAIE) TIZZEEEhER 64%, ATG |2 Xk HBEA
FEID 35 BITIX T4%TH Y . 3 BHOEEIZZN LN 2T%E 34%ThH 7= WY, B OB gk D 10 f
D% ITRBIFRNT TIEZRZIRIL 50%, 3 BHDOUE 405 TH - 7= 199, ﬁ@fﬂﬁﬂJf&/ﬁ#&#m«@ EPAG il
B 5 478 28. 9%, FIHITEEE L LT EPAG #5475 16. 7%% 56 % EPAG 189E 134 50> EBMT D% 7Y
AT Tl BRhRIT 629 TH -7 1,

FEMHIFIE AR £ 72 iﬁaﬂmﬁﬁuré/ﬁﬁ)ﬁﬂ% L B R WMENT x5 ROMI o BEph$¢ 5- oD 1R Rl 1
HE[E O 2 FHEER D 35 Bl 1 O FEATAEF ClrX, E@HEITZ 10 peg/ke THY, 10 pg/kg Be5T
DFEZHHE 100%, $5- 52 1 TlE 33. 3%IC 3 RAEDUEN RN A B, ARG EE 20 g/kg & L7k
G B O 8T. 9% T, 3 B DUGENFIT 16. 29 Th 7= 9, AR L EEETITHhNT- 31 il TD
2/3 AR EIFR A PR AR TlE. SRR G RIT 20 0 g/kg T, THRIL 8. U TH 7= %, 77 ADH
AR B M o0 FEERIR I 8 Mgk T ROMI 23 5 S u7= 14 1l (T1%28 ATG {598, 57%70° EPAG 759 D BEAE
HV) O%FTEIFHTTIX, ROMI OF KB EF AT 9. 4ug/kg THY |, 10 pg/kg LLEDEHHIX
8/14 (57%) T. ¥WHHIRMIPRAEIL 4.0 » H TH o=, MIERFHSEEDENLZ SN0 14 fild o 1
BRZTE 2o Tz, 3 BMOUENREN R ONT=FD 1 HIX, 73 ATG/CsA KNI L2 b DD
CsA W IR L. EPAG ([ZHEFIETH » TIERI TH > 72 19,

—ERDFERI TIXLZE LT=BN A B, EPAG O 5 %2 Ik Lo IO BT 5 2 EnHE
SNTWA, FO X9 BREERIL. EPAGC OK[E NIH IZ & 5 2 fHRER TIT 12-25% "W Thh, 75 %
OFAER BIER Mo ILE5ER 16 iz TO 46 FlO % FREIMNT TIX 9 % Th o7 119,

TPO-RA J&#% ClE MDS X2 AML 72 E~OBITNEHE SN D, SE IR ICIEUE D 2 WO 3 E] st
4% TPO-RA DIEEIZIIT 5 MDS/AML ~DFAT & D WMTE A o0 HERZR 1T KE NIH O 2 -2 ® EPAG O
2 FEFAER 10 113)75:/\29{&7‘_ 83 DM T 18%(16 B, 55 15 BT FEA O BB, 1 #1113 MDS/AML
~OBAT) TH Y, -T2 ED T HBREAAROREORFEEMOMBUL T F] (8.4%) Tholz, 77 AD
FRAEAR B A I o i 5P 15 Jiisk T EPAG /Afjé‘f 46 il D% 5 HIRRAT Tl EPAG TEWEBRLERITIC-T A
SR 26095 1 FIAS AML IZREAT L MY FHiko B —fiii% 0 BPAG 159 10 Bl 1% 7RO Tl AML
~OBITHIN 1 Hl&H Y 9V EPAG 159 134 {ﬁJ@ EBMT %% 5 HBIMEAT TlE MDS ~D AT 2 7 41
72 19 ROMI o B #% G- DuiE o> 35 > 2 FHERER TI& AML/MDS ~DRATIZRS b, AALEEET
ﬁbzht 31 B> 2/3 ARIERS I [F] G R FER CII R E R o HBL 2 ] TR &b DB 1HIE-T =&

HCHoT ™,

12. ¥ #

BLJE « ARSE DO WX, ILIMEREAD 238 » Th F o 7= <H#IT LR WIS BRI E@f%%%%é n
ST, EEGNIILMERD 3T L. STEHRIEO 3 TIBE T 0% T 5 & S TWe, LT
IIHUAEWE . G-CSF, M/INRERINL 72 & O SCRFFRIENFEE L, o s S B SR 23 F8E 1% 21T
bbb Xt o7==0, R TEINBMAEL 25 FThEL, BT ICEMEELBFFTE D, =
72U R ERE 0 OBEBER CRYYEN 2> e — L TE RV ABRE T, S E N Ei T cXx 2
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WE FRME D 72 D IETE T B HIR L,

1) ~E/r~<h—TR

— 3 D FEAE BICFAE % = B A Bl U 72 BB T IR IS L - ThdEE T, EHI AR I ER
fig - i/l 2 4B 5, SRIMERIGIM A EE R D EPRE « DAE - JFEEREO~T 70~ b
— YV ADERPBND, DEHEOREIRIZITE S ICEEDPMLETHDL, ROBF L — T 72T
7 A (2017 AENL Y Y R==) [IREIERZ I HE X 5 2 & Tl g S0l FIE 2 ¢ S 5 3145
THHN, BERBMEIMZ %5 & U ERER (EPIC study) TH, MiE 7 = U F UAEOIK T IZfE-> T
ALT LoUL b 3T A 2 L RSN ™, X512, EPIC study I2&ER SN 7-HBE O T IST REKIC
1THOIN TR W IMER AR FTRE 72 24 BN OWTHRNT L7 & 2 A, MG ~7 = U F U EO D 3 EH T
o7 11 15 (45. 8%) | MR F R 723 4y 25%h (Cami tta JEYE) 2345 5 4L, 2F1 2358 M IEER T & 72 > T
72o 7272 LMERIEE 2380 - BEIIW TN L IEEEF TH 72 ™, T 727 vm 7 AL ~EI 1
<~ =V RICRDHENEOT D EnHIfFEN TN D,

2)  TWRMED 7 a— R

AR BRI O—H OB REBEZE I MDS OB E B A MR ICBITT 5 Z ERMbL TN,
T INHREIC L 0 ek E L RIAEGFRE DK 5~10%% MDS, Z O —EfnAarE B8t AMYF (acute
myelogenous leukemia, AML) (24T L. 10~15%25 PNHIZRATT 5L SN TWAE 9 19— nicxl LT,
DEO /N AR R MBI ST O pGE T, 109 519 MDS 2> AML IZFAT L 72 BliX B 2R o
RAL 72 5 A TEH] (4.9%) OB TH-o7=?, Fio, /INEIECTITHOIV T S IR a3 O 1% SRR
BEtch ., BIEHI O IE 34 » A TMDS £ 7213 AML IZBAT L= f1% 199 g 2 6] (1 %) DOHTh -
7= (IWEZEANS, RERT —H), LR TOREOFAER B B CIERCKIZ T MDS - AML
WZBATT 2 BE MR ATREMEDR B D, DBEO KA 101 % (G-CSF FEOFH 50 i, HFAH 51 61) 1oxtd 5
S ENHRE ORI RRIRREC 6 | LW F Ml 52 »» A (G-CSF FEOFHBI) L 54 %7 A (G-CSF Df 1)
TMDS F 7203 AML IZBAT L7261 3% (G-CSF FEGFABI 1 5, G-CSF fEABI 2 ) DA TIH o722,

SR FEIERT ORI A MERICI T 27 v A T ENEWENITT 1 2 TESEWBNICEERT, 7 &Y
BIROET ) Y I =G0 70— MWREB~OBITRENEH NI ERHRE S TG 1)

TURMEMDS OHICIE T FBYAARDTE S Y —FFE MDS 1RO T TEAE, T B B,
G-CSF Z B 5 S - B0, BREICMERBL NEE THo-BEICHE LT W2, Lo
T, ZOLH RV AT OEWEF I L TUIEMOYERHTC, KM mEkiEk 2 x4 & L7z FISH fi#
Bz EHIIZAT O, T BYREERDE /7 Y I =0 H S 7 BRI IEE-e 0 S [FIAR E i s I RA 21T O &4
ERH D, £7-, EPAG i & YRR EIGEMILOFER Y A7 IOV kDN FET 5, BE s n—
VINHER S NTIERITIE, T BROAROEREERDD I ENZNTZDEENMLETH D), NIH OHE
TIHRE/o—CORERIFZL ANy Irary ba— L B L THEENRD LN TE LT 10,
EPAG 23 —IRMEY v — L IEMIZ 5 2 552 BIC DWW TA O & Z AW 72 BIEIERER &L Tuhewy, EPAG &
B a—ORAEICTONTL, ERAEZHECL I OICEMBREZBETI20ER1H 5,

