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ZVERE & A IR (acute myeloid leukemia, AML) FDA) E LI 9 NAYT AML Y258 (BELFE 1), %
S R AT R SR P LTI T AR SCHE R LS 3 FDAHEE I T 18T AML
HLAN M S T e S B PR R . BEB K 2R SCHE IR R OT 7 £dke L 455 FDA T 2020 4% 8 J]
HARM R IR U S MR EEMSTFAEY  RARIRIT AMLIYZYIT &8 5 H3E, £H X AML
22 H A A AML 2RS4 22 IR L, IGIT ) ORI IR B i T A T, DX R EDR
o AML BVR 78R DUALIT 6 A S S R v iy T4 piaRs 7 AMLZSRIIRIG ROF A die th il
i (allogeneic hematopoietic stem cell transplanta- . ‘ . .
tion, Allo—HSCT) Jy 37t , 35% ~ 40% M 4F#2 ¥ (< ! E&ik'ﬁﬁ%ﬁ% RRMFHNHX RN
60 % ) F15% ~ 15% (1 LA H AT B . 94T, RS AR ELR
A — 2 AR R R ST &2 A sk i, &4 1.1 Midostaurin
TR 55 B H Z IR 32 1 AT o 78BS 2 T SR R 2 Midostaurin i i 4 & RYDAPT, 2017 4= 4 H 28
BEARMEMESN T 657 AML I WBE & 22t & 1 H ,FDAdILIE RYDAPT B G ALY T IR YT FLT3 2428 A B
ZAE R L R, 20174F4 H £ 20204E 12 H,35E AML., RYDAPT it A RIIF &, J&e—FhEr % FLT3 %%
i 245 i 4 2R (Food and Drug Administration, 7R ) 22 B AU R ) o SR A DG R A AR 2
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(ENSNIREESEYL0 Y-8 NSO S 20 EThraan kv e

R CREEE 2 ERHE R TI6IT AML Y ZGEIA G (R B
FDA # K RAIF 9 (2 [
254 s AL x j; o IR IN
Midostaurin P, O FLT34MHI5] FEALTT I (OS) WL FLT3 578 AML
Enasidenib P, O IDH2HIH] HE T (ORR) 58 RMENS IDH2 2875 AML
CPX-351 P,O AbJ¥ FEHL Y (OS) t—AML F1 AML-MRC
GemtuzumabOzogamicin 0] CD,, %% ADC BEHL T (EFS) ¥ CD,, %7 AML
Ivosidenib P,O  IDHT4MHIF HUE T H(CR) B R MER IDHT 2878 AML
Glasdegib P, O Hedgehog i Ml BEHL I HI(OS) AT 32 5 FALST B2 AML
E4i BT AV P,O  BCL2AHIH R T WI(CR) AT 32 5 AT 10112 AML
FEHLIT I (OS)
Gilteritinib P, O FLT34MiI5 T (CR) 52 RMENS FLT3 5878 AML
AR BT LA P,O  EHREAKLY Il AR M1 COS) 1I7 538153 CR 88 CRi 1Y AML

TE : ADC R ZGWIHLIRIBIR ; P R L e 8 O FaR IULZY ; CR FR S8 &2 6 5 CRi 7R 58 R A AN 58 2 MR U2 5 OS s BLEAF I ; ORR %
TR EFS 7R TCF AR 1 s AML 7R Z20ERE 2 1L 5 t=AML 3R TR YT HISE AML; AML=-MRC 375 1 b 2 5 3 25 B AE AR OC AML

— I [ bR 2 ol BT, 101 BELAZE 717 6118 ~
59 S WL (WL ) FLT3 27451 AML 35, X H M-
dostaurin FIZ IG5 HL7+37 7 22 (PRI 7 d
WA BARKNY 3 T, LA LN B4
(overall survival, OS). Wik 591 H , i OS 43
Bk 74.7 4 H 125, 64 H ,Midostaurin #%F B2 [
15 22% FYBET XS (HR=0. 78 BAfil| P=0. 009) .

