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W, BT WARALT- #5226 T KR Z AR, BFEH N R %
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B FLT3-TKD LAY, 3X & H T — 28 T oKW Z A AL )
) R IR R IR I R B, A X AR R AR
FLT3 AML EA B S 0 Epid v, X 3R 00 2 /0 F080 o
AT RE SR F TR ARG (3], DARO FTL3 SR .
#Hyr b, PHYLF PETHEMA 4L IEE ST — 5T, PRA4 I
RFLT-3 il m 2= L& e fE A B A B FLT3 (1) AML H i)
YER, T 53 Ab— TR i 78 s A 1 oK B 224k (NCT
04107727 FINCT 0351297) . [FFEFR EER AL, HFFH
RAEIRTT FIAR R B, HAERIT R R APAT, X
F R4 BIVR T 2 A R AR VR IT I AR B S I . A R
&, SRSl 1 E ST R R I, ZKTAEYR T T
JUR s B f i Ko B S 2008 20 B 10 5 — TR IR B,
TE RATIFY B 5EHH, 1R —IRSEA&SM (CR1) HiR #3527
T AT AR I R LR 2 R A I R A ORI 2 AR 3R 28
BZ,

FDA 1) A 4 K W2 bk T 15 S A D[] DA A ) 4
Fr, R BETERGN Ot T R 254 RRIR YT [54]. 1R
I RATIFY W7t KM AR ) ERR IR TT #TE E
1240 A, HEE RS GSEE T 7R E IR
filJa AR BT AR, L, RO SR, A 2
YEFFIBIT o X RATIFY W 701 — Bl f5 o0 i s, oL
TR AR IR T 0 AR 25 A AT 4 Ab[55]. R T IXA
v A R 1t — A B FE[56] -

TERATIFY WA R R, KA NUARENLIEFT H #T IE7E
X RATIFY BHF 72 A4 FH PR oK Wik 22 R DA S 1 ok B LR e 42 (1)
FLT3 i 75135 5 B Je M S hiJeé - (43 7 9 NCT 04027309
FINCT 03258931) #EATFEM LI 7 (b) o

5 T1E RATIFY W 7 R 6k = MRD 85, — A i K il
TR B AR 1) B AML VAT HORS A A, Herp FLT3 #1512
R o G SR — PP AR S RV ER I, IR ATEDL
[#] DA S ERp 0T gt — D R R (A e 7 AR — 2R E
TEHAT IBENLIE S IEAE B 4EFRIR YT (W35 508 e 1) 22 8
FXHREHFFE, NCT 02927262), {HIHAE K} 5t & 7E AML
BITEA D B, JUEAYERERT, 8 H FLT3 #0]
FAN A 22 B R REBE AL [ 7 (o) 1o REIXFER
I AR BRI K8 () IR BOR BRAR Y, (H35 8 3 H Rl /E %
A~ AML G Ho6f FLT3 0 FI iz A8 HAMEAE, XFER
WFFEA K T REZEAT o

4. EXR AR MRBER QIS

4.1. HEB R
& JE  (ASP2215, Xospata) & AXL ) 310 1] 7 ,
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AXL & — MU ABR B SZ 4, X%F AML H FLT3-1TD
f A K E e B [57]. ADMIRAL W5t & i 5 i & e 5
FruEAL ST A EC T35 97 B0 0 FLT3 52748 AML (1) 558 R 56
W 9 B0 O ] B A MK 5 5 B B B T R/R FLT3 RAZ A
AML AT I RTHE[S8]

TXIGUR Y [ B I ARG A 55 7 18 % DA b (1 il
N ABATE A LERRHEIRIT SE 2RI AML R R, B4
SVARIT R, FLT3-ITD 8¢ TKD Z848 [ F 34 i BEHL 2
. —HEZEBRBAIRIT; N HEZUAE Tk
PRMbRUEIE BT TS AP AR En 2z —MEEZ
IR 252 0k S DR I A PR A . B S i A A7 AN
FANEEEMR . S FRIE 7 e H I OS
934N HAvs. 5610 H; p<0.00D., ZWFRMLERE, 5
WAREATT AL, 50 5 e 4 A B s R R AT K 1)
ARSI ] GRS BRI AR RGN S8 [l kot
T 85 R/ YE FLT3 RAZ 1) S 8 & E s [18]. Sk
M o BT R, BB 242 EG B VR YT I A SE L
T CRE(E A CR, Jf HA BRI 2 1) 855 Re i 3h 17 5 5k
DAL I 241 H 2 AR [S58] -

AL VEAN A i) ADMIRAL B 7A€ T AML ) FLT3
FHIFUTF R B 57 oh— A AR . fESRfhE e RFAEE .
& J2 B J& RN K Wk 22 AR [51,59—6 171k AT T RS 393 905 1 36 v R
REBUIHA B SRR B 5, BHIE S BT LSS AR
FLT3 #5245 96 y7 5 10 T IR AL A AR . BRAR IR
TG D BB R AR Ry B — 2R A8 LA T3 B 25)
TR, TR A TR E [ 11 (@) ], (HAESEE

R/R AML ®

Mutated FLT3 at diagnosis or relapse

W, BT FERANNE, SR e IE A &by
T RRIEE B2 . IR R 8 vT REAR PRt & AT (B 11
(b) 1, FEil R LU BHAMER. EAEER
J&, IR IR R K FLT3 2878 AML B AT 17 5 1f
F KA JE B KGR LRI R B, LR 2 e AR
SR, S5 A — /N B35 SiBL T FLT3 I RREE40
Hil[62].

