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2P #E R [ L% (acute myeloid leukemia,
AML) 72— 4 LARE 2% 240 8 731 52 BHL . 4 FE20 it ve e
T 5E R FEAE A 0 R GE AR . JLEE AML 5L
3 2 AL Y 15%~20% , fHLE AML ) 2E 77 %
1L 60%~70%""", i JL# AML (TS il JL#
UM L TR R AR AR A R ) I PR B S X, 3T
ok E PR ETE AMLIIZWT 32K ek o2
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Z Uk, IF XSS T fE M AT T R FRIE
H 2006 4F 5 A& -F- i 1 2 55T LB AML Y1297 45

B H TR R AN I R S B A T 1 2
5t JLE AML I ASREIE 2R N AML (1912 7R 45
Mo R T AR HEIE RES VT T LT AML AU EE
fiff, 48 T RN R I RS e, o [ 22 0 pp s J LR = Ui
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ZH(World Health Organization,WHO)i‘f‘iffﬂ'ﬁ RELZH2H
iiesed 43 bRt (FTFR 2022 WHO 432841k ) & 2022 it
MR F 1% ] (European Leukemia Net, ELN) i A
AML TR B (/A% 2022 ELN & BO™”, Frfi
BEILI s I A7 - e - ML AL - 03 1B
2% (morphology-immunology-cytogenetics-molecular
biology , MICM) FA T 12 8 5 73 84, I3 #4545 LA T b
A A — T (1) B 6 P 36 2R D500 0 e + 2 HE 40 L
1120205 (2) 5 72 £ 382 15 2 57, A AFE RUNXT :
RUNXIT1,CBFB:: MYH11 254 3L, £E KMT2A |
NUP98 %5 3L K 4k (B 7 AML £ CEBPA FEH %875 |
BCR: : ABLI @l 43 3[R ), RIVAE 15 v B 5 D 4 4
JE+ A HELR L L 51<0.20, R A2 W . 28 PCR FI(EL)
9¢ 96 IR AL 4% 28 5 (multiplex fluorescence in situ
hybridization, FISH) iF 52 77 7 Bl A& 3 (A afg 5t [ &
i, B g o (A% B S BT IR SEAFTE Rl & B2 BRI
T HEXS R Y G Ak B o (3) 6 &R AR - & AML (1)
—FPRRERZE Y, S AR D 2 40 M 2E 1l ) B S A B
X AP B BB BSCAE] ILF 00395 2 352 0 ) AR PRI
A e B WK

ARICPR ) AML B2 I 7525 5 i PR -5 9 2
AR A U 22 8 R 35 A 22 RR AR AR A2 W 40 BN 1
e E .

(Z)AML 4

ARILPLEA T 2022 WHO 4 25 45 i % 2022
ELN #30*, 5R R oE P st A% 2 e 2 ARIE A
CHEMEB L R TR . A AR T R M
fle2p 7 Y AML AN JE T 0 A6 5 SCHY AML B Rl 73
RED,

— SEk )R

T A R B A A% ol 20 2 KD e B R 1 )z N
F XL AML & 6 B2 43 J2 IR B 4E 5
R AR ER G LIS I A i 5 1%
2 O s AR A R DL SR T I SN R AT A
JE o3 J2 AR S 4 5 il A0 s AL o T st E o
HopZz — £ NPM1 3 5 58 A2 S i 0 45 5 T
(core binding factor, CBF ) AML 75 1 /£ 2 2 Ui 20
40 Bl R (multiparametric flow cytometry, MFC)
MRD 73 MRD H i 2 — R a)  BAR G 5 73 =
W22,

= WA AMLIYS T T %

JUE AML YR B AR & i Il REAR R 9
o AL IE TR MICM RRAE R 47/ 16 B 43 2
RIT I AR HETR YT B Al 1 ICG IR YT | SR

R1 AMLAYT

Hksr2k

FET R G S L AML APLAE PML: : RARA fili & 527

AML ff RUNXI: : RUNXIT
1l

AML ff: CBFB: : MYH11 fil &
R

AML f¥ DEK: : NUP214 fl &
LR
AML £ RBM15: : MRTFA @i &
FERH

AMLf¥BCR: : ABL1 fil A5 3% K
AML A KMT2A J P F
AML£EMECOM % M EHE"
AML ¥ NUP9S JE K HflE
AML A NPM 1 3 1 58728
AMLff: CEBPA £ [F %575 ¢
AML-MR®
AML A L P 2 S |
AML oL A
AML A B
AML
Sk BRI IS
SR 2% AT A I
SMERZ AN A 10
AL R MR
MR EUZ A0 A I

