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[ Abstract])

leukemia (AML), particularly for AML with good prognosis in first complete remission, some with partial intermediate

Autologous hematopoietic stem cell transplantation (auto-HSCT) is an effective treatment for acute myeloid

prognosis, those with acute promyelocytic leukemia (APL) who achieve a second complete remission (CR2) after relapse,
and patients with certain specific karyotypes of AML. However. although auto-HSCT have shown significant efficacy in these
cases, many challenges and complications may still be encountered during the treatment, which requires medical teams to
continuously explore and optimize treatment strategies to improve patients’ cure rate and quality of life. Based on this, this
article will review the latest concepts and protocols of auto-HSCT for AML, with the aim of providing potential strategies for
further optimization of this treatment approach.
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SRR, 5 alloHSCT AL, auto-HSCT
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W 5, BN AML B R E NG G
JERERE . IRV AR A ST J7 1] 5 I R I AT 5

1 BHEEhTFHARBEETAMEERALKN
A

.1 Fapzsisxst

VAR K, T 4 MR AR B R R T 3 R
WRHARE T auto-HSCT Wy oh =, 40 I T 40
i (peripheral blood stem cells, PBSCs) 1E N+
4 R R 5 Y 3 AR S AE T v PR 20 RN I /) Al R
SR L B A . AN T Y Ll A B
RV . 1% e 1 i i SR B U7 1 8 M i PBSCs R4
JITHUR 5 SR R ) St Ak 7 6 G 3l B35 ok 2
M £E 7% i i3 [ 7 (granulocyte colony stimulating
factor, G-CSF) &34 hn &b J& i o i) T 40 f %t
AN, H IS 61 i CXCR4 #5477 plerixafor Y
SIAHE— 4@ T 40 My s AR, R E 7E
ARLEXT G-CSF R R AHEf s  vht. ZR ik s 5
WYk M T4 (hematopoietic stem cells, HSCs)
M5 1 . A4 Notch BifA Deltal, NAD" #4558
FIHH BE A% BE . StemRegenin-1 2646 &4y, X 267
EAEHE T HSCs oy m R B -,

KA B % H AR 2 CD347 41 g =2 X 10°/
kg, WO ANE L CD34 " 40 g A9 7K S vl LS Bh 350 0
KA, JF X Bl 5N A i R A R AT T L
PEAN, 3 AT 3 TG 6 T DL 7E — kR 4 3R A
WL CD34 " 4,

1.2 ‘R 225 R 2456

TR A 58 W . HSCs 75 257 Bk 47 % W ik
PR, SE RO A ATC . DL A A A 3
el R R S R S 1o NN N A = 1110 7 o O
Bl IARAE W DA BB e M R B 2O R AT
AL NTRAEAB AR R, A B A 40 b 3 5 R o
IS X P S S 1 A 11 R T N 1 )
PR DL SR A7 0 A2 05 ok AR rp i A . BEIT ML
FRKE auto-HSCT 3 H 44 A B P I i 45 #L 4k &
R R R v S R VA AN S S e I e
1.3 Fampffts 4%

HSCs 76 2K 48 J 38 i 72 42 B R 4 AR i AT VR A
W H A7 TR AR AT A B-80°C RIR KA . T
20 L 9 52 95 0o B R AE KO A T P AR R IR AE

s R -SEMM e 49

37~42°CZ I8, B A5 4 75 B 0F 17 A % 40
02 N 1 ) 1O o G 1 IR D R R S D DR K
BANTEVERE A B R K IS B 4R T 7 )
MbmEs ., JFfERMELARE. BN RELR
o T LS G A B A, WD A A R AE . R K
S Ak BT RE A 9 K RE
1.4 ARSI 38 T 2m o0l 22 A 4] 3