FDA IIfi IRV 55 A R , Midostaurin B {2 &% FLT3
FHE R AML S5 B FE T KU | i 32 1k R 4F, JRA3 IE 2K
L.

1.2 Enasidenib

Enasidenib i it 44 7 IDHIFA, 2017 428 1 H,
FDA #it 1 IDHIFA I F IDH2 %8 78 19 & % e 3R B
AMLIR3AYT . IDHIFA i1 Agios FILET LS Rl SL [FJT 4
JE— MR IDH2 587 S EHI 57 . FDA BYALHER:
BT — T IR IR 1/ T HF58 (NCT01915498) , A
41199 Bl 5 KM IDH2 FHYE AML R TP 4F 1 68
2 BRI R i 8 2(1,6) 2k, B N
SRZEf# % (overall response rate, ORR) . Hi{iiFifi 15
6.6(0.4~27.7) 1 , 58 M /58 R 2 1M
W 2% Pk & (completeresponse/complete response
with partial hematologicalrecovery, CR/CRh) 4 23%
(95%Cl: 18% ~ 30%) , H 3% 5% fift 4 £ I} ] 2y 8. 2
(4.7 ~19.4)H o 157 {5 j 3 FELR o SO0 i AR
i (transfusion dependent, TD) , H:H1 53 4] (34% ) i
HIRYT IR B S Il AS M (transfusion indepen-
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dent, TI), BAYF G 1ELE 56 d T ML .

FDA I R EH AR , % & Enasidenib 22 145
iE ELFE 98 ) I A IR YT 3 45, Enasidenib X F
ANFRIGAEIRIT I E BMETR IDH2 2878 AML (B &
(RGP 2 R KU , DRI 205 7 ML

202048 H 25 H , #i &N ml HE AT TE —Ti 23k %
e i R I3 AF 58 (NCT02577406) , % E Ena-
sidenib FIH BUIG YT T AR L, iRy MESR R & IDH2 FH
PEM AML 5 R IR BB EE AT OS,
1.3 CPX-351

CPX-351 & i 44 0 VYXEOS, 201748 A 3 H ,
FDA #it#E VYXEOS F T 9112 13697 A & AML (thera-
py—related AML, tAML) BB B8 A 75 25 G AR A OC
AML (AML with myelodysplasiarelated changes,
AML-MRC) BJ¥897 - VYXEOS /& Jazz Pharmaceu-
ticals A FIFF A& B, —Fh LA 2 LU R A 22 2185 25 A ]
BEMLH (1:5) B BR IR 25 . FDA LIRS T—
T ML B I PR T F 5% (NCT01696084) , AZH 309
%160 ~ 75 2 BI91i2 t—AML 8 AML-MRC £ % ,1:1 i
MLA R VYXEOS 4 (n=153) Rl BL(“7+3" %) 4bJ7
H(n=156), EEL LN OS, HE P4 68(60 ~
75)% kit 20. 24~ A, CPX=351 M tu A& G by
A B E LA (P2 OS:9.56 vs. 5.95 0 ; HR=
0. 69; 54l P=0. 003) .

FDA Ilfi PR PE 87 1A A : tAML Fl AML-MRC # % i
J5 25 AR5 R b B HERR o AR VY XE-
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OS M tb e e fbyy BA7 w2 1 AR ARk 45, & 4 JC W
W25, I TR A, %83 t—AML FT AML-
MRC TEAN [R]4F- % B 2 18] & 96 19 A= ) 2 e ok — 30, I
R 5T AL 60 ~ 75 2 H 3, {HEE W UE A A7 f 46
T BN R

