rhAE LR 2024 4510 J145 62 %45 103 Chin J Pediatr, October 2024, Vol. 62, No. 10

+ 909 -

R AE- TS - f5 T

JLTE 20EE 22 A R i29T B R38R (2024)

P E E IR R LA E T 52 )L iR i B

AR R 2 UAHF o2k P

AR F 2L F AR T A

AL RERFEN &

BEEHE . ZRAA,BRILEEF P aHREARXRFIHRBELTILE ER LE R PO,
b 7% 100045, Email : wangtianyou@bch.com.cn

[WE] ZPEHER A (AML) 5 JLE 200 A I 15%~20% , 447 R0k 60%~70% , Hizik
HA—E B . T 204550, [ P M 04T 4 L EE AMLA2Y T R UUAY 08T, A AML 2T HE f A e 4
& T L AML, A4S E PR B AML USR58 i Ji2 | 255 L3 AML A o5 3R B L2 AML 2 Hhos it
FEAEAL, b [ UM B2 LR R 0 4325 U 38 I R e 2 2 | AR B 2 s JUR A 43 2 B2 4 AR IR 2
2 LB 5 S g~ A U AR B e vh B L AML B IR R I2 W FnG 7 S Ao 56 K40 , 48
I RS I KA ST TAE

E&TH : FXK AR A4 (82070154) ; ALt miT [ ARFF2- 54 (7222056 ) 5 T 4B TLAE K SR BHIF %
W(H % 2022-1-2091) 5 A6 5T & B A B PO I IR B2 2 & T L 47 L 11X (ZLRK202328)

Expert consensus on the diagnosis and treatment of pediatric acute myeloid leukemia (2024)
The Subspecialty Group of Pediatric Hematology and Oncology, Pediatric Medical Doctor Society of the
Chinese Medical Doctor Association; the Subspecialty Group of Hematology, the Society of Pediatrics,
Chinese Medical Association; the Subspecialty Group of Oncology, the Society of Pediatrics, Chinese
Medical Association; the Editorial Board, Chinese Journal of Pediatrics

Corresponding author: Wang Tianyou, Hematology Center, Beijing Children’s Hospital, Capital Medical

University, National Center for Children’s Health, Beijing 100045, China, Email: wangtianyou@bch.com.cn

2P #E & E L% (acute myeloid leukemia,
AML) & —2H LAE 5% 40 M 731k 52 BHL . 20 HE 20 i ve fE
HETE A REAE A M RGeS PR . JLEE AML 5L
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ZH(World Health Organization,WHO)i‘f‘ifl‘ﬂ'ﬁ WRELZH2H
e 43 A bm ot (I FR 2022 WHO 43 28hRiE ) & 2022 i
MR M F I % ] (European Leukemia Net, ELN) % A
AMLIZW A B L (fR PR 2022 ELNZEUO >, FT Ay
BEILIR T I A7 - e - ML AL - 03 T E )
2% (morphology-immunology-cytogenetics-molecular
biology , MICM) FA T 12 8 5 73 84, I #4545 LA T b
A — T (1) B 6 P R 2R 500 20 e+ 2 HE 40 LY
#1120.205 (2) 5 72 £ 382 15 27 57, A FFE RUNX :
RUNXIT1,CBFB::MYH11 250 & 3L, £E KMT2A |
NUP98 %5 3L K 4k (B 7 AML £ CEBPA FEH %875 |
BCR: : ABLT @l 43 3[R ), RIVAE 15 v 6 % D 4 4
JE+ A HEAR L L 151<0.20, R A2 W . 28 PCR A (EL)
9¢ 96 IR AL 4% 22 5 (multiplex fluorescence in situ
hybridization, FISH) iF 52 77 7 @il A& 3[R afg B [ &
i, B g 0 (A% AL S BT IR SEAFTE Rl & B2 B
T HEXS R Y G Ak S o (3) 6 &R AR - & AML (1)
—FPRRERZE R, S 2R D 2 40 M 2E ol ) B S A B
X AP B REBSCA ] L 00395 2 352 0 ) AR PR
A e B TR

A SRS Y AML B2 W s 76255 i PR -5 5 2
AR U 2 58 R 35 A 22 RR AR A2 W 40 BN 1)
e E .

