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AA':
aGVHD :
AL:
ALL:
AML :
AP:
ATG :
ATLL:
AZA:
BDR :
BP:
CAR:
CB:
cGVHD :
CI:
CIBMTR :
CLL:
CML :
COI :
CP:
CR:
CT:
Cytog :
DE:
DFS :
DLI:

E:
EBMT :
EBV-PTLD :
EDR:
FDC:
FHCRC :
FL:
G-CSF :
GVHD :
GVL:
GVT:
HL:
HMA :
HR:
Haplo :
Haplo-PTCY :

aplastic anemia

acute GVHD

acute leukemia

acute lymphoblastic leukemia
acute myeloid leukemia
accelerated phase
antithymocyte globulin

adult T—cell leukemia/lymphoma
azacitidine

bulk dose regimen

blast phase

chimeric antigen receptor
cord blood

chronic GVHD

confidence interval

center for International Blood and Marrow Transplant Research
chronic lymphocytic leukemia
chronic myeloid leukemia
conflict of interest

chronic phase

complete remission
chemotherapy

cytogenetic (disease)
dose—escalation

disease free survival

donor lymphocyte infusion
extensive

European Society for Blood and Marrow Transplantation

Epstein—Barr virus—associated posttransplant lymphoproliferative disorder

escalating dose regimen

full donor chimerism

Fred Hutchinson Cancer Research Center
follicular lymphoma

granulocyte colony—stimulating factor
graft-versus—host disease
graft-versus—leukemia
graft-versus—tumor

Hodgkin lymphoma

hypomethylating agent

hazard ratio

haploidentical donor without posttransplant cyclophosphamide

haploidentical donor with posttransplant cyclophosphamide
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Hematol : hematologic (relapse)
IB : immunological booster
ID : immunodeficiency
JSHCT :
L: limited
LG: low grade
Lymphoid : lymphoid malignancy
MC : mixed chimerism
MDS : myelodysplastic syndrome
ML : malignant lymphoma
MM : multiple myeloma
MNC : mononuclear cell
MPAL : mixed phonotype acute leukemia
MPN : myeloproliferative neoplasm
MRD :
MSD : matched sibling donor
Mol : molecular (disease)
Myeloid : myeloid malignancy
N: no
NHL : non-Hodgkin lymphoma
NMD : nonmalignant disease
NR : not reported
0OS : overall survival
PFS : progression free survival
PLL: prolymphocytic leukemia
PR : partial remission
preDLI : preemptive DLI
proDLI : prophylactic DLI
PTCY : posttransplant cyclophosphamide
PTLD : posttransplant lymphoproliferative disorder
PV : polycythemia vera
RR : relapse rate
RT: radiotherapy
RTX : rituximab
Rel : relapse
sAML : secondary AML
SCT : stem cell transplantation
tDLI : therapeutic DLI
TKI: tyrosine kinase inhibitor
TRM : treatment related mortality
Tx : therapy
URD : unrelated donor
Y: yes

Japan Society for Hematopoietic Stem cell Transplantation

matched related donor or measurable/minimal residual disease
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1. T4 >4 DERBR

A e A AR A 1S, MBS OB 2/ L CiTbh 225, 2028 I3ERCEBEREE R
319, 1990 4F A AN AR A AR 18 M5 BB % (CMIL) 18138 (CP) FEFs (M. BB 3w 2
0. [HFEFEERH - REMEERERERETR] 21689) 034125, F—FF—0 ) v 8B
(DLD) MR ER 2 57 LG S, HHRICEEEL 5 2729, S 512, EBY A VAREE
Fit% Y v S BEHEME Y B (EBV-PTLD) » 2B O DLIBEM S LN, DL T 281135 £ 5 72,
LA L, 2aMEEHitE A mws (AML) B8 2L BE R (MDS), &Y v e[ (ALL) i
X3 5DLIORRIFRENTH o7z, & 61T, A FENE(F oy v X —¥HEZRE(TKD. CD20
PUABIAD) D&, CMLITH T 2B HE IR LY, PTLDITR S 2 DLIEE& DA LTz, &1
B2, AMAMFEERO PHRIIART, BEEGFRIII0 %A TICE L2, BRMBEHERCES
REITHToRERBE L LT, HEAME £ DT, DLIBS bHEELERETH25210Y ) Al 4 R
74 TlE, DLICHAT 2HEELZ T v AZ L L, L OFRE - JFRIZH ) 2 DLIOHEIG L 1%
DHRE T HEREE IR LT,

2. DLIEBROIETF YA LAV EHRE
ITETFTVAVNR)L - HESEE G (1 R HERE T 2] (2 55 < H#HEET 2 (RET2)|02i@ ) THRR
L1ze HEROMIIZTY M ASBROZ Ty 20iRS (A, B, C. D) #0FE0 L 72,

A (GR) : ZDROHEEMITHR S MEE 23D 2,

B () : 2h R OHEEMITHEE OMEH D 5,

C(59) : SR OHEEMITHT T 2 HZXRENTH 2,
D(&THEHW) : FROMEEMINE & A ETRIETE LW,

3. BiE

M GEIM M) BB OMRSAEIR - BAEX A7 (MC) « EBY A v AR Y > < BAKE M % &
(EBV-LPD) &, WIFNHDLIDHEIREFEZ LD, 7721, HEEIAT2BH»2CE, BT
YV ATDLIAHE HER S N2 ER - WRIE TV, 72, SEAMBOEFKIZDLI EEREMO &5 553
FERPDHL2TIE RV, —BHHFEBEHR L2 88k, G-CSFTEIA - RIS lz Y v S8k %
DLICHWZDIEHYTH S (L Hi21D), DLIKZD GVHD i, B OBAEE GVHD & [ ITIE#E S
% (2D). i THIEE < dose—escalation D HFIEIZDVARNVDZEF Y RITE EF 303, HETOR]
FEE2EER L, BRERDHFEZRET L 2L E LT, fHMIZRIEZZRI ATV,

I. CQ1. DLIDEREZEZASNDIKRE - WREIXAIH ?

(HE )
[FAE GE ML) Bt o MRS AHEHE - IBEX A 7 (MC) « EBV-PTLD /. DLIO#EILTH %
(2D), 7z72L. H#HESEREMRIERAE (32 1-10) 13, AR - JRREIC X D R 5,

(f& &)
[AIfE G& MR AR O MR ASAFEFE « MC » EBV-LPD %, 2 TDLIO@EIGE 2, 7277, 8

1



’ JSHCT monograph Vol.74 EMABIES TR 51> — FF—U >/ HEZ ‘

—BIROIFE L T REITEH L TRBBHE (B 1-10) 12, FEE -WRBIZLVEL 3, DT, HEE -
SRR IC R T B,

I. CQ2. CMLBRICHEFTDDLIEEDELDICITOINEDN?

(e £8)

CPH¥ D4 . BCR/ABLZEBSGENT 7 & 1> & TKI OIGHEAN R 3 HIfE © = v, 7213 TKIBARG %G
BRI O Y56, DLI 2% 3 5 (2D),

BATH (AP) /A EiR{b ] (BP) BROBHE. TKIZ EOBRBZIBEIZKIEDA L NTZHEIZRY .
DLI #2% 3 % (2D),

DLIE, @I THIFEE 1.0 X 10%kg GEA IR K F—). 0.5 X 10%kg GHEA M K F — L) ChlA
T 5, WG GVHD 23 % AU, 1-3 2 A% (CPHE¥). 12218 (AP/BPHH). 3fFHEL T
DK (2D),

(B2 )

TKIBEHEDOMESLIZ X D, CML 2R 2 B HIRES13 10000 1122 L 72 ¥, CMLIZH$ 32 DLIOAH
M Z WRET U 7o R 0 % < 13, TKIZSHT D 2000 FEAFHIZEF L TWw 3, CML-CP DIl
W, 0 FEIRFH £ 721300 QUEFTRE) JRAFRZ (MRD) FE¥612 43 % DLI £ D 584 5fi (CR)
RKII, ZRZEN60 %-80 %. 70 %80 % T, KEHIESIIFTE 2 (F1) P2, L4tk (AP/BP)
29 2 DLITE O CRZF 120 %-40 % T, FEBAEHK T 251420, DL, -1V E 2N (a)
GVHD FAEHR 1320 %-50 %. 1281 (c) GVHD FIERIL 25 %-70 % MBS L Twap 351920, CML
RS 3 DLI#E O P BRI D BEE 134K T 10 %-30 %. FFIT CPHEFEITHN T 2 DLIZIZE W, W11
DO TIE, DLI GVHD FJE & CRZRITHBI A 541522 DL & 2 AR A% (GVL) %)
RFEICGVHDFERIMLELEZ LTV, Lo L, EBMTIZE1) % CML %3284~ D DLITA
BAE ' 12 & 5 &, DLI#%aGVHD 23w 2 &, RHIES (0 7% > MIEEFE0ES > 25450
WS > BATH SRR L) 2V L e PR B FCH o 72 (R 11), FEBE. GVLITHE L THllY
21X, GVHDRIEIZAE L THIE X DD v e s Tuw s, DLI# CR IO GVHD 23
ALNL o752 2 L5, GVHD ORIEIXGVLEIROBESM LS 2 T,