1.4 Gemtuzumab Ozogamicin

Gemtuzumab Ozogamicin B & 44 4 MYLO-
TARG,20174£9 A 1 H ,FDA#t#E MYLOTARG i T
M2 CD,, FYER AMLIRRYT B 2 5 K L) |
JLEES K MEVA CDL BHIERY AMLBYIGYY . MYLOTARG
F W 3 2 J K, & — A 1) CD,, PR 245 1 {8 15k
(antibody drug conjugate, ADC) , FDA 1 ¥R L ofE i i
(824 2000 4% 5 H 17 B, J5 BRU7 RO 2 14 4 (]
B MR 7 20104 8 T . Wi FRARL 2y
R 45 25 I ] R R AT I R PPAG S L FDA T
2017 4FFTF 3 WUk ST A R PR 45 T

5% 1: ALFA-0701 (NCT00927498) J& — T &
FLOBENLIF i AT, 271 151 50 ~ 70 % 9] & AML
BEFE 11 FEHL N MYLOTARG B4 “7+374H (n=
135) f1“7+37 41 (n=136) , EBEX S N T F M AA
(event free survival, EFS) , EFS F i “ 4" 8 2 X Ry
A SRR B R S TR R T R
HRLARERS 62 4, TP EFS 23 51 17. 3 A H F19. 54
A (HR=0. 56; X{ll] P<0. 001) , {7 OS K 27. 54 H
F121.84H (HR=0.81)""

% 2: AML=19(NCT00091234) J& — T £ 0>
BEMLIF il I8 55 , % L MYLOTARG Fildie {4 3 45897
% (best supportive care, BSC)if¥7 £ #]12 AML &
FHE X HN>75 B 5 61~ 75 % Tkt 2w WAL I7
T,V BENLAA 227 BB, h AR 77 (62 ~ 88)
%, A BFEDA OSSR 4.9 M HM3. 6101,
MYLOTARG #f It BSC f & 2 1 4 17 3K 25 (HR=
0. 69; XU P=0.005)"",

5% 3:MyloFrance—1 j&— Huig IR ST, PEAL
MYLOTARG 273057 IR & CD,, FHYERI A AML,
57 ) 5 & 19 R AL AR I O 64 (22 ~80) %, CR R 26%
(95%Cl:16% ~ 40%) , PO TEE KAAF11. 64,

FDA G IR ITEH N by, S48 EFS AN & OS ) 8
FRZE A (A EFS BT RS 5 A G2 it A AE A7 TR R AT I
PRH 8, P AR 8 ALFA—0701 BF 5t (1 EFS 3k 35,

AML=19 BIF5E X R ARG 2 308 A4 A7 3K 25, FDA I
HEMYLOTARG IGI7 9112 AML,
1.5 Ivosidenib
Ivosidenib & it 44 & TIBSOVO, 2018 4£ 7 H 20
H , FDA it #f TIBSOVO H F IDH1 % 48 &8 & MR
AML A 4 . TIBSOVO H Agios /A Al FF &, Jee—Ff
FIXE IDHT 2872 () 7 . FDA B2 2 T —
TH A I PR SY (NCT02074839) 45 5,174 1) 58 & M
18 AML A R 5 4557 Ivosidenib B2 AT , th (v 4F 1
67(18~87)% ,BRAEIGIT R My rh A8 2(1 ~6)
2k, Rk 8.3(0.2~39.5) M H ,CR N 24.7%
(18.5% ~31.8%) , POLIFRrLERT ] (duration of re-
sponse, DOR) & 10.1 4~ H ; CRh & 8% (4. 5% ~
13.1%), 1 DOR N 8. 24 H o 11061 & A FLLk A
B SR TD, Horp 41 451(37. 3%) 2E3R9 T IG5 st J T,

FDA IIfi R IEH 2 W, 5 Enasidenib 4 —3 , % J&
Ivosidenib #2576 57 ) CR/CRh % | 2% fift F5 22 st [a] |, ik
/U B I ) AR 25 DA R R A B A PR RRIE A DA R )
FERE NI R AR 5 KT XURS: , PR 45 T4k o
1.6 Glasdegib