(Z)AML 4

ARILPLEA T 2022 WHO 4 2545 i & 2022
ELN #30™*, 5R ] R o PR st A% 2 e " 2 ARRE A
CHEPMEB L R TR . A AR T R M
fle 2 57 W Y AML ANJE T 0 6 52 SCHY AML B Rl 73
RED,

—SEk )R

T A R B A A% Tl 20 2 KD e R 9 )z N
F XL AML & [ B2 43 J2 IR B 4 5
R AR ER G BL WIS I A i 5 1%
503 TG A U LA KOMHIRTT Y S HE AT A
FE 3 2 AR 20 A0 84S 2 o) Tt AR o
Hop 2z — £ NPM1 3 5 58 A2 s i 0 45 5 T
(core binding factor, CBF ) AML 75 1 /£ 2 5 Ui 20
40 Bl R (multiparametric flow cytometry, MFC)
MRD 73 MRD M 2z — R a] | ARG [ 5 53 =
W22,

= WA AMLIYS T T %

JUE AML YR H AR & Il REAR A %
o AL IE TR MICM R AE SR 47/ 16 B 43 2
BIT I bR HETR T B Al IS S IR T | SR

R1 AMLM

il HARG 2%
FET R G S L AML  APLAE PML: : RARA fili & 57
AML f£ RUNXI: : RUNXIT
1 A LA
AML £ CBFB: : MYH11 @il &
LR
AML f¥ DEK: : NUP214 il &
LR
AML £ RBM15: : MRTFA @it &
FHERH
AMLf¥BCR: : ABL1 fil A5 3£ K
AML A KMT2A J P F 4
AMLEMECOM % M EHE"
AML ¥ NUP9S JE K HflE
AML A NPM 1 3 {58728
AMLff CEBPA £ [F %75 ¢
AML-MR®
AML AL P 2 S |
AML o fL A
AML A
AML
Sk BRI IS
MR PZ 2R I 1 L9
UM AL AN 1 IS
SR MR
MR EUZ AR A 1
s AML 2 PR B8 & H LA 5 APL Jy 2Pk W 4l0kE 40 3 il
9 5 “KMT2A JE K HEAL 45 1(4511) (q21.35q23.3)/AFF1: : KMT2A il
AR 1(9511) (p21.35;23.3)/MLLT3: : KMT2A fil 4 3L 4 (1(6511)
(q27; q23.3)/AFDN: : KMT2A fill & 3 B (1 (105 11) (p12.3; q23.3)/
MLLT10: : KMT2A @& 35 (1(10511) (q21.3;23.3)/TET1: : KMT2A
A IR 1(11519)(q23.3;p13.1)/KMT2A : : ELL @l &FH (1(11519)
(¢23.3;p13.3)/KMT2A : : MLLT1 il 5 £ [ ; "MECOM %k A 5 41 41 55
inv (3) (q21.3¢26.2) % t (3; 3) (q21.3; q26.2)/GATA2: : MECOM
(EVID A FER 1(253) (p11-23;¢26.2)/7: : MECOM @l 5 3L K (7 4
2p11-23 T LA AL ) (1(358) (q26.25¢24.2)/MYC FI MECOM 3
PR HE 1(3512) (q26.2;p13.2)/ETV6: : MECOM filt & 3£ 4 (1(3521)
(q26.2;q22.1)/MECOM : : RUNX1 il & 3 []] ; ‘NUP98 3 [ i HEAL 45 ¢
(5;11) (q35.2; p15.4)/NUP98: : NSD1 fili 5 HE P 1(11512) (p15.4;
p13.3)/NUP98: : KMD5A filt 5 8 K HiAtl NUPOS 3 5 i 4k ; AML
CEBPA R 585 4F CEBPA XA HE[F 58745 (biCEBPA ) Fl CEBPA
bZIP [X #5875 (smbZIP-CEBPA ) ; AML-MR EJ} AML {4 H #1441 55
ZEAAE M OEFE N 25 S %, A0 45 . RUNXI, ASXL1, BCOR ., EZH2,
SF3B1.SRSF2.STAG2 U2AF1.ZRSR2 B H 2748, L s b A i
LEANESY 2 WS LA B BES A S S B AR A 40 A B B P
ZIF A AN M+ ShHEAN L L 5] <0.05 ELAR A i 4 E4n it e 471<0.02) L
B REN A SR SR G AR R LR A A 22 [ R i R D L 2 M+ S0 HE
N6 A7) 0.05~0.19 T (=) AN 1l L HEAT R F 51 0.02~0.19 ] 5 THLAb 3
[R5 % il inv (16) (p13.3¢24.3)/CBFA2T3: : GLIS2 il 3[4 L 1(16;
21) (pl1; q22)/TLS: : ERG @l & ZE I . t(10; 11) (p12-13; q14-21)/
PICALM: : MLLT10 £33 K 45 s - 12 Wi 21 2 40 il 911080 HLHHA
DRLT A0 L 451 >0.30, A H TPS3 5 K 28 725 ] 4 A48 Wi (4 32 R0k
UEHE

HTF oAb L) AML
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F2 JLIEAMLIEK SR

fERE il o G B

M PR A5

R4 1(8;521) (q22;q22.1)/RUNX1: : RUNXITI it & JE A

inv(16) (p13.1q22)81(16;16) (p13.1;¢22)/CBFB: : MYH11 fli 45 5L A

IEF A, IFHLA NPMI 2[R 2878
IEF A, IE B CEBPA 2 K XU AR B bZIP [X 58748

1G4l CBF-AML P o-KIT 3 K 228
AFFEARSE a2 F A HoAth 2B L

mfEH 55 7T SO RR 5q-.7q-
1(3q26.2;v)/MECOM 3k [X] 5

t(v; 11q23.3)/KMT2A JE B 8 HE[ BR AP 1(95 11) (p21.3;¢23.3)/MLLT3: :