s AML 2 PR BE & H s 5 APL 20k W 4Rz 40 i il
9 5 “KMT2A JE [H F HEAL 5 1(4511) (q21.35q23.3)/AFF1: : KMT2A il
AR 1(9511) (p21.35;23.3)/MLLT3: : KMT2A fil 4 3L (1(6511)
(q27; q23.3)/AFDN: : KMT2A fill & 3 B (1 (105 11) (p12.3; q23.3)/
MLLT10: : KMT2A @& 3 (1(10511) (q21.3;23.3)/TET1: : KMT2A
A FEA 1(11519)(q23.3;p13.1)/KMT2A : : ELL @l &% (1(11519)
(¢23.3;p13.3)/KMT2A : : MLLT1 fil 5 3£ [ ; "MECOM %k A 5 41 41 5%
inv (3) (q21.3¢26.2) % t (35 3) (q21.3; q26.2)/GATA2: : MECOM
(EVID A 1(2;3) (p11-23;¢26.2)/7 : : MECOM Bl & 5L R (7
2p1 1-23 T LA AL ) (1(358) (q26.25¢24.2)/MYC I MECOM 3
PR HE 1(3512) (q26.2;p13.2)/ETV6: : MECOM filt & 3£ 4 (1(3521)
(q26.25q22.1)/MECOM : : RUNX 1 i & J [H] ; NUP98 J [H 5 HEAU 45 ¢
(5;11) (¢35.25p15.4)/NUP9S: : NSD1 fili &5 £ K L1 (115 12) (p15.4;
p13.3)/NUP98: : KMD5A filt 5 A K HiAtl NUP9OS 3 5 i 4k ; AML
CEBPA K 585 4 CEBPA X537 HE K 58745 (biCEBPA) Fl CEBPA
bZIP [X #5875 (smbZIP-CEBPA ) ; AML-MR EJ} AML {5 #4455
ZEAAE M OCFE K 25 S %, A4 45 . RUNXI, ASXL1, BCOR ., EZH2,
SF3B1.SRSF2.STAG2 U2AF1.ZRSR2 R H 2748, LA b A i
LEANESr 2 W25 J LA B BERS A S S A AR A A0 A B B P
ZIF AN+ S HEAN L L 1] <0.05 ELAR A i 4 e 4 it e 471<0.02) L
B REN A SR SR B AL AR R LR A G 22 [ R i R D G 2 M+ S0 HE
16 A7) 0.05~0.19 T (=) A& 1l L HEAT I F 51 0.02~0.19 ] 5 TH A 3
PRI 2 525 i inv (16) (p13.3¢24.3)/CBFA2T3: : GLIS2 il 3[4 L 1(16;
21) (pl1; q22)/TLS: : ERG @il & ZE I 1 (10; 11) (p12-13; q14-21)/
PICALM: : MLLT10 £33 K 45 5 - 12 Wi 21 2R 40 i L 191>0.80 HLH:H
JELZT A0 B HE 4511 20.30, A8 H TPS3 Hk [N 5 AR T A Ay 14 W Y S Rk
TEHE

HTF oAb L) AML
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F2 JLIEAMLIEK S 2

fERE il o G P

M PR A58

R4 1(8;21) (q22;q22.1)/RUNX1: : RUNXITI it & JE A

inv(16) (p13.1q22)31(16;16) (p13.1;¢22)/CBFB: : MYH11 fil 5 5E 4

IEF A, IFHLA NPMI 2[R 2878
IEF I, IE B CEBPA JE K XU AR B bZ1P [X 58748

1G] CBF-AML P o-KIT 3 K 228
AFFEARSE a2 F A Hopth 2B L

FfEH 55 7T SO RIR 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 fil &3 ]
1(639)(p23;5q34.1)/DEK ; : NUP214 Fili £ 5L K|
1(7512)(q36;p13)/HLXB9: : ETV6 fil A3
t(v; 11p15.4)/NUP9S JE K i HE
1(9;22)(q34.1;q11.2)/BCR: : ABL1 il 5 £ 1K
1(16;21) (p11.2;q22.2)/TLS : : ERG il & FE A
inv(16) (p13.3q24.3)/CBFA2T3 : : GLIS2 Bl SL 1Y

