HAE M 4R35 2023 429 A5 444855 91]  Chin ] Hematol, September 2023, Vol. 44, No. 9

<713~

FRUE T -

i E 2 R META T SRS 2R E I
2715 (2023 4ERR)

TREFR0IRT ARG MR T A

BREEH . 2F HLXRFEFRWES — ER L&A, LM 310003, Email:
j1€j0503@zju.edu.cn; B F v AR IE ik Ja ¥ I #F 50 P, Email : majun0322@126.com
DOI:10.3760/cma.j.issn.0253-2727.2023.09.002

The guidelines for diagnosis and treatment of relapse /refractory acute myelogenous
leukemia in China(2023)

Leukemia & Lymphoma Group, Chinese Society of Hematology, Chinese Medical
Association

Corresponding author: Jin Jie, Department of Hematology, the First Affiliated Hospital,
Zhejiang  University, Hangzhou 310003, China, Email:jiej0503@zju.edu.cn;, Ma Jun,
Harbin Institute of Hematology and Oncology, Harbin 150010, China, Email: majun0322@

126.com

BiTEA:

o TR RMER P 2 P RE & IR (AML) B3R
I7 R R ALV AR 1 220 J2 IR 2 DL e
Wi 32 s A M BB R R

o e ALY I 5 BT L 1 25 Wi R AT
HRTTH

o B MR YE AML YRR

— Rk MERTE AMLIZWiRiE

1. & %1k AML ZWitrnifE : AML 5¢ 2 2% # (CR)
Je A ILFE-C S B FA L 200 e s e G A =
5% (BRAMLEACST J5 B 8 F A A8 LAl s ) s ok
HE B FA I A AR

2. MEVAPE AML 12 Wb vfE « 25 b i 5 23R 97
PIASTT RE TR R WA 15 CR S5 Zead L& 5k 1k 3
57, 12 ANE RETE 120 AR E kK HA i w M
FRI7 IERE s TR s PR DL 2 &3 5 SR A I
FESLAFEH o

2k HMERTE AML TS DAL

AML & K J5 A A7 R AR A OC I R AL FE R4 2%
fiff st E) 45008 (6 ~ 121 A ) 2 WA H 10 f A R A
AIOR RIER AR R (> 45 %) BEA: R i 120
MIFEAEIGST L, A RRRIRAS 22 IR AATE S

HHEA R

Xt T8 R MEAYE AML B W% - T 40 i
WAL 2E Ao T AL 22 5 W PEAS Can g R 2y
B AP S I SN A ) DARH A & S5 A A
SR H B SRR e (A S R DR S AR il
CATRRIARTT 7 R AR LR B

= Ek MEARTE AMLIGTTE N

BORMEIATE AML SR, UG W22, S AEAE
EHRZ10% .

FFA M B XEG T AML 825 0 B kS
Il RIS , AR Y7 e 3 B AR R n) A T 5l b7
J& 7 58 S R 36 0l T 4 M FS A (allo-HSCT) o HH i)
TRYT AT Ak AML U A5, AR b T B )
25— R MEVA TE AML H A S FR SRR Y
BLSs X 02 B IO AR - 3 T 1) 1) 28 A 3
PRl b T D A i 24 8 A0 5 % HL TGk 96 it 1) R
F AT B4R B allo-HSCT 1E R ¥ ROA I7 s i
HEIAYT (FEAUFE CAR-T 4HAEIE ST U s Ak
TRYT) IR 2SR P A 7850, A1 A TR IR B B

FERERR IS SR YT 7 S0, N 385075 T8 B st
G S e i R B TE) AR R R (An4F s AR fE
R B IR BRI TT 3R SRR s L R T R
PR, BRMEETE AML S PR ILAE 1,



<714+ e I 22k 2023 4E 9 A 5544 #5593 Chin J Hematol, September 2023, Vol. 44, No. 9