KMT2A il &3 ]
1(639)(p23;q34.1)/DEK ; : NUP214 Fili 25 5L K|
1(7512)(q36;p13)/HLXB9: : ETV6 fil A 3£
t(v; 11p15.4)/NUP9S FE [ i HE
1(9;22)(q34.1;q11.2)/BCR: : ABL1 il 5 251K
1(16;21) (p11.2;q22.2)/TLS : : ERG fil & FE A
inv(16) (p13.3q24.3)/CBFA2T3: : GLIS2 fil & 3L 1+

(105 11) (p12-13;q14-21)/PICALM : : MLLT10 il 5 JE 51517

UBTF-TD %%@I[I&ZU]
ST, B L

W2 HME I 403 T 4X<100x 10°/L

[k AMEE 2R ARG | AR A 28 2R 48 11 I L 52 AL I

55 VT RS IR 28 K MRD<0.1%°

FEREE NPM K 248 5 CBF-AML, 2 4615 897 5 40 1
MRD BRI T R %>3 4 log B s /K F-<0.1% # ©

JCE&FAT MRD A0 ) 75 34 B - 58 2 22 it

o

FH MDS £ 1LiY AML
i FIRITH P RRIEEE 28 KA #E MRD>1.0%
FrICEAEAT MRD R, 75 B8 R AR 41 e 4611>0.20

RUNX1.,ASXL1.BCOR.EZH2.SF3B1.SRSF2.STAG2,U2AF1,ZRSR2 %

R 587
TP53 FE A4 i 58 4% ©

TE - AML Ay G PERE 2 H U s CBE A% LA5 & D1 MRD W U INGR B 5 MIDS by B BB A S 6 S8 B i 5 2 2 B g >3 S AN R e (A
S, AL AR D A e 58 8% 2 i s AL AT 34 sl s 2 = A (a2 K (HIC A5 48 S i (A — A5 (A ), SRR R A7 AE 22 AN
{1 2 U O LG X 30 Y R, 3 1A e (PR BT, 50 200 1 AN e €5 1 5 3 (B0 CBF-AML) ™5 i SR 3ok 2 s s 1y 5 1R A 4L
AML V784 ) B 5 30, DS R A S R B U B i 0 5 © 24 TPS3 IR 2 25 L LA T 15 s 0 Oy o3 £ PR 2 2 A B DA 1 TPS3 PR 284, 14
TP53 HE PR 5848 B 17 5 Yt 57 (17 5 Yo (A SR Bl 1 7p-) , LA IE 3 17 5 e (R TPS3 JE R S AR MR >10% , 45 (R LE 14> TPS3 JE R 5848
OUHAZBORE i A 10 98407 17 , HGAEIAR<10% , 4 R g I 4 AML MBS, AT T8 P FE 2 5 oAk S 22 2 B0 20 s« e Ak

N PCR % TEAS =58 A G ik , BB BEAIHELH I 1L 51]<0.05

THIT IR AT 7 9 B MR IR YT, DA 3 ) K
T R

(—)IEFIRIT ARG ST

AME L A0 50% 10Y/L A R LINA T FRYA
7 IARIT EURR A AR I A AR 22 <25% 10°/L°
AL —Fh s LA 254 -

1.2 HE MR 10~40 mg/(kg-d) , 43 2~3 W /d (fdi
A2 ) .

2. Bl A A < 40~100 mg/(m?- Y, 1 Y/d 8% 45
12/ TR O 7 d) -

3. 5 = R K2R (homoharringtonine ,HHT) .
1 mg/(m*-d) (A5 d)o

4, HE 25 5T 25~50 mg/(m?+d) (A] B A 2 3L g
ol B R B HHT) >

5. A T I A2

()EFRIT

XFF AML L5 SR IT , 1 LE LU i
T BB ARAT I E A 1 n] R A 4

AW ) 25 iR YT HERE AT 12 81 R
HIT

L HHRIT R DA R (R A5 R+
) HA 7% (HHT+FDRE Y ) JTA 758 (L H AR
R HPTHELF ) : LI EE R 40 mg/(m*-d) T 5 H AR
1% 10 mg/(m>-d) , 55 1.3.5 K45 1~3 K ; HHT
3 mg/(m’+d), 5 1~5 K ; B i 100 mg/(m*- ) ,
[EFE 12 h TR 1~T K

2.DAH J5 % (DA J7 % +HHT) .DAE J5 % (DA J7
ZHRAEIAT) JAH(IA J7 Z+HHT) JAE(TA 7%+
WKFEIAAF) : DA HA JTA HHT 5 & [7] B 223697 7
FMFCIATHHEEF N 100 mg/(m*-d) 55 1~5 K.