DLIAGVLEI RS LN v E 2 HDODLIBEE S 113 45, XRODLI £ TR HHsEWwIE E
WWBOHETEZIF L, HWIFZEHEEGVHD RIEDO MM L HO 280D 5, ZOERMIZEZ 219
DTETYRAFARBLTWS, 7272L, CMLEHX ~ODLIIZ, 2&®DLI T L. GVHD F#IE <
B % A% 256 R T 2 escalating dose regimen (EDR) 2332 S 715, EDR 286l &, —EIZKED
DLI % 1T 9 bulk dose regimen (BDR) 20l D Hij[) & i IE 7 >~ X 2CLEGERERIZ 5 W T 2R MR 4
173 (2y-DFS) 1%, 91 % (95 % CI: 69 %83 %) vs. 67 % (95 % CI: 63 %98 %). GVHD FiEH X 10
% vs. 44 % (p = 0.01) TH - 72>, EDR [HFFEO FFJeffix 140 H (84-241 H) TH - 2o CML 29841z
%9 2 DLIOEHRE 12 B W T d., #)E DL O#EMEE A% i3 &, GVHD X DLI& B B # 25
ZHDR$ <., DFSMEH o 7z, AIEEmiE TAIIEE & GVLAIR. GVHDFIE ZB# 235 D . DLIIZ X
D GVLEIE LN TH, EEGVHDIZ & 2T RBEIEHIAE U 28235 219, HiEH T
MEEZBET 2HOVTE T Y AIEFEE L LA, KBUSHFZERE R 1 1520 g & UBRAE R 2 2272
IS &, DL BT 2 #)[ElnyE T A E I HLA A MGE BT 1.0 X 10%g. RERF—25
DBMTO0.5 X 10%kg & L, EDRE, &3IBREOMEL T L2D0I1E, Y LEFEZLNDL, CMLIZIR
5. 20104 A DLI D BRAFZE 131 L A ENRZ OHEUEEIZFE S VT W B2 DL b4 FIBIE¥
BICR2E LN 2 £ TOHMIZ4-620H LHMES A TVWE SO, MIRFENIZHELEV T2 2 H
Mk, MRFEMITETTE1I 2B CTDLIZT ) 2 EBRES TS, 2 b 2R,

gljl{l

2
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CPIZ1-32 AT, AP/BPIZ1 22 A CDLIZME D IRST Z L %2 RET 2, PP L. =TV
ZWRFFRELTED, BEIZE LD D, DLIEGVHD 34 U E, GVLAIRFBE LTS24 YD
T, XODLLIZ TH LW,

PAAE [ AR B A % 52 1 2 CML B EF 131313 2B 05 TKI OB 5235 D . DLIIZ B 1) 2 BAlRE]
TKIE G- OFEEIIARHTH 5, BAFIIC TKIEHE O 2w AR CML -5 28 12 & 3 % TKI
(A =F=7)RFEITBVT, 1B - BT 1960 1241 (63 %). SRR 7HIH 3451 (43 %) 1ZHH
FOEAR RN R 3% & 123", 2RO VEEER (1y-098) 74 %. & O BB 2343 %, M-IV E
aGVHD 2511 %124 6 1Tz, CML#EATHE (AP/BP) 128 5 2 IR R IE . TKIHM TR B %
IR T E 2 REMEIME . DLIO#EIGSEE S b, £z, TSIR EDBIEFEREE TS
B, BALRT TKIARTEX. DLI@@EE%%& LTRWEEZLNS, BWZET Y RARGFELL
WS, E%H%BCR/ABL BEMENT 2TV, ZAUIS U TKIRREEE R T 2 2 L 3L LE2Z LN,
7z, DLIIZIE, EFEH GVHD @T*blli%z;% D. TKIDWREDRI TS v, 721X TKI DBE
xﬂ%TJré}erﬂﬁm@ GAICIRD . DLIZEE T2 2 L3 # Y EEZ L5, TKIFIEE D RIR I F
ft 3 2 CPIMKEFAMI 0L 13 H 2 »%, BAltE CMLEFRIC TKI AR 28546, TKIHIEORI &
THTETVRIZZ LW, [AHEEMMEEMEECMLERICN T 2 DL &£ TKI(f <~ F=7) OF Atk

IZBI S 2% 5 BN B SE Y 12 5 W T, DLIZSFSE (RR) « DFS TTKIIZ#E > TWwWiz, 7273, &
10% 2100 L /N ELEGRBR T H 2, ZNEMEES 2 72 © OGS 3B KBEIIZE 37 L W,
& 512, DLI & TKIOFFH OZIE, DLIFT O TKI{b229k (CT), e (RT) OF A & #Et
U7esiiB i3 e <, HEREEE IR S LW, CML-CP ¥ DLIER) CTKI 2L L IEFIHE 2D %
¥ APFF 41 % &t CML 11I25DLI + TKI (A4 = F = 7) TIHEF S . HRfi 1722 H (683-2545
H) #R C2filpfitmEh L omEC0d 5, F2MHARTKIFEHADLIIZRIETHEZRHTH 2,

. CQ3. EE&mifEBiEgaEamRERIC DLI EB:&Emiffe
BEODESSDERD?

(HE )
FIfERM%Z A HMEERIC, DLIEHEBHO &b 6 B2 ERHETH % (20),
FFBIALR A8 2% (GVHD) BEE DB 1%, DLI & FHBAELOERIZEE L 20w (20),

(BB )

D RIS G RIOBFZERE R 149 20 6 fHBEIGHE (DLI % 72 13 4#) 13, AML « MDS - ALL
BROEGREEIIEE T2 EEZLNS, 1217 L. BRICHT 28EHEEL LT, DL & B
DELLPERAMIET 2T Y RAEARE LTV S, BN MEEHBH%4 (EBMT) (214 AML
[SAML] /MDS 1 % 698 4!V, AML F 539951, #% Fl i 1i AL & 7% FiE $% AML 15 6 263 451 *V. ALL T
Fe465H1) ., [ BEE mAN AR 7 — & B8R (CIBMTR) (AMLEF26741), 7 7 /x%ﬁ@%’i
W52 7 v — 7 (MDS -3¢ 14761%) 23, BHEBREROEE - FHREBHRANICEIT LI L 25, £F
R« FHETFICE LT, DLI Et BEMEECHL 2 RER I L2 o T2, HAEMMEEEY2 (JSHCT)
D AML 2% 3 2 DLI 143 Bl QN 123\ T, DLIOEBEIX, AERZUEEL Ld o T, i,
G-CSFCEIE - SRELL 72V v sBRZ#iiE 3 2 KEDLI O Tk, EiMmepsiig L Emd s h s, B

bR O 3 256, BB L ORXBISRELE 45, —#iz. G-CSFE)E - FRELDLIfR i)
HIBE 21T 2 12, BRI B S NG, LEKFEOTFEHW (pro). % 7213 JeHI &R (pre) DLI (%)
IZ. G-CSFCEIE « L 72l S RE ) Y SRREEE L7205, Y27 a0 2R ) o2 k
FUEH—MIZXBGVHD FHAfTHoNTE D 70, MEFICIZEBHEEZ LS,
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¥ GVHD OB E 25D 1uiE. DLIZEIEGVHD OFRIESE s b, 172, HE%KEHHE
CTH 3, sSAML/MDS F5¥ 698 {5l Z fi##T L 72 EBMT O #5212 & 2 &, DLI 2136172561 (12 %) -
4241 (23 %) T, FFHBNZI-IV aGVHD * cGVHD OEENH - 7z, —H. BEMAEIZE VT, 1104]
1641 (15 %) « 1761 (27 %) THEFEFIIZI-IV aGVHD * ¢cGVHD @ BEfE 234 & A iz, 11-IV aGVHD
& ¢cGVHD O FHEIBEFERIZEI L C, DLI L BB CEREZIT L 2o 72 cGVHD O FEFETEE I,
HRARAEFERIIET 2 ML L 2 FRARKF (N — REG[HR] 4.4, 95 % EXH [CT]2.2 - 8.9)
THoT1zo —Ji. DLIIBWT, GVHD OB AR L FREF Tld L d o7, DLI - BB
%D 2IERAEFHR (2y-08) 1228 % * 17 % TH o Tz FEFHFEII IR RECE) . MDS FE¥ 147 5l % f#HT L
727 9 v A D% EHRMEHRE? T FEEET, DLI 42615 1746 (41 %) « 441 (10 %) I2B W T, HF
BIiZaGVHD * ¢cGVHD O BEfED A 6 iz, —H . FHBMEIZB W TR, 20614 1041 (50 %) + 441 (20
%) 12 aGVHD * cGVHD OEFHEE A b iz, [I-1V aGVHD & cGVHD OFEFFIFAERIZEI L T,
DLI £t BEME THERZE XL h) 572, DLI - BBEHRD2y-0S 13, 31 % 34 % L. BREZ Lo
720 ALLTEFE 4656 % 20T L 7: EBMT OFFFER e 1V 125 W T, cGVHD O HEFRTEA 1Z. DLI 1084
17 %, BB 19 %124 6 iz GREF AR ELERELHED . 2y-0OS 1&. DLI + {b22% % (CT)
26 %. DLIBM18 %, HRMEN26 % &, BRERZ Lo, UEr S, HHFERGVHD BEEOAHEIZ,
DLI B2 % BRI & 13 %0 53, [HRIIGVHDEE 26 3 2854 OMgiaE X, DLITIE %
CHBMZEIRT 2] 2 &3, #HBELLW, 72720, BRRICAT o FIpELEST52GVHD 2 E T
LZYAIZIDLIZIT ) (T bbb, FROMEINERELTLLWV) O, BRMIZIEFZIT v, —
#. GVHD 3ZBEBHOFHREARRATFOTH2 I b, ATuA FiEELZEST 2GVHD AT 25
A, BBHESDLIX D AHEDEZ RV, AT 04 RIEEZEST 2 GVHD 28 3 2 BH Ok
BEIIARHTH D, HEBE IR S v, DLI & ) MO 26 RELEBE ITmw L THa s, B
HIF WD W 5 “unfit” FEFNHIFEE 21T 5 %S, BB L UDLIAZE E LWEEB b, 722, =
EFYRFFELLARARLTEY ., HEREIIRS W,