op
o

FHIHEAT —> &
Geesr Al | s 5
Sy FLERFAR I

52 RAEA 2 R R0 Y

PEAlEE AR Ak
WA BIFES

EALST

i

AR RIS

L PRI

PRV 2 fRIERYY, SRENAIT T
S AR 3. Wesibs7
4. allo-HSCT

1. BECEATRRAZ SAL0T + $LIR)T
2. Il R
3. §LEAYT
4. FRdbsy

1. I PRI

2. 4OERYT , MERNAT T HIREREE LT
3. SRR

4. Wby

RIS R

LIRS

2. BEAEAT N5 0T  LENGYT
3HBERYT, SRR T HIRRIE AT
4. sy

5. A RRAYT

Wby s %

1 BORMEATE PR H RIS i ]

3G A AR TT I R B — BRI, it A7
PEAES

(DR E L& (FfRE 12 HUNE KE)
I RIS s QHE ) 2513677 84 #1025 8¢ & 1k
7 s OKALST ; @ B H2E1T allo-HSCT,

QMMM E LZH (FfIE 12 N HU EERKE)
O EZWUHA 7 FATT I ol e 7 A 175 1L
7 IR IG5, FR G2 R S EUT
allo-HSCT; @i R I L5 ; @FE 0] 5 IR 7 s DKL
1I7 .

G)MEVA TR B E i R R A A8 /A3

2. NG A RALIT RS B IR =75 & s A
RARIRAS A IESE R RAE G5 T B .

(DRWELH Ol KI5 ; Q8 m 25976
I7 Bl B ) 25 ) A IR BE TR YT s @ B SRR
7 s @I RALYT , 5 IR BEIR A L 75 T LU 1
allo-HSCT,

(2) AR % - O KRS ; @QFE Z WA A 3L
M55 7 AR IG5 T R A B A 1) 24
Wy R 1) 25 W iAo B HE 1) 25 0B A ARR BEYR
I7 s @A L HRHATT (H TN RRM 32 808 A8 it
—IRIT R ) .

GOMEVA T BB R RN 8RR,

VU Bk MEIRTE AML RYY T &

FERTI AT B 0 A Sl b, AR HE e Sk [ — R
IRITHEFE , S R I BE MR 259 0 A, O

FETF B OOEIE BE 2R 3 , 45 A B T 245 00, A
X R METRTE AML B IRTT T 5. MEER
M2, VLT B L5y N B b 29,
THEWNA LT YA BRI A,

1. B8 25 )+ 5 W AR 25 ) - iR R I A
FLT3 A8 sl # IDH1 58748 , w] it A X e S PR %
(A T) 25 Canas ks e VR PrEAE e SR A5 ) .
Y yipohy BCL-2 4015, vl 32 T AML 8

(1)# ] FLT3 2878 FH 1 «

(DFLT3-ITD : # Kt ¥ JE (Gilteritinib ) ;. T &I
Ji FLT3 4§57 , 697 5770 54 120 mg/d; B A BT L AR
75 mg/m’, 55 1~ 7 K 5 SPGB 20 mg/m?, 4
1 ~5KGEESS 1a),

ZHAEJE (Sorafenib) : [T Y TR FLT3 #0317 , i
JTRCE R 400 mg, B H 2 U BRA FTHLIE T 75 mg/m’,
B~ 7 K s PE A 20 mg/m?, 55 1 ~ 5 K (UEHE
4 2a)

@FLT3-TKD: i % & JE : 197 & 120 mg/d
GRS 1a) o

(2) 4 1a] IDH1 5728 B -

SCARJE AR (Tvosidenib) ™ Y77 &~ 500 mg/d;
ARG R WA 259, 2 W A 25 7 1 B R i )
GRS 2a) ((UEHXT IDHT 28728 1R ) o

(3)BCL-2 #1151 :

D4k 7 78 hi (Venetoclax ) + 25 1 34k 254 . 4k
ZE s i 1K 100 mg, 55 2 K 200 mg, 2 3 KIFIf
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HIAS [ A8 19 25/ = 25 5 & A 136 7 5 SR AE AN BT
REBFEH, IF HIUS T RAFITTFRL, In4EZs sadi+
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D4k %% 56 57 +FLAG-IDA J5 52« 4 4% 5o fin
400 mg/d, 14 d; FA$IE (Fludarabine ) 30 mg/m’, 2
2 ~ 6K ; P (Ara-C) 1.5 ~ 2.0 g/m*, 552 ~ 6 K ;
2= B 48 2 41 % & (Idarubicin, IDA) 6 mg/m’, 5 4 ~
5K ;G-CSF 5 pg/kg, 551 ~7K,

Q47 s -+ BT LM + 5 = RAZEE R (Homo-
harringtonine, HHT) ' : 4E %5 52 $7 100 mg 55 1 K,
200 mg %5 2 K, 400 mg 5 3 ~ 14 K ; Pl FL e F
75 mg/m*, %5 1 ~ 7 K;HHT 1 mg/m’, 551~ 7 K,