H KO ILFEFZE T, B REFARNBHEIMBE 439 40558 517 668 MikZ AW CIEHIAE s
75 B 2 IR TR L. 7 b — M O B M T2 2V, IST #% 6 - A RS TORMKRIZ OV T MDS
XML TROONDLIERBIEFEZET 106 OBIEFEFRIZE A 36%DBFICELBIR RS
U, F O TEMEE OBIE 1. BCOR L BCORLI (9.3%) . PIG-A (7.5%) . DNUT3A (8. 4%) . ASXLI (6.2%)
TdH o7z, F£72 SNP array karyotyping T, 13%DHEFE|Z 6pUPD (uniparental disomy of the 6p arm)
RO, TOM-T, del (13q) 72 ENBH Sz, ZNHOREEDED & ATYDRERIT Y v — Pk
MAFED BTz, S SIS o RIKIC oW T 7 V) — AT 21T\, 7 1 — P& o
HERBIZOWTRM L7= & 2 A, PIG-A, BCOR, BCORLI ZZH 7 v — N3 F -3 nEETOMEAENH Y |
ZOHFAEIL IST KT 2 @O EC BAF A AR L Bl U TN e, — 05, ASKLI, DNUT3A, RUNXT 25 52
71— N IRRRERCEEIME R 23 8 0 | IST £ O AEAFRITIK > T2, PIG-A, BCOR, BCORL1 75 ¥£5° HLA /~7°
XA TINRIGLTND 6pUPD ZFFD7 v — OHINI A G THBOKENS =X —7F 5
BFOFEETRE LTV, Clonal evolution 8N L NI > CTE 23, 7 m— Mmoo
FAF 0 RTERETEG T L ITHA THY | REERYZ 0— 2 ORI A B =2 NIRHERERL,

13. SRICEISN-BELR L BrRYE

) &

ORENCE T 5 AR B ML OER B BER AR HICEIR I T\ NWD ERMETH 5,
TREHELMNCT D OITIE. BEGEFR S B EREA L U CHHIC B3 S - AR B s 5
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WZOWT, BEREAFAEZE L (AR THIIXEIRENOETZ) BEBREZEGWK L., ZW-CIRR O R4
FREATAZLENLEEND, T HARMIKFE TITHOIL TV D IMIEIRERGROT — X 2R H L&
FEOERLIHEIND,

2 B

AT B (AR LB I BT 5 TAEITAEBE ) CFF - T\ B RS 8 04
Bk, BRIEAOY Y I AL — il L CRITO R A RIET 5. %70, SmAIHRECH 5
FSHER T 2 M B 120 DR Le— 1 — 2 RET 5,

TS

i I FEAR AT OBIE « PEIEBNZ 3T 5 CsA TG OF A2 BT %,

BAHRTALE CTHW D ATG OB G- &8 L O GRE 23 5 0MCT 5,

BAERTALE 21T 57 L LY X~ 7 0 GVHD $iIh F: & 22t 2 MEr+ 5,
HHAMEE/ARBMREIMICRTT 5L be R B L 0n 2 7 2F 204 Atk L 2tz
RARBRIZ L > THLMNIT 5,
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. Cause-specific survival
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i1 ERAFEIS F 72138 (disease—free survival : DFS)
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Anemias. Am J Med. 1981;71(4):543-51.  (3iiiDiv)

34



HARRMEEAMBROSHAT A K

CQ2. Eff - REJE (stage 4, 5) L V#Him S B L IEELEH (stage 2b, 3)
DBAET REAMICHT S8R IRAE I H

- (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 L BAEIEDHE (quality of life; QOL) K T AHEMEA ZE L T,
BE ONCFEIR &+ 7 fat o B CaEimsliEs @R & 722 5,

s (LR L— R 0 73U —2B) 21-40 K E TORE TIIBHIITRFO QOL K T Y
AT INE V@@L D720, IFHERE ZZE L > OB O I IE S HIZIEEIZ /2 D /3
N D,

s MR L — R T Y —20) 40 5% LL E IR E IS IHIEE A ZEETREXThH
Do

[##31]

Stage 2b LALEOFAR B M OB & U CIIfEimfiis b U < X REFEE Mg
LB, BEFEOTA RT A v, #iie ETlT 40 E CORE CTHA BAEMEEEZ AT 2851
1%, RSB ORITEZHERET 5L LboNE W02 2 UTEIE O FEAR B2 A
FATKT 2 YL & HLA 8 & M A E BERAE & & 1% H RO Helg U 7o iFgEic S C
BY ., EAELEEZ AW ETFANRERIITFEE LRV, F£7- stage 2b, 3IZHYTHHERR
PEE MAZ T3 5 W iEHE 2 ik L7281 2 L vy, European Group for Blood and Marrow
Transplantation (EBMT) 8. 1974 4E7)>6 1996 4ED I HLA 5@A R & OB BB 21T - 72
g & SEIRE (B Y %8k 7 1 7Y o (anti-lymphocyte globulin; ALG) & 37 1 AR
v (eyclosporine; CSA) DFLAGHLENREIZHW LN TWZ RIXEERNVLE) Z2{To72HBE - D
PRBEHRE R DNV E S, T & R ENHIELE S OB BB A R (failure) & § DRI D220
77 (failure—free survival; FFES)IZOWWTCHENTT D &, 4Elin & IFHPERENIRS BT D Z &
MREIT Y, 20 LA T OFEE TIXE BB 21T > 7-8E T FFS 2MENL TV 5 23MFHERAS 200~
300/ u L RIEDBE TV E ZDEIT/INE L, 20-40 5% TIHLFHER 100/ p L KD BEF TRV g
BRI & o M REE & O FFS OETITE A ERD LR > 7=, BARTIE 1992 55 2009
HFEF TN AT R BEFAERREA MBS EZXG L LB RG22 S, HLA i@
Bk B —00 OF SR & i infE s & CTRAETFER (overall survival; 0S) IZITHEZE
W ol=b DD (10 4 0S: 92% vs 88%). FFS TIXEBEBMESA BEITHEIL TV 7= (10 45 FFS:
87% vs 56%) & ME SN TS Y, ZDOWFERICEW TTBBIHEE TIZE I 2 TES R4,
2 WMEFE S AN failure & SHU, GIEINHIRIERE CIIAE T, B, BHESC 2 [8] B O G ffilRiE
fifT oM, clonal evolution ZFBO-HECHEMEKM ~TF 7 v v JRIE (paroxysmal
nocturnal hemoglobinuria; PNH) ~DiEREH failure & L TW5, 2R EHBAL Tk
DA, F - I EERE IR AN 7 2 7' U o (anti-thymocyte globulin; ATG)+CSA (2
MZTHEHT 2 2 & OFRENEIEL B HEGRER TR SNz b e v RR T T 2 FIREEK
DT s R8T (eltrombopag; EPAG) DFEELH Y P, U H & b ITEIBEAE 2 LT
5o EBMT 75 O TIE 1999 4ELARE D FRE IO Tid 1-20 5% (10 45 0S: 86% vs 84%). 21-40
% (10 4 0S: 76% vs 65%) . EH5DEMBIZEBWTS 0S ICHEEIT/RL, 41 Rl LoFEkE
(10 45 0S: 56% vs 58%) (23 W\ CIIAEIHIFIED ITIN 0S PMENTWD Z ERENTND 9,