V. CQ4. AML/MDS I&BFEICHTHDLIXEDELDICITON
EH?

(e 8)

AML/MDS 3 ¥ »CR # 1572354, £7213CR(F L HHMRD) THFE L 7:5A. DLIZIRET 5
(20), 0 PF D AML/MDS 5 12% 9 2 DLI ORI TH 5 (2D),

DLIFICRAFZEK L 5, CR% HIg L. (UHBELC IR, P F VLI CRiA 2 RE T
% (2D)o 7272 L. RITIXAMLITKT 2 i 2 F VLPHES IZAFRE S TH 2 (201849 HHAE)

AML/MDS [MiEFHF 1231 2 DL, #[E THIFE 1-10 < 10%kg GEA IR K> —). 0.5-5 x 10%
kg GEAIZ K 7 =LA CTHIAS 2, WEUG GVHD B3 4UE, 1200 B4, 3R L TED
3 (2D)s

(& &
D #&

AML/MDS MiEFF 2R3 2 DLIZ O REIEFERILT %40 %, DLIBHIETH (TRM) %25 %33
% II-IV aGVHD * ¢cGVHD F&IEZI1Z 10 %40 %. 20 %50 % TdH o 7z (F22) > 1013 14 33,4145.5159) - e
FEIEARBI7E 25, CML & [ IZ. AML ~® DLI# b LRI 34 502 Z & 235 5 (20 % BUTF) ¥,

gﬁl{l
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2) FEEF

EBMT D #i (MDS/SAML 2134'” . AML 28141°") iz & 2 &, BAli» o coM36 » H
Db, BEEBHIMMEN L, BESEMETH L Z & (KELTFHRENEOHED H2Y), DLIKFCR
TH5ZEH, AMLMDSHEHFIE~DDLIIBI 2 FREFEFTH o 72 (F11), HBOWIRHRE "
BUES Rz NELFT 5, ZOM, B, LEHR L COMMB122A8 LY, FHEFGEHRE
WO, ATEI Y, EHREERIFIRZS %R - 13 %R b, FREFRTFEHESATVS
JSHCT D512 & 3 &, AMLIMEFEFE~® DLI 1431125\ T, 1y-0S 29 %, DLIK;CR 23 F%
BIFRFTH o 7z, DLIEFCRIZH T2 1141 T, 1y-0S. 2y-0S13 312100 % TH - 7225, £ L
ARE20 %+ 10 % TH o 7z, % B, DLIFHEE OB, M (b3, BRRE, 7y Fo v
[AZA]) 25, DLI%Z ORI RIZTHELZHET 2, BHEOHVWZET Y ARV,

) FEABH

AML/MDSH¥# 0 %4, DLIZEBHEM IS O TdH, FIHEMRLEN, IEZ E. Wb 3

“sanctuary sites” IZBEAN K ZR L LTV, FEIZ A2, GVLITBEE $ % Y v /9K dsanctuary
sites IZWERE L IT < <. BBIFET 2 BB HIIE 23 0 22O BERRBERS 2 38 2 55 t(8;21) AML CHiEATIE
~NDEERFCD56 ZFHI T 20 % EAHEM S LT WS, cGVHDFIE L., HRBET I2HEST 25

. MAMEBIFHRO PR T L OHRES D2, HREELS GVLIRIMELATH, $#IHZGVL
IR TNE T CATREME DRI S B, IRFEMERISME T 12, (LSRR BURIAER L DL %48 0 3 LAT
W, BRI T & OEBOREFIHRE 23D 50, AML/MDSHEH D 6#liz, KEYZI7Evr0D
5. G-CSFCTHEIB L 72 KEDLI 217w, 26l CHHEMR G L N, LarL, Wiy BhiEfFEo
T X EHEAKERL AHNXGVHD 235617), MEEIC, BEOME 12X 2 &, AMLEFR 16612k
EDLIZ 10BI25CR & % o 7225, SPIAEH L, Wb HMBES R (5 & B 16, B4, &
J§260) TH o Tzo BHITCGVHD 3% 5 i, HiFNEIE & OBE R S lz, F 72, 34ll&. DLIF.
90 e [ 32 of A B RS A AR 1 BB AV R D BEAE 23 © 72, EBMT @ AML S 1714112583 2 DLI D #i5
TH. 15 % IZDLIZ OB EH A LT, DLI 44E %R T H. 26 5P RA#E « |BAFHEFKTHT L
72, ML EH 5, DL ARKORIE 2 ERAERTFHRE LI N2, LEL, TGz Tv
A2MG o T, HREIIRE LW,

4) M)EEGET M E

CML & 57 ), AML/MDS 251 2 DLIT, iiEfid O EDRABDR X VFH L RT =TV
AFREBLTWVWS, 7272L. CMLIZB 252 (EDR L, BDR & A% GVLAIR s HifF T,
GVHD % & iR EME 234 7 w) 2RI, AML/MDS 1259 % DLI O fff22#i% © % < TEDR
ﬁi)ﬂb\ Bh-«c h\é 12,22,23,29,30,33,51,63)o oY ]; yk?@%&%ﬂ) &: c]: 5 &‘ 7 I/.L\ ‘YX'V 7(t ]"ﬂﬁib){l:
CD52 &/ 7 u —F VHUK) % & CRERIRETLER S O DLI 334 GE&FIE < — [MSD] 2341, 3
f#% ¥ 7 — [URD] 106) Iz BT, #IEITHIFEE 1.0 X 10%kg THIA S 21, GVHD. GVLEbR %
iR, 30 AE3 5% HLIZEDR AT ilz, #EIDLIEGVLAIRIZA ST GVHDIZ, MSD
230451 (0 %) URD 10417 6451 (60 % = I-11E aGVHD 3, IV EaGVHD 24, RHEcGVHD
1) IzAabNTze —H. 7V v BNy F ¥V v BARIERT (FHCR) O#iEY 12k 2 L. AML 714
5 22501 GEA LR K 5 — 17161, URD 4141) IZ DLI2Th 4, #HE THIKEE 100 X 10%kg Mk
ZEEL TH. 10-100 x 10%kghE, <10 X 10%kgiZtb-x, GVHD 23 2 % 721 TGVL A R FHERE
ZA bR, AERIFET L7z By-0S 32 % vs. 45 % vs. 47 % : EDR OF #EIXFLHME L), M Er o
W THIEE X, WEIMZ FF —T1-10 X 10%kg 3% Y £ 2 b b, ZDHGVHD, GVL%E)
H(DLIZOHEREY), MCOWEL ERT TR, 1220 ETHIIEE %2 3MBREICHS L4255
DLIZ# DB AT 2L 3 FLBEEZ LMD, WEMB R F -S4 % FF— (R RF—) &3 3DLI

IZBWT, KA TR AT THMIdEIIAHTH 2, CMLIZHEC THHE L. 0.5-5 X 10%kg %
F#Eﬁ b LB, ZOBRVOFE TRBBIE LRI 2E D, HLVIIEBMTEE TS

5
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PIZALTIE, FLLZETYADPARLTWE O, #EREIZIRS LW,

5) DLIgiiaE

AML/MDS F ¥ 1%, co-stimulatory (FEHIH) 7> T HE D T OFILAICML & ) D 2500469 70 &g
5. CMLIZEAR, GVLIR»H L iz v, #HTH R ALFERIESL NG E, AZAL Wvwo Tt
i A F A ALEE (HMA) 7 &, DLIBTGEEZE T 2 2 L %00, Zn s OBENDLIOKIIER 2 5o
22 L EPIBEIRTTET YA LW, 7272 L, DLIFCRIZDLIO T RIFKRFTH D 45V DLI
BICRZHIET Z L 3#YLEZ N5, AML/MDSHF 1004]i2%9 % CT + DLI(414) « CT Hj
(3241) + HMA + DLI (94) - HMA B3 (18 45i) D #475 #0 Ll B 12 3T, CRES59 % + 16 % »
22 %+ 0%, LEFEHREPIE.8 2 H 21208 <4208 «39»H &, CT + DLIOS IR HENL T Wz,
AML/MDS H#12x5 3 5 AZA + DLIOFE M % X T 280 0oHE 03D 22%7, K4 v OFHAR
JES 3 724 (AML 654, MDS 5%, Z o264 ofE ™ ik 3 L, AZARBIZB ) 5 TR
FF1d. AZABTRMEMEFER<1 % ©. A7 AR 335 vs. 158 CGRIEIMIFER>1 %) TH -5 72,
R A EBMIIE 7 Vv — 7 OME? 12X 2 &, B RIEEEF 1544 (AML 1244, MDS 284,
MPN 24 12 AZAF Hfli4 2 — R (4-14) 2, FRAE2E (1-7E]), #%{E T H & H 92531 (0.3~
303) X 10%kg D DLI 23T 7z, CRZFI%, 1HEMDLI (DLD T21 %. Zefl%E# DLI (preDLI) T
68 %. 2y-OS ZZNZFN25%. 62% THo7zo aGVHD * cGVHD 232K D 35 % + 27 %I A b LTz,
THREIFRTFIE, 0 FEHK. MDS, BHRREHRPFREE 13 %ARMTHo 72, LB, AML/MDS
FKIZBWT, AZABMTREIAFE MG O N2 AIReE T B ENTH 5, U Epr 5, DLIKFCR % Hfg L.
CT R MSHMEE (RT), HMA L EDHIREZIT) 2L 3FU EEZ2 LN, 2L, BiAEE LT
DRI OWTIE, TR ET Y ADRL W,

V. CQ5. ALLIAZBHEICEFTDHDLIEEDKDITONED?

(HE )
ALLIMEFHFE~DODLIOZ R IZIRENTH 2 2D)s AML &R, ALLTIZRKEDOT Y v /8B
FENEHTH2WEEMEIIH 205, =T Y RIFRENTH D, DLIFHEIZE T 2HERE IR S ZTw,

(B2 &)

ALL IMEFEFE~ D DLI DR RE IR U TRETH 2 (F3) 10132 —HCRMMELNTH %L B
BT 2, BBMOAKTD 5"V, ALLFEFH46561% T L 72 EBMT O ZE#s ' 125w T, 2y-0S
. PRIFIIRIE R4 %, (L2EE (CT) B9 %, DLI + CT 26 %. DLIHM 18 %, FM26 % & .
MifEia#E (DLI, FHBA) TUEE DM 234 b T (AN ERZEITER ), BEL ORI
7 GVLEIR ZFHE T E 2 DLIO S, WETHMREIEAT 27y AERELTWwE, 2HHIDO
Y 2 5, ALLIMEEFDCR 21572854, £ 7213 CR(T &b 5 MRD) THHE L %4, DLIZE
WAEGEMMEONZWHREMESE I 2 LELNAEY, TEFYREFARELTE)., #HEEIIRS v, dt
KOS EAER P12 &L 2 &, ALLFEF 444012, #)ElEETMEE1D x 10%kg GEA ML K 7 —).
1 x 10"/kg (URD) @ LR ED DLI A3 1 — 2[5 (H i 1[5) 7, 2y-0S 13 %. I-1V E aGVHD
47 %. c¢cGVHD 25 %. TRM 14 % T®» - 7z GVHD BT IL. 441 (9 %) 12 & &% 572, EANT,
CT#. G-CSFEIB - S 7212 x 10%g @ THIE % 5B Tt 3 2 KEDLIASA L, 6
Bl 2B CREMCR S 6 0Tz (7)Y, ALLEFEADDLIOFiEE LT, K& THIfg#mEFH T
HLAREEIR D 225, €TV RIFRENTH D, HEREIZRS v, T (pro) DLI (#2if) % Fk
&, ALLIMEFEF 2SDLIEM CREMFERE TS 2 M IINI0 % E FHREIN S, X2 THEZ
AR (CAR) THIOIRE R RIEF = v 7 R A v b HESE « bel2PHESE L &9, KA~ DS b

6
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EEIT RS LEDbNRD,
PhigME ALLIZ DWW T, TKI & DLIOFFR BT 245772103 2 25, JEFIEIE D 20 < . HESERE 1%
IRS W,

VI. CQ6. aRmEMRDBRICEFTEHDLIEEDKDICITD
EH?

(e %)
AMEE MR MRD B2, Sl B (pre) DLI #2453 % (2D),
A A MBHE RIS T 2 preDLIE, A THIFEE 1-10 X 10%kg GEAILE K F—). 0.5-5 X 10%
kg(ﬁéﬁ M B =240 CTHItE 9 2, JRIRMIGR GVHD 3% 0 AU, 122 H 48, 3MEHE L THD
X3 (2D),

(& &)

MR AR FEF I 3 2 DLLEIEH K DLI ((IDLI=8£58 © DLI). MC % MRD |24} 3" % DLI I3 Sl B 5
f) DLI (preDLI), F§¥¢ « MRD O#({% 7% < 175 DLIIZ FF5# DLI (proDLD) & MEEN 2, dLE A 1E
[F) 72 325 1ffL A I RS A% 30 H O IRf i C GVHD S0 JRGYIE - Bl aR R E M < . CR & #EHRF L T W 2 10041 (&
) A2 AML 594, &Y A2 ALL 414 ; MRD %1% 66 i, MRD f& 3441 ; &4 Mk K 7 — 364,
URD 24l, Haplo 624 ; BEAERPIRME325%. 6-605%) 12, CT + preDLI, % 721 proDLI % BT
7o 7:(38), G-CSFEIR - FRERS 7z THIFE % AW, #E: T/ B i & 13 Hh il 37 (18-66) ¥
10%kg. 1-4[E O DLI 35 M & 172, 3y-0S 51 %. 3y-DFS 50 %. 3y-TRM 18 %, II-IV £ aGVHD
29 %, ¢cGVHD 66 % TdH o7z, 7272L. DLIEY 27 0 AR ) ¥ THRFEWHI 2T Tnd T &b,
RBITIIEBELERSIND ZLITHEET 2, A7 v— 75, [ S #ETEEER AML/MDS/
ALL MRD [z 804111z preDLI Z 17\, DLIBH{L AL OB DS, DL (BRI 1E B 0B 2k
EEEVITER L EERRIZS T WERLELY, Zo [ R%EE]F, &Y 2 27 2A MBI 3
3 AMEBAAIER & L THERS NS L b H, HEGVHDRIER 250 % 2 5 Z &2k, ¥
BEIN&ETH D,

77 VADNRZ ) H Ay PFEFTHEEE X, &Y X 27 AML 220NEA L K — 225 1-10 %

10%kg @ proDLI 247\, 2y-0S 76 %. 2y-TRM 0 % & BIFZEEZ R LT A Y25 b AED
WD 2 (3, BEZMALY, HEORWZET YA LIZE 23, proDLIICE T 2 HESEE
TRE TV,

AML, MDS. ALLIZEWT, BHiEMRD i3, DLIO FHEEIFR T LGS TwD (F11)39,
A Y ORI BT, B RIES MRD BF8 1841 - MK 1356112, AZATRHE (FFRfiE4
a—2A, 1-14 3 —R) #preDLI * tDLI 23T b 41, 2y-08 62 % * 25 % & =34 6 iz (£2) 2, &k
D aGVHD * cGVHD FERIL 35 % * 27 %12 & & % - 72 (preDLI « tDLIfH D 28 B3 Fe#ifE L), AML/
MDS FF D preDLIIZ B W T, B OLENM, HEITE L T, AZAREEZERK TH S, L

2L, HifR¥ % L%\ preDLI & FLER L. AZAEHFICIKER ZRSTRNDDH 5, TR LTV
ABFONTVLR WD, HREEIIRS LV, 74 7Y RFIE, ALL 1401 (EY 227 11l &)
V2[RRI IR f AR Al 2 & HRE 185 H (108-659 H ) 287 Tl fd & 1.5 (0.05-3.0) X 10%kg O TPy
DLI % 1 [alfTuw, 5y-0S 78 % (46 %92 %). Sy-TRM 15 % (22 %-39 %). 5y-RR 7 % (0.4 %29 %)
DENT B R LI (F3)Y, 28T Y ARFRLTWD 25, FER2 OEEMEZ i L, Bk
MRD 254 6 L7234 DLI (preDLI) D HEWEZIRET 5, preDLIIZH T 24 EEETHICE, &4 2
VURIRATES, IDLIICHE T TIT ) 2L kLB EFE 2 LD,
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VI. CQ7. BfEY 2/ \E (ML) BRICH1FBDLIEED &5 127
NED?

(# &)

MLF¥ 1231 2 DLUZ, @I THEE1-10 X 10%kg GEA M K F—). 0.5-5 X 10%kg GE# & 1
& B — D4k CRIMR T 3, WIERIGS GVHD 237 1 U, 1-3 20 A48 GRIRITHET T 23548). 12
2 RE(RBEITHEIT T 28%6) . 3MEHEEL TR YIRS (2D),

ED X UMLEFRICDLIOESHFETE 20 L TR, T ET Y AR RELTWS, 7L,
DLIHICRKFER DOHf. CRE B L. (WFBIECHUNIRIRE L ERRR 2T 2L 13RS TH 2
(2D),

(f& &)

MLEFIZN T 2DLIOE M ZMT 2 % & F o 72813 20w (84) 143134 0880 1 2 UMy Az
759 %83 %, II-IV aGVHD * cGVHD #IEZR 0 %31 % * 0 %31 % & WKW RIFCTH 5, =¥
TYRAEFARBLTWED, ZALMEROBBEMEZFHG L, MLEHE~ODLIEMZRET 5, ¥l
ETHIEE., 24 IV 7 3RPER, BREOME» L, BIRIET T 235481XCML-CP D, 25K
BET 285813 CML-AP/BP~ODLIZHE T TIT ) 2L 3FBLEFEZ LN D, FLL EDlow grade V)
v XfEIX. DLBCL %% & D high grade YV Y8 X D DLIOZSIRPIBE L NPT WEEZ LN, =€
TYRFARLTE D, HEBRE EXBNEER T v, B THIBEME A R Y >~ 3 fE (ATLL) ¥ 1B 5
2 JSHCT D551z & % &, non-DLIEE, DLIFE®D 1y-0S 1320 %, 33 % & DLIO B 5 EBIFTH -
720 7272, DLIIZ. ATLLEHRBAEGFOMN L FHREIFRT L OMERIIEL Lo, KB,
ATLLERBROEFICET 24L& TR, ZKETH 2 Z L, BiiER»LHEFH E TCOHM 622 A
YEThs i, BRIGFORGHED, ML TFREFRTTH -7,

g&

. CQ8. BMEEIE (MM) BRICHTBDLIEEN L SIZHTS
NEH?

(e 8)

MM HF 1289 2 DLIE, #)E THIFER 1-10 x 10%kg GEAImLRE K —). 0.5-5 X 10%kg GHA 1L
& K — IS0 TRASA L. EIEIG GVHD 257 1 U, 1-3 2 B8 GRIRITET T 2548). 122
R (RIIET 3 23546). 3R L T D RS (2D),

ED LI UMMBRIZDLIOMREBHFTE220IBLTIZ. T EFYARARELTWS, 727
L. DLIBTCRAZL L 6. CR % HI L. bk Gl g tiiist & 0) L BUHIRE % £ ORils
AT 2L EHYETH 5 (2D),

(B2 &)

MMBEFIZHN ST 2DLIOERMEZME LTt & F o 23 2w (85) 42239 1S A4:
T 40 %-81 %. TRM 0 %-11 %, 1I-IV aGVHD * cGVHD FJEX 20 %60 % * 20 %-50 % & . [t
WHRIFCTH 2, MFETHIGE, dose—escalation D EEZ X T IRBEOFH VI E T Y AT T,
ZUETFTYVRAFARLTWEH, TALEROBEEMEZFHME L. MMIMEBEHE~ODLIEMZ#RET
5o MIEIEETHE. X4 IV ZIEARHES, EEOMWE»L, MLADODLIZHELTITH 2 &
BEBLEEZLND, 121EL, EDOX D UMMIIDLIOMRIHE TS 20 BiLTE, =7y

glljl:
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ARARBLTEY, HEFIIORE TV, B, KL YO 7 v— 71, MM 6146114 [a1 i T &
HrgefiE 1 (0.3-8.3) X 10%kg @ proDLI % H Hefifi T2 [8] (1-5) EDR T7 W, 84 f 1T 773K (8-PFS)
43 %, 8y-0S 67 %. TRM 0 %. II-IV aGVHD 33 %. cGVHD 22 % & FRAF 7r i & 1572 (3£5) %,
FrARA O ERZIFITI S 225 TlE % < DLIFEM ORI R IVRR S 172, MM IZX3 % proDLI D
BRMEZRLTWS 25, B - 7 — 2 OWMEICE £ ), HEREIIRS v, —h FH3EH
EDLIOHAIZ & 2 ERESRDRBENTWSE 2, DEFIOES P IcE & 270, HREIR
RS T,

X. CQO. HLA¥&HBHEEBRICHITADLIZEDELSIZITD
NEHD?

(. 8)

PTCY ¥ 12 X 2 HLA A BB MR MK - MRD 12, (DLI « preDLI Z 2% 3 % (2D), PTCY %
12 & 2 HLA KA B AEAE I3 2 tDLI « preDLIE, #J[E THIAIR 1-10 x 10%kg TR L. ¥
BB GVHD 23 0 W 4uiE, 1-3 22 H 9, 35 E L i DiR3 (2D), DLIFICREZEK % 5, CR
Z HIE L. (LSHEECBAHIRE. AZA 7 & ORTRE 21T 5 (2D),

(B2 &)

BAZGVHD PPz 7 a R A7 7 I K& W % PTCY ## (post-transplant cyclophosphamide) 3.
HLA LA R % iz, FoEEPALCIA < fTh AT w2, PTCY HLA YA B At FF 10
T 3DLIOFAMICOWT, HBOWmE 1D 5 (3£9)3°?, Bacigalupo 5 1%, PTCY HLA & Al
BREFE O M HSA 4245 (MRD EF& D AML 1541 - ALL 56, ImKFEH O AML 74 « ALL 441 - MM
114, Hodgkin V > »¥fiE [HL] 1041) iz, #J[El%h7E THAER0.1-10 U5l & LT, 1 or 10) X 10%kg T
DLI ZBiia L. GVHD 2MEWER D 1/2 log (#93) £ % 7213 10 £ D dose—escalation 17 o 7z, 16ldH 7z
D g2 [\ (1-6[2]) @ DLI 23T 4172, MRD FFEHID 2y-0S 43 %, MIEHEFHE D 1y-0S 19 %. HL
D2y-0S 80 % TH o 7zo CREIFZNZ 45 %, 33 %, 40 % TH o Tz, Ml k5, PTCY HLA 2
BEBMIZB VT H, DLIKEE RS FRICHEET 5 LR S L7z, -1V EaGVHD FAEZH 14 %,
cGVHDHIEL Q) % TH o720 V3 ¥ AKXV AKRFEIL, PTCY HLA R4 B A7 (MK HE 5
354, MRDFEF441) « MC (141) @ 4041 (AML 164, ML 114, MM 4%, ALL 3%I. CML 14,
Z o5 H) 1o, FEERTE T AR T JE 1.0 (0.1-50) X 10%kg TDLI % Bifk L. GVHD 23 W R D |
dose-escalation 23T 723, 14 72 H FRefiE 18] (1-4[8]) o DLI (28 il i3 b 5983 2 U AR 12
X ZHIEER) »MfTb i, CRZIZ30 %, II-IVEaGVHD 20 %. ¢cGVHD 8 % T® - 7z, #[al#iiE: T 4l
FUE 1.0 X 10%kg KiiGD 5HI2. GVLEIRABA LN Lo Tz, BEF A T O 1HlIE. DLIKIEE T,
MEFES %K LT, $72. Goldsmith 513 PTCY HLA & EM AR (MIEHES 1241, B HER7
B, %X ) XLETF240) @214 (AML 1441, ML 14, MDS 24, ALL 2. CML 241) iz, #J[=]
BETHAEE E LTl X 10%g PA LD DLI% 13412, 1 x 10%kg i D DLI % 81247\, 184 T
X1 E#%G-D B, 5D @ 34T dose-escalation % L CTHEEEIR G- %17 - 7237, 1663 {b@EI & 2
IR M T o, MIRHEF £ 72 138 EH O 64 (33 %) TCRA, ¥ 2 ) ALETO 1 TREX X
7 DEIEDED 5Tz GVHDIZD W TIXTE aGVHD 23241, 11 aGVHD 2314, 11 & aGVHD 23
24, cGVHD 251511258 & 41, DLIFT D GVHD BEfEDDLIEGVHD HIED V X7 Th o7z, T
LA ZRYT « KED»LOHED ZEM L, @@%ETﬁﬁikm><m%g1%#H@53Ff0
Wit #_EST 2, MRD I FHREFRTTH D, MRDIZE IS 5 preDLI D3}, DLIKCR % HigL 7:
CTX°RT. AZAIZ X ZENEHEIZ. ZY LHWT L7, Tl 0 7 ) v (ATG) & w7z HLA A3

glil{

9
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Fit A BRI T 2 DLIIKOWTIE, FITHED» O T & o il sd 207, S s
Wi FE D 504 (AML 2941, ALL 2141) iz, {b2=#E%. G-CSF THEI A L CERER L 7240 [=l#E: T A
fa g RfiE 44 (11-207) X 10%kg D DLI2¥TH 4, CRZE 64 %. 5y-DFS 20 % & RIFTH o7z, -1V
JE aGVHD FAEZE 34 %, cGVHDFHIER 18 %12 L o7z, 7272 L, DLIEY 7 o 2K Y > & 5EHI x

FRUFH—bBMEHEINATWE Z L6, EELEINLIIEBMICHY T 200d LAK WV, PTCY
HELIA O HLA R EERBHEZODLIZ EDQ X D I/TI) 2L T, ZETF Y RARFFELLIARBLTED,
HEIBRE 13RS T,

HLA P AERAER O FF TIE, BRI IEAZEMIHLA Z# RE L CThBME2MGEE LD, H
FRAGIE AR 2kl 4 2 "HLA loss” 234 b 23D 3 2%, iz, MEIER LA EIRIZ.
HLA loss D5 Y A 7 LjiE S T W3 %47, Haplo-PTCY #4444 HLA loss % £ 5 FF& D 34§12 DLI A%
Thnlzd, WFNLESNTH o7, T EF Y REFRE L, HERE RS Zwas, HLA RSB
A FIZHLA loss 1% 5 %A, DLIZGVLAIRZFEL T WABEESEH W EEZ LD,

X. CQ10. EFmMDLIEED KDITONED ? (RBRERSH)

(i ®’)
B PR IFZE LA Clf 1. DLLIZAT o 7w (1C),

(& &)

DL AN & U CTHEHRAE % 72 13RS MR 12T b 2 o B I DLI GRE IR 1 % 55
FLTY VSEROENE) WES P SN TWD, L. A F I A4 AERR ORIz & L &
5720, BRBIREDSNCTIT D 2 LR S i w,

%!I.

XI. CQ11. DLITRHWS Y 2/NEKIE. REEERL THWLWTKRLD ?

(it 8/)
DLITHW2 Y ¥ S8R, HFGERAEHE L THWT X w(AD),
(& &)

[ RS | o TIESS | DLI oA MR IZEE L CTik. AML/MDS 324 % & & 40 %t 23 4l o #5511y
Lo B R SR A S U0 i - ML D ITHE R LI 5 T2, WS - fREULEE 2SDLI O F
MR % FOE 3 2 & BRI SRR T 2 S X v,

1. CQ12. G-CSF#HE - FKMEhi!) /% DLIICAWTSE
LWh7?

(i 8’)
G-CSFEI B « fFRE S N7z ) v 8BRZ DLIICHW S 2 & IXEENIZEZ Y TH 5 (1D),

10
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(B2 &)

FAY MR & M2, G-CSFEIE 217213, KEO THIN L B 5T s 2, [FfEE
AR A1 M Uy L2312kt & G-CSFEI B DLI %17 2 13, K& THEE & [z,
MOz D, {L¥BIE+ DLIZOEYERT Y XA 7 2B T2 2 LR TS 559, %
72 G-CSFIZThl 225 Th2~D ¥ 7 F %R T & FHESN'Y, GVLFHEEL GVHD T B % F) 3 2 Al g
M3d 2, 7272 L. G-CSFEIEDLI 1541 & JEB) B DLI 52 14 5 1110 lLigitER 2 1z 5w T, GVL
ShEE, MCWEMR, GVHDRIERIZ, ARLEZFE» o7, £13F 2. DLIICG-CSFEIA - I
ENT) Y NIREAVLEARETE LW I L EZRTHEOR VI E T Y ARSI H LW,

gIJI:

M. CQ13.BEERMCICEIFTDDLIXEDKDICITTONED?

(i 8’
BAEEMC IZR$ 2 DLIIE, #EITHIEE D X 10%g THME L. MC O BE GVHD O FEAE 237 1)
WX, 4-123848, 3ETOMEREL TR YIRS (2D),

(B2 &)

MR D3 AR S 2 THIBERR =8 MR O MC 125842 R+ —% X Y X4 (FDC) X D 1R H
BATWE LOWME " 1EH 5205, BHEEMCIEIERCEBLRALEERLL TV ™9 FDCOH
ErEEnd, MCOUFEIZ, HEINHIBEOWIT - 1k L DLIO &5 5 23924 TRIRM 2> % BT
WWRTZETVYRARBGFELL Y, 0¥ Y REFEIZ, MERPIANDT VLAY V< T7IZX 5 in vivo
THIFERR E AT EB ML O MCIz, FIEHETHEE 1 X 10%g THIE L. GVHD O F&%E & MC O
BENRVIRD . 30 B8 I THE % 3659 2 EDR ZBF L 727319, HL ~OHBHEHMC 22
BIIZR S 2DLIICB W T, 86 % MBFDCHEERK L, SEFHRRIZS %L -1, LR TME
DA NDRAEHZEMC 274112 Z D EDR 23T 4, £ TFDC 2345 56 41, TRM 0 %. II-1V EEaGVHD
26 %. cGVHD 26 % & BN T2 HRAE 0 5 N7z (£6), EEX Y7 A0V y IHFEORE 12X 2
&L AML/MDS 2R 27 v oY X< 712 X % in vivo THIBERRZFEFN 1L E AR O MC 624112
B [m v TAIFER 0.5 (0.1-5.0) X 10%kg TpreDLI 23T h i, #hHIcZ LiF . 6-8E kgD EDR
(0.5—1—5—>10—50—>100 X 10%kg) TpreDLI2SHE DK S n7zo ZAITE D 56 %HFDC &% D,
2y-DFS 65 %, 2y-0S 80 % LENT Wz, I bOMETHREML, HELZRLTZ,

JEREE MR BT T 2 BAEHRMCIZ B 2 DLIOF M 2G5 L 78 134 v, JSHCT ok
BUREAT 212 & 2 &, FEMEMER R (NMD) 361, #)[al#irE T iR+ e E 3.6 (0.5-176) X 10%kg ®
DLI 2%, 28] (1-4[8]) T 7z, DLIMEHIEIZ21 H (1-430H) TH > 720 75 % TFDC A3
B o, 10-0S 83 %, II-IV aGVHD 38 % TH o 7z, #EEETHIIEE >3 x 10%kg ® DLIF R
1290 % T. <3 X 10%g D DLIARIZA43 % X D ERITE o 72, A&l « B £ 7213RMIMm*% £ Y X
LT CRF —% X 7EIEDI30 %ARTHOMCIZEIL T, DLIOERIFEIZ39 % (THIA8FD Iz L & F
D. BBMOBEEFESIS % (11H1/1341) & VIRV A S 7z, DLIE, @AMk K — 2241417
%1 (77 %)« URD 1461109 (71 %) 12RIH L, AREF Lo 1o KOBGEOEHT 212X 2 &
NMD 2761z, [l T H i & Fr 9 1.0 (0.02-20) X 10%kg @ DLI A3, HefE2 [ (1-121[8]) 170
A7z, DLIMMBEHJfEI1Z21 H (6-237H) TH o 7z, 1I-IV aGVHD 38 %. ¢cGVHD 11 % & {K5HE T
Ho1z0 7/8 HLATE A URD 225 D THIE 2 x 107/kg DLI D 1§liz, FEEGVHD 34 b iz, 4
KIEIM X X Y X LENTCTFDC X 27 Bl 741 (27 %) 124 64, 7HlIZ4TURD TH - 7z (7412341 =
30 %)o MSD 4T R F =% XY RLDYEL L -T2 E1F, BFEITRE 2 LAV, BERR
PEEIM (AA) ~DOBAEHEMC D 26112, 2.5 X 10%kg D & THIIGETE 2 D & LT, GVHD 7

gljl:l
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FDC %372 £ D R4 V6 O HH 2 ' 53, NMD-MC ~® DLI 36412 « 2711 O s % HEH,
L. R ICE L TR A « NMD TRBIL LWz & & LTz,

<V F 2—tk v VIREWBRIX, EITIMESA R ZRNRIZ, ATG+¥ 2707 A7 73 REg0E
BEIER 0 B AL % HLA 8 & 555 TR B B % 1T - 72"V, GVHD R B HH 032> - 72 164 % %
Sz, BSHERZICDLIM Tl (FIEI TR X 107kg) #IE DLIRERAEM THIME X 2 Y X 4
40% DL _E (40%-95%) D 1261Fp 1141 (92%) 1%, 100 H £ TIZFDC 2355 ntz, L2arL. 5D 443w
T YE DLIRERAEM T X 2 Y XL 20520% Kz & EF 0, HBNEEREITK Do T,

KT, 2 Gy = 7 V& T € v O HEIEMER I AT AL E A 446 41 H 53 4112 DLI (T Al i & b e fiE
1 x 107kg) DT h "2, 534Id 1641 Tix, FDCEK % HHIZDLI 2377 b 7z (DLIEFHIAREA),
DLIfZ K+ —% 2 ) X L2538 L7 D%, DLIKFRMEM T X % U X 2 50% A3 D 10 41 7 3 45
(30%). DLIEFRAIM THIKE X 2 U X 5 50% Bh L 66341 (50%) 12 & & % o7z, DLIKFRMSIMLT
MIfEX XY ZL20% U TFD401E, WIRHEBREITK Do Tz, TRH2HE "D b BAES
HEHORMMTHIEX 2 V) X5 2320% 12 L 2 4uE, DLITFEDC #452 D38 L WAaREtE 23 H 2,
72RL, WIhsDEPlomETH ), HEEIZRS LW,

XV. CQ14. DLIEDOGVHDIZED KD ITBEITNED?

(HE )
DLI#%® GVHD 1%, @ OBAlt: GVHD & [FREOBRZIRE T 2 2D),
(f& &)

tDLI + preDLI/proDLI#% aGVHD F&E 22 1359 30 % (10 %-50 %) * 940 % (10 %-50 %) & i s
TWb, cGVHD iZ 2 THI40 % (20 %-60 %) EHE SN T WD, 1 XV 2D SHEHHIEAER D12
X 2 &, AML/MDS 384, CLL/NHL 124, CML 7. ALL 2% & & 6842, ) ElE T Al &
0.5-1.0 X 10°%kg TDLI2SBA%E & 21, JEHI & L CTGVHD 253\ R D dose-escalation (DE) 12 & D DLI
DHED B E Tz, aGVHD FIERIL32 % (2426 %) TH o Tz, FIEIALITTZEG 5% L (82 %),
EVEALEILT E 1241 % TH o 720 cGVHD FIER1L38 % T, KME & HFENIFREBAL TH - 72,
DLI#%& GVHD FIERIZ 71 % TH o7z, 1FEAEDRMIZAT O A RIEEEZIT. RISRIZH 60 %,
DLI% 55 2> H K 5 COJFIRIETH 34 %, DLIBEMETHEIX22 %, GVHD # EH & 372531136 % T
Holze THIFE, BEOBHMBGVHD IZN T 2 AT a4 FRIGHSLEIFBLEBE T VWEEZ LN D,
G-CSFE)H DLI# ® aGVHD * cGVHD FJIERIZ. #40 % * 40-50 % & LLERYEG 4475092119 2 gy
729, ZOXILUDLIRIZYZaAR) X b X I — b EHORAENFHIMfThbA TS, L
L. ZOL) LDLIFMERICIERBMEEZLND, kb, =7 RIFER 625, DLIR
® GVHD % 3% o [FlF & AN A% D GVHD & AR IR 21T 2 Lk, B4 LEZ LN D,

XV. CQ15. EBV-PTLDICHFBDLIXED KD ICITONED?

(e %)

EBV-PTLD 289 ¥ ¥ ¥ < 7 (RTX) Rt D¥fA. DLIOEM% 2% 3 2 (2D),

EBV-PTLD #JERTIZ 11 2L _EaGVHD 2>cGVHD O35 24, DLIZfThR W & 2 RET
% (2D),

EBV-PTLD 23 F %2 DLIIE, #J[E THIFSES-10 X 10%kg GEA M K - —). 1-5 x 107kg GE&

12
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Mgk k> —244h) Tt 3 % 2D),

(B2 &)

EBV-PTLD!Z, VY% ¥ <7 (RTX) O BMEE GA1[E, #IRIMEL N2 £ T4EEEDEKT) ITX
D. 70 % ECHESEEFTE 2", GVHD DV A 7 MR AUE, RTX I b 8e: o Wi - dik
AL TH LW, RTX DD E L 23CD20 DFHIMEI 2 FFK T 2200 H D, RTX 42 — 2%
T LEIRHE L L UL, DLIOER S EE S 1D, RTX AWM % 5 ¢ PTLD 30411245 2 B
[0l DLI O35 (iiryd: T AN E 9L 0.5 (0.1-1) X 10%kg) "7 I12BWT, CRE 73 %, TRM 33 %, EH#i
HTFRI3 % TH o 1z, WEMEFF—TIE1 x 10%g”. FREITIE, 1-5 x 10%kg "7 "9 23ifyE
AN, RIFGREIRE NI, HEREERIZBWT, 2oNEREMRL T, KB, 1EM EaGVHD
22¢GVHD DEEED D 2 B4, DLIZEFERN Z GVHD 234 U 2 h 3% D P, DLIIZ TR WA &
W, FOEA. BIREAE. H 2 WIMERSZE L L TR L L, EBVERE A IE EM: T o
## (EBV-CTL) OJ#HIGHEE S b, EBV-PTLD 2% 9 % DLIIZB W T, dose—escalation % BiiGHE D
HRMEL, DLIMBZHET 2BV Ty 23T Wizd, ZA6IlT 2 HERE IR S ZTu,

glil{

1. DLIDAER#E | CML

Ref. |n Disease Donor | Aim of DLI | G-CSF |Pre- | Initial DLI, DE | OS TRM | II-1V Favorable
(n) priming | DLI | T cell median aGVHD/ | factor
Tx |dose (X | (range) c¢GVHD
10%kg) ,
median
(range)
1328 Mol (75), | URD | preDLIADLI | NR NR [1000.1- |[I(NR) |NR |69% @ |11% [22%/25 |No
Cytog (206), 400) Sy % aGVHD
(98), URD after DLI,
Hematol | (122) Mol >
(102), Cytog > CP
AP (22), > AP/BP
BP (21) rel
1344 |CML MRD [tDLI N NR |NR 1(NR) [NR |NR NR |NR/NR
(298) (238),
URD
(60)
» |48 |CP-Cytog| MRD [tDLI N NR |MRD: 10 |NR Y |NR NR |[NR/NR |DE
(16),CP | (28), URD: |

—Hematol | URD
(23), AP | (20)

©)
" 127 |cp(16), |MRD |tDLI N CT |MNC: 1(1-1) [N |CP:82%|NR |NR
AP4), | @7 (4) {300(10- @2y
BP(7) 910) AP/PB:
16 %2y
“ |56 |CP(38), |MRD |[tDLI N CT |NR 3(1-4) |NR [CP:85%|NR |NR/NR |cGVHD
AP (12), | (50), (n @ 3y before
BP (6) URD AP/BP: DLI, CP,
(6) 50 % @ relapse< 2y
3y (n=5) after SCT

13
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#&2. DLID&EEH#E : AML/MDS

Ref. | n Disease | Donor Aim of | G-CSF |Pre— Initial DLI, DE (0N TRM | II-IV Favorable
(n) DLI priming |DLITx |Tcell |median aGVHD/ | factor
dose (X | (range) c¢GVHD
10%kg) ,
median
(range)
213 [MDS |MRD tDLI  |NR N 10(3- |NR NR 28 % @ |NR 26 %/52 | Relapse
(58), |[(135), 1870) 3y % >6/12m
SAML |URD (78) after SCT,
(213) younger
age, male
' |281 |AML |MRD tDLI  |NR CT/ NR 1(1-1D) | Y 25% @ |NR 8 %/23 % |Relapse >
(149), HMA (185) |2y 6 m after
URD (171) SCT, CR
(129) @ DLI
% 122 |AML |[MRD(9), |proDLI |N N NR 1(1-3) |Y 76 % @ |0 %@ |NR/27 %
URD (9), (0.1-10 2y 2y
Haplo (4)
% 142 |MDS |NR tDLI | NR NR NR NR NR [31% @ |NR |NR/NR
2y
2 |154 |AML |RD(121), [tDLI |NR AZA, |NR 2(1-7) |[NR  [tDLLI:25|NR  [NR/27 % |Mol
(124), |URD(31), | (135), median % @ 2y relapse,
MDS | Haplo (1), | preDLI 4 preDLI: MDS, bone
(28), |Haplo+CB | (18) course 62 % @ marrow
MPN | (D) (4-14) 2y blasts
) <13% @
relapse
#1267 |AML |MRD tDLI | NR CT NR NR NR [33% @ |NR |NR/NR
(162), (216) ly
URD
(102)
“ 1143 |AML |MRD(99),|tDLI [N CT NR 1(1-5) |[NR |7% @ |NR [8%/NR |Relapse>
URD (44) (55) Sy 6 m after
SCT, CR
@ DLI
® |44 |AML |MRD(30),|tDLI |NR CT 5.0(1.0-/1(1-5) |N 36% @ [33% |30 %/NR
URD (14) (10)  [100) 2y
¥ 151 |AML |MRD(23),|tDLI |[NR CT 1.000.5-2(1-8) |Y 40 % @ |NR 6 %/18 %
(24), |URD(28) (35 |10) 2y
MDS
@7
¥ 162 |AML |MRD(28),|MC NR N 0.500.1-{2(1-7) |Y 80% @ |NR  |6%/24 % |Rel>6m
(34), |URD (34) 5.0) 2y after SCT
MDS FDC: 56
(28) %
148 |AML |MRD(31),[tDLI |NR CT NR NR NR 13% @ |NR  |NR/NR
URD (17) (48) 2y
140 |AML |MRD(26),|tDLI |NR N NR NR NR [25% @ |NR |NR/NR
URD (14) 2y

14
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’ 171 |AML |MRD tDLI  |Y (55 |[CT NR I(NR) |Y(28)|21% @ |NR  [35%/46 |Bone
(128), (124) 2y % marrow
URD (43) blasts < 35
% @ rel,
female,
favorable
cytogenetic
risk, CR @
DLI
“ 116 |AML |[MRD(15),[tDLI |Y CT 460 1(1-1D) |N 31% @ |25% | 84 %/89
URD (1) (16) (160~ 2y @2y |%
830)
“ 132 |AML |MRD(32) |[tDLI [N NR MNC: [1(1-1) |N 7%@ |NR |NR/NR
230(1- 2y
740)
" |11 |MDS |MRD(11) [tDLI |N NR MNC: |1(1-1) |N 33% @ |NR  |NR/NR
390 2y
(0.1~
410)
“ 146 |AML |MRD(44),[tDLI |NR NR NR 3(1-13) [NR 18% @ |NR | NR/NR
(46) |URD(2) 3y
“ 16 |MDS |MRD(6) [tDLI [NR NR NR 2(1-4) |[NR [34% @ |[NR |NR/NR
6) 2y
% 3. DLIDAERE : ALL
Ref. |n Disease | Donor Aim of | G-CSF | Pre— Initial DLI, DE (0N TRM |[II-1V Favorable
(n) DLI priming | DLI Tx | T cell median aGVHD/ | factor
dose (x| (range) c¢GVHD
10%kg) ,
median
(range)
# 125 |ALL |MRD(6), |proDLI |N N 1.5 1(1-1) |N 8% @ [15% |36 %/17
(14)  |URD(8) (0.05- Sy @3y |%
3.0)
" 1108 [ALL |MRD(69), [tDLI |NR CT NR NR NR [5%@ |[NR |NR/NR
(108) |URD(39) (90) ly
126 |ALL |MRD(8),|proDLI [Y(8) |N MRD: |[2(1-4) |Y 70% @ |11 20 %/62
(26) |URD(8) 10 3y %@ | %
URD: 5 3y
“ |30 |ALL |MRD(30) [tDLI |N NR MNC: |1(1-1) |N 5% @ |NR/ |NR/NR
(30) 210 (1~ 2y NR
1130)
7? |44 |ALL |MRD(34),[tDLI |Y(16) |CT MRD: |1(1-2) |NR 13%@ |14 % |47 %/25
(44) | URD (10) (28)  [100 2y %
(NR)
URD:
10 (NR)
“ 115 |ALL |MRD(13),[tDLI |[NR CT(4) |NR 2(1-4) |NR 18% @ |NR  |NR/NR
(15)  |URD(2) 2y
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%4. DLIORERE : ML
Ref. |n Disease | Donor Aim of | G-CSF | Pre— Initial T DLI, DE |OS TRM |[II-1V Favorable
(n) DLI priming | DLI Tx |cell dose | median aGVHD/ |factor
(x 10% (range) cGVHD
kg),
median
(range)
o 10 |HL PTCY tDLI |N CT 0.0lor0.1 [2(1-6) |Y [80% |NR 10 %/0 %
(10) ~haplo (10) @2y
(10)
® |6 |HL(6) [PTCY- [tDLI |NR CT(6) |0.001 4(1-5) |Y [|83% |NR [0%/0%
haplo (6) @ 1y
# 122 |HL MRD(18), | MC N N 1(1-1) 2(1-5) |Y |NR NR NR/NR
(22) |URD &) FDC:
86 %
¥ 124 |HL NR tDLI [N CT MRD: 2(NR) |Y |59% |[NR NR/NR
24) (10) | (10-100) @ 4y
URD: (1-
10)
* 113 |FL(13) |NR tDLI  |NR RTX |1(1-1) I(NR) |Y |NR NR 31 %/NR
6,
RT (1)
S 128 |LG- MRD(24), [tDLI [N CT(®),|10-1) 2(1-5) |Y [88% |NR 15 %/31 %
NHL |URD (4) RTX @ 5y
(23) (5,
RT (2)
“ 16 |[ML(6) [MRD(5), [tDLI [N CT(1) |[NR 25(1- |NR [0% @ |NR |NR/NR
URD (1) 5) ly
#5. DLIDBERLE : MM
Ref |n | Disease | Donor Aim of |G-CSF |Pre- |Initial Tcell |DLI, |DE |OS TRM | II-IV E‘Wto;able
(n) DLI  |priming | DLITx |dose (X 10° | median aGVHD/ | ¢
kg) , median | (range) cGVHD
(range)
¥ ]61 |MM  |MRD(26), |proDLI | Y (38) |N 1003-8.3) [2(1-5) |Y [81% [0% |33 %21
(61) |URD(35) @ 5y %
67 %
@ 8y
2 |63 |MM |MRD(46),[tDLI |NR NR <10(NR) [1(1-4) |Y [48% |11% |22 %/43
(63) |URD(17) @3y %
11-1
® |54 |MM MRD (54) [tDLI |NR CT 10 (NR) 1(-7) |Y [44% [6% |57 %/47 aG\YHD
(54) (40) @ Sy % ’
¢GVHD
“ |5 |MM |MRD(5) [tDLI |N CT(2) [NR 2(1-3) |NR |40% |NR |NR/NR
©) @2y
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6. DLIDARERLE : MC

Ref. |n |Disease (n) Donor Aim | G-CSF |Pre- | Initial T cell |DLI, DE | OS TRM | II-1V Favorable
of |priming | DLI |dose (X 10° |median aGVHD/ | factor
DLI Tx |kg), median | (range) c¢GVHD
(range)
’ 36 |NMD MRD(22), | MC |N N  [3.6(0.5-176) [2(1-14) |[NR [83 % @ |NR |38 %/NR
URD (14) 10y
FDC: 75
%
2127 |NMD MSD (4), |MC [NR N 11.0(0.02-20) [2(1-12) | Y |[NR NR |26 %/11
URD (23) FDC: 26 %
%
%127 | Myeloid (19), |MRD(18),|MC |NR N |1.0(NR) 2(1-5) |Y |100%, |0% |26 %/26
Lymphoid (8) | URD (9) FDC: %
100 %
12 |NMD MRD (1), |[MC |N N [0.025 2,5 N [100%, [0% |0%/0%
MUD (1) FDC (2)
"6 ML (13), MRD (16) |MC [N N |10 1(1-2) [N |44%@ |33 % |31%/NR
CLL (2), 3y
MM (1) FDC:
69%
2116 |AML (3), URD MC [N N |10(10-150) |1(1-3) |Y |FDC: |[NR |NR/NR
CML (4), 38%
CLL (1),
MDS (2),
AML/MDS (2),
MM (3),
ML (1)
7. DLIORENE : BEEE
Ref. |n Disease Donor | Aim of | G-CSF | Pre- Initial DLI, DE |OS TRM 1I-1v Favorable
(n) DLI priming |[DLI |Tcell |median aGVHD/ | factor
Tx dose (range) c¢GVHD
(x10%
kg),
median
(range)
%1414 | AML URD |[tDLI |N CT 10 (0.3-|1 (1-5) |NR [tDLI: 53 |[tDLI: 16 |22 %/NR |Mol/
(184), (349), (n=1]170) %@ 100d | % @ 100d Cytog rel,
MDS preDLI 266) preDLIL: | preDLI: 0 GVHD
(69), (65) 94 %@ |% @ 100d after DLI,
ALL (57), 100d CML
CML
(36), ML
(39),
ATLL
(18), MM
12)
¥ 186 | AML MRD [tDLI/ |N CT NR (1- [NR Y |[tDLV/ NR NR/NR
3D, (54), |preDLI (67) |10) preDLI:
MDS (8), |URD | (50), 28 % @
ALL (4), | (33) |[MC Sy
ML (24), (29), MC/IB:
CLL (7), IB (7) 83 % @
MM (6), Sy
MF (4), FDC: 93
CML (1), %
PLL (1)
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100

63 | AML/ MRD |tDLI |[NR NR [NR NR NR |04y @ |NR NR/NR
MDS (20), median
(32),ML |URD 0s
(9),ALL | (11)
(13),
MM (2),
CLL (2),
CML (4),
MPAL (1)
#1225 |CML MRD [tDLI |Y (32) |CT/RT|GrA:< |NR NR |GrA:47 |NR NR/NR
(56), 71, (144) |10 (84) % @ 3y
AML URD GrB: GrB: 45
1), 41 >10- % @ 3y
MDS <100 GrC: 32
(22),ALL (58) % @ 3y
1), MM GrC:
(23), ML >100
(1), CLL (66)
(8), MF
(2), MPN
(N
“ 112 |AML (5), |[MRD [tDLI |Y CT 220 2(1-3) INR |29% @ |43 % @2y |33 %/25
MDS (1), (12) | (100~ 2y %
ALL (6) 420)
® 158 |CML URD [tDLI |NR NR 100 NR NR |NR NR 37 %/41
30), (0.1- %
AML 3180)
(26),
ALL (10),
Other (5)
B 1100 |CML MRD |[tDLI |N NR NR 1(1-1) [N |NR NR 36 %/33
@7, (100) %
AML
(32),
ALL (30),
MDS (11)
“ 1140 | CML MRD [tDLI |N CT NR 3(1- |NR |NR 14% @ 1y | 46 %/61 | aGVHD,
(56), (128), (20) 12) % ¢GVHD
AML URD
(46), (12)
ALL (15),
MDS (6),
ML (6),
MM (5),
Other (6)
51135 |CML MRD [tDLI |NR NR |NR NR NR | CML/PV: |NR NR/NR
(84),PV | (135) 67 % @
(1), AML 2y
(23), AML/
MDS (5), MDS:
ALL (22) median
0S 248d
ALL:
median
0S 132d
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8. DLIDAEAHE : FBHRY (pro) DLI/ FHIKZE (pre) DLI + j5##Y (1) DLI

Ref. | N. | Disease Donor DLI G-CSF | Pre-DLI | Initial No.of |[DE |[OS TRM 1I-1v Favorable
(n) priming | Tx Tcell |DLIL aGVHD/ | factor
dose (X | median c¢GVHD
10%kg) , | (range)
median
(range)
1100 | AML MRD(36), | preDLI/ | Y CT 37(18- [NR(1- [N [51% [18%@ |29 %/66
(59), URD (2), |proDLI (MRD) |66) 4) @3y |3y %
ALL (41) | Haplo (62)
% 120 |AML/ MRD (8), |preDLI |Y N 25(11- [1(-1) [N [69% |10%@ |NR/70%
MDS Haplo (12) 49) @2y |2y
an,
ALL (9)
® 160 |AML/ MRD(22), | preDLI |Y CT 38(19- [1(1-1) [N |78% |6 %@2y |NR/58 %
MDS Haplo (38) 74) @2y
(33),
ALL (27)
¥ 150 |AML MRD proDLI |Y N 69(39- [1(1-1) |N [36% |NR 17 %/38
(38), 136) @ 3y %
ALL (12)
* |16 |AML(7),|MRD(8), |preDLI |NR N NR 2(1-4) [N [94% |NR 31 %/NR
ALL (8), | URD (6), @ly
CMLAP/ |Haplo (2)
BP (1)
* |11 |AML(7),|MRD(6), [tDLI NR CT(9) [NR 1(104) [N |27% |NR 9 %/NR
ALL(3), |[URD(5) |11 @ ly
CML-
AP/BP
¢))
%9. DLIOARERLE : BiEE>s0xRX7 7 2 F(PTCY)
Ref. |n Disease |Donor |Aim of | G-CSF | Pre- Initial T cell | DLI, DE |OS TRM | II-1V Favorable
(n) DLI priming | DLI Tx | dose (X 10% | median aGVHD/ factor
kg) , median | (range) c¢cGVHD
(range)
121 |AML PTCY- [tDLI |Y CT 1.0 (NR) 1(1-5) |Y [29% @ |[NR [15%/5%
(14), Haplo |(19), (16) 120d
MDS MC (2)
),
ALL(2),
ML (1),
CML (2)
120 |AL PTCY- |preDLI | N AZA |001or0.1 |2(1-6) |Y |43% @ |NR |15%/0%
Haplo (3) 2y
112 |AL PTCY- [tDLI [N CT(9),/0.010r0.1 |[2(1-6) |Y |NRI9%|NR |17 %/0%
Haplo RT + @1y
CT (1)
110 |HL(10) |PTCY [tDLI |N CT 0.0lor0.1 [2(1-6) |Y [80% @ |NR |10%/0%
Haplo 10) 2y
(10)
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2140 |AML PTCY- |tDLI
(16). haplo | (35),
ML (40) | preDLI
(1. @,
MM (4). MC (1)
ALL
3).
CML
(€O
Other (5)

NR CT/RT

(28)

1.0 (0.1-50)

1(1-4)

Y

NR NR |20 %/8 %

%10. DLIDBERIE :

EBV A W ABAEBER Y > /\EhEM & & (EBV-PTLD)

Ref. |n Disease |Donor |Aim of | G-CSF |Pre-DLI |Initial T cell | DLI, DE |OS TRM | II-1V Favorable
(n) DLI priming | Tx dose (X 10% | median aGVHD/ | factor
kg) , median | (range) c¢GVHD
(range)
" 119 |EBV- MRD [tDLI |[Y(19) |CT+RTX |20 4 N NR NR |27 %/21
PTLD (16), (7),RTX %
URD (12)
3)
"7 130 |EBV- |MRD [tDLI |[NR RTX (9, |05(0.1-2) [1(1-1) |NR |36% [33% |17 %/NR
PTLD an, failure in @ Sy
URD all)
(19)
! 5 EBV- MRD [tDLI [N N 1(0.1-D 2(1-3) |N 60% [40% |0 %/60 %
PTLD (5) @1y

&11. DLIOFERIFEF

Ref.

Disease

Favorable prognostic factors

10, 33, 44,45, 51

AML, AML/MDS, MDS/sAML

Rel > 6 m after SCT

10

MDS/sAML

Rel > 12 m after SCT

9

AML Bone marrow blasts < 35 % @ rel
2 AML/MDS Bone marrow blasts <13 % @ rel
3 AML/MDS, AML/ALL Mol @ rel
* AML/MDS MDS > AML
431 AML CR @ DLI
! AML Female
10 MDS/sAML Male
’ AML Favorable cytogenetic risk
10 MDS/sAML Younger age
» CML Dose—escalation in DLI
" CML No aGVHD after DLI
1 CML ¢GVHD before DLI
1 CML Relapse <2y after SCT
1 CML Mol > Cytog > CP > AP/BP rel
. MM 1I-1V aGVHD after DLI
s MM c¢GVHD after DLI
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