Glasdegib & it 44 4 DAURISMO, 2018 47 11 H
21 H ,FDA L DAURISMO B4 5 12 Bl b it 4
F275 4 S AT 57 F IALST B HI2 AML N BB .
DAURISMO H1 5 A w4, J&—Fp X Hedgehog
W IH 7. FDA B HEE R EE T — 0 2 UL BEAL 1T
HIWFFE (NCT01546038) %4 , 115 il 9112 AML (85
% 2:1 437 Glasdegib Bk A = PR A 11 2H (n=77)
AT B T 254 (n=38) , AL iR & >75 & 5
55 ~ 75 Z {0l TA&IHE AR 2 % ATy . Ak
Pi20 1 H A OS 43518 8.3(4. 4 ~12.2) 4 A il
4.3(1.9~5.7)4 H (HR=0. 46, P=0.0002) , CR 4}
HIA18.3%(10.3~28.6)H2.6%(0.1~13.8),

FDA It PRITH IR X T2 A4 B T0 L 52 FAE
JTHIWIZ AML 3%, Glasdegib 154310 1) 1 Bl i
SRR NHERAL TR B IR T e | AH AR 1 B A
A W AEAE RS, R L 2h T HE i
1.7 #5=%mh

Y% i PR S 44 RMERT K, 20184F 11 1 21 H
FDAHEAELE S sOhr ok G BT P T | ol oy fh i | sl Brpig
WL, T 2A4E (275 %) SURREN 32 15 G4k 7 w12
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VMR AR 1 L7 1 25 AT R IR B 0 GBI B R

AML 83 o 4e28 s AR A 7T &, s —Fh gt
BCL2 /N4y T3] . FDA Bt J& i T 2 5B
MU AT 55 , AdLIRI2 AML R >75 % s K&
Jf5E A e A2 L g e yr o W5 1: M14-358
(NCT02203773) Al 47 sehi kG Bl LA (n=67)
b YA EE (n=13) , LA IS 76 M1 75 %, o Bifi 15
7.9(0.4~36)1H ,CR45M 37%(26% ~ 50%)
54% (25% ~81%) , CRh & 24% (14 ~36) F1 7. 7%
(0.2% ~36%) . Wt 2:M14-387 (NCT02287233)
VA GE 7% S hr A IR S B (n=61) , T A7 4F 1%
76(63~90)% , Wi ki1)i 6.5(0.3 ~34)4 H ,CRHI
CRh#4421%(12% ~ 34%) .

FDA Il PR A PRI R, 4E 7% o hr Sl AR SO 32
FUALTT 1 BB AT SR B TR AR T SR M, 7 AR s SR fin
A E  (EA T 2R R AT R SR AL

202048 A 12 H , #iEYENG RAFSE (VIALE-A) 2
AR IR WP 5T VAL 4R A% Se Bk & BT FLAR
FHTHIRATHZ 50T AMLERET . G5 R 4E45 78
PrA LT, OS A 14, 741, b m T2
FIBABTFLI T 9 9. 61~ H (HR=0. 66, P<0.001).
1.8 Gilteritinib

Gilteritinib 7 %144 8 XOSPATA,20184E 11 H 28
H ,FDA it XOSPATA HI T FLT3 5878 58 R METGTE AL
ANAMLIAYT . XOSPATA Hi 423 281 8 vl T &, 24
AN ) FLT3 BB . FDA REHE 25 T —
5 AR I R BT 9T (ADMIRAL BF5% , NCT02421939) %%
i, 138191 FLT3 972 iy i N 2 R METR AML S8 5 4257
Gilteritinib BLZ53R 77, P AL 4F RS 60(20 ~ 84) %, BE1E
BIT R A28 1(0 ~2) 2%, R ikt 4.6 ™A,
CR 1 CRh 435l 1 11. 6% (6. 8% ~ 18.1%) F1 9. 4%
(5.1% ~15.6%) , 4 DOR X 8.6 H (CR)F12.9
A~ H (CRh) . 106 7] i FE L HI Wi o TD, fE IR YT 5
330(31.1%) H %ELE 56 d ILF AL, & SN T,