(105 11) (p12-13;q14-21)/PICALM : : MLLT10 il 5 JE A 1517

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

W2 HME I 403 T 4<100x 10°/1

IR AMEE 2R ARG | AR A 28 2148 1 IR L 52 AL I

55 VT RS IR YT 28 K MRD<0.1%"

FREE NPM K 248 5 CBF-AML, 2 481 SI8Y7 5 40 1
MRD BRI R >3 4 log B sR /K F-<0.1% #

TCE&FAT MRD A ) 55 34 B - 58 4 22 '

o

i MDS £ 1Liy AML
i FIRITH T RRIE A 28 KA #E MRD>1.0%
FFICEAEAT MRD R, 75 B8 R AR 41 e 4611>0.20

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

AP
TP53 FE PR A4 i 58745 ©

T AML O 2RI R FLIU s CBE A0 AEE T s MRD S /NG R 5 MIDS D i B A S £8 B A 5 * A M =3 S AR G e (uf
S, AL HAR IS B A Re 58 8% 2 i s AL A 3 sl s 2 = A (a2 K (HIC A5 48 S A — A5 (A L SRR R N A7 AE 22 AN
{1 2 U O LG X 30 Y R L 3 1A e (PR BT L 50 200 1 AN e €5 1 5 3 (B0 CBF-AML) ™5 0 SR 3ok 2 s s 1y 5 1R A 4L
AML V754 ) B 5 308, DA R HCAE S R B U B i 0 5 © 24 TPS3 6 [R] 2 28 FL LA TS 15 s 0 Oy 3 £ PR 22 s 2 AN B L I TPS3 R PR 284, 14
TP53 HE PR 5848 B 17 5 e (i 57 (17 5 Je (A SR B 1 7p-) , LA IE 3 17 5 e (R TPS3 JER S AR MR >10% , 45 [ R 2E 14> TPS3 JE[H 5848
OUHAZBORE A 10 98407 17 , HGRAEIAR<10% , 4 R g I fE4 AML LB, AT T8 T FE 2 5 ek S 22 2 B0 UG s« e Ak

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

THIT IR AL 7 9 BE AR IR YT, DA 3 ) K
TR R

(—) IR ARG ST

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

1. B2 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% 4
12/ TR O 7 d) -

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

4, HE 25 5L 25~50 mg/(m?+d) (A] B A F2 3L g
ol B R A B HHT) >

5. A T I A2

()FEFRIT

XFF AML L5 SR IT , 1 AE LU i
TR BB AT I E A 1 n] R A 4

A Y ) 25T HERE AT 12 81
HIT

LB HRIT R DA R (R A5 R+
1) HA 7% (HHT+FDRE LY ) JTA 758 (L H AR
TR HPTHELF ) : FRLTEE R 40 mg/(m*-d) Tk 5 HAH R
1 E 10 mg/(m>-d) , 45 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 1~7 K

2.DAH J5 % (DA J7 % +HHT) .DAE J5 % (DA J7
ZHRAEIAT) JAH(IA J7 Z+HHT) JAE(TA 7%+
WKFCIA ) : DA HA (TA  HHT 57 &2 [F] B 4697 -
R MFCIAH RN 100 mg/(m*-d) 55 1~5 K.

3.VAH 7% (4E 2 i fi+HA 7 %) 445 e i dfe
T2 54 50 mg/(m®+d) , 55 1 K 5100 mg/(m’+d) , 5
2K 3200 mg/(m*+d) (Fz K 400 mg/d) , 2 3~14 K (Tif
ZAFATIER A 28 d)

4 A% 7 %8 - A0 IR i HAG [HHT+ B4 g
 +0% 41 HE 1) 38 X F (granulocyte colony-stimulating
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factor, G-CSF) ] AEF 1 MAG CKFE 1R + B b it 17
+G-CSF) K id AG (22 A R 40 5 5+ Pl A
+G-CSF) A% 7 & VAH ( 4 25 72 57 + Bl ¥ g
+HHT) IG5 & VAH+Zs B 3L Ak 259 Cln Bl $L i
VG Ml ) I % iz e bRl e [R] VAH &8, Hop
HHT 1 mg/(m*d), 55 1~5 K KICEMR DY 2 A 24 %
£ 5 mg/(m”d), 55 1.3.5 K ; FIFELTT 10 mg/(m* 1K),
R 12 h 1,568 1~10 K s 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 F 40 3 %0>5.0x 10°/L, AT 87 A G-CSF) .