T D7, 20 LT O HAE AR RYER MO B Tl HLA @A R & OB B O 53
FEHPFRIE L U b FFS ZBAFTh 0 | HLA A RS W 72 35 A X RS 2 BRI I B 8 L T
BUynd LIV, 7272 L 2 OFEMRTIHBEE T D 220 13 2 184 GVHD 72 Bl X » TR E
HIBUIZ QOL 2MEF LTV 2 AIREMEIIAT TIEB B SN T LT, HENLETH D, — 7 TRk
HHIRIE TIX EPAG 20F T2 Z E NE B2 T D &2 b, FFS 28 il nBE X
D E LT BAEEMENH D, 20 LA FTH HLA M ARV T235E OB SR AE % He
EEBZ DV, TNENDREDAY v F T AU v MEEE 2, BEITOCICEK E +5
WCHRET LTI 2 IR D DB R H D, FFIZHFFERD 300/ u L LA ED X S 12, HBREERTN
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TWAEEITIE, BB OBITICIXEE THL RV D Lt 7272 LAkl sn T
fEHT 5 ATC Ny ~HERk L0 bEENS D EEND 7Y FHKD thymoglobulin DIFAITIT P,
BESR O AE DN SN AR WATREHICOW T O EETALENDH D (BIEY~ AT OEMNAR
FENHEA TN D), 21-40 3k £ TOBE CIIEHBMIETREOME M GVHD 12X 5 QLK TFD U 27
DE L 57280, FFS THRHENEN L 70D £ 5 RIFHERO/V I VWEBE TH - Th, BEOEINIC
ITERE ., FROEBEZ 2B E 2P0 BSINBETH S 9, 40 UL EIZOW T 0S THZENH
TWDHZ END, B ETITRENHIREEBET & ELEXD,

7 BEAR BRI T 2 RFEBMH CIIPUESERE TN E L SR b, B GVHD
FEIEME DIRVE BB MBS E SN D ©, L LEME DA & T4 b B mEREIE N A F
DA IR M B OBRIRE EET 5, FKEEOHARNEMEEMD > HYIZK
K VGFHERD 0/ n L IZHE < G-CSF #5144 b AFHFERD I 2 72056 FEMIERITEIZRE D A g i
HIPED USRI E LRV & B, LR EFEBME A2 ZE L TRV, HLA BAIMmEE 2 W
PRFAUE, AR B R BGE S STV DI A O HLA A BN 1P b & e
2o

(2% 3R]
I. Marsh JC, Ball SE, Cavenagh J, et al. Guidelines for the diagnosis and management of aplastic
anaemia. Br J Haematol. 2009;147(1):43-70.
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Marrow Transplant. 2016;22(10):1836-43.  (3A)
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CQ3. REJE (stage 5) DI 5. 1FhIKH 0 IT3hL. G-CSF #RE5£HFPRH
WMARVWBETRRMEAMIOET ZIEE T,

s (HEE7 V— R T 2 —2B) BUER AR BRI I W TREMSIRE &
[FIFERS A 2 L L 72 Aifin) & BRR nﬁﬁ TAE L7220, S Il A DR RITIR L | WP
PRSI EIE 2N T E SRR S h D,

[#za5)

EEIEMOBFAEARBHEE MO P, WhiEka o= —f#4 KA ¥ (granulocyte colony—-
stimulating factor, G-CSF) DL MIGSHETIHFFERIMNIE 0/ ]l OFFETH D EERH
ARBEME M (fulminant aplastic anemia, FAA) MFAET 5 V. FAA BE CHIEIMEHIELE & [H
FERAE O IR Al 2 el U 72 il ih) & BRARARBR I FE L2\, FAAD 3 7 H, 6 » A DFESTOR
FEAMHRIEO RN R 25%., 45% & I EAE « EAEAA R BMEM X 0 IBEREN S D Z L0
HEEINTWD Y, FAA OBRE TIIAIZREN D BERBYZRBO 5 2 NS, Bl E T2
(118 X 5 72 OB AT RE 72 BF 1 I SE M A L 0 LRI 5 s, HLA —E R K-
—NWVIUETE BT ECOICRFERE AT O, —Z b BV oRENE EN D5 XK
MO L BB I D, HA —FEE R =002 0nWGE, B 70560 Kb —
MFRILZ < OHARER 00D O TRIAOIRR N L E 7 FAA [T S 72\, 2 O%A 34 M
TS HLA A B & IR & 720 D 5,

TER N MBI EBERED Y 27 NE < HAERBMEE M CIZBIO ST 2o 228, #i
W% T RTHZETEFERRDOY AT 2O T Z NG I TW D, Peffault i 9-23 %
DR FE AR IE A NS O BE B R B IR 26 412560 U ISR 2 4T - 72 3080 0 % 5
FHRELTWS, TORRTIIZ VAT (fludarabine, FLU) 30 mg/m+> 7 ahR A7 7 3
K (cyclophosphamide, CY) 30 mg/m*+ATG 2.5 mg/kg+TBI 2 Gy CHIALE Z 1T\ el fa sk
4.0X107/kg LA B &R L 23 4 (88%) CTAEZ RO EMEL TV D Y, AKFAH S 1L Yamamoto
HA FAA2 Bl % & Te B PR AR AN BRI 12 BN kF LIPS IR 21T - 7= ilAE 2 5 L7e, Rl
&% FLU 125 mg/m*tMel 80 mg/nF+TBI 4 Gy & ATALE THR ) 7o s 8 2 250 11 i THARE 237
D HT, EEME Z RIS D Z L TR THLAEENMFOND Z LR END Y,

FARBMEMORBEBME TIX GVID Z#TAMNERH D720, GVHD DU R 7 23D TEL
HLA A BB ITEI D DR o 7o, ITFEBHE R (day 3,412 CY 248595 GVHD FRAIEN
B &N 7=, Z D Post—transplant CY Z 7= EIEFA R BRI TO HLA 4 B4 b iR
bD Lo TnE Y

VAR, BARBMHEMOERET o U RR T F U2 BREREE (TPO-RA) 2MEHATREL 220 %
PEINHRIE OMRHARE XM B LT D O, BAEREEZ FAA T &5 BIRIEIC TPO-RA Z AFF L
WMAEE L=l bl Shd L oicmo7 ", L LEEROEMRE L~V THY /e
F U AT ARIER OERI SN S,

[ 3]
1. Yagasaki H, Shichino H, Ohara A, et al. Immunosuppressive therapy with horse anti-thymocyte
globulin and cyclosporine as treatment for fulminant aplastic anemia in children. Annals of hematology.
2014;93(5):747-52.  (3iiiA)
2. Liu J, Lu XY, Cheng L, et al. Clinical outcomes of immunosuppressive therapy for severe
aplastic anemia patients with absolute neutrophil count of zero. Hematology. 2019;24(1):492-7.
(3iiiA)
3. Peffault de Latour R, Chevret S, Jubert C, et al. Unrelated cord blood transplantation in patients
with idiopathic refractory severe aplastic anemia: a nationwide phase 2 study. Blood. 2018;132(7):750-4.
(3iiiA)
4. Yamamoto H, Kato D, Uchida N, et al. Successful sustained engraftment after reduced-
intensity umbilical cord blood transplantation for adult patients with severe aplastic anemia. Blood.
2011;117(11):3240-2.  (3iiiA)
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5. Esteves I, Bonfim C, Pasquini R, et al. Haploidentical BMT and post-transplant Cy for severe
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. INESZRAE T, BRAETEGL, BUZ ST, et al. S infilfRis (IST) (C TPO SZ &R 1EE) 4R

(TPO-RA) % ffH LI iE i D RIfE 278 O 72 BIER AR BRI o 2 4. FRAR M.
2020;61(10):1543.

CQ4. HLA BERRFEETIEFRAEERETREAOABEICELICRAE
BEERETNED

- (HEEE 7 L— N 7 T Y —2B) HLA S RIRA AR £ 45 AR RN BE AR AE AN BV I
BFICEDICRFEBEZ S~ & &0 D ARSI, £330 EmbRis
AT TR OGESHRNB A LNIZGE R EICFEBMEZIT Y &V ) FEtd
ANRERETH D, Fiiv, o PEE, REMEEORD FRIREF, e RARF
VERRVEENZE (TPO-RA) DR, EHIAZ: QOL, B3 - FEO NABAISE 2 TRE
ARG R&ETH D,

[fzan)