FDA IR H PEIA N , % JE Gilteritinib B2 3557 (1)
CR/CRh 2 G fif 4 2 isf [1] , /b Jet HOA 4 ot 1) 4% 225 A B
GAANERRAE I Gilteritinib X 45 & ABEAY G PRAR 25
/N L A P N e o
1.9 ORRM$LAEE

AR BT FLAB T R &h 44 ONUREG, 20204E9 H 1
H ,FDA 7 ONUREG YE M 4E3:477 , FH TARIF 5 3k
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1R E K CRALTE 58 2 G AN 78 2 LR YK & (com-
plete remission with incomplete hematological re-
covery, CRi) A AML 45 . ONUREG HiHr 3 2
FIIF A, N RBTHFLAE Y . FDA Bt &5+ — TG
IR A58 (QUAZARBFSY ,NCTO01757535) 5icdi , A
4 472 B 1LTT 5 4R 15 1 CR (L4 CRi) 1) AML f&
F 11 B 9 ONUREG 4 (n=238) Fll22 g 7146 (n
=234)ENYEFRIGIT . P ALAEIE 68 %, A i OS
(FLEAE L) MR 24.7 > H M 14.840 H (HR=
0.69,P=0.0009).,

FDA IIfi R 5 PEIA N, ONUREG 1E M 4EH7-1697 . N
Tk Z e 22 LR R B B SR ALTE Y Can S 56 9 i
40 MRS AR ) B PR At T A AE AR g, H A IR 25 5
A YRR s T

PLE9FiARTT AMLZSYIAIC E B IR 1,

2 BITRMERBMBRAEMXREIGKFRE
TTHER

S AR 78 0] LA BRI 56 24 4 B 0o e — A
NHE AL EAIRYT RS SRAE A I R AR 45, T 34
HMH AL . ZEIR T AML 25 ) 56 5 I PR AIF 5% 19 BE 1T
H N BE 6 A B TR B ar X R R 1
B SC LA BT R 2 ) R B 2 O B AR A X L i
e,

2.1 FELEIER

1B 1 R V6 T7 AML 259 1 S B i R B 92 1t
FEEL S ALFE OS,EFS HICR, T 30K 0l e o

OS /248 M B3 BEAL S PRAE o] L RIZE T A Bsf ], J2:
PEAS BT IR 25 ) e T SE IR R IF SR & s 2 —, OS
W T REAL BB ST, 7E B PR IR YT (intention to
treat, ITT) AREH AT, OS BIPLIATE T PFAh 7 i
HER TR o, B WL U I AR AR 2R . B BRAE TSR
TS IR TR FEAS R, B R YT R IUs #2232
AR TR YT, SR R AR S PE T (AN A ) &
% OS Fe A — 5, Lh Midostaurin &5 I R A
M, B N 2008 4F 5 H FF- i A4, B 2016 4F 3
H A 317 808 72 81 7€ (data base lock, DBL) , H1{v; fi
Vi) 59 /N 3SR 5 B R 104F

EFS J& 48 M 5 2 Bl A1 31 2 A5 AT AnT B 5 = 2 1) 1)



W19k E7M
202147 H

I RS YIRIT Ak
Clinical Medication Journal

Vol.19, No.7
July, 2021

B Z A IEET B R SIRITRIMY  EFSAE
Ry 3B T T A A A A R A R B AR
EFS AJ DL [R]SHAR B 259 0 A= A7 3k 25 (BETAE 440 Al
TBIT RO (B R BIRYT R WAE R ) AR S Ui
AR IR YT RIS TT AV A ) 28 LA . e RE EFSAE
S AML BRI 5 1 T B R E R LA R LA O#
YER 24tk AN [F T OS LIS T 1 A ME—F {4 EFS 75 2
AL BB IR YT RN o PRIIL I PRI 5 v X 9 1 T
A 23 o PSSR AE , AR B 37 ST A PO PEAS
WREVEATIE RS, Nk G R B R S 80T AL 45
R —Z0; QUG AR - 5 OS ANIH] L EFS Hy7 AL
BT T8 B . SR, ARASSR A A )7 vk %t
FL2 I R MEVR I 8 A DR 2R P RE 2 R PEA 45 R
SO o AR S I AL i i s 200 B 5% ) Bt