3.VAH % (4E 2 i fi+HA 7 %) 443 e i dfe
T2 54 50 mg/(m®+d) , 55 1 K 5100 mg/(m’+d) , 5
2 K 3200 mg/(m*+d) (Fz K 400 mg/d) , 2 3~14 K (Tif
ZAFATIER A 28 d)

4 I 1 07 %8 IR B HAG [ HHT+ B 4% fifg
 +0% 41 H 1) 34 [ F (granulocyte colony-stimulating
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factor, G-CSF) ] AEHH MAG CKFE 1R + B b it 17
+G-CSF) KA id AG (25 A R 20 B 5+ Pl A
+G-CSF) A% 7 & VAH ( 4 25 72 57 + bl ¥ g
+HHT) K5 VAH+25 Ak 254 Can B LM
H P A i) 7 % - e A e pr AR IR VAR 7 %, Hop
HHT 1 mg/(m*d), 5 1~5 K KICREMR DY 2 A2 4%
£ 5 mg/(m”d), 55 1.3.5 K ; I 10 mg/(m* 1K),
R 12 h 1,5 1~10 K ; FIHLAE Y 75 mg/(m’-d) ,
B 1~7 K B Hb P 3 20 mg/(m*-d) L 5 1~5 K ;
G-CSF #EFE R i 3~5 wg/(kg-d) , 2 1~10 K (5 4k
JE I P40 3 %0>5.0x 10°/L, AT EF A G-CSF) .

HR A £ LA YT 25 90 (T 2 72 B S 47 A=)
SRR, AT AR BRI A ) 2454 ARG 35
BIT SR,

(=) IR

LSBT 5 3R 8 2 A 0K fa 28 s L Ek
ANAT 2 10T 20 AR A o A A AL AR et e
B R LA [ 1~3 o/(m?- ) 1A TLE AR YY 3~4 4
J7 R B IR T B A AR L AT A i R R T .
(1) MA J5 58 OR H6 BUER 55K 6 U B T3 + B
JE ) KFCER 10 mg/(m*-d) , £ 2~3 d 2l K 4T
B NR TR 20 mg/m?, 43 1~2 d 45 25 5 PR 4 1~
2 g/(m’ W), [BIFF 12 h 1R 5E 1~3 Ko (2)HA, %
HHT 7 & [7] 5 283697, BB T 1~2 ¢/ (m”- 1K) , [H]
B 12 h 1R, 55 1~3 K. (3) CLASP J5 & (Fap i At 41 +
] 4% T B it ) - BB T 3 o/ (m?+ W), [ET B 12 h
VIR AR fed 32 d(4 7)), a3 3 d(6 ) ;
7o THE 1] 4 Tk i 1 6 000 U/m?® a5 R SC 1 7] 4 Mk e it
10 000 U/m* 5% % ] 4 It Jiie i 2 000 U/m’ (15 #% J5
1 FIBTRE AT IS 45 T) o (4)EA J5 58 (IRFCIA 1+ B b
JITE) : AEIATE 100~150 mg/(m?-d) , 2 2~3 d; fif
BE ML 3 g/(m’ R , [ BF 12h 13K, 3 2-3 d
(4~671)

2. AT 3 I 40 RS A ) v A A R LA
T LA R PRSI o BRI AT R

(1) A R53797

H AT AML LR AERRR T ARG, L
AML AT HUNT 77 AT 4ERHIRIT

L2 H R + 50 W e Ak R O % dE W R 20~
30 mg/(m*-d) F iR 2 &l B IEE4 50 mg/(m*-d) F il
10 JEASHEE N VAEIR, IL 4 IEER™ HEF 48 T .

2. B P 4 25 T4 200 mg/(m?-d) R 2 & 45
208, ERE 48 J] s B AR A s b IR 2 JA] A5 6 SR Al
B hngE R 20~30 mg/(m?-d) FUIR 18 551,

B 50~60 mg/(kg-d) TR 2 & (155 2 JA , 4k +F
48 JH

3. BT LA AT Ry S Al B HEHF T %6 075 mg/(m’-d)
IE 1R A5 3 8 I e 48 JE] TG S 4 s
LR

4. %A BB AT F0 1 LT /N )
250 (AN B & Je ) 4E i 7 14 AR SR e
AR YERRA YT O SRR b B 8 S A
Fi e .2 mg/(kg-d)x28 d, Ft K 120 mg/d 7,

() FRR A 28 R G0 I Y T B3R 97

JLEE AML I 7E 4= B A7 0 ] IE R4 8 PN 3 5
TR BT AR 28 R G I, WL 3.