EER N EE RN BYER MEE ISR 20 IEE & Uik, & il & o il
HEOBRIRENE 2 b5, W# & EHEAN R U2 R A BT FEEGRBRIIFE LR W=D, %
R DOFER 22 E I L THE L 22 i uid 72 5720, European Group for Blood and Marrow
Transplantation (EBMT) % 1974 4725 1996 4E 0 I FiE FFAE AR BAMEE M k3 2 MR &
L CIRIFERAE 21T > 7= 583 il & S ML A 1T o 7= 1, 182 Bl B3 & el L 7= V., e gkl
ERED 164 FIIBNEAR+0r & L TIRICBE 252 ) 7o, BHERE CIISE T, Sy pmliARE Clist e
2D UBBAE O i 23 B (failure) & EF S, BT R D /2WATFE (failure—free survival;
FFS) % FHRHIE H & L7 A Thoiviz, Fmn @i SRR O A IHEN BB LT
< [FFEBAEIIAF & 72 D D% LT, FRERES D72 g EidimaliE £ ClcRHIM 284 5%
FEINHIERIEN AR & 720 | eI Im L & [RREB A OES I XE M & P ek K> TRE <L
FHINDEWVEARAH GBI, 20 AN OGFHER 200/ 1 L A O BE BV TR RIFEBAERE O
FFS 2MEFL TN 23,40 k2 8 2 A IFHER 500/ 1 L L EOBFEIT IV Tl sa S ik s o FFS 23
BN TED ., 21~40 3% CEHM R F PR O BFIZB W TUIME O FRS (ZRZETh - 7=, £,
7 v —F Vi MEE O - DICEEFE ORI FFS (XG0 MIREN AR/ D Z LR E
NTW5, L, MENRIRERICB W TOABEOEEZ failure & LTH D FFS (2D
ELOHWREYIE ) MCEBEDBLETH D,

M U< EBMT |2 &% 1999 F-LLRE D BEREOMENT Tl B MsilEE, BBV icE
WTh, 1999 FELIFT & Ll L CRAFENHE L T2, 1999 FLUIBEOHBE TIE 40 LA T T
IXEVERE OATEMIRNITIEIFE RS EFHEITR 3 £ TRZEL, 21~40 0 10 ELAFRIIHIE
PIHIRERE T 65%, HBEBHERE T 76%) . 41 L B CIIEMsIRiE DIF o BALFHIR S EN T
W2 (QOEAAFRIT 8% & 56% & TN RELE N VBRI R O EGFROE TR RE W)Y,
1999 FLLFED B TO A BT TIXAM & W DInHRBAE COMBTHIEL T, %
IR LB O BT A B L 13 bR o 2 (BT DAY — K 0.79, P=0.18), L7
- T, HLA A RN NMFAE S 5 B AF RN EE AR AR BRI B (2B B IS [RI R A & i &
&) R ZLARBUIAFAE L e\, HARENOMHT Clix, FAER BRI k9 2 HLA 34 [F A
BRIZ B W CHlATT 2 E A EE OB BIIBHE% O PRICKZ 2R BITE5 2 TWh RNz
(BFHEONYP—FK 1.22, P=0.61)Y, HLABEARRSFELZE LTH, 9 I3mEmbliEEs
1To TRIR T+ OGESCHIEN A LNIGA e SICFREBE 21T 5 &) it b A 7178
T sd,
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F7o, HLA AR 2MFET 5 21~40 1k O BEIE FAER B RE ISR 2 9RE S L TORE
FlE BERAE & o IR IEL O 10 4 OERRRRE 2 buige 3~ 2 BRI W o Hr 23 Thdv7z, QOL T
IE U728 AE IR (QALY) 1IXZE NI 6. TT 4, 6. T4 L RIETH 7=, L L, ORI
AR IZ GVHD E L CTHAAF L CW A BE OHIRFI ., REMERIEZ ISy R CEFL TN D
BEOMFFIA, & L CREMRRIEORNRICL > THEBINDIZ ENRENEY,

BN BE B AR RYEE MEE TR 2 9 IRRIEORIRIC B W TR, REORHIAFR
Tholot LTH, EMHBIEOSEITER, 7 v — Ul E, SR M i 35 JRIE
NOBATIRERED 2 ENRHDH 2 &, — H TREBMOEGAILENE GVID OA&M 2 Ktk > TR
I QOL 2ME T T B alfetEnN H 2 Z L 2B E LT b, sl L= L 902, 4F
MERDHEFRF SN TWDITE, £, FEMNEVIE LY., REIMREERENMELE IS NN, &6, &
SEMHFRIEOZEN TR T, TPO-RA OOFH, EWIRYZ2 QOL, B3 - RO NEBZ I E 2 THhE
FNOBIRTRETHA D, £2, BEBENEE LWIEA TH HLA BA R AW T AT — %
WIFFEMEE R FRBE E COa—7 ¢ x— MIMIZREMRIEEZERT o2 L2 5, o
72U, IR R ERECAY 0/ n IS WIEFSEBN % L Cld HLA RS RO i 2 & o C
U ORI Z RET X Th 5 (CQ3 &5,

[ 3]
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 J 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, et al. A decision analysis to compare allogeneic bone marrow transplantation to
immunosuppressive therapy as initial treatments for young adult patients with aplastic anemia who have
an HLA-identical sibling donor. 2022.

CQ5. ATG n#EY) iz 583

c (HELEZ L— R 473U —2B) ARHTIETHFX ATG (FAEInrT Y e) 23 2.5
mg/kg — 3. 75 mg/kg OFIFH THEHETH DM, 2.5 mg/kg* 5 HE OG- EZHLET 5,

[##31]

BARBEMAMOEMFIEZ B L721BRE L CTREMGIRENB Zebivsd, b MR
fagoys 7 a7 U v (ATG) 1358 S 72 508 Al CH v . HAERBME ML Tl stage 2a LLEDJEH]
AR 2 8 5, ATG IIE, Sy L7-EIZ L » T~ ATG & 7% F ATC (rATG: H A E/ 1
T re) BHDH, rATG LB L T~ ATG XL D IBESIENE WV E W IENLZ VN, TVT
EHRODICESE W HELH D TV, AFTITBALE, rATC OAMHTTEETH U | 2. 5-3. 75 mg/ke,
5 HOEENRAI SN TN D, %< DK T rATC OFH5&EIZSETIETHY, BHER]
IR RICBI T 2 EHIA 2203 Bk TO®% AN Tl rATG % 1.0-2.5 mg/kg, 2.6~
3.0 mg/kg. 3.1-3.5 mg/kg. 3.6-5 mg/kg D 4 BEIZAT TR L TW D (FNFIN=56, 29,
46, 38), ZHIC LD L, 6 AR TOAENE (CR+PR) 1TZFIZEI 29%., 28%. 35%. 34%
THIRICABEZITRBO -7, 2AGFRLARMCR%ETH D, BA -§EH - PETITD
7= E BRI R R TR A VR E] 0 0 bele ik BR Cld. 2.5 mg/keg & 3.5 mg/kg T Tbh iz
(2.5 mg/kg: n=112, 3.5 mg/kg: n=110), /NEFINZNZ LIZEBENPMLETHL08 (FEHpH
5 10. 8 7%) . 6 » B % DAH RN (CR+PR) TlE 2.5 mg/kg FET 55%. 3.5 mg/kg FETIE 53% TlAl%
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Tholz, BEGFR - WIHFAGFRCTULNHETAEEZRD RN ", REELD BB 7 A LA
IEMEAL7e ERYYEZ L & LA ERFREROBEFE IOV T HEBETHREZRD TR,
—J5C, Dayld B L 28 TD rATG DML HIEE RN EWERZB W TAEICAZIE (CRH+PR) 23
TENHEESN TS (dayld, 88 % vs 52 %P L Nday28, 88 % vs 56 %) ¥, ATG DI
BEEAHIMEDORBEICOWTIIARHARE LS50, LT LLEEEELLLIVAERITH-T-DT
m@<\+%KUVN%$H9LKK@LAM@7)77/x#ﬁTL\%%m_m¢%gﬂp
IO AREME L BEINTWD D IRER O U VBRI T R E RSB WEEDIE ) BN EET
H DN, FBYEDFIEIZ chtiﬁ CFEE RO TR, ATG DI AL 2.5 mg/kg BEE 3.5
mg/kg FECRERAETRNZ LM PEEIILT L RGRIEFET S EI1EE 2T, £7-04E
1L TPORA K Z DT HZ L2 XL 5 EREDROGIFTE H 2 L6 dH 2 Tl & T ATG #iE
24T O WRMEITZ L, TPO-RA HUAIZ GEH T T ATG F B ELEGERER 1T 22 N AR 130
R LOGEERKOB AT TInEEXLND, LEXY | rATG IZEAMIZIX 2.5 mg/kg + 5 H
M ZHELET 5,

(3% 3R]
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acquired aplastic anemia. N Engl J Med. 2011;365(5):430-8.  (1iiA)
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(3iiA)
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5. Suzuki T, Kobayashi H, Kawasaki Y, et al. Efficacy of combination therapy with anti-

thymocyte globulin and cyclosporine A as a first-line treatment in adult patients with aplastic anemia: a
comparison of rabbit and horse formulations. Int J Hematol. 2016;104(4):446-53.  (3iiA)