(BT, 2 5 T 2 R R A SRV e 2R T
Fl i BT AR T R R A% &

CR 8 FE R R T B T, AR Hh M8 A7 78 14 3IE
P B VEAL 2R YT OB B BB R AR Y. CRATH T
PAREAIE Y VR R SCRR I B A A B . FT
X AML, FDA SC T CR I 5E R (D B8 )5 4G 20 g <
5% ; @ P RLZH L >1x10°/L 5 B I /Mt >100%107/L 5
@HJE A T 15 248 B s TSR AME RS o H it
A UL, AMLBIFSE T Y CR AL EEG B AN A0 1 PR 8 4, A
I FDA BRI R 5 58, 20 11 46 F0 e - R R 270 )i
o A 8 BT 8] 7, H S5 S LA S A A i B () 4 A )
CRERTFRYETE] . AL A 4487245 (Enasidenib | Ilvo-
sidenib . 4k %5 55 $i 1 Gilteritinib) 42 3£ T CR £ #E 3%
He, A3 A 5T . CRAE N EELN,, il PR
5P IR TG YE . B2, i THk = X R4, /A
BRI S B Y) CR AT HEE AT, 76 5 S 50 ik 1 B AL
X HEREZE i, T BE A AR A 45 2R | 3t 2 0L T PR
A5 AL )V AE RS o
2.2 IHRIe ABERAERE X

KR R T X 9112 AML 1Y 8 SURh 58—,
EGF 52 S M VR RIS B T 52 H R AR T 1Y 2 SO A7 7
%5

BRMER R R L O R IT (B R, (TE L
i — ST RRIRYT A A S B U AL (YR ) o UL, 7
T RV TTI, N 105G B A - D4 22 3 AL Ak YT 1 fe /N T
FEEL, T nl e SO “MEVR s @ 2 A AL fbyy (bl 4L

JRLFT ) B9 R85 IO AU i i T A7 (1) 245 W) 2 R B 1) 5 B
IR YT R WO 2B — ok U, — 2k P35 B3R
FrIT AR, R R R AR R (52 e 5OEYR ) o
fFan, B TR 7 2 I R AT A 3R 45 CR, JLIA
ITA R4 CR, J5 1232 S 5L R s 1+ 2 B A L V697
J B 5, IS T R — 2B T R

ANBET A2 H AT B9 AML R34 2 AMLIGTT 254
i PRAMF 5 Bt 1 B R AR 2, A HG S SCHDAN B8 335 W -
£ Glasdegib . Ivosidenib(—4k ) |4 %3 5o b i SR 5T
=75 B S — BRI AR R RS AR 32, 3X A LA
—AEWE DR A R W A i A2 o AR B T AR E
W 7Abh, FRMFSE b AN BB 37 H LT SR iR
FEH G IFIE ST 32, G0, & gy 25 )i 2
HITE SRS, B NTIRIT I>60 % 1Y 'B DIRE R W 45,
X3 SO AR o 1 W AT — 2 A 0 . PR, AR DG
WGV TTT , N 2855 F 5% 3 A e T30, T MO ARE A Al s R i
B A S, IR AT TR T
2.3 XTHRAREE