HR A8 £ LA YT 25 9 (T 2 72 B S 47 A=)
SRR, AT AR BE R0 A ) 2454 ARG 35
BIT SR,

(=) IERYY

LSBT 5 3R 8 2 A 0K fa 28 s L Ek
ANAT 2 10T 20 AR ) o A AR L AR et e
WA M IR [ 1~3 o/(m?+ 3K T IL IR T 3~4 1
J7 R A IR T B A AR L AT A i B R T .
(1) MA J5 58 OR H6 BUER 55K 6 U B 0T + B A
JE ) KFCER 10 mg/(m*-d) , £ 2~3 d 8l K 4T
R NR AR 20 mg/m?, 43 1~2 d 45 25 5 PR 4 1~
2 g/(m’ W), [BIFE 12 h 1R 5E 1~3 Ko (2)HA, T
HHT 7 &[5 5 283697, BB T 1~2 o/ (m*- 1K) , [1]
B 12 h 1R, 56 1~3 K. (3) CLASP J5 & (Fap i At 11 +
I 4% T B it ) - BB I T 3 o/ (m?+ W), [BTBE 12 h
VIR AR 2 d(4 7)), a3 3 d(6 ) ;
7 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 Jig i 2 000 U/m’ (15 % J5
1 FIBTRE AT S 45T ) o (4)EA 5 5 (IRFCIA 1+ B b
JITE) : AETATE 100~150 mg/(m?-d) , 2 2~3 d; fif
BE M 3 g/(m’ R, [ fF 12h 13K, 3 2-3 d
(4~671)

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

() A F53777

H AT AML LR AERRRIT ARG, L
AML AT HUNT 75 AT 4ERHIRIT

L2 HOTR + 0 W e Ak R O % i W R 20~
30 mg/(m*-d) F iz 2 & B IEE4 50 mg/(m*-d) F i
10 JEASHE N L AEIR, IL A IEER™ S 7 48 T .

2. B P 4 43 T4 200 mg/(m?-d) R 2 & 45
208, i RE 48 J s B AR A b R 2 JA] A5 6 SR Al
B hndE R 20~30 mg/(m?-d) FUR 13 551,

B 50~60 mg/(kg-d) TR 2 & 455 2 JA , 4k +F
48 JH

3. BT LA AT by FE Al B HEHF T 26 075 mg/(m®-d)
IE 1R A5 3 A I AR 48 J8] TG S 4 s
LR

4. %A BB AT F0 s 1 LT T /N5 )
250 (AN B Je ) 4E iy 148 AR SRR
VAR A HERRIR YT T SRR b, A 8 S A
Fi e .2 mg/(kg-d)x28 d, F K 120 mg/d 7,

() FRR A 28 R G0 I I TG B3 97

JLEE AML I 7E 4= B A7 0 W] B 264 8 PR 3 5
TR BT AR 28 R G I, WL 3.

R3 OAFEAFEE AML LSS A TSR B (mg)

S (%) FH e 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
1 AML A 2 PEBE 2 F R
L1 R Rk X BN RS

(French-American-British, FAB) 73 %% s M4 . M5 &
L, Foh B AT AR 18 D e 55 17 AR A5 i
TS A RS N R S o 24 A0 JE I A 40 T %> 100
10°/L B 40 & IMLA7-AE 41 HE 40 it i 55 25 22 38 ) Ve 5
XAFTERR 28 R Gk R AN il K 4, LA
VAT B A 1 00099 200 B 1 JB UL, 76 B U N TR S
Jei B JR AT 2 K TS, LRI SR EH

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

4 .MRD

AML A Ay i 2 rp  MRD 5 AR Z
] 1) 6 2R 7 224 o 1] e R A 3] THIESE , HLJGie R H
WAR b MR G0 7 92 , B R 88 R o S B R [, {HL
MRD FAPEER S5 AN K 15 A5G .