6. Cle DV, Atta EH, Dias DSP, et al. Rabbit antithymocyte globulin dose does not affect response
or survival as first-line therapy for acquired aplastic anemia: a multicenter retrospective study. Ann
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

CUESES L— R 7 Y —2B)  ATC OFGACHEE EIREHET 5w BT L X IAEAE
L722W, EEEICB N TH Y7 B AR /mmfﬁ/ﬂ:tt& UCEBE - RN D &
W) AR T BT U AIAFAE LR 2D ATG 5 5Ol T AE#R IS B b & T EAEE, 4
IRTE, GHPIE. I - SHROAEA Lk 518 LTl 5,

[#za5)
DORENCE T D EATRBEE M ORIEERTT 10~20 ML 70~80 Mo gt 2 R L TH
”\WW%®EETE@§miﬁLTU&<&WOEWQSMEZbuLTi#%%ﬁ@?E
7U  (anti-thymocyte globulin; ATG) & 27 1a ARV > (cyclosporin A; CsA) OOFFHIEE
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DHELE S FU TV D B3, ATG 1388 555 O B 2358\ T2 O i ~ D B G IZ > W TR b S
ZEBZU,

EE~D ATG #5-OFERER L ONREREIC OV T, 2ERE X% & L/ NI OB %
MREO—HE L TRIBSNTWVDEILONRKADEEHDTEY, 2HOEREERIRLE Lizd~
KEBIEATIZE 1T TOTH D, T LT, TNHITETHRITHRMBIEMIETHY | Emla
B DIREOA M & el U 7= a7 S PR BRI ZAE(E L 722,

PR 3 R AR A AR 2y (EBMT) 7% 1999 AR\ZF8 3 L7- 810 fil & kf 5 & U 7= KB 70 4% 5 LI iR
Mrizk A e 2 ATG-CsA PFFHMEED —iR b L7- 1990 4E~1997 4EI231T 5 60 mll EOREHIL 63
FlITH Y, ATG HAM, ATG-CsA ffH. CsA BUMBEDT OV IERITZ 24 22 B (35%) . 21 il
(33%). 20 ffil (32%) T o7z, 50 A OAERF] (165 ) TIXZE4 46 i (28%). 100 f
(61%). 19 % (11%) TH Y. e TIX ATC-CsA PFRRIEOBIRN A BISD72v, bEAFER
1% 60 R LA T 50%, 50 FEAH T 72%Td W A EIZ 60 WLl EOALENTNS | JRIRBUSTE, 3
R PIIRETH-o T,

FDH%T T AMG 2007 HE~2016 FFIZIBEE A= 172 60 Ll EoOBFARBMEE MAER (i
FRLE 68. 5 %, FE 36%, i EIE 21%) 88 Bl & %S & L 7= R FEDRE R E Sz Y,
e & DA — R Tl ATG-CsA fFH., CsA BUMPRIEDN E 4 44 B (50%) . 18 i (20.5%) TH
0 HDIERI DS ATG-CsA O FFIEZ1T > T iz, ATG-CsA BE L CsA HUMBE CHIEEIZEIT 20N
D, ATG-CsA B CTITER TP I N A EITE ) o 7= (ATG-CsA vs. CsA; 66 i% vs. 71.55%), 488
JEBNZ IS 1T D 50313 ATG-CsA BE 70%, CsA HIAEE 39% T 0 . ATG-CsA Jf LD FNFITHE
EAZEWAY, BRI Z 212 70 LA EOERNC I D 40 31% ATC-CsA BET 81% (16 #) & 2>
RO EDST-Z ENRENTWS, F7-. BiiRER. EIEE ., Performance status (PS) THiIE
L7= N — RENTCld. ATG-CsA PEFIETEIT CsA HMUETE & bl U CHBEICEE N E VS, FE
T U R ZIZBWTUL ATGCsA IZHF2EmARO 5N b ODOFEETHRAINTELT, &
AL 70 LA EOFEFNCER > CTHIREE CTh o7z, FIRICABEEN S DI HLEDL L TAEFICEN
BOLNIRNT EIZHONWT, EELIIT SN ar— VNS TE D Z &0, XERIEN TR E
L7272 DIERIBNZBNTH —EDFENE LI TV AlREME 2 f5iE L T\ %, &flis, Charlson
OffF9E B 5% (Charlson comorbidity index) H4MN, stage 5 (EJE) A% & L TEL &M
MrafrH> &, 2D 3 ODORTFITFETHN L= PHRARKNTTHD Z LR INT-, AEFR
& U TCIE ATG-CsA PEFIBEIIM D IRWERE & Lol U CHBEIDKYWE (72% vs. 24%) . OILEREE (32%
vs. 15%) . BEAR4 (43% vs. 22%) DOFIENL -1,

EHE 1T D ATG-CsA PFFIE L Csh BMBEIEIC DWW I, IO 2R LIEHTE 5
TETUANRKES AR LTWDEONRBURTH D, EinE Tt ATGC OFERICO»DO LT THRMN
REIZRDZ LI TH DM, CSAIZATG Z0FHT 25 2 & TEYGFITHEAR L, EFETHRIZOND
THOR EBWEIIMHR I N TWARNWARE | BUIRTIX CsA 12 ATG 20T % Z & D72 KRR
ITHER SN TV, LLEX D ATG OBHIZHOW T, HBIEESCETINRE, JHFE, BEFERB X
OFEOHLEEB L UEGFICIRET 2ONRYLEEZ NS,
ek, DOED ATG R IIL T A =27 v 7 U Al R A M O & F Rk A s
£ (2014 F 12 ARAT . V7 7 o RS ICRERH D, SIHARTERE SN TWVHTZDOAR
R COREITEET 208, REECTERTDH L L0,

(3% 3R]

1. KHEF, B HES. AR R MO EROHERT — BRI A N O —. 84
TR AT TR i B & B A MR T IRDT TR S 3 R R M MR F 2 B D AR AT ZE TRk 28 4F
FERRAE « oy b Ea . 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. REIPHEIFRENRFIC6 B RPE TR IXFEH

s (HELEZ L — R BT Y —2B) &EOH BRI OGBS D EARBEE M AE I, T
Fuex /o ZRERBLOT AUV L AL PHIIEN IR T 2 HEERO PR E %
HLET 5,

c (SR L— R BT Y —2B) ATG WA 2T A2 HARBRMAMBE L, HIEEEKB IO
HoANRE (T r7ubEn) OFEESEHLET 5,

R L= R T T) —4) VRN EEILED LW A GEAEERRE AR BRI A
FIZ, =a—F AT AR T ERIO ST B HIF G ITHELE L Z2uy,

[fzan)

AR B M AR X, BIET 5 P ERD & S R AR O IR e g DK T A3
JEAGEDO Y R 757 7 Z—\Z/ b, LovL, AR BYEG I EE 23 2 EYWE T B5%h 5 % mila)

R L2 BB X RS 7= 9 MO H A R T4 o TH | ALFIRER R RN B Lz
A BE LR E MBI ERE 255 L L TR SN EF o ARHESRALICH W S
TW5D, 7B, A CIEFARBMER I EE IR & 2 BYYE TRIEIT 2o, EEEO
RIS Tz > TiE, MO O FIF 2 BEE I 2520 EBbh s,

PREA O T GI1X7 T DEHAREN Y — 7y N ThH D, SEOHFERD & - 72 2D
RWRNBEE R E LT EEALERBR O A Z i, 74 nXx ) o ZPEEO T
WHEIIFHTCHEE T2 0, BEOHFERBDNE < BAERRHAMEFICH, 704
a¥ ) u U RPIEEO PR G AR DV, Lov L, filt, MEEO PR G2 X D N AT
FEOBLHEBIMEOHBENRE SN TS P, LN ->TC, JUEROPRI&E G1%, IFhEkE
23 200/ p L A O BEIITHELE S 2528, 500/ u L LA L B ICIFHELE L2 2,

DI ERIAD Z o TV D FARBMEREMATIT, BEF, &0 DIT T AL X L RJEIC K
DI HFENE, AL IES O L MR AR % O 47 R Bk BB & k5 & U 72 AR 2 bt
Br D A AT T, PLEFEEKOR 513 B G BHE 105K & F M B R OB E 2 K F S 87
s, BEORERBD DNEIET D AR BB M EEITIIPIEEEO TG 2 HELE T
59 Ak PIEEEL LTI, 7TALELZACH L TE PSRN GE XA T aFY
— LK, RY aF Yy —u 9 RypaF S —AnZBE L, 27, 267 Y — L ERHER
HOMHICHT->TiE, V7 AR L EOMAENER (7 axRY oo EEREL 75)
WCHEBENMLETH D,

