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[ Abstract] Acute myeloid leukemia (AML) is a group of highly-heterogeneous clonal diseases. Chemotherapy
and hematopoietic stem cell transplantation are considered as effective treatment for AML. For high-risk AML patients,
allogeneic hematopoietic stem cell transplantation is an effective therapeutic option. However, some AML patients may
still face the problem of disease recurrence after hematopoietic stem cell transplantation. A majority of recurrent patients
cannot be effectively treated by chemotherapy or secondary transplantation, which is the main cause of death after
allogeneic hematopoietic stem cell transplantation. Therefore, it is of significance to strengthen follow-up of AML patients
after allogeneic hematopoietic stem cell transplantation and implement appropriate measures to prevent postoperative
recurrence. In this article, the monitoring, drug prevention and cell therapy of recurrence after allogeneic hematopoietic
stem cell transplantation in high-risk AML patients were reviewed, aiming to provide reference for improving clinical
prognosis of high-risk AML patients undergoing allogeneic hematopoietic stem cell transplantation.
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2 M 88 & A I 9% (acute myeloid leukemia,
AML ) J2& DL i Ifil 2% Gt i 2% 40 0 1 14 58 O 35 A
i, X TR fE AML R, Sk DR 3 I T 40 i AR AR

(‘allogeneic hematopoietic stem cell transplantation,
allo-HSCT ) 2% — WAL= 24¥itdy (w7 ) Ztn
RIrmEE ", B e AML B £ allo-HSCT Ji
HAT TR R SR RRTC A AR, (HHR o )
FIRESS TG AE T, i [ B il 8 0 B A% AR T 5 s

( Center for International Blood and Marrow Transplant
Research, CIBMTR) HEHESETT, 2018 452 2019 4F
) 45 32 2R G . AR SR G i i N 38 1 40 M Bt

( human leukocyte antigen, HLA ) &AH&FAH . HfF
R, AERGALE R HLA A EME B, B
FE MRS £, B8 A 100 d S5 UYL . BRI LT
F 9% (graft-versus-host disease, GVHD ) 45 H il 45
JE PR S BB BE R I 5 47% . 45% . 40% . 49%,
2%, AL R BN RIS AL 353 N 53%
55%. 60%. 51%. 58%. MLl WL, 2% 2ESEURK
iR allo-HSCT JEAET -1y 2 A B0, A 4 e,
50% A1) AML H# 7 allo-HSCT JF iR & & K FET,
X TSR LR AML 8%, HA707 . kB
P B RA DR RER B G, DR
AML % allo-HSCT Ji & %, K 4538 Jr ik Wi &2
K, PRmAEARILEE T, A0k G AML #
# allo-HSCT J&5 52 K BB B AH ST ERERR AT o

1 gk @ st b

RARAFIR AR, 24—F00 AML B E TS5
LRI PN I K, TN B R & (minimal residual
disease, MRD ) H& R BHTEIA R E 2SR RN K
SRERBR /D i AL AARAS B3 B8 A 1 I 240 B PT B A
ASHAMRE L Y, AR MRD 22 & H %
2, MRD KP#s, BUREEBEKZE, TAGF
G O 7+ T 11187 =/ N (O e v /11 L0 S Y G P N v 2
B faRED R, AW MRD, XF R 280, H
W MRD PR3 s e A R g R L P

MRD & H BRI 7 5 A AR . A B RE
JZ R ( polymerase chain reaction, PCR) . il ¥

( next generation sequencing, NGS) %, izU4igAR
D 7| 2 £ b e O e v N O W i M
JRLE TR IEROR , 2280 A I A 2 — i
1R AN TR AR 10 1 22 R AR 5 % 20 B 2 T i

IPLI Y R AN, AT 0 e U . oAk
FRBE . RIUPEAT oA 0 e BB I AR o 3 3 i
290 2% T S A0 A PN e D e A R A ) 1 o g 4
Marb B S se 2 A, DT IR B 1l vs 240 e Y H
o 2R AAR R RUE R 107107, HH
TR, 5 PCRAH It U At A fr) 58 SR o
AEAE] 107, NGS RNy mm sy, 1E R —1Rm
MFFBL, HA RS R T mais, HHEE
BRFH A, A R 1,

FE H PCR RGN W] LA 1 i g £ 2 76 5 RIR T
JE WA K, Frgk MRD BHE 9 38 A R R B B 4
B, O A A, MRD R I AT LA & B 105 2
Jo R E WL ZEARSEIN . ST SEAR RGBT Y, — S
£ MRD A5 o g i FH(E A5 561 . AMLI-ETO J& e 5
T MRD £l il G 3L 8, 52 [ 1 2R e X 4%

( National Comprehensive Cancer Network, NCCN )