(—)MFC-MRD

MEC K MRD (147752 H mi e s FH 0 7k

L.MFC-MRD #EACZLR - (1) B E s oM MAEA .
AR A 1WA 5 B 21T MFC-MRD 4347,
F R IREAR T AE 3 d AT 40T, B B AR AR
SRAE 2~5 ml BRI WIS 2 DR R A 19 100 TG 1 R A5 B
B , I 4 HE 28 LG 451 >0.20 Bfd 7] T2, 5
T R B 10~20 ml FEAS , O T B A A I AR i, 225K
PR A MR R /D IR F) 5x10°, J5 4 MRD Wi o H:
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ARG AN SNE MFEA , (2) B WREAS -
/0T 2 ml E W, U | h NIERS e 2 ANl
4h,

2.MFC-MRD K W4T AR HE7E « AR SR 25—
it FZRA 1L R G fouy2e 3R AL N [m] 1 1F 8 4
JOFE R0 B SR EAT MRD ASI , 75 A 45 AML 427
Uik . B CD34.CD117.CD45,CD33.CD13.,CD56,
CD7 .HLA-DR, W55 4.,

3. MFC-MRD & I B[] K £ B 5 ) 3% - 156175
FRYTHE 28 K VILENAYT JA 5 28 R (B N —y7 R
FYHT) o AERRIGYT IAE 4~6 D A 1 U0, 15 245 I AG:
1K ARPEFE FIRIT 5 MRD ZKE2E47 LLF fE 16
FE AR IEEE (E 1) .

(=) F MRD £

PCR J7 155 2 BLSE ) 22 1 PCR AL PCR.
PCRAVKRE T HA LA R it AL 2% 2% 1) AML 2L, A2
#E NPMI L[ 2878 RUNX1: : RUNXITI fl& 5L
CBFB: : MYHI1 fl & 5 A KMT2A 5 A & 4F |
BCR: : ABLfl&FE R . 5340, AR SR 1 i A
Oy TR kB IR R R T
I T] AN S AR ], e TSR 4l 3 95 1Y)

AN [F) SRR 5 A% S FEAE i AL
S il R

(HASE R, X T CBF-AML
J NPM1 & H 2848 AML K 56, 1] ﬁgggﬁ
FE LIRS 5 4 2 fff AT R 2 4G )

H 4> F MRD fik K °F (MRD at
low-level, MRD-LL) , Attt %] F 37 =X
MRD B , 43 F MRD T 46 I 5 {4

L AMLYBYT RN (bR AE " #8407 . Z I e B
e e e 58 & R A MRD-LL Jf G4 R & & 1)
B BRI 5T A Sy a2 B RS AR G 4
MRD FEEEA77E J2 6 1+ 40 M B A5 05 N R 1
SEE R R an AT 22 5 AT, T
I 298 16 A% A T R FH T 4 0 A By 48 ek i T 4
MRS A i S ) S e iRy

( =) — AR ¥ (next generation sequence,
NGS)-MRD

X F 5T NGS i MRD , A [ i ] 5 2H 23 A
DR TS AN TR SCPERRAE R S . EWE B
T VR T BRI AL B S s bR . W
BB ZAFE R R AE T, NGS-MRD 25 g A6 1l £1) 2.
A JUAERITA I, A5 AU anfer i B = AR TE
Tl Je 22 5 X e (] AT B — B . 55 b
NGS-MRD J5 & B0 3 A Jmy BRAEAT) 5 2 — 20 W1
Wt E TR 7 L1 &, MFC-MRD 5 NGS-MRD 45 5 5f:
ANTEA 3 AR RN, UL T EA B A
FI BT

|mrmwenrnnex|  [morEsenTsex|
} !
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 Jy Bl Nk B 5 0 T 1R 7 T DA AR SE P 9 £ NPM L SE R SR s 0 85

R 7 A 26 2P B 2R I , 55 1P RRE IR I7 e 45 MRD>1.0%, W8 N TR 18, 2 58

(2%) VA Ry IL, AR 2Z H5E 4 2%
f#fE MRD-LL(MRD-LL & & 15 X

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

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

Je AR RS

&)

AML  BERAIR4IE  CD34.CD117 .HLA-DR

R 25t MPO .CD33.CDI13
8 F P CD11b.CD15.CD64.CD65
AL R CD14.CD36.CD64.CD4.CD38.CD11c
A% i R CDA1 (B I b AEEH a) .CD61 (HEEH Ia) .CD36
AR UES CD235a( Il A& H a) .CD71.CD36
MPAL & MPO (3t =40 A | G2 20 204k 2 sl 40 0 A 27 ) sl P 200 43 Ak (AT 20 2 390 AR S M 40 il fE 2% .CD 1 e
CD14 .CD64 7% i il )
T# S5 CD3 (HT CD3e BEHUIAR) 5 32 16 CD3
B & H CD19 PELLUF 2 /0 —Fpsi 355 : Ui CD79a ., cCD22 8¢ CD10, 555 CD19 £ L F 270 2 i F35 : CD79a ., cCD22 &,