Perry %" BT 42 4E T — Bl Q0B 1 9L F L 1D
W AN HSCs >k 35 4 I 3 BR 11 s T 40
(leukemia stem cells, LSCs), Js28 [{ ARG
SRR BEACARHE T W RE M AR P . IZ I BA A
F/NBRAE AL, #F58 7 PTEN/PISK/Akt fl Wnt/B-
catenin {55l B 7E HSC §" 18 A o8 0 7 BOT& VE
BRI o R S 1) DR 4 R R A S S . AT LA
L HE HSCs 1y [ 35007 FIRG 58, T3] A 40 o HL 43
fb, MM SEE HSCs MM 1 . X358 Jr 2L fifi
/N BB TR f) AR A KR I I T A A Ak, A
MY R G R AT B IE W HSPCs 5 LSCs, Jf7E
P B> LSCs B Hu ], AT R AR A AR RS 1l &2
KA, XU SE H AL AL TR I R BB H
XF T auto-HSCT By & AF 2 it 7R B g, Wl
R Rl PR O FH 285 T R A
1.5 EpiELF

auto-HSCT #EIR YT B IR 2% % (first com-
plete remission, CR1) By#lf5 R4, a4 AML
BE R, HIF S allo HSCT AHE",
PR E AN EP R (human leucocyte
antigen, HLA) DCPC [A] i fit & B9 AML & % o,
auto-HSCT 41 /) JC M Il 8 &= 77 (leukemia-free
survival, LFS) W § & F A7 4 (43% b
4.8%, P=0.008), WA, X T HEokE 1L 5% 7%
B AML, fifk ¢ (85 21) ¢ inv (16) {HAHA
C-Kit Z42 ) CR1 W1, auto-HSCT WIR i
FHITR. 5 AFERATE (overall survival, OS) R
ik 8496 ~89% , THEAF (disease-free survival,
DFS) #jk 70. 7% ~82. 5% %} T1£ CEBPA
RASH) AML B %, Schlenk 297 B BF5F WK
5 allooHSCT Ml k. auto-HSCT 7 DFS & fil OS
KT EES, HILW4 B #H DFS ¥ 1%
Sifbyy (60% M 73% M 32%, P<C0.001), XfF
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FLT3-ITD/NPMI1 2 %845 i) AML, Ma %%
RO . HSCT BeREIRE L%, fitm OS %
M DFS %, auto-HSCT 5 allo-HSCT 7EJ7 % b T
BEXES, Shouval "W Hr ., FLT3-ITD™/
NPMI1™ WA AML 83 auto-HSCT J5 5 4 OS
RIME KFH R 74% 1 35%, M & T auto-
HSCT 7E3% 2 B & th iR yr R 3.

EH R E R G5 F MR E 4 %% (second
complete remission, CR2) A & P 4k 40 B (
Il Cacute promyelocytic leukemia, APL) 3
Hr, auto-HSCT [a] A B #E 37 4 0 56 10 97 7 &R
Sanz 2 (BT o, 228 Bl CR2 ) APL iR 45
% allo-HSCT /97 19 2 4F B BUR YT AH XL T2 %
(treatment related mortality, TRM) B & & F
auto-HSCT &% (17.3% kb 2.7%, P =0.001),
Ifi auto-HSCT B 5 4F LES M OS ) g ¥
T alloHSCT # #. % B EBMT ¥ #f 5%
AU, APL-CR2 B AIRRS M S 53 B M A L
OS ., DFS %, Z k%, TRM 45K 824 5
64% . 75% 5 55% . 23% 5 28%. 3% 5 17%.
F, XF 7 APL-CR2 ¥, # B #ifi & PML-
RARA (—) #&. W% EI 1T auto- HSCT; & H
B A PML-RARA (+) #., JFAGEMLEH, »f
% [EHEAT allooHSCT,

HAT, CRAZMERER AR CGE2 kR Yk
A0 RS 2T IR R (2023 A RO OV A
1#: auto-HSCT W] LIE iy AML Wi J5 K 4F F 1 5
T AR AL R JLRENR YT B RS 2 — . BRI R
JYHE# ELN2022 {5 6T AML 3677 i i ¥
i X P RSG5 4 B MRD B M s
Jo¥k 4T allo-HSCT #Y B K, auto-HSCT 42
BT — B i R ARIR YT EHE
1.6 BT LS IF4E

BETEBAE AT TR e s R K
R AT R PE Al I BB A R B L R R
Fod i B . ABE R AR R TR R i A
AR bE RS DRE . A KD . BEIM .
JERA . BE I A A Y A B A3 BT DL RO
/NG B 0% (minimal residual disease, MRD) ¥
W MRS CT, ODBERE A S, XLk A 5 /e 2