ADMIRAL #JF 55 () 45 RAR A 1 Fifth & NI R (1 ] R
PR W R 3 JELE PR ZGVR YT AR T R DA s e
BEAAER, BAETHAEAML B WA KA GEH 22
5 A NS RN 2 AT FLT3 98735 (1 AML (R 2 4E BB 1)
I RTE S, MATAE &2 iy T o AN 3 T4 5%
e (venetoclax) [IVRYT 7 REAE N H A BhIRIT 7 &M
5, BAMKEER SIS B R S ik iasT
R XKW BESTEAN AR KT

4.2. wh R B

Ti3EHEJE (Crenolanib) X} FLT3-ITD Al FLT3-TKD ¥
HAMENS . T8 SR B X PDGFR MM#I/EH .. -
RIMETE PR B LI TUAE s, B0 FLT3 5%
AT AML BE A T SR B I3RS T A AR A 5
i — DU 38 4 B B/NBUI ST VR AL T SRR B A
FABCR, 250, LEXF FLT3 3] 7 A SUk i B
SRR MR EA T AEWE (CRD %423% [63]. 1E
Ty — TR SR BN R A A4 R 1) 69 44 KR A AT (1 BE K HIAR
IR FEH, o CRiSN39%. HF 51 HL A A5 Al PR LI
J&, JeRTEESZ R FLT3 M5 7 10 B B T B m

FLT3 inhibitor as monotherapy

/' (gilteritinib, quizartinib, crenolanib)

.

1. Model of the ADMIRAL and QUANTUM-R studies

“Investigator choice” therapy

2. Design hampered by lack of standard of care for R/R AML
(a)

FLT3 inhibitor as monotherapy

/ (gilteritinib or quizartinib)

RIR AML ®
Mutated FLT3 at diagnosis or relapse \‘

FLT3 inhibitor + chemotherapy
Ideally, if an accepted uniform chemotherapy regimen.

(b)

B 11. 5k E AML 28 —ACFLT3 B R R B () B 29WE s — 2550 (b) AR HAbA Ry T 77 R BB 25 M i



SNI[64)0 ZZWIIEAFREG FDA [HEHE, (H 43RG RGM
i E LR (EMA) [OfibE. XHBrZ Wi FLT3 9845 AML
BFATHRAINEIEIT G, FORRLE 5 KM Z AR X B
IIT A 78 IEAE R4 T A (NCT 02668653) . U1 S 45 5 /2 4
(1), ABEICAT et — B G RZW1) FLT3 587 AML I
IR

ZH. B8 (Quizartinib) J& FLT3-ITD (WA S0E RN
Hil7), AHER FLT3-TKD WA B IR IR [65-67]. 55 H]
T2 RAMEEE AML L2 4L JE TR 1T IR Ao 4R 15
FK, FLT3-ITD 22748 # ) AML W& %K T 50% [68]. QT
FAZE (ANQRS I E AWM TR LR & — i
BB N . I BRI 5T 2 — & QUANTUM-R
AT, X —TUAE 19 AN B ST I BE L LRSS, 24k
FONFEWR IR TT S5 1 18 5 B 18 % DA b1 5 R/ ME iR 1
FLT3-ITD B4 AML #:% . 5 ADMIRAL W 7025100, Hig ik
B AL 23 Fic 31 22 L% Je 20 5 BF 9 S 0k B AT T &
H. EELBRANEE D, A23%NEESLE2d
SRR IE AR AR YT, AT 4 22%. FL R B4 S
RBAG. A RER T 3678 EE, HphassEms
WBENL R EILE RA, 1224 BE P abr 4.
B RAMOSHECN 624 H, HITANIN4.7 4 H
(p=0.02). BT ZEILERHAQT MK LAY, WM E
LR e N AR BE D A T TS R 2 1 g A RN
I B RH ST AL H 5518 33% Al 17%. ZE4L
B Je BAR NI FLT3 2378 AML (367 3248 17 —Fosr ik
o HXF FLT3-ITD & 8L th i) ik # 1 4 A R4, [RI,
XABARRE T AT S0 T W IR 1 R [68]