CD10

T : AML K P86 2 I s MPAL SR & 26 580 20t 11 I s HLA-DR Sy A K T A0 BT DR HU 5 ; MPO Shy it S8 AL Wy it
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T AMLYG YT B B b v

I AR50 VA R 25 JR i P s AN ], HL i IR
SRR 3O T4 S R B TR 3B
HREATH B L I AL AMLIAY T RN 1Y)
PR REE T .

1. 58 G2 ik - B A 2 I 46 A0 L 91 <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 I 43 I W 2% K 2 (complete
remission with partial hematologic recovery, CRh) :
ANC20.5x10"/L HLIfil /MR ITHE=50x10°/L , 745 HoAth
TR

3. SE AR A 5E 4 I 2 VK & (complete
remission with incomplete hematologic recovery,
CRi) : ANC<1.0x10%/L S ifil /M T4 <100x10°/L, £
& HA 5S¢ 222 fifbrife . 4 [ CRh (CRi, ) CRi
WA ALEE AT CRh i AR L

4. 585> G AT G S BRI LB HE A
- 0 HE 40 ML L )AL 012 T R R/ 50% HLR 2
0.05~0.20,

5. 02285 78 M K AR 7S (morphologic leukemia
free state, MLFS) : 5§68 58 2 i 4f 40 A HE 451 <0.05 5 45
HE 240 A T B8 /AR 5 &1 J&] 1l TG S HE 4 I 5 TCE S b
AR TG MK . MLFS EZHF T IR
W

6. JC R : f8 LR T AT AR 7615 1Y
JOL DA 5 AR (o 2 A7 AR SR AT U5 5 07 RIBYT
Je BB B AR YT 180 d S ) L R AF A E A G iR
CRh, CRi, MLFS =% &8 73 22 fiff b5 i 1), BIVAL S
JIE

7. 564 G f# . CRh 5 CRi AN MRD : 92 B 7 #
PCR .MFC 5 NGS KU , MRD {1 T~ 22 S [ {8 (4 5¢ 4=
Z%f# .CRhZX CRi.

8. MEVATE AML: AR A2 1Y SN T 15 m AT A 3R
158 228 f# .CRh X CRi.

9. % K1k AML: 5¢ 2 Z&fi# . CRh 2 CRi J& & #
1 2% i 46 240 1 L £51>0.05 (BR b IL AR 7 I 5 i P
A A A SR PR SIS J L B O 2 B ( 2
D ATRE 1Y 2 YA R Ay ) 5 i A h 3 il e 20
LR -

10.MRD & % : (D) AEATAI T 74 T , MRD B4
ALY MRD % BHEDHE A MRD & & (75 4256 2 IR H
HEAG I 52 4% ) 5 (2) X 58 4> 22 i £ MRD-LL ., CRh £

MRD-LL 5 CRi £ MRD-LL # )L, 52} % & PCR 5
PRI Y 2 Yk (a] B 22 /0 2 J8)) MRD #8 D150 Jin>
11 log, RIFE A MRD & % .

N R MERTE AML IGRYT

Xk AMLIERBE 5T B0 N 2R 65 A
R FE] X5 IR T BTG R IR 2P R
R AT 259 00 o] R DL RO B A7 AR T RETE &
MR TT MR LR A, BN B R BLE R
PEAT VR 208 0 RG A (U RNA I 45 ), 1 8L W
PN TES HUG R RS B0, RT3 T B A ) | S e
TRIT T R SR A ALY ] R F ik
A YU AR T MR T nT 2 R PRI, 3k
3 MRD ¥4 P 5 JUpeA 73 i+ 40 M RS A, A b ml ik
FHUA N HERER T 58— Fh s LA

1. FLAG (38R $7 3 + B] % e 1 +G-CSF) 77 %
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) (K
1300 pg) , 5 0 RIF 4R, 2 5~7 do XFBEAE B
25K 1k ok 2RI 300 mg/m? 1Y Ll R0 42
S L, W] % B AE FLAG LAl b 7 B FR 26
25