(HEESRIEZRE (BT ) 2024 458 16 %55 9

VAl 3 1 B UACIR 0 R 5 67 Ao, R AE A2 M i
B AERIR T B 0. e R T A AT, R
I T2 P SR AR A T LA IR B i A 8 4
fift, H MRD B3P, XFCOIRE T REMN T 41T A
VAR RIRYT O (B . SR AR B3 1M1 290 R 250 i 5 3 3 A1
JEIL CD34 " 40M A > F 2 10° kg, LR f 5% 4K
. BeAh, ERxF AML R B 1AL B 7 %58 B R A
FrRUETT 2 Bu+Cy2 [FHIH% Bu3. 2 mg/ (kg d X
4 d+ IR Cy (60 mg/ (kg d) X2 d) ] #
WG VARYT . 38 b TR Al T e S AR R N i R B
P 200 B, S 40 A IR A R 3 I R R
A A SR, X — B B RS B A 3R
BAEXT FIRF B R E B L mE ",
1.7 ek B gm s

MRD 2 i & 8 # J& 5 3d A5 #%Z auto-HSCT #x
REMHEZ —, B OS fil RFS /Y 1k 7 W5
Y, AT R RS A S I R R . MRD Y
R £ A 4 45 2 2 80 X 4 i R A4y F MRD
(molecular-minimal residual disease, Mol-MRD)
Kl , a0 SCns 2 | B A B 5% W (real-time quan-
titative polymerase chain reaction, qPCR) FI%F
RAEBEEE ) N (digital polymerase chain reaction,
dPCR) . XM AR 445 — I FF (next-generation
sequencing, NGS) F45 IR K IE ) NGS™, X F
B i3 O &, & CBF-AML fl NPM1 % 748
AML, 43 Wa i fe % 3500 5 2 R KUK 1 f
MR I R4S JR 0 . WU L% 9 4% (Europe-
an LeukemiaNet, ELN) & ZF4#H T L /D%
RIRE 2% (complete remission without mini-
mal residual disease, CRygp) WIS N ZEH], 8 H
TESE 2 (complete remission, CR) B I %
A 5% &Pk 2 (incomplete hematologic recovery,
CRD H MRD 0] K ) 8 # & & KRS s
Bt Venditt %57 #4719 — W 5 45 & T 40
BAL A MRD /K. &1 %82 B 19 4E 52 AML &
HHAT T R 43 2R 7. SR R, auto-HSCT
EWE RIFMA 24, MRD B & A A TRk
YE . BRI, 353 MRD Bl HEAR &S R % E au-
to-HSCT My KB i #2 . FEH HR B, 10 dPCR
I NGS, MRD f6 I 119 72 6505 ke S B2 A Jr 4
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B NGS {751 i — 22 B A, an i 05 &0 T M LLIX 53
5% BRI 5w R R R . B, b o AR B R R
85— 43 AT 7 3T MRD Al = 6 2,

BEAh . A auto-HSCT B (35 7k P9 A ES A 4 b
B MRD k& 5 & & &K (relapse rate, RR)
LFS & YIH L . o [ BE 24 B 2 Be i 2% B
G LT A0S A PO B ROHE R, FE A7 au-
to-HSCT i) AML-CR1 B &, EM 1 7 #E 0
PUE AL J7 5 K 2 B9 MRD 7K F & 3 4F 0S &K
(83.1% ko 19.0%, P = 0.006) F1 DFS X
(73.9% H 14.2%, P =0.049) By M 7 5 A
#. Yoon % E it —Fp T PCR 19T UK
SrFOr T AMLI/ETO i CBF 8/MYHI11,
S KB, auto-HSCT Hif MRD 7K -5 % 3
EERFEE . Qin FEURI, M2 AT R
EVAY7 )5, CBFB/MYHI1 /K #d 0. 2% & [ &
B EH B AWM. WA IR E & BRI
RN R ST B S P E . Mule 255 HE— 2 4 iE .
24 WT1, PRAME Fl MSLN 2§ 3E /1 1% 45 5 1k
FH M Z 24 MRD W, AT DL s B0 B B au-
to-HSCT ) AML B H B W5, B B, H
WT1 I Ge 5 A FR . 1 2 2% MRD 7 iUl
L5 52 % 7 11 S A ORI R A kY BURR
N 52% ., FESEHN 83% . TE 21 BILHAT R E A IR
AWM EF T, MRD BIPER B EEBMEE 1 4FEN
TRk, M 83% M MRD IR E R k. &L, £
Z:% MRD fETT 4 U AML 53 (I R 45 )7 . Bl
o IR o N M B (s S | Lo S P A
MRD SIS T F K58, thoh. Bl 5 R Moy
BHIN A, W PCR. 3 =40 A Fn ARy
MRD 7EPPAR 16 797 FORTE B3R 97 7 98 5 T A8 15
ok il E L
1.8 BHATHILT