SIS EE TlE= 2 —F VAT AR THHIZN—F > TIThiL 5 03, ATG L TlE—
EDRIRIIZ SN TR, ST BANTEBEMENH D Z e, FEEOTA T A4 2 TIdffest
ENTWNWARNY, 72770, ESEDOAGHY 7 a ARY o +x)b ha w70 3 FHHIRRICE
WC, CKE NIH O EERRER CIRRBRGHER LER S 2 I P OWMABRRHA STV P, F
7= . EBMT @ RACE #BR CiL CD4 B U o /8BRS 250/ uL ##B 2 5 F T, ST AFIRFEE STV
=9, LN o T, BAERBHEMEEIC, L—F 1 ST AAIO P GIIHELE L3, HIV
JRYE R E OB A B EIT, CDA B U o /ERAY 200/ 1 L AR 0 =0, ShyE i IERTIC B
W BHEORIBEEAT oA FAINEE SN TWEERE T, ST AFIHDLWET h a0
TGN Z I DR AT EET D,

BB E DBE YR AL NESEIZ, < OEFEEBETIXATGH 7 v AR Y iz
X D) 2t MR A AT O BT i#ﬁiiki0#04wxﬁ@7/yntwﬁ&55
NTNWDBERY, ATG 5 E2Z I DBEICB T THIRER LT ET VA 3720, #REZ I
B OFEIHIBE CEEN LT WO ATCIRELYZ T 2 HAREMRNEE I T 7
N DWNEINT V7 a B PG EHERET S Y, ks, T Yo v eV T i EE T S
FETO3~6 AR T 2 Z ENEE LV E SN TWDS Y,

ATG {RIETIEY A AT A LA (CMV) R°EB 7 A /LA (EBV) OFEMEILAMEE 725
DD, ARESRT AHINZ N, o7 a AV ED TG ThiTnaen O, =71
7YX ATG &% 5-HE X BBV OFIEMAL N EEIC /D Z N H D=, EBV—DNA TEDE=X 1V
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CQ8. REHPHIFERFIC G-CSF EHATEN

s (HEEE L— R 7 T —2B) JEYYEEZ R L TV AR EOBH TS R AFHER
B8 215720 K 9 28 2RV T, 6G-CSF ORI HELE Sz vy,

[##31]

G YL (IST) 12 G-CSF 2 0FH 32 L A RBMEE M (A OFRNBDT D &0 9 #ik
MAFRCHB T DRI E R E 21X 0o E UTHEAEL 7Y, 15EBIAA 51 00 JRYIE O FE R DMK
THBHLENIRERLS Y, HFHPEROEIENE DT WO MENHH 244D &5, G-CSF %
PEHLCHRINZZ LVWEBITI THRARTH Y | @EEMRBEO®ES L 720 9 5 K9 e T#%
REEAZBRHICFRECEAREMELEH SN TS Y, L LAY OERIIZRED bivgun e
T HHENLL 240D RYSEDRIERICEN R -T2 T MELHL 21D O DIk
D EMnE, BURTIT IST OEIRCBYYWEIZRTT D G-CSF FHDO XK 7 4 v MIOWTEE
STERMITELN TV, BB, EEIME 2 BSH) 23 2015 FITFITLIETA KT 4 0%
EBMT 2> 5 #87R S 3072 AA DX FFRIEICBE T 2 0 A R T 4 2BV TE 6G-CSF D )b—F > TOfE
IEHER S LT AR 1B

IST IZPFH3 % G-CSF D E & 5- 82 L TR L7c s 13 7220 b DD 6-CSF Db &I
BILC. 5 ng/kg/day % 90 H¥ 53 HREE D 30 HE DA 10 peg/keg/day, LAKE 90 HETH
ng/kg/day & L7BEZ IR L2 T v # MMERBR CIXIEEREBEOA B EZITRD o2 19,
2013 HZ EBMT BRI A R T A 2B W TIX G-CSF 5 ng/kg/day % 30 HR# 595
TEIEFHRINTWD N, ZALLBRITREELF R BRI E 2 35 2 LIZBRICHEH Z G2 & v
INENTRH I TND 19,

IST ~® G-CSF OPFHICEET 2D O & DIZ AML/MDS ~DHERE Y 2 7 D 57238 %, AML/MDS
~OHERY 2712 L T, /xR TIT 6G-CSF OfFHICE W EERY 27 FRIZRD N T

43




BAERRMAMZIROZRI A

WRWET2HOREZ W, DRETEES = DEEDT-EEOFIN & RERICBV T, G-CSF
P 5. & AML/MDS DFIE DRI A ERFHEARSH 5 Z LT En 24 © 10 IST ~D G-CSF fEH D
HHETT A DME LRI EREBRO A Z 7 F U 3 2 TIL AML/MDS 3 X OVPNH DFIE Y 2 7 1% G-
CSF OPFHICE Y ER LAWZ LR ENZ Y, &HIT IST ~D G-CSF OO FEIC LY T
A2 LTZ4ODRCT DAZTF VAT, AML/MDS DFESE Y 2 7 536 L TOVPNH O FESE D A
7 EFIZRD N hot 2 b6 T F e EER K OUREIE A KT AU ATG £V
ARY v, AFLTF L R= O HIZ. G-CSF 150 ug/m?*/day % day 8~day 140 £ THFH

L7ZBEERBROEM 7 0 —OfE RN HME S, 6-CSF JFHRBED 15 FE2AFRITIEOHHREC ST
LT 63% vs 57%, FIEICEET 5 15 FERREIEARIL 30% vs 25%, AML/MDS 1 L OYL (KB o 15
FEBRFERAERIT 8. 5% vs 8.2%¢ . WTFNLEERETRD N7 9,

175 C G-CSF O #5-& AML/MDS DFIEY A7 ER OB A R L7-b Db H 5, G-CSF LT X
Y monosomy 7 A4 HHINEAEIRANTIERT D L W HIMERH Y 120 < ONDRH & REBR
SRBIEAFFEIZ U T G-CSF 4% 525 AML/MDS DFIERCYL AR DY A 7 L ST 5 1L 2029
AFO/NIEGNZBE T 5 B Ot FRBIFNTICI T 40 HELED G-CSF BeH-A3 10 4ERTo
monosomy 7 DFAERLEE L TW=EHESHE Y, £7-. PEIZBIT S 802 il KK 2%
FRWIFEMT IZF U TIL, G-CSF @ 300 H LL_ LA AML/MDS ~D i L Bi# L CH Y, G-CSF
OGN L FEEZE GBI PN ~O#RE & LE#HAH 5 L @ME S Tund 2V, 2007 4£(2 EBMT @
FIERB L OREE AA ICET AU —X 0 7 VL — b ST 881 Bl HFHEIMAT T .
G—CSF Off i & AML/MDS D B 13 A E /2 23R 7= Y, LIS TH G-CSF D 5808 514
f72% AML/MDS DFEAE U A 7 L BIE L CW A A[EEMEIL, DARETORimERBREZIZ LD E Lz
SOMDOBETHEMENTND 2 P 772 LBIEBIZEICE O Tk G-CSF I EAEE O\ EFNS
HFONAEMRHY . FOWEN—EETRNE W BESARH L Z XU IEREh TR
V., IRICERE2ET S Y, ZhozEzse. D L bEKRE Lz 6G-CSF ORHF G
WETDHRETHD, RBITHETIE b o U RRTF 2 RRVEEEK (TPO-RA) 28 LIE LiE IST 12fF
FHENEZENH BN, ISTHTPO-RA IZ%HT % G-CSF @ FREFOEFICETAMLITERHINT
£6f\§%@ﬁﬁéﬂﬁﬁzgf%é

PLEZESE 2 2 &, ISTICHIT D G-CSF OFFHIC W TIE, B2 2T 25 7138
BEIN-S2HD 1TV Z, TORRT 4 v MISLINTEL T, 2AEFHROEENRD B
&w o, EHIRZe AML/MDS FEIEV A ZIZBET MR SN L ETIEE 20N &