2.CLAG (FL i i+ E A +G-CSF) J7 58 : o
$IJE 1% 9 mg/(m*=d) , Fx K i 10 mg/d, 55 1~5 K, 4k
50 BB AR 1 g/(m?-d) , 26 1~5 K (5 5 hr i 3
[E]B% 2 h) ; G-CSF 7| & [7] FLAG J5 %"

3.CHAG 77 % (P 5 41 B 2 +HHT+ B 4 Jiig
+G-CSF) : I 5iF %5 & 6 mg/(m’+d) , %5 1~8 K ; HHT
1 mg/(m’+d), 55 1~7 K BOHEHETT 10 mg/(m*- 1K) , 8]
B 12 h 13K, 56 1~14 K ; G-CSF 3~5 pg/(kg-d) , K
300 pe/d, 25 1~14 K, A0 A I A 40 B T E=20x
10°/LAFH o

4. %f‘féf}’fiﬁib‘i(gemtuzumab ozogamicin, GO) b
FEREEYTT %GO 3 mg/(m*-d) , 55 4.7.10 K, B 2=
P AL 259y [ M7 {3 20 mg/(m*-d) 55 1~5 K, 8§
BT LA 75 mg/(m®-d) , 26 1~7 K, o] 3% M d b &2
3 dIFALIT 259 [ B 55 Fr 8 & 10 mg/(m?-d) , 4 3~
6 K 5 B HEAE AT 10 mg/(m?«¥K) , (1% 12 h 19K, 56 2~
9K ; G-CSF 3~5 wg/(kg-d) , 55 2~9 K], HEAIK
GO [ FH HI 30 min fif F 1 ZEK A 5 mg/m® 5 H & JE
T 1 mg/kg; B AL FH GO Fi T PEAR I Zh BE A% I,
S0 T K BH ZE M s , 7 LR BT 2 R R R v
fii .

5. 4 7% vd Pk b AR R R A9 AR T O
ZE IR B VAH 7 5 IR VAH+ A H 3
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W7 5 R RS SR YT . W] LU A s b
7% 5 mg/(m’-d) , 5 5~10 K. BRIt ZAh, tnl b H
BARE FfL o0 TR B A B e p A 2R SA P S HAh 24
YT % .

S Ui

R 8 22 1 Wi 9 3R W TR AR G AT 24 ) 1) B it
IR A ) 25 4 AT 4 R BB A R e MRD A% [ L 1
{ELAZ BT AN ) [ 5% b XA o) 245 1 1) B e S H e L
B AML R YT R & A AN B, A R0
PLR UM ) 25 VR A0 N 4R

(—)FLT3-ITD &< %48 AML 9 #E a6 Y7

FLT3 3R 275 2 )L 3 AML fc 3 0L () 3 R 2828
Z— SARRBFA R FH—FLT3 M5 (&
FLARE ORWRZEAREE ) SRy )i 22 S o 700, ot
i B S, N RN AR SR . 5 AR FLT3 0 il 551
(ZFLEE 3 B e 55 ) o S R v o v
HN B /D o A K AR B R JE B S
E & M2y B %S B s (food and drug
administration, FDA) 4t #f F] F FLT3 3t [H 58 28 11
AML B

1. & hidRJe : J& VEGFR  KIT F1 FLT3 fY £ #0 55,
INGE A ) AR — 2R T R A BR
Z T T 40 MR A S 4E R 9T (AURR
FLT3-ITD 3 [H 5845 )72 | F2 BN KL W oA 186 1+
YRS AE 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) if AML & & 19 iR
Jri o 2 WKW ARN FH T LE AMLIY T | 191
PR AR 56 (NCT03591510, NCT00866281) 1E £ i 17
el ORI Z R R R AR TR [ T, B BRI
PRIRES Z SPASHERE N T L AML.

3. W EREJE b — Rl AR FLT3 #
30 H N AZ O PR S AR (AN D835 fLRAR ) 5
M . 2018 4F 3¢ [® FDA #tfE HF & e H T B A
FLT3 R AR K METR AML S B, 200
BF R A E SE AT L3 AML A S, H B e
FHAZEFLE e 0B BRI VR A 55 5 4 7 e
PLE A ELA DR RIVE ' . N e+ B B e 5 PR
B 1 B 40 M {5 2 P450 3A B (CYP3A) 8 410 i 571
A H.