OB rh X B ZH A S 5 0 1 e B 1R METR
J7 5, TOhR T S R S5 Y A 5 R Y X AR
ZH I ARAS WA FR T TR AT

X Z AR AEIR YT (A 52 52 R METR ) 1 AML R
L AL ok B A ST R VAL 25 ) T ORI ek
H R Tl = % B | HAEAC S0 SRR R 4598 1)
TSP AN T AL OGS BRI 5, DR Ok o PR T 9 A e sk
5ARRESA XK. il , FDA X Enasidenib | Ivo-
sidenib Fl Gilteritinib (Il R # 1742 25, #7423 T
/> i i ) S 30V P L CR R R LR [) , AR LA
TR H AR R U, X S 2 W B A WA I R
s i o

ATy s B A Sk B, SR I AT SRR R R 1
(Enasidenib . Ivosidenib Fil Gilteritinib ) mk [} 25 44 4t £
(He7s L) | Jo o8 30 5 ORI T A e PR BEATL X R A
5% TERRIEPERENLN B FE b, OC T % A iy e 4%
OF PRUEIRIT 7 5, P12 ] i 37 58 AL 7 1) AML &
LN BB 7437 07 AR R BEZH (1 Midostaurin,
CPX-351, Gemtuzumab Ozogamicin) ; @ JCAR fE IR
J7 %, N S AT A RN AT ATV A SRR T AT
BRI % . B, Glasdegib JCEE I 5% o X AN RE i
2 H AT AML FRE 2 BRI A DR T AR
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VMR AR 1 L7 1 25 AT R IR B 0 GBI B R

X} HR 4 s Enasidenib Y1l R 58 (NCT02577406)
o R XA B AML R, HITSE 2 N 4 Fhor
8 P L — (I o 750 A L, BT L, e
KRFAITONE IR IR

3 XTiRTAUERNRAYHLNE

BRI s b, AR T AML 25T
E A FIG IR £ BB PRI, T AfFR E SRR AML
RIS TAFAE 25 5 , R ERI RBF T AR
(RE IO

e, PP AML Y AR HLH] 2 WS IE T 7
A KRR . SR, B 1 AML R AE IR A7
TEZS B35 B AMLAIZ B AR IS R 67 21, T
FKE AMLYIZ I TR AERR AR 40 2107 R, 38
FE AML 8 1A L S Y T fEE B 225, >60 %
AR RN, THAERR AML R S L . —T0
] N B PO R AT T 1432 9032 AML R, 60
~69 % 70 ~79 % 180~ 89 % Wy EAFHF 49
10. 5% .4. 1% F10. 56% ; 53— 4 822 #4112 AML
B, >60 F HEEMNE 5%, REWIZ AMLBY4E
BB AT B LB R T A2 LITR AR H R )i
ALY , 3O FEE X AN RBIN 32 15 Gtk y 7 ARETF & 1)
250 RIS 7 AR B KRG R, >7 5 4 F1 (B8 A e i
SZRARYT 1 HE LUATIRE 23 R s /D , NI B 58 A
PRI, LT 5 3 R TE P A A 2 2 S5

K EH1Z AML B & F R A R, AT RE 2 i T
T[] e 2D [ 5 )22 T Y R0 LI A o 2 ASHE L H R
AML B H ok By B4 i g & Bl B B ol gE A
IR B A L IRR , X — 2 FE R A SR T 73X — 24 531
Bl M ERE 2 B H AR

LR AT AE 25 & B s P E g A 4
Bl SORACAT DL E AML S R AT
245 1 I TR 56, o 3t fie S5 B AT 5 0T 9 A7 A6 1) 7 00 R
M. LA Midostaurin R 1], JCEERFSE H L OS/E R T2
25, % EE Midostaurin Fll 4 g 57 (M BG40 T ) I6 97
W12 FLT3 275 N AML, 717 {51 88 3 v A5 Bifi 15 59
AL A OS 40l R 74,7 A A F25. 6 4~ A (HR=
0.78,P=0.009) , CR %} 59% H1 54% (P=0.15)"",
R BE BT BRI 9T 10 T2 B2 50 OS, I FE AT 5 %
ST B 5 QSR $E CR 1R Ry B, 5% MY 4 Xt 22

- 89 -

{EARME W Midostaurin B 2E 73R 25 o
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