R3 OA[FEAFEE AML EJLEE A TSR B (mg)

R (%) FH s HhZEA AR [ R
<1 6 2.0 18
1~<2 8 2.5 24
2~<3 10 3.0 30
>3 12 4.0 36
H AML A 2 PEBE 2 R
L1 Rk X RS RS

(French-American-British, FAB) 73 %%y M4 . M5 &
L, Foh AR OL P AR 18 D e 55 17 AR A5 i
NS S N R S o 2 A0 JEL I 40 A T %> 100
10°/L B¢ A0 & 77 7E 41 HE 40 it inh 55 25 2 8 N vE 5
XAFTERR 28 R Gk R AN it K 4, LA
VAT AE B A 1 000399 200 AR 1 JB UL, 76 B U N TR S
Jei BRI 2 TS, LRI SR EH

2. 56 297 R K LS BT AR DS 1k, S
BT 4~6 1K

4 .MRD

AML A5 AL7 il B, MRD 5 AR5 2
] 1) 6 ZR 7 22 A 1] e R A 31 THIESE , HLJGie R H
WR b MIRD G0 7 2% , B R 88 R S B R [, {HL
MRD FHPEER S5 AN K 15 A 2K .

(—)MFC-MRD

MEFC K MRD (1477552 H mi s FH 0 7k

L.MFC-MRD #EACELR - (1) B E s o AEA .
AR A 1AW 5 821 T MFC-MRD 4347,
F TR IR T AE 3 d AT o007, B B AR AR
RAE 2~5 ml BRI WIS 2 DR R A 19 100 TG 1 AR A5 B
B , I L4 HE 28 LG 451 >0.20 fd 7] T2, 5
T KA 10~20 mlFEAS , O T B A A I 25 o, 225K
PR AN R /D 3k F) 5x10°, S5 22 MRD Wi il g He
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ARG AN SNE MFEA , (2) I E R AR -
/DT 2 ml E W, U | h NIERS e 2 ANl
4h,

2.MFC-MRD K T AR #E7E « AR LR I 45—
it FZRA 1L R G fou e R AL A [m] T 1F 8 4
R0 B SR EAT MRD ASI , 75 A5 AML 5 42”
Uik . B CD34.CD117.CD45,CD33.CD13.,CD56,
CD7 .HLA-DR, W55 4.,

3.MFC-MRD F I B[] K £ B 5 ) 3% - B 56 175
FIRITHE 28 K VILENAYT JA 5 28 R (B N —Ir iR
FYHT) o AERRIGYT IAE 4~6 D A 1 U0, 45 24 I AG:
1K . ARPEFE 6T 5 MRD KE2E7 LR /G 16
FE AR IEEE (E 1),

(=) F MRD

PCR J7 1545 22 LS 22 1 PCR FIELF PCR.
PCRAVKE T HA LA R it % 2% 7% 19 AML 2L, A2
#E NPMI AL %878 RUNX1: : RUNXITI fl& 5L
CBFB: : MYH11 fl & 5& I KMT2A 5 A & 4F |
BCR: : ABLAlAFE . 5340, AR SR 1 M5 A
Iy F IR kB IR 5 R T
I T] AN S AR ], e TR 4l 9 s 1)
AN [F) SRR I5 A% S REAE I M ARAE
PRSI A %

(HAS R &, X T CBF-AML
J NPM1 & H 2848 AML K 56, 1] ﬁgggﬁ
15 LIRS 58 4 2% fff I AT R 2 4G 2]
H 4> F MRD ik 7K *F (MRD at
low-level, MRD-LL) , A e %] F 37 =X
MRD Bk, 43 F MRD T 4 0 5 {4

L AMLYBYT RN (AR AE"H40) 7 . Z I e W
R o e 98 & R A MRD-LL I G4 R & & 1)
B BRI 5 A Sy 2 o T A RS AR T 4
MRD FFEEA7 7 J2 1 1 41 M B A5 05 N R
SEfE R R an AT 22 5 AT, T
I 298 16 A% A T R FH T A 0 A By 48 ek i T 4
MRS A i S R ) S e iRy T

( =) AR % (next generation sequence,
NGS)-MRD

X FH5E T NGS i MRD , A [ i ] 5 2H 23 A
DR TS AN TR SCEERAE R S . AEWE B
T VR T BRI A B S s bR W
BB ZAFE R R AE T, NGS-MRD 25 g A6 1l £1) 2.
A JUAERITA R, A5 AU anfer i B = AT
Tl J5 22 S 3 2 n) AT 5 Sk — L S . D3 Ah
NGS-MRD J5 3 i 0L o501 5y BR AT e 32F — 25 B ff
Wt E TR 7 21 &, MFC-MRD 5 NGS-MRD 45 5 5f:
ANGEA 3, A BB RN, UL EA B4 A
FI B

|mrmwenrnnex|  [mormsenTmex|
} !
s MRD<0. 1% o RN J &

MRD<0. 1%
e :| DL 0% b 1 s

| MRD=0. 1%

MRD=1. 0%

#fE HEFIE

[ A e

L

TE - MRD i/ Nk B 5 0 T 167 T A DA AR SE P G i £ NPM LR SR s 0 85

PRI F- A 56 2Pk B 2 I , 55 1P A IR 7 e 45 MRD>1.0%, W AN 18, 2 58

(2%) VA YL, /IR 2 5E 4 2%
i fE MRD-LL(MRD-LL & & 105 X

VB IRYT 7 MRD>0.1% # W B35 THCh 5 16
1 ARHEE SR YT S MRD /K-8 f6 16 B2 4 2 i AR

R4 T AML K MPALZ Wi 4 20 A 2 T ol i o b o

F AR RS

&)