REMALERRY, RAZEILECHEEOSHITK
3, (HZEWINA BN 45 120 784 K T AS 0] 38 4 11 JR1 R
PE, BRI B A B — B R A N B IR 15 2
WESE. P, EMAJEZA0 AT 8B R AL, R MR 2
Ytk 2z ii2x (ODAC) ML, 35 [E FDA 45 4o H
HATEAL. 7E ODAC 2121, FDA X497 347 7
SN, I BB A oS R AL ECN 269, T
)OS H I N 204 (p=0.019). REX—SHriEsR T
LB RN SE, BV @, K, 5B E
BEAL > BCAERE 5 I ARG RIGTT, X BE EEM B
FERE IR IT 45 16 5 BT 32 1 )5 SR06 97 1) 53 I 1 #2346 OS
2 U HET VR AL R AR AR . % T QUANTUM-R
ADMIRAL fJF 5 18 3 LA, ¥ 22 1 PR 2= A 5 A [ 11 3%
REE AR T SE, XTI T A AR B MR T AML
X — P R bR 1 A L P R M R A R AT . AR
T, HABEAZFH4E (MHLW) 7E % #% QUANTUM-R Hff
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B A, LR EILE BRI E R/ FTL3-1TD
T AML N BB

5. EAth FLT3 I

5.1. ZHidEe

fEW# %2 AMLETHIRIT T & H, A% IER R —FZ
TUBE ) R BLAEJE (Sorafenib) o 5 K W2 K 1) 45 L
—FE, RhidAEJe s IR VBT FLT3 Sl mi il . &
UEBH, ZA ST DI AN I A . A 24 DL R (I kAR
AR B UM s - A dIE . W RAS/RAF. KIT.
PDGF F L& W % A K B 7 (VEGF) %24k DL A FLT3 %%,
BT, Zhdk)e Stttk 71697 B 40 A s A0 JH 248 it s
[69]. It H X FLT3 RAZ PG AR M GIAE H , X259 %
AML H A — 7 2, AR ZAE HROR AT R SR R T Hoxt
RAS/RAF & 5 HZIKH A1 THE[70]. FAE2004 4, ZHAidE
Je st R AR FLT3 578 B N R/ RN R S HR AR AN v
P, FFIFELE AMLAEE thidE T IR R IR R [71-72].

— VIR N T R R AR BRA T RI0T CR Y
S BeT A MR AR A LD T 52 1 S 9T AR [73-74). %A
TR R, %M RE R TR, JCHEE
FLT3-ITD B4 RA: g ek SR, EKMAREY 1, K%
HEE WP E R . ZAY SR SN2 R HA
RN TS B E s Bl DT R SR A

F A I 95 1F T Bk B2 (Study Alliance Leukemia, SAL)
/INGH EE ST J (1 2R i AR JE B AL 22 B 7R 0T R R 2 7E 60 %5
DL E#T 2 AML &3 R 3EAT 1 [75]. TEZIF TR, &R
AR EARAE 7H3 15 ST G 58 = R4 2, FFHr8n i s
AT T =R S R RACGRILE T2
AR RN, T HIERERILH RCA 7 3. SR, EREH
R [ A 5538 T R 2 XA A T 1 206 TT A ST (i 52
P B, BEJSE SORAML 3R 56 HFH 25 1 BE AT { e
160 % LU R B AML &3, LA FLT3 RAZR) B
[76]. XAZ—TREHL. WE . 2R IR R, 78
E 276 4 B E T, F b, X IX—ER AR,
WA SR, EFMES ST E R R bk e nT i
FHT R WEA ) EEE SR AT FH A E (event
free survival, EFS) (12 [76]), =5, ‘I AER4K
EFS N 40%, ZEA4N22% (HR=0.65, p=0.012). &
RAERAM LR KAEFY (RFS) HEHEEK., P4
MIOSEA BEZR, TReAL B N7t A i 55 Hs A
B, IR OSRIME B EER . fE—TEIEK
SRV AT[77]H, OSHIZERFE N, RAAEEHR
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OS =i th 8%, HiZZERFRER Gt REME. — WXt 46 4
FLT3-ITD B RAF 35 AT AR R R W], RivdE)e
52 AM L, HOSMRFS ¥ ks, REH A
LR Gt BEM . ERERNZE, B FLT3 R EH
MArHT G BR, EFSUISREZE, XRP\RNIEBIAEIERAE
BFE P AR HEE.

100 4%,
- 804
e
s
S 60+
@
@
£ 40+
IS
g
o 204 Placebo N =133
p=0.01
0_I 1 T 1
0 12 24 36

Time (months)

B 12. SORAML W} 48 76 312 Wi 1) AML 5 ot 22 4 JB 5 e B kAT
T HH . % Elsevier Ltd. V7], ©2015, % HZ % CHR[76].

WORAFE (A i Atk i 7520 (ALLG) feilixf %
AR B 5 R PR AT T T — B E AL, H4h
SR BFS 8L OS AR RE1S 214 3 [ 78]

52. 7B e

e e (Sunitinib) &5 