XFF A LU 32 38 A0 y7 B9 AML B, W R
Foe “T+37 . RIARUE ) i BRI (Ara-
O BREEWHEFLAER USHOHILILAE, IDA)
B RLHE (DNRPY, Ak, 0] L% & A v 5
it Ara-C I 097 r . LR ALY &,
W HA B =RERR (HHT) 5 =R+
PRUEFR B Ara-C) + B RGP M %, W

e ERSHFM e 5]

HAA (HA+ W5 41% %) . HAD (HA+DNR)
SEU TR Z SR ALY I AML R, (KSR
BRI T3 %8 AT LA /D 36 97 A O Y XU () B U T g
M A . A A% B I A BT L M s Y
W, XA G AE Z AR R T B 9T AL
IR o R KA IO I SE S U = DA G E R Rvvi B
fRARIT i AML GR35, B BEAL S e 2 4 7% 5o hnik &
BTFLAE 4L (21 ) 22 gt R0 1 4 BT L R A 4
(14 ), S5 RBs, 7% se P05 Bl LA 1 4 1
OSHI i FEM XA (1o MAK 2.0 MAD,
% W 2% fit %% (objective response rates, ORR),
CR+ #4322 f#% (partial remission, PR) Fl CR
BERE (ORR N 57.14% I 35.71%, CR K
52.38% b 14.29%) . i — T HF 5 R £ F # A
del17p B TP53™ RAFH AML %, XKEH
W UG . WF ST I S BT T 35 i HE A2 AR
e, LI B VG At 7 BT LA Y B HMA YR YT 1Y
BH. BRER, ERERKAIRITHN CR R i
& TR M VY A R YT AL (40,0201 00, T
SBAEEHW R EERK 6.0 DA 3.4 AP
IeAh, X P IDHL R4 AML 8%, o LR
FIZEAR JE A 2 2 s K A B AL 1 B3R 97 O &5
1M FLT3 5278 (1) AML 835 W] A 58 A7 5 & Je B &
2 7% s Lok AL 03B YT R AR 2. 6T AML
Fff e AL BT RO T, R (A&
PERE R (s CIE S0 R AR g0 i () b
BITIET (2023 4RO ) EFEY . W THUS B
A sEg] AML, #I CR1 J5 2R A rf o 50 2 )4 g
HILE ST 2~3 A7 )5 #5147 auto-HSCT,

TERS A I AT B 25 A B 25 6 25 JBCR AR 4
BRI 1 43 38 4% FRAE DA R R A
NI, LA A A R 97 7). X AN T 2
SRALYT 09 B, TRYT I SR P AT RS A TR
i, [ES Y AT AR A B R B A . YRYT A,
DY RR 1 S IO RS B2 M BB IR R R T O SR
DAY 35 3 B AR B3R 9T SR