AML  BERAIR4IE  CD34.CD117 .HLA-DR

R 25t MPO .CD33.CD13
8 F P CD11b.CD15.CD64.CD65
LA R CD14.CD36.CD64.CD4.CD38.CD11c
EAZ 4 R CD41 (B I b &M a) .CD61 (HEE H Ia) .CD36
AR UES CD235a( I AU H H a) .CD71.CD36
MPAL & MPO (3t =40 A | G2 20 204k 25 sl 40 0 A 27 ) sl P 200 43 Ak (AT 270 2 390 AR S M i Wl 40 il Tk 2% .CD 1 e
CD14 .CD64 1% i il )
T# S it % CD3 (HT CD3e BEHiIA ) 5 32 16 CD3
B & 3 CD19 FELLUF 2 /0 —Fpsi 355 : Ui CD79a ., cCD22 8¢ CD10, 555 CD19 £ L F 270 2 i F35 : CD79a ., cCD22 &,

CD10

T : AML K 2P 86 2 I s MPAL SR & 26 580 20t 11 I s HLA-DR Sy K T A0SR DR H 5 ; MPO Sy it S8 AL Wy il
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T AMLYG YT B B b v

I AR50 VA R0 25 JRy i P s AN ], HL i IR
SRR X T S R B TR 3B
HREATH B L I AL AMLYAY T RN 1Y)
FRfE RSN .

158G ik - B A 2R I 46 A0 L 191 <0.05 , 4
Je 11 TG 41 240 B 53 40 R 4 L TG B [/ IV 5 TE RS
AR 5 b VR KL 40 B 31 %X (absolute neutrophil count,
ANC)=1.0x10°/L ELIf/MiH#=100x10%L.

2. 58 4 5% i AE R 43 I WK 2 K 2 (complete
remission with partial hematologic recovery, CRh) :
ANC>0.5%10"/L .1l /MR E=50x10°/L, 75 & Ho Al
TR

3. 58 R AEAS 58 4 I 2 VK & (complete
remission with incomplete hematologic recovery,
CRi) : ANC<1.0x10%/L S ifil /M T4 <100x10°/L, £
& HA 58 RS2 fif bR . 4 [ CRh(CRi, ) CRi
WA ELRE AT A CRh i AR L

4. 585> G AT G S G R T LB FE A 5
- A0 A0 M LE )AL 012 T R R 2 50% HLR 2
0.05~0.20,

5. 08285 78 A MK AR 7S (morphologic leukemia
free state, MLFS) : 5 858 2 i Uf 40 A HE 451 <0.05 5 45
HE 240 A T B8 /AR 5 A1 J&] 1l TG S HE 4 L 5 ToE S b
AR TG MK . MLFS EZHF 1 TR
5.

6. JC I - f8JLAL T AT AR 7615 1Y
JOL DAL 5 AR (o 2 A7 AR SR AT U5 5 07 RIBYT
Je BB B AR IT 180 d S ) L R AF A 8 A G R
CRh., CRi, MLFS =% &8 73 22 fiff b5 i 1), BIVRL S G
JIE

7. 56 A G f# . CRh 5 CRi AN MRD : 92 B 7 o
PCR .MFC 5 NGS Kl , MRD {1 T~ 22 S [ {8 (4 5¢ 4=
Z%f# .CRhIX CRi.

8. MEVA T AML: AR A2 1Y SN T 15 m AT A IR
58258 # .CRh X CRi.

9. % K1k AML: 5¢ 2 Z&fi# . CRh 2 CRi J& &
1 2% i 46 240 L L £61>0.05 (BR 2L AR 7 I 5 i P
A A A SR PR SIS J AL B O 2 B ( 2
/D ATRE 1Y 2 YA R Ay ) s i Ah 3 il 20
JHLE -

10.MRD & % : (D) AEATAI T 75 T , MRD B4
ALY MRD % BHEDHE A MRD & & (75 4256 2 IR H
A I 52 4% ) 5 (2) X 58 4> 22 i £ MRD-LL ., CRh £

MRD-LL 5 CRi £ MRD-LL £ )L, 521} % & PCR )5
PRI B 2 Yk (a] B 22 /0 2 J8)) MRD #8 D150 in>
11 log, RIFE A MRD & % .