FERAK LS AR A R TS R AFAL, I R i e R
FY BDRE L A TIR YT, XTI AML SR R
Il MRD A B Tk 68 25 1iay7 . BAERIT G
FE NI MRD A By FIFARITAL, it — L R
S5 " N AML & 12 35% 776 NPM1 %75,
1M NPM 1 58 A8 55 7K SF- 1 F s AR AT T 4 I 2= 5
%, BRAS ] 5 HAD G AR RRLAE, BUR T HBE 15
ST, HLal NPMI1 €485 NPM1 €45 #f FLT3-ITD
AR 52 A8 5 B A, NPMI 28754 FLT3-ITD & 4 58
AR FUE HAE, NPMI1 HFAERUPE FLT3-1TD ey 45 58 28 il
JEARE M AM, N/KRAS %8745 . DNMT3A %878
IDH1/2 2878 | TET2 52 S PFA AML FHTHE A5
XL S R T AML & & K IR UG 43 2 R T
FHEAAE, @ MRD W AEGS I & Ik SR A
X} EB A SR IR 1 TR it DA T S L

2 Hhipissy

2.1 EEREAGHINE Z B HIHIF

KRN RECE & W AML 227 allo-HSCT J&5 {# H
R 2 B Ak 2 W Re s AT AL B e 2k, HL
AML B E X 2545 i A KR T A 2 U7
B, PP T 4008 (regulatory T cell, Treg)
X4 GVHD 45 A A ™. Foxp3 J& AR Sk %
SR F R —A MR, X Treg (010 & 2AE
MM Bk, LY RE LA N Foxp3
i, IFUEDE Treg ¥4, MMl GVHD &4, i
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e AE I 3 A 52t B8 A 0 BT 11 0% ( graft-versus-
leukemia, GVL) % . HAGIE AR LR L0 %
FR AL 25 R BT, A3 IR 3 474432 allo-
HSCT 1% 90 ] AML 55 Fl 17 {7 #3545 8 25 5
fif ( myelodysplastic syndrome, MDS ) ## &, H
53 B R HEZ BT FLIHIRYT 54 B R RR A 2
IRYTHAE allo-HSCT J5 AL [H] 60 d (32~236 d) I}
il FBTHLAR T, S50 16 mg/m® (2 471])
25 mg/m® (1545 ) 132 mg/m® (36 f ) , 32 fild ¥
il <6 A~ Ji 4, 21 Bl FH=6 . 100 d J5iA
J74H MRD FHYERN 6.5%, 1%t R4] MRD FHER Hy
12.3%. IRITHAN RN K HER T 43.4%, FERM
SRR AL o T R A E B NE 2 € & A A s 91
A1 S A 2B T allo-HSCT Ji i AR 7] & B LA
AR TIATHY, AR AL . RRE2 R S5 R DA B
ATt e — 2RI

FEULZEWE ST, AN [m] 2 2 B Ad 25 99 1 )
L AERERT AR SE M, Platzbecker %5 U fifi 6 T
53 i) 5¢ 4= % fif 1)) MRD FHPE AML/MDS (3%, H
24 (| Z B EAT T allo-HSCT, #AtG 1~7 d L
75 mg/m” (BTFLITE B FEES, 29d 0 1 AN, 4
8 JAI WL MRD, 3k 24 JI, XHEYT7 S B MRD B
MR E AT RGO 75 mgm® i 5 d, 3t
6 JAll . TEdszin TRy T, 31 BI7E 6 SRR Iy
FIRIT IR IR B e, Hob 19 6 MRD BAE. e W
[ 3~4 A RN R A s >, 1 RS A EA T
BTFLAERYT 1 RIS 3 S H NBE TR 4e s/ 53
FEYL, FEATRE S B RN A X, BRit
ZHh, TTHAEAR RN, I, A5t
AML 8517 allo-HSCT J5 JF /&£ MRD #53ll, X%} MRD
BIVE R, BB IR BT LM (4 el FH R R i, &
XPANTR] B35 T FAMARARIRYT , T LA ROE S 52 A It ]
BRI R A TO AR A, i — P I T K
I MRD ff 8 5

b P8 b Y T LASE 2 1 AR % 405 40 ) 5 E DA
1M ¥k 2> AML f8 & (9 &2 &, Gao %5 PV ¥E — T £ h
O BEHLXT BB 3R 56 7R F 220 45 MRD B 7 AML allo-
HSCT SEREAL 1:1 43 2\ 4Dk 40 i 4L 75 i
¥ (recombinant human granulocyte colony-stimulating
factor, thG-CSF) (100 uG/m*, 0~5 d) B e/l
HHPE M (5 mg/m®, 1~5d) HFAT 4], 45
RTWHNE LR D ELT AT A, M