. AT G-CSF O FFRITHELE S 7o, BEBMEDRGYE Z S5 0F L T T, WH R 4FHER
@ﬁ%ﬁtwfmﬁkfiﬁ%%%ﬁ#N%%Q%%ékﬁbhéﬁ\ﬁﬁﬁfﬁ%@%ﬁf
HEMIZE EDDHEIRETHDIEEZOND,
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CQY9. MEFIXFTS ATGHCsA FEICPOVRRIF O ZFEEESHE (TPO-RA) %
HATEH

s (HELEZ L — R BT Y —1) TPO-RA O )L b 1 LR A7 OO G513 R & ok
75,

c (HELEZ L — R a7 T —3) FHEREREENRNZ L 2R LT 9 2T, ATG IR D
TEX 570585 EPAG 0T 5,

[##31]

ek, WIFEOFARNBIEE M OPEERED S BEAEIZR L CiE ATGHCsA EIEMThi T & 72, KE
NIH @ 1-2 FAEkBR VTlx. 7~ ATGHCsA JEIEIZ =)L 1 R/ (eltrombopag; EPAG) #{if/H
L. EAXARNUIay ba— VIR TEHERMEN T2 ERgE SN (6 » HRFROSE
BTN 39% vs 10% ; p<0.01, DFEELHFR; 87% vs 66%;p<0.01), T D%, BKIND 7~ ATG+CsA
PRIEIZIB T D EPAG D T > & Lk b 3 ¥R (RACE 388R) 2 Tlx. EPAG OFF 0 7 D8 Z8h R 34
(3 ARFEDSERZENER  22% vs 10%; p=0.01, 6 » HRFEDORZENER; 68% vs 41%) . AHH
JaZE RO S D IEFIOEIE X 6 4 H IR CIRERNZ A2 & W THIND 2 5 4L 72 03  EPAG
BHREE SR THMOZTIRO TELT, AFFROBEICEITR D DILLNR 5T L
HEEIhTwb,

RACE 3R 2 CId EPAG O HF I BHAAIE ATGHCsA #ED 14 B HMNS TH o228, KENHO 1 -2
FAEABR V' ClI EPAG P O BRI & B 5 HIRIZ O\ T 3 i — R 3% 0 | EPAG #5-1X, adh—
h 1 CTIXATGHCsA RiED 14 HEH 6 » AR, 28— 2 TIX 4 BHENPDL 3 » AR, 24h—
F3TIX1IHALLG6 » HME &NT-, FHORITar— 3 NRKLEN-TZ (6 7+ AR R OES
F25hE, 33% vs 26% vs 58%. BZEEhE 5 80% vs 87% vs 94%) T L 6. KETIX U~ ATGHCsA
FEED 1 HBND O EPAC OOFHE G RAGR STV D, MEH e LB I T TE D
TABRENDDINNTHALNIZENTWRY, 2B, afR—hF3 LRERICLI AU THREIN
FER o — R A A2 KENIH O8E P Tl as— b 3 OEFDRIT TN - 1208, 2eBERN
KbEholz (6 7 HRFROEEBEI, 4%, 2% ;80%), 7=, /MR (2~1851%) DOWIFE
Blzxtge l Uiz 7~ ATGHCsA (28T 5 EPAG O a v 7 DA —7"2 F )LD sk 3R 7 o &
2V EHGRER V Cld, EPAGIZ T~ ATG @O 1 H B 22685 S, EPAG OFHHBED AN 4 » HER S D
ERTINRPEN TV (ERELNZ 31% vs 12%, p=0. 027, 22 65% vs 53%, p=0. 218)
PLEMND | ATGHCsA H#EED 1 B AL OHRAFZE2EE L TH BV, =/ b u VR 73R
E R ATG He 5% —EHMRE%ICHR G T Z LIl h-oTEBY ., IR EO HBICEE N L
BEThHD,

ATG+CsA JRIEBHAAIRF CIE7e <, 3 MHARERRZ A THHRNZ LWIGAIZ TPO-RA Z0FHT 5
ZEIZB LT, IRIEBRAREONFA & 2 EERC IR Lo 1370, RACE 3RBR CIERERITES
T TH Y . KE NIH O il H MG 2 %5 & L7= BPAG @ 2 F5BR ° 7 ¢
BYORIEIR I ->TBY, INOHOT—H &2 Z ZIHMET 2 0T @Y Tidavy, M 7o &2 —
Y R B — D 2FRBRIZ T B 7~ ATG+CsA+G—CSF |2 EPAG I FH D A 48 o it D 45 ¥ ¢l
EPAG PFF OB HECTIRDRIZEZRD o T2 (BFHFR 76% vs T1% P = .72, ELFHR
38% vs 29%; P = .73) 2. Z DORERTIX EPAG OG- BHIENEL . ATC IBEBBO 1 LN T
& > 7= DX EPAG BFHBED 620D JERI 721 Th o7 (FRAE 5 B, #iPH 0~70 H), F7= EPAG #
HEX, KE NIH Ok BEH TS 2 %05 & L7z EPAG @ 2 FHikBR © 9 o H Bl i1 ie
STl EEN D72 < EPAG 58 (P9l 75 mg, #iPH 50~150 mg) 1L NIH o 1-2 fH#RBR ;S
FJ OVRACE #HBR OB & (150 mg) D¥Tho72, LA ED X 512 EPAC OF 58N V7L &5
BHAEDSEN ST 2 LD, BERRICER R ST L DRRD—D L ERINTNAE Y,

CsA D GHERFHARIIZ DU T  RACE 3888 2 TIL CsA 1 5 mg/kg TH 7 &b 12 » A5G L.
O 12 » AT THI L, 24 » HE TICHIE L TW5A, KE NIH o 1-2 FHiRER VTl 9],
6y HTBREKRTE LTV, HIEEN60Em<. 6 4+ HLIEIT 2.0 mg/kg DD EITHEL
TUAEERG AT DL OICEBE LTS MY, ZIC k> TRIOBERITED L2, 24
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OEH-OK THRITIIFRENR A B, 6 7 H TEREGK T & LIGA EREKIRERRITITEN L,
HREZELEIETTHLZEBALIENTND Y, 22T, CsA OGOV TIL,
Beh 6 » AL, BED Csh IRTFMETH D alfetE 2 st L7e S DIEEICHET 2 Z L3O 5
ns,

TPO-RA D EAERE AR ST, M/ IMREAS 20 5/ ul #8825 K 9 THIUIIRM SCEICHE
S THERED D WIIHIET D Z 83D 5D, RACE 3Bk 2 ik, EPAC OB HHIRIL 6 » H
BT, 37 A CTREZERNOFITILEPAC 21k L TW5, FIRMBIZ x4 L L7 KE NIHI-2 48
BR Y CIXEPAG 250133 » AMH DWW 6 » AR TH DA, 6 » &G SH=R=aplicks T
HEFHERITIWMERESNTEY., E AR AL ay ha—/LEERR-T-25, EPAG JFHEED
FONEENELS (HRETCOHMB T IE - 324 H vs 774 H). T EPAG 23 6 » H 50 A %
TCEREFIESNTTZDEBZ LTINS, HIEZIC CsA OB 54252 1F 72 27 511 TlX 25 f

(93%) MFEZh L., CsA B LV EPAC OUFH OB G %2 51F 7= 31 B TIiX 18 ] (60%) THhENF
HNTEY ., BREOFEG TULT LLKIGHHE LD DI TidZel |, BRGZICHER AL
72436B1D 5 HD 1/3 TEEENME SN TS, BEEZ TR LTRESINTNDD
LEE7ZTTHY, XR—=R T 4 L OESHEOREE 72 EI1XHH O FRIK T & XEE SR ho
Too — 77 KI[E NIH O M RGP G 2 %15 & L 7= BPAG @ 2 FH3BR ° 7V Cid, #if2 LT
SHEMILL . AFHER$>1000/ u L, Hb>10g/dl, I/ME#>5 i/ ul &R+ 5846 % robust
response & & SIF ., E-GMR L T6 » HLLELE LTZ 3 RFEDUEEHEFFT 535 % stable
response EAfHIT TS, Z LT, ZNHDKRIGERDT 18HID 5 6 13 45 (72%) T EPAG % il
WHIE L= E A, 8HITIE MG CRIGCAZ MR L, 5 B CIIFAZ A 7228 EPAG D FBH T 5 {4
I CHERENRERD T D, KE NIHI-2 HHEER O ik, 3 » A TG FIko arm— b 2
L. 6 AFEDar— K1 L3 THERIZETILALNTWRY, I T, 37 HLUKRORST
robust & 5 3 stable response 23588 5 VA MEH| TIZ L RIZHWIIH T IEN TE 2 R[EERH 5,
6 » HEF S CRIRA T OMEFNCE T S TPO-RA IRIFEDMkRE & 5 WX H DIz >\ T, KE
NTH O ZE ik S H T 2 %182 & L 7= EPAG @ 2 FEERER ° 7 Clal 5 Ofkii 12 L A B E D%
ENALINTWD, 72, RACE B ¥ TlE 6 » AR E CRARFROMNMMBEHE L TRV,
TPO-RA DG 2T 52 &L TRV HABREMFFTE LA REEREZEZONS, L L, &%)
ROWEND D, FTEEHREBEN TR DIEEBENZ2T —X TIEb I &N TV ey, £z,
SKE NIH % 2 #HERER > Y2 W T M7 b — U B ~D 1T 7)Y EPAG SR BFINCE o 7=
b, 6 4 HRPE TRIRAR BN T D TPO-RA DR D AT AL, Open question & 72
TWab,