WX AR AR A B AF AL IE N IE
PEFREAE AT HE R AW, auto-HSCT 7E AML
Rl LS RIS = A ) | DA I S s 2 N1 B
IR AL S B8 B T T 3R R OR T 4 Y A T
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H i % /3 8% B B (Busulfan/Cyclophospha-
mide, Bu/Cy) J7 % & AML ¥ auto-HSCT
WAL 7 4. O 0 a8 T AL B 7 S8 B A I
VER, BRARREAE S 52 & 3, 7 i F0AL B 5 28 A Wy
P R, Gorin P W B T AWM /D %L
(Busulfan/Melphalan, Bu/Mel) FI Bu/Cy i 4b 3
FREMITHESR. TFRMAT Bu/Cy 4 596 fi &
HF Bu/Mel 40 257 %, Az BE D7 I 18] 53 51 S
44.2 ™S H 1 50.33 N H . BB B8, Bu/Mel 4119
SRR (39.5% 1 52%, P=0.003 0), LFS
R (55.4% b 44.6%, P =0.005 0) fl OS X
(73.8% L 63%, P=0.0007) ¥, ML BEHZHK
EE ZHT-% (nonrelapse mortality, NRM) #H
£l (P=0.660 0), Hong %" [l Jifi /3 7 1 32 {4
CR1 M AML BE &AL R E HH%Z (Idaru-
bicin and Busulfan, -Bu) T4t J54T auto-HSCT
P73, hALBEDT 30 AN H 24 BIAETE BE A 20
BIFE%E CR, 2 FE K HH 40% ., Shi 0 PEAL T
22 ) AML HF ek B Bu/Cy b 397 Zdfin A
S PR ZAPE R AL, BE TP ALAER Dy 32 %,
¥7E CR1 8 CR2 #3% T auto-HSCT. #F5¢ 87w,
Hr BE TR R 29. 5 AN, 2 4F OS %24 94.1%,
LFS # Jy 85.3%, & &% K 14.7%. Labopin
SEUH LT EBMIT Bod 2 14 11 B0 22 v 43 B B i
R MRFT I R0 B L 405 9 BEA J7
2 ( Busulfan, Etoposide, and Ara-C, BEA),
Bu/Cy M Bu/Mel 3 ffil4b Bl 7 &1 AML B ¥
Y7 3. BF9E & B, BEA R E & F &K
(41.8%) . NRM ik (1.5%)., LFS FH1 OS %
Gyh 56.7% M 71.3%, WM T BuCy Ml Bu/
Mel 7%, ZEHHINT BEA T RTE OS
TR, HAT, S B AL BB SR SE au-
to-HSCT VA7 AML {0 e LR T Ak 207 %%
3 BERMENSER
3.1 BHE AN IRA L R

auto HSCT G IF AfE FE A& M & # AR
R M AFL B m E O# A R A A KK
(graft failure, GF) F1EaaliP:REee M il 2 ek 20 fE

(HEESRIZRE (BT ) 2024 458 16 555 9

(persistent thrombocytopenia, PT), GF A] L) 43
MR K TE GF M4k k7 GF, J& %k GF J& 48 # Hi
J5i 28 d B H R R A0 LN B R I 2T 2 3 R 3k
PRI B o, B A MR 40 i <<0. 5 < 107 /L, ifi /)
Mr<<20 X 10"/L. Il £ H<70g/L., 4% &Pt GF
JEIRTEE SR MM A EM LR =R &
DRI AT R PT oAl 4y SR i /N
A SE SR Ak & i /0 A R A R W, I/ Al AR A
FERFEFEA ST 60 d MM/ IR ATS oK 35 A AP 1
T 20 P /)N Al o A T i I /0 B R 28 4 A A
A TR S A R R 2R T 20 X 107 /L H
MW TR L X S B4 FE KR O 4E B 1A
R R i KU IR T R NS 4 1 T A% A
R T 40 R AT R, R I A K L
IR AE . MR T 40 R i e . R [R] 3R
T aE-

i A R e W0 2 T R R 1 3 28 DA R 1Y e R
P T-BOR W& I, JU IR R B A0 A I+ 44 A
YERNFRI Y, auto-HSCT J& IH 40 1. ELR Y
FOET- 1 B H W BAR T332 allooHSCT # ., JuH
TR, Wi E M (cytomegalovirus.,
CMV), ANEMZ %% 4 B (Epstein-Barr virus.,
EBV) . /K- R 9% W 5 (varicella-zoster vi-
rus, VZV) ZHBEIE/NT allo-HSCT B, X
SE R R] BB BOU™ E W R R0, W R R
o . 12 TR T R A T R 2 S B AR
Bij 1 SR s 6, 45 il FH 950 B PE PR YL 25 . A% AT
TCRERVE AL AR . WS I B Ak i, OF A 0 A AT
e imyr .