UEAN, a0 4 43 se i+ v i E IR i Ara-C
(LDAC)" At 7% sefi+BalFL M+ PG kA e ™ A%
SERIABTFLAEH+LDAC 45 ZFPHK 5 )7 S TR/ NA
N5 RMETR T AML BB IR R iR R
SR, G a2 T R BAF B 7 BRI E o T 2 2 v
Fr+DA i Zs Fihi+CLIA 48 4k 28 o SR MEfL
ST RIS 7 BAEWIG AML B 3 R BT
R TR BB YE AML 97 85 R S Sk

G T I %

(DHAA (HAD) : HHT 2 mg/m*, 55 1 ~7 K (1{
HHT 4 mg/m’, 43 2 IR 45245 , % 1~3 K ) ; Ara-C
100 ~ 200 mg/m*, 5 1 ~ 7 K ; B ZE kb J2 (Aclarubicin,
Acla)20 mg/d, 5 1 ~ 7 K [ 8L FE £1 5 & (Daunorubi-
cin, DNR)45 mg/m’ 55 1 ~3 K |,

QKR Ara-CHEAIZ) : Ara-C 1 ~3 g/m?’,
12 h 1R, %5 1.3.5 K ; B4 DNR 45 mg/m® 1§,
IDA 10 mg/m*, %% 2.4 .6 X, 8% Ara-C (BEfEEA H
i K i Ara-C 1Y BBE AT DLk 4) 3 g/m’, B 12 h
TR 1~3 K,

(DCLAGIDA/KFE B (Mitox ) 77 5 : i i

%5 mg/m?, 55 1 ~5K;Ara-C 1 ~2 g/m?®, v i JiE 5%
MG 4nhffi R/, 5 1~5 K, #Iki%E 3 h; G- CSF
300 pg/m?’, 55 0 ~ 5 K (WBC >20x 10°/L £ {5 ) ; IDA
10 ~ 12 mg/m’, 55 1 ~ 3 K, 5 Mitox 10 ~ 12 mg/m’,
H1~3K,

(DFLAG=IDA : ik HiiE 30 mg/m’, 55 1 ~5 K;
Ara-C 1 ~2 g/, Bk Hi )G 4 h 70,55 1 ~
5K, B K 7 3 h; G-CSF 300 pg/m?, 550~ 5 K ;
IDA 10 ~ 12 mg/m*, %6 1 ~3 K,

BEA+Mitox : #IKFGIAF 100 mg/m*, 2F 1 ~ 5 °K;
Ara-C 100 ~ 150 mg/m’, 5f 1 ~ 7 KX ; Mitox 10 mg/m’,
H1~5K,

(6)CAG:G-CSF 300 pg/m*, 7 12 h 17K, 550 ~
14K ;Acla 20 mg/d, 55 1 ~ 4 K ; Ara-C 10 mg/m’, J¥
FHS, 12 1R, S 1~ 14K,

3. AERAIT I %

Ot 7z sehi+ 2 B2 e R s i sh 1 R
100 mg, 25 2 K 200 mg, 5% 3 KIFUHFAEK 400 mg L2
55 28 K BHLILAF 75 mgm?, 2 RS, 1~7 R
BE AT 20 mg/m?, ) FES L1 ~5 K, HE
BB I R ol ER A AN R A7 GIESE 54 2a) .

@ Y243 i Fi+LDAC: 425 5 fii 55 1 K 100 mg,
552 K 200 mg, 55 3 K 400 mg, 5 4 K I 1h 5 K
600 mg 11 245 28 K ; Ara-C 10 mg/m?, 2 F 14+,
12h 1IR, 561~ 10 K, B2 Bt R ol B
AT 37 G 4% 2a)

@)% H L2 (HMA) : FTFLIHF 75 mg/m?,
B1~TK,28 AN IR, HEBRH IR
AN BV 5 s P A 20 mg/m?, 5 1~ 50K,
28 AN 1T AR, B E B I AL s R
RS (UEHEAFZ 2a) .

(@LDAC: Ara-C 10 mg/m®, ¥ FES, & 12 h
1R, ~ 14 RGEPESEZ2b) .
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IR R A it 24 591 5 e LTI 1 % il 1Y) AR
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5. PEIRYT : EEALE CAR-T 40347 AR
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b/ 88 5 4 38 , 40 CD33.CD123 . CLL-1.,CD70
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T e
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