T SE R B AR T K AE thG-CSF BA /N
TP MR SRR, RILERAY T X RS A T
MRD B e AML H33 A 2540

Bk thG-CSF Bk A /N 751 5 Hb G fth U5 700 B &2 & 4F,
AT 2435 P ML VG A=A N RN T 52 K . 47
F1 25 SR nT LAE A & 1 2 OBkl il s 4n
JRPAT MG ER Y 2ean, AT iR & e . T IR
B —FP 2B 12 BRI R A0 R, A R R P
b I PN G R A e A s A A K A 0 T B A
Pl VR B2, il ® % 14 6] AML 235 allo-HSCT
Jii 50 d BRI S A [6 mg/ (m*d) , +1d.
+3d, +5d, FEPKIEESh], DR ZERS (05 g,
BH 1R, +6~+28d, 28d N 1 A7FE, HL8 7)) ,
X HE AL 13 91 5B 3 N SR U AT 35 it , 1 4F S5 a6 21 A
X R TCHR AR . AR5 R 85.7% . 78.6%
F160.7% . 60.6%, X2 P 5 —JHUAHF 5 1 P fih 752
AT IEREN T allo-HSCT J5 58 & HIIFT .
2.2 FMS BEREESES 3 1 RATIRBL B SERD &7

X AML 7 FAE TR AIF ST, KRR T HL 1)
BITIIRE, 1996 4F, FMS FERER IR ILHE 3- PIHBER
#2751 ( FMS-like tyrosine kinase 3 internal tandem
duplication, FLT3-ITD) B X # ik K & AML H —
A B G AR BL B, AR 4 NCCN 45 B4, FLT3-ITD
RAIFIEAN B UG KK, 8 T fad ®. Huang
25 SV e L PR 53 v R WX T L 2 28 A8 (1) AML £
&, 17 allo-HSCT A LAfifi AML £ & R4 8 i Hi)s .
FMS ¥ B% 42 12 8 B 3 ( FMS-like tyrosine kinase 3,
FLT3 ) #1046l 50 AR 4 L) Ak S5 4 43 S 38— AR 1 il
N CAnRFAEE . Rt Ie . RIS ) Fss AR
il CinZdlg e . EiRhie . HRRRE)
Ilf R L F T FLT3 2845 /9 AML & B0 50
202 4] allo-HSCT Y AML & BEHLSr R HrdE e 4
FIXTRAE, ZAEE e 4L B A e Kk 2 s H IR Bk
JE 400 mg, HEH 2K, BEVI RN 14 BRE K
AR 7.0% F124.5%, FW] AML 4 allo-HSCT
JEtE AR AR dER T DD & % 7. Burchert %5 2
FE—TRANL . RIS IR XCH TR g, K
% allo-HSCT Yy AML [543 R i dk Jé 41 Fn 42 )
A, whEAEe AR EEE, w2 M TEA 2 8 (R
200 mg ), 2~ 4 JEAEH 3 F, PR EIAEH 2K x 2
LRGN TCATAT AL B, 45 5 R R UE 32 R B Je X #2
% allo-HSCT Y AML & HA —E R 2 & EH,
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(AL ARG, BRRBEAECHN, BB WR T
HoAth FLT3 #1461 57 %) T AML £ % allo-HSCT J5 i By
BERMVER, Sandmaier % 7 55 T Z8 LB JE Lkt
GBI R T AML 3 allo-HSCT Ji5 #il b5 2 & 0945,
SN IR I 5 FL SR T AR IR A B B R

S FF B R L & B (isocitrate dehydorgenase,
IDH) 172 WP R 5 748 23 5| 2 29 25% 1) AML k& 2,
A RE S R A 2848 i R s 0 T A A 43k, DATii 33k
AML () %A PO R4k e & —Fp IDHL 5], 2
AW R I T R SRR AML B, & H ik
FH 500 mg IRHAERS e I Be e A i, BRAE TS
R BY B PSP IDH2 S, AR R, X
T IDH2 R7AF 5 R SOfEIATE AML %, & H %2k
1 S b PGS 1T A3 F o SR 4 A A oAk, AR
i B K E BB H i B & T &4 IDH %48
) AML F 35 fd H S 25wl A A I 2 % ot |
AU OGS, (AP HRY .
2.3 B ZHREHRE g -2 HIHIF