(2% 3R]
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therapy in patients with newly diagnosed aplastic anemia. Cancer. 2018;124(21):4192-201.  (3iiiDiv)

CQ10. SEiphlREL DB #IEHIET SERIIMAH

c (HEESZ L — R0 7 Y —2B) ATG PRIERIZEMENG D ALTZBIA . RO 72 & L .73 2
L0 MERE Z KT MO R NEE SN2 HEITIE. ATC DR G52 BT 5, ek
DRREN AT — 2a FTOFRTHIL, EMIEKFNE AL OIRFIEHICHE> T 7 r AR Y
> (CsA) MBIBRERBLTH Luy,

CERZ L— R BT Y —2B) b LRSS HERFIEREA GO 5 B T0%1k, 1S T a
F AT Lo TIEREAD B ET 5,

s (HEBES L — R BT T Y —2B) TPO-RA, AT/ B S b RISHETH > 12 A. #F Y —v (%
B HISh) BRI 2010 D,

(RS L — K BT Y —24 - 2B) TV hr AR T EERPIEI O GEEIRRE & 0% O
27 rRAF L EBARMBAT BA RTHIMMIFREDNE B2 WIEEIE, HLA —BuiG &8s
i (BT 2V —20) Z21T 95, M R F—D0ARWEEIE., EMGEHBM R EoREL R —7
5 OYEMEHIABHE (17 =Y —2B) ZH#iE+ 5,

[fzan)

L. FREINCKTT 5 HYTERE

I INHIIEIC L - THEMBIE LTV FIs, mERED OFRB R NG54, O OF
M, @ RNEMDS IR & T HMIREA~DOBIT, O oD FENEE B X THMENE & O TR
BEITOMERD D, OQOFIZIX, CsA OFGHMN A+ ThoTohy, ERITBENRT S
TR LBERE . HLA-DRBI*15:01 BRI X 912, CsA IRIFENHTRWGE D 2 FENH 5
Vo WTHoOBEAE S, s KB ZRE E DRV IIERED TlEZe W41 CsA DIEDOHIZ L - T
BENMEFHND Z ENE, MERBD OMETTNEE TH > 725513 CsA OFB « B E 721 Tl
1TE2IEDHDZENTET, ATC OFRENNTEL 25,

B DT A ESEAFEAT (NIH) OS2 X 5 &, CsA 2 ATG Bltst: 2 fF £ CTHRE L= &
LThH, $140%I2 A OFEAR LN TS 2, F—1 v RORGE T, #lEY~ ATG(hATG) #
FRBNCKTT D hATC () > 7 4 7 a7 Y U®) OFHRIL 61 % Th-o7= ¥, NIH ORAE Tix, #E
hATG # 54 DFFFMFIC rATG (A 7 u 7Y ®) Feh UI-3A OZEFRI1T 65% & . #H)[E] ATG HE
N II1T HZERNFR(30%) L i L CRAFThH -7 P, HEOOMETIZ. FIED Y 7 471
T U LORENTIH T 22 FIOFREID S H 10 6] (45%) 12V > 7+ 7 a7 ) L OCOFE 51N E
NCTHo12% —H . RBULAEDOY) 7707 ) UYBCHEELE Y F 7 U025 SNz
136D 5 LEMMNESNT-DIL 5 6] (28%) Thol-, BEHARKTHHTE 5D AE/ 0
VU ®DHBTH D20 A DI LEREAENE & 72 > 7206 L TR rATC D% 5- 2 BB 5,
72720, rATG OFEGITRMACEE RAIZEZ ) SN TWHDT, 7T 74 7% —Tavy
7 SRRMLIER ORIENT A REBEDRLETH D, 5. 7~ AT (Atgan®) NHARTHMHHTE
L RN GEITIL, RGO ATC 1%, FIENZHZ ATG & 13722 2B fEm Kk ATG Z i
A+2ZeniEiRsn s,

2. HERBNZ KT D I IRIE

GEIHIRIERLZ DB DTV ha VR RN L > THHENE LN o7 A BIOK 70%
(EJEBITIE50%) ZFR I 7B AT AL > CHETDHO?, nI 7o AF L0KRKE (20 g/
kg) E TIEIC L > THEENEF LN WSS, B ZF#ET 527200 BT VA L-ULO @
WRIEIIIEE LR\, 72720, BARULAT 0 A R —EOBIERT 2 0T, RMEHOSEIE
RAD, REEANTIEH D, XY —id, SEMEFREICARISHEO LERE DK 50%I12
BT DY,

FENE Y B ER A OFLEE RN o T2 2D E SN TR YD . T OBRERITHE > Thx ICIER
WO BT L AT — 2b PLEICHERET 5 X 572 AA BT, S illEEs =9, ek &
R BHIME, FD LD 72FIOHICE TPO-RAIC L - CkET A 61135 DA, e~ —h —
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DIBGE TIRE N MBI D 5 12 TPO-RA 3EZN T 2 61IL D 72wy, (SO FRHIIRE R 7 v — )
HIE L CWARREMERH D720, AR THNIERR VY —Fr o v v T afEiT T2 2 EREE L
) 9)0

3. HFE - HHABIIXT D BEIE

HLA —Eufx FF—208 0 | G MsERERLGEN D 6 AR Z U TREI R 72 < Fln,
Performance Status, [»~FE 7 B~ b—3 27 FOlfaslEE N B E S Z W72 T e i
MR AE —RIRE 725 19, Mix K =267 WIEEIE, HA — 83k K —0 b0
HHBEEE 25 1V, AFTO HA —HIEME K —0 5 OB O Tk, BENSB
fiE COMRIAEERITIERAEN B VMEA RS H D P, B 7O R P—a—F 4 %A b
WM 2B ET 5 & EMEIREE 6 A 2808 L CHOIRERD G N WIEEIEE OIEFER
REFFL OO ZFHT 20N H D, MMk N —8RE U CTIXER N7 O HLA 7 1L 8
JE—E R —DNEEE S DM, 17 LAREAD, C, DRBL &KUY DQBI NOWTnEko 7 L
ANRREEGD R —bRTE 2 P, @yRIEmE K —»2N o0 2o =541, I m
B0 HLA YA Bk K —""200 0B L K —& L TEE IR D,

AR MR 1 oo [R) A 5 i e MR R RE VR R 12 8 1 D B RTALE 1L — E D= BT » A X720,
ARAOMBEFREAEICEI L CTiX, ZHE T 30 il TITOBERRICRIEN R WS IE= > P4
> (CY) 200 mg/kg+HAEZ T Y P 5 mg/kg A, 30 mELL EOBAIL CY I & D LEMEE S
LT, ZAVZFEy (Flu) 120~150 mg/m*+CY 100~120 mg/kg+H A €77y L ® 2 55
mg/kg DETALE L L THWSOND ZERNEno7- 5 9 UL LIEETIE 30 mAR TH-o ThH CY
ZIWEL T Flu ZHWERTLEZIT) 2R EL< o TETVDH, BRKODI I AEI T
Ur® 2.5 mg/kg & 4 ARG T5 L, BAANTIZE VA LA L DBAE ) o/ SHEREMER B
o, EOMD T A VA EYGEDOBEE N E D AREMENH D 7, BRI AEVER T R —
MREEREEBZTIENHLDOT, CYORDLVIZANLT 7T (Mel) 140 mg/m* &2 W5 Z &
HLEET D Y, EMBEEHBERICE L X, M oL @E 25 R 2% Bk 5720
(R RS (TBD 2 Gy BMZT5Z RN 5ns 1o ® ) IHmBMICE L Cix, AR
TIX Flu 125 mg/m*+Mel 80 mg/m*+TBI 4 Gy TORILEEZHNSNLZ ENREL N,

(2% 3R]
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