N R MERTE AML BT

Xk AMLIEBE 5T 7 RN 2R 65 A
K] X5 IR T BTG R RSS2 R
R AT 25900 0] R DL RO S A7 AR T RETE &
MR YT MR LR A, RO B R BLE R
PEAT i R A (40 RNA 55 ) 76 FR L
PN TE5 HUE RV RS B0, RT3 FH T B A ) | S e
TRIT T R SR A ALY ] R F ik
A YU AZ R T MR nT 2 I PRI, 3k
3 MRD #% P 5 JpeA 73 i+ 40 M RS AR, A b ml ik
UL HERER T 7 58— Fh s LA

1. FLAG (38R $7 3 + B] % e 1 +G-CSF) 7 %
SIA PLIE 25~30 mg/(m*-d) , 55 1~5 K ; BB it 15
2 g/(m*+d), 5 1~5 K ; G-CSF 3~5 pg/(kg-d) (Fx K
300 pg) , 55 0 RIF4s, 2 5~7 do X BEAE B
25K 1k ok 2 300 mg/m? 1Y Lk R0 42
S L, A % B AE FLAG LAl b 7 i B FR 2
25

2.CLAG (FL i E+ PR A +G-CSF) Jr 58 : o
$IJE 1% 9 mg/(m*=d) , Fx K 10 mg/d, 55 1~5 K, 4k
5 UG BB AF 1 g/(m?-d), 26 1~5 K (5 5 1 i 3
B 2 h) ; G-CSF 7| & [7] FLAG J5 $8*°"

3.CHAG J7 & (P 5 4 B 2 +HHT+ B 4 Jiig
+G-CSF) : I 5iF7 %5 & 6 mg/(m*+d) , %5 1~8 K ; HHT
1 mg/(m?+d), 55 1~7 K BOHEE T 10 mg/(m*- 1K) , 8]
B 12 h 13K, 55 1~14 K ; G-CSF 3~5 pg/(kg-d) , fix K
300 pe/d, 25 1~14 K, A0 A I A 40 B T £=20x
10°/LAFH o

4. 7 % Bk B3 (Gemtuzumab ozogamicin, GO)
FFEREAY %GO 3 mg/(m?+d) 55 4.7 10 K, BEH
A 25 [ HL PG Al 20 mg/(m’-d) L 55 1~5 K,
s BT LI 75 mg/(m?-d) , 5 1~7 K, ] 3 4 />
2 3 d]FfyT 259 [ ) v $7 8 & 10 mg/(m*-d) |, 26
3~6 K s BB R 10 mg/(m?- %) , ARG 12 h 19K, 56
2~9 K ; G-CSF 3~5 pg/(kg-d) , 55 2~9 K |, F &%
K GO N FH AT 30 min {1 ZE KA 5 mg/m” % H k&
Je & 1 mg/kg; & U AH FH GO B 75 PEAS T UE Zh RE 15
{0, A5 v TR BEL 1 S , 5 B P v B YRR
T

5. 4 7% i Bk ik Ak ek AR 8 RE 9 1R T O
AR VAH 7 5 AR VAH+ A H 3R
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W7 % R RS SR YT . ] LU s b
1% 5 mg/(m’-d) , 5 5~10 K. BRIt ZAh, tnl b H
BARE AL o TR B A B e pr A 3R SR P S HAh 24
YT %

S Ui

R 8 22 1 Wi 9 3R W TR AR G AT 24 W 1) B it
IR A ) 25 4 AT 4 R 2R A R e MIRD A% [ L 41
{HLAZ BT AN T [ 5% b XA oy 24 1 7] B e S H e L
T AML R YT R & A i AN B, A R0
DA LR ) 25 VR A0 4R

(—)FLT3-ITD &N %48 AML #8016 Y7

FLT3 3R 275 2 )L 3 AML S L () 3 R 2828
Z—  SARRBFA R FH—FLT3 #H5H (&R
FrARE ORWRZEAREE ) SRy )ik 22 S o 700, IOt
N B S, N RN AR SR . 5 AR FLT3 1 il 51
(ZFLEJE 3 Bk e 55 ) F S R e o v
RGN B /D o A KRR B JE B 3
E & 52y B % B s (food and drug
administration, FDA) 4t #f F F FLT3 %& [H 58 28 11
AML

1. hidRJe : J& VEGFR KIT 1 FLT3 Y £ ¥ 55,
NG A AR — 2R T R A B
Z Tl T 40 MR A S 4E IR 9T (AURR
FLT3-ITD 3 [K 58 45 ) 2% | 32 BN KL W A 186 1+
YRS B IS RS A U1 T2 B R TR B

2. KWRZ AR : 2017 4F 4 H SE[E FDA bR W2
M T FLT3-ITD 3 K %8 48 W) ih AML & & 19 iR
Jri o 2 UK AN FH T LE AMLIY T | 11
PR AR 56 (NCT03591510, NCT00866281) 1E £ i 17
Hpel ORI Z R R SR AR TR [ L, B BRI
PRIRES Z SPASHERE N T L AML.