B 40 fifd itk 2 988 ( B-cell lymphoma, Bel) -2 £ H
GNP LAGE AL I 1 R AR S IS 375 P T P el i e 1
I R % H Bel-2 56T 8 s 2 AML,
i R0 WL Bel-2 Ml R4z 4t B, B,
i FH4E 25 FE T B AML 5235 allo-HSCT J&5 & % (1l i
FEE A, Wei 55 P YERE Y OUE I T AML B E
allo-HSCT J& {f FIG ) 2 b P At FEE B A A R FE e AE N
YERFBITIRTATIE , AL T 17 Bl AML i
A 3 il fe MDS S5, 1E allo-HSCT 5245 100 d JF
WHATIABYTY, 1~3 dffiH 15 mg/m’ HiPGfhiE, 1~21d
ffi F] 200 mg/d 4E R FE 3, BV 2 5 SRR
85.2%, ROREAF, HRZBUBHHAATINZ 259 R
FIVE, 3R B — I G IR bt P TR 5 A S 4T
T TR G AML 3% allo-HSCT J& #ilRi & & BIBF5E .
IGHT, Kent 25 B % 22 5] AML 832 F1 1 4] MDS
T A FE s 4ERFIRYT, 7E allo-HSCT Ji5 40~80 d
R, FIECHES 1 100 mg, DL B JE B
100~400 mg HFHERHAYT, 6 H BEFEN 87%,
30% FB #0240 D, 30% BB E H BE TS,
12 5 5 5 H PE 2~4 2% 2t GVHD, {HHOR [ J2
SR B Kb GVHD £HUA LM ATERE,
MK S, KZ% AML #3# allo-HSCT Ji5 0] LATi 32
YemFLm, AR (HZMRE P REAR RN,
Tt ARG Z AT 7 X T allo-HSCT SR 4EHHA

7, AhFs e KA AT
2.4 Smoothened ] #IF]

K& L5 A S — FP P ) Smoothened ( SMO ) 4
Jii 3% 1A Hedgehog 5538 1 A7), 6 R - 5 Bl
MBS T AML B 13AYT . Kent 45 B #F— 100
I AR 356 H X 31 1) 5 & AML 5 MDS % (28
AML, 3 il MDS ) A5 5 H FIR 100 mg A& 075 7
ML 28d, AR EREE VENBEREREN
45.2%, FWIME I A v REIE A RE TP B2 M 5 AML
MR K, HIXERWATERARRE D ST K
B ANBEHLAE R R, DRSS 35 A % AML #235 allo-
HSCT Ja WiBi &2 & M 455w 75 i — 4T

3 mRR IR ST iR

WAt I 25 1B 52 41, A i R WITEAT allo-
HSCT J & #1421k 8 48 i 3 13 ( donor lymphocyte
infusion, DLI) AT IR & A& , 3458 GVL %00 .
H T 3 A bk L 40 B A R B R e, A GVL
BN ] B 23 147 ™ B 19 GVHD, A b #E £ 417 DLI
b, iR GVHD Ak % B P i Ak i 4 7% o i
[Al+ ( granulocyte colony-stimulating factor, G-CSF )
DK — A R R R A, I TS E# H G-CSF 3l it
FERAESE Mk LA, 7T ARE R GVHD (4 % A= 5 10,
FRUCLASE, A 2538 R I H s e v T 4 pess
PERR MR B R IE M 4 i, M52 GVHD &
A FRRIRAR, AT RE & —Fh & 4 201 DLL &7
2= Wy FIFRE T DLL UM R AL T 25 W B
N B 5 K% HBFSE . Guillaume %5 “ BEHL T 40 4]
B AML J# A1 19 5] MDS %, 7E allo-HSCT J&
56~100 d JFaRHBTHLIIH , 558 32 mg/ (m>d)
Lk S5 d, 28 d —AF, 3 A RIS B s BT
LML, JETE 4 FIFRTT DLLVRYY, JafE 8 Jil 11K,
e, BEVI 2 RS SRR ATCI A AR5
71% 1 67%, =1t GVHD Ffgd: GVHD & L35
Bh 32% F139%, BARBCR R — Il AT 5
K, MARPARE . BIHLIE TG DLLGYTY FLT3-
ITD %75 AML 3 H DLLIRYFRCR AR B, gt
INFRATTAT LA X 8 35 A A [ 240 B R 53— 35t A% S AT
R %, T MARIIRYT -

4 % &

BEA T LEAEA NS AML BIRANITE, V278 H8
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T AML #2547 allo-HSCT Ji5 i i — 2 T B 76 [
SRV, AT b2 B PRRCIEE S5 T AT T4
HHFKTS , X T allo-HSCT J HAAREEM—22454) |
R T AR, ENE RS

Hoty ity 7 F- B o0 i

i RIS 8D, L

R Z . REEA I RS S B it — 2
WESHAIT )T 5 [, FRA T ZEAEB R A A A i 3t

it & AR T T Rt AT

MMRAIRYY, JRTE

Rifi 5 1< A2 o W MRD, AT A 24 3% B 22 allo-HSCT
B AML & USSR LT %
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