FOMb T & E 38 0 55 5 kT 480 AH OC IR g L b A
2o PRGN 55, X LI RAEMIRIT T H 5B %
JEEH B ARR O R S e TR, W A AR A TR
IVED
3.2 H AR B xR ek

FRR A R = 2R 2 s 2 k. #
M5 B R U5 T B A8 v 8% B8 00 1 I A0, s
b PR R UR N R BRI A0 . A g R
Fo it B I AR L R R A L AR 9T R T AR AR L
KeFAb 5 % 2 S5 AML B % auto- HSCT & &
MBSz FERE DY . BT IE S, > AML
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BH auto-HSCT J5 A8 ¥ rh 5% B E 1l 48 B 1)
A AR AT 2 0% 9T B 0 DU AL T R S e Al b 2
32 L/E S

OB G 52 i) o % e ms £ AL G . O Pk
JY BT, O R A AR Y AT O SR,
FLAG (Fludarabine. Ara-C and G-CSF, HJI ik
P BADH AR RORL 2 M AR Y R0 R ) 7 SR e
CAG (Ara-C, Aclacinomycin, G-CSF, Bl f[ 4 ifg
L B v R A ORORL A0 M R I RN ) &,
XFBMEEET 6~12 A KR LR AML 3%, 7]
WHRERIBEFRITARN T L, O kRBMH, X
THRBEEZ ZWEE, WRAGENME H
HEAR IRE SR, S B R B M 2 A AL BB % BIF ST
#W, Ek AML BEWREHEBAE 2 FAAED
Fwm Toaifeyy, JLHGERTE RN ERT 5 AH
HAFER<<26 B HE. FRH—BAR R 418
HHEERBAEE 5~6 N HIFL B Z e, 7=
WRAE T AR A AR WU . 35 0 IR A A
RGN A AR 2k BT T R
ML BCRMMYY . @ mIIRYY . A X FLTS 28748
M2 R oAk 8, fE o 2 sk A by T R B
s BN A RS SRR SR (R] 4, {H allo-HSCT
MR IT TR B A AR, M 25 5 X AL
S AR & AML BT h b BRI 1
BAER, HBRERME T AR R,
3.3 kKM 5 AFTREHRA

BE TG 1 N7 B LN,
22 J 2 W A U ) B A I R BE D TR A
B W A8 e I AR A, PPN IR ITRIOCR, JF K
BHRAEIGIT Jr %, B G BE W e 2 & m
W, MRD figr, DIKHALLE WA, XLk
2% TR0 & B & SO RO B R,
WAk HERE IR 9T FVER X R 8 B 1R 9T 7 F2 AT LA
HE— DR SR AR AR, B RS B, O
T PR B R[] A SR 4R AR AR R TR B
YRR A . AT AR AR B S R R R AR . W
SR TS IV 0 FIYA I A R AR Ak, H e L B 3R A
PRAE Sy . DT A AR FRLC BE | AR A B
4 KIRHARAEESIGERE AR

FE[H %t 48 2 R 7E auto-HSCT {6797 AML /1 B

s R -SEM e 53

AIAER AT 5, WF9E i i CRISPR-Cas9 #£
AR BT g T AR N R A B Yy T 20, I R
CD33 S V-set Z5F3k, LT KRR EN £
TR, HAR UL B X iR GE A R
PR TR R R, X — & B R 2R E R I TR
JPHRAE T B LI, B Ao B PR g R R R TR A iR s
I 20 M B A R R BR CD 33, LIk 48 CD33 #t
AT AR RS R A B g A B OE 300 T i
el DNA BUEEB 245182 19 p53 A2 DNA $i45
Vi A [ O = S 1 B I e 0 = R AN
ABE T REMR LA e se B TR L BE 0 F R, O T 42 i
PRI 0 T 2, AF5E 8 T IEAE AR R 982> DNA
B p53 Wik (1 AW, 9 40 3E 2 {5 S0 p53 T
P 5 s S B DR g RN G SR A A 3
WL RIS ATk — b 2 4 R 3 TR 4 AR
e A ik DA S ) 53X — SR W& % 1k R I
IRIGIT AML WA TB, WEEWRELS, H
HEBIRIT EFE

25 F PRk, auto-HSCT fE34 97 AML 77 1 i
TR, FRBIZRAE MRD B S R 44
HHE PS4 R, il auto- HSCT %, @+
AMPRAE . ALER . VR URORAF AT MRD RN, R
WIFRCR . b, WL Bk, BREE
R HEL . DL R B O 0 Y N g e, AR
A R A TE B K AR R

&% ik
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