(Z)GO

2017 432 [# FDA it #E GO i H T CD33 FH
AML [ —Ze 82 &2 AR YT, Hl i 2= 2 MU H 2
RRSL P /N 8/ B P R e BT

GO By Aky7 7 T e e #Run T 2 L Sodkin v
AML PRI ATHERE ™ FRUEIRITIRG GO AT bl 2 42
= B2 Wi L3 AML 9 TG 35 08 AR AE R BEAR
FLT3-ITD 3£ K 2278 AML } KMT2A %& K & AML
R KRFTT GO ARIEIRE BT, Bl K iK%
ZAMNAHERE N T L AML,

(=) B 4 ffad 34k I 93 A - 2 (B-cell lymphoma-2,
BCL-2) #3597

Yk 4% 55 P BCL-2 o 8 M /N 43 7 30 il 571
BCL-2 J2& T 38 % 1Y SC Bl 4% A . 2020 4 6 5
FDA it 2 2% s R BT FL M6 b PGl I /N5
o BRI T2 WG 75 2 KU R
I RE SASREIN 3Z 5 AT AML B35 . 2021 32 [ [
SLER G TREE 4% AML 48 R A N 2SR & i
Joa CHIE 200 5 40 0z 40 B 1 i ovs ) v 29T 4R e
(2023 477 ) " 4k 2 o b FH T AN BB i 2 5 {7 8
H A o B AL Y s RS Hfh 25 )
M T L3 AML 9 4 20 M 2 4 Pk 5 i 9t
UERH 227

e 25 TP & CYP3A  PHEE A MEY , &5 5
CYP3A 5 e ifil 570 & 75 98 8% 4k 43 s i 5
74 CYP3A 3 sl 1 2~3 d S5 R 4
B TR ) S i a0 N 5 S AT RESRP R
{4 I 255 94 B, O] RE 1 R HE It UGS, B FH sf o 2% 91) W
I I Prpm el LA

JN s I 20 RS

AR 5 fE AML BB LA A G Bl 78
TEM 2 505 SR YT B AR ULIE P R AR AR A L IR E 4
SRy = ) ¥ i e P B 1 R e 1] 102 % =1
MEVH AML 8L S 78 i RE22 i \MRD ¥ [ 517 5%
D il AR, 227 2 %8 X DL AT AT AN 2%
fift 2  AEAF SRR [ R Tt n] 2305 il 40 i e
Fi. XFTFERUNXI:: RUNXITI fli 4 5 K B9 AML
AL 28U EARYTY 5 B85 MRD PR/ T 34
log (— J§ 35 [H 5 1£>0.4% ) o 5 AL 16 97 J5 3 B F [
PR B A T2 i T A RS A

Zi Brd, JLE 5 M AML G224 5 697
RN e B8 SR AEAE R R 26 5, Wi RAZ ¥ T i P Pk
15 L AML A= )24 5 5 45 6 0 U [6) VR T 51858
1I7 25 4L A Ak O MRD Wi K HE X6 77 K i
JE WTE S5 7 & SR JLEE AML IR YT SR IS A5 .
DRI I S 15 U T A TR L B AMIL B4 15 255 1A LA
il 2 3 B AIR YT DR OR M HEL, JLEE AML 2 Hn i
58 VM 4L R 75 AR H A E 5 2 UE 4l 5 1~2 4F 38 A
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izt Z USRS EILE AML LG, 2
= JLTE AML P A AR FAE A7 T i

(3% F#% IRA HE)
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BE I (VIR ) 5 7 PR B R B IR L BE B e (T3 5 AL LA
JURHEE B CRIESC) ) P EE R A4 — W BE B (825 5 M i
L LR EEST UL (T ) 5 SN BERL A2 B B e (] i) 5 ST g 8
LT EEBE (K ) 5 AP RS 2 ] B 2 e I [ 0 2 e (W) 5
AP R 2 [ U I 2 5 % A B () 5 B 9 i JL o
e T ) 5 3 7 B Rk 2 7 B e (3 e 80 ) 5 g s i L T 5
FA7E) 5 INAR A 57 0 B e (BT T ) 5 Y3530 2 B 2 B I
gL BE 2 UL (B ORTZT) s BT LRI B 5 s TRl
7L B B (75 ) 5 80 B B k2 Wi b 5 L 3 B e (2
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