3. W EREJE b — Rl —AC FLT3 9
3 H N AZ O PR SR (40 D835 fLRAR ) 5
M . 2018 4F 3¢ [® FDA #tfE S & e H T B A
FLT3 R AR K METR AML A B, 20
BF SR E S2 AT L3 AML A ™, H B e
FHAZEFLE e 0B BE I VR A 55 5 4 7
LA ELA DR RIAE ' . N e+ B B e 5 P
B 1 B 40 M {5 2 P450 3A B (CYP3A) 8 410 il 571
G H.

(Z)GO

2017 4= 3% [F FDA it #E GO i H T CD33 [H
AML [ —Ze 82 2 AR YT, Hl i 2= 2 MU H 2
RS /N /D B P R e BT

GO By AkyT I T e e e Run T 2 L SOk ia M
AML PRI ATHERE 7 FRUEIRITIRG GO AT bl 2 42
= BT 12 Wi JL 3 AML 9 G 35 08 AR £E R BEAR
FLT3-ITD 3£ [K 2278 AML }2 KMT2A %& K & AML
WEKRFTT GO ARIEIRE BT, il K%
ZAMNAHERE N T L AML,

(=) B 4 ffa 34k I 93 A - 2 (B-cell lymphoma-2,
BCL-2)#L[a)3/57

Yk 4% 55 P BCL-2 o 8 M /N 43 7 30 il 57
BCL-2 J& i T 38 % (1) S = I . 2020 4E 32 [
FDA HEAELEZS s LG BT FLARL T | b PG At 2 /N5
BRI T2 WG 75 2 K R
It R AE s ASRETT A7 58 ALY AML 8 . 2021 32 [E [
SLER G TREE 4% AML 8 R A N 2R BE & i
Joa CHIE 200 5 40 0z 40 B 1 i dws ) v 29T 4R e
(2023 4F-fz ) " 4k 2 o b FH T AN BB T 2 5% 1L T &
B UG SR B AT e b A T 25
M T L AML 9 4 20T 2 4 Pk 5 i 9t
UERH 27

e 25 TP & CYP3A P HEE A MEY , &5 5
CYP3A 5 e ifil 57 & H , 75 98 3% 4k 43 s 45
74 CYP3A 5 sl 1 2~3 d S R R 4
B TUE ) S i a0 N 5 S AT RESRP R
B4 I 25 94 B, O RE 1 R HE It UGS , & FH sf o 2% 91) W
I Prpm AL LU AR

N I 20 RS

AR 5 fE AML BB LA A G Bl i, 78
TEM 2 5 VE SR YT B AR ULIE R AR AR A L IRk E 4
SRy SN ) ¥ i e P B 1 R e 1] 102 2 =1
MEVH AML 8 LS S 75 i RE22 i \MRD % [ /517 5%
D i A A, 225 2 8 S DL AT AT AN 2%
fift 2 AEAF SR8 R R 0 T tn] 23805 il 40 i e
Fi. XFTFERUNXI:: RUNXITI fli4 5 K B9 AML
L 28 ERYTY G B R85 F MRD PR/ T 34
log (— 3 PR 58 1:20.4% ) 558 AL 1A J7 5 5% R i B
PR B A T i T A RS A

Zi bRk, JLE 5 M AML G224 5 677
JR N e B8 SR AR AR R 26 5 , Wi RAZ ¥ T e P Pk
15 JL# AML A= )24 5 5 45 6 0 U0 [6) VR T 51858
1I7 25 4 A Ak O MRD W K HE X6 77 K i
JE WTE S5 7 R SR JLE AML IR YT SR IS A5 .
DRI i G 12 U 5 A TR L B AML B4 15 255 1A LA
il 2 T B IR T DR OR M HEL, JLEE AML 2 i
G VM AL IR T AR 105 UE 15 2 E 4l 5 1~2 4F 38 A
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izt Z USRS 2 EILE AML LG, 2
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B I (VT 7R ) 5 7 PR B R B IR L BE B e (T3 5 A LA
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L LR BT UL (T ) 5 S BERL A2 B B B (] i) 5 ST g 8
JLTEEEBE (K ) 5 A h RS 2 ] B 2 e I [ 5 2 e (W) 5
AP R 2 [ U P 2 5 R A B () 5 B 9 T JL o
Bt T ) 5 3 7 B Rk 2 7 B e (0 e 30 ) 5 g ol L T S
P 5 INAR A 57 0 B e (RIS T ) 5 L Y3 5300 2 B 2 B I
LA BE 2 L (B ORIZT) s BT LRI e 52 s TRl
L B B (7506 ) 5 40 I B k2 Wi b s L 3 B e (2
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BN 2 W LB e (208 ) 5 7 % 117 LR B e (2228 ) 5 AT
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