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Transplantation strategies for patients with intermediate risk

acute myeloid leukemia after remission
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Tamhetia,

2 PE#E & M IS Cacute myeloid leukemia,
AML) J& — 4 J5 T4 & T A 20 i A = B S o
Y. 60 B LTSN AML B #H LB A5 Tk
JTJE 8095 HB AT LA ik 3 58 4 4% f# (complete remis-
sion, CRY™ HXJ T e AML, ALS7 B A 438 1fi
T4 B A AR 5 5 R R ik 55 %6 ~60%0,5 A A AR
T 3020, PR, S 5 DA 3 i+ 20 M #% A Calloge-
neic hematopoietic stem cell transplantation, allo-
HSCT) Jf& EZ M £ . E AT A A M 3E 10T 46 1
B B A I & 5E 2 dE B K FE T % (non-relapse
mortality , NRMVD K K A= £F it & 55 45 4% A0 4 312
B % G BEIR YT B IR L R SR RRIR T R RREAL T 1k
IR AR A W R BT AN 2R RGBT fE
AML 75 % . Koreth 48% W 5% 3¢ B 15 1 T 4 A2
Pt 72 TP 52 K e A 30 J7 125, allo-HSCT £ 2
Kl % MY Pt 3 UL 5 (graft-versus-leukemia,
GVL) ROz AR F i 19 52 % .5 GVL AR
BRI 5 A AN (] A8 R e S B AR OR 2% 5
W J5 A Y Pi 1 98 (graft-versus-host disease,
GVHD) FZ& G 45 Ji A o A 7T 5k b b 35 01 48 AR
K NRM, [F] i #8535 J8 5 5 R 22 it e #% Hl L i
WKW AL 2. W, HSCT 2 A 1F R 4
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ERBN P AT THEEN BAEFLERSALAEF PO A
Tl A AL, FETE LA WMAMNIE EWS
ZR.BREAFEHENTHERETRERLSER . PEENT B2
BTN ELERAFTR. PEAEFNALRHER>EFE. 4%
REBHELERAEZN A4 FRRFLERLSER., REE K 863 %
HMEEFRBRRAE6R, FEARXHAR ST —FL1I A, 2EHERTF-F
1R AERBRY ZF L3N, FEEERBRRBGG B ET R

B EFLEN 28 24

1 IR DLIEA T AR HE T A1 R 35 18— B, anfar
P allo-HSCT XUR: /W42 b T AML R # 22 i I
HIIRTT P o 3k B 5 O B, b % allo-HSCT
TG B O,

it 2% 25~30 4 KA B EE R WL 7 CRL AT
allo-HSCT By B3 LK% 20% (£5%) , Bl R AL
F AL VRN LRI B B &, SR, B
AN]SR 5 20% ~ 25 % B9 3E (I 96 S8 T2 R A
K BIHAAE F N 50% ~60% ., 2008 4F7E JAMA
&2 T E allo HSCT #13E alloHSCT fE Wy
CR1 ¥ AML B #H #5097 T ik M ZE 2 0F 98, 1%
WFFEALTE 24 A HTREME G KRB 5T . ¥ & 6 000 Z 4] &
F AR B OR X T fE AML # #, allo HSCT 1&
T HEAE (disease-free survival, DFES) &R fl B A= 17
(overall survival, OS) 75 i ¥ B & 4L T3k allo-
HSCT. Cornelissen 2% #ff 5% 4% 16 & AML 4k
Jr A ARG T E & F N 50% ~55%,
allo-HSCT J5 & & R N 20% ~ 25%, & /R allo-
HSCT e AML |47 Bl B AR 3 (B it — 22 Wl
PR B R, PG AML B OE 2 )R O Bk B R
(minimal residual disease, MRD) BH ¥ iy B # ., 1k
FFRIARBMA S allo HSCT 28 3 Jo B & 2% %1,
IBMTR A 78t 2% B L % R A Sk 115 o 45 1) 1
WAZA AML, IR B NPM1 4y 1548 1] FLT3-
ITD K BAME & 74T allo- HSCT () DFS Jo22 37,
SR B J2 CBF PHYEAY AML &, H B K 5 4F
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DFSW HA 509N &£4. Wik, xR EH CR 5
MRD Wil %8 ¢ 2, )5 2 72 MRD FHAE &
HAIT M AR 5 R R E IR 6026 ~80%, I
allo HSCT fR#E AL N 20% ~25%, bR &h FRAE s,
WS AML 2% i Ji 52 39 W I Fn B 1 MIRD X 48 5
HeE A T L allo- HSCT A HE A X,

CR W& AML #3517 alloo HSCT BYFE1iF B
T HEERNEA, IR B R X RBETREEM
4 alloHSCT A # @& 1) DFS Fli OS™, xf #il 5
S R R A T 55 R IR R R TR
UL LS RE G TN A2 A S R O FE B
32 s QIRYT B & MRD; QNRM A

TG 43 )2 (risk classification) : B & I 10 4%}
P9 I 25 9 2 DA TR 4 v ke B 22 1) A0 i 35t 1% 2
4y F i AL 2F A i UL & MRD W A 0 % 5 3
AML B912 Wr J o 5 0 F W . B AN FLT3, o
kit ,CEBPa il NPM1 4p7, i >k 4 £ 0 5 19 4 F
A% DNMT3A,IDH1 il IDH2 45 ¥ #F 5% I 52
HA W wUE/ERT 52017 4F ELN 27 AML
943 T AL 2 AL P X AML 43 J2 80T B i 19 2
RIS ERTHE S AML 893877 B0 2 % e s
WP HERATIE I T M M 2 G 2, 20 a5
2 AR Z2AF LR AT B R 3 1 i 5 LA 40 A 20
3 AL 2% 1A AR R I 53R 97 SR Z A7 AR %
IR, BN 3 FHEES S 7 SY @k S5,
3q—.t(9;22)F1 3 N LL LS H R R, il
P E RFEIE 80% . BT ik H i AIH 60 %
(R AT 0 B IR T 1 I A% R A HL A BT A G S A
RIFRIA R fa dl, Ho G kR h 50% ~55% . 4
T2 AR  FLT3 J& 3 4 ok & 04k A S B AT it i 93
JEH T, 30 B E BB 2 BB FLT3 %
ARCIZTI 225 % ~30 %) A S AT R 45 ) B Y
PR R I T A B (ITD) K48, 249 7% M il AL FR Y
JRgEAr, APPSR I ITD 58748 RE % 5 3 o &
KCELZFHNEE SHETREhfAE — KA.
AR TKD 278 Al fig & W5 R Wil 5 B I i &,
MRC ) — TR R 56 BF 5% 3R B 4k o e S
12 A0 B3 (A I A A — b e Y 8 B B R R
TAY AL R AF W B KRy 48% . Hw il if
FE R BLAZ AL IE B B L 50 %0 fEAE NPM1 JiE [
GEARNY S R AR X — Rl g AR, R R R TS
BIFMHZE, B 5 FLT3 S48 L EAELE, T
HOR R 09 KU, 2 15 % 4% B IE W ) R
HAFAE CEBPo 2 H 28748 IR Tl R4, W&
93 151 4 BT BSOS DT 38, At 2% 78 R S R R G TT RE 43
B2 B AT A B, PRI 2017 ELN fa@ 434 .
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NRM #F 4 ( non-relapse mortality risk
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K RE 2 % mHAs(minor H antigens) , 7E & it &
T E WS B D Y YR I mHAs (1)
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M BERE, R GVL BN B 77 A 75 E i ],
H X Bl 7 SR A0 RE I BOAIC T HL K F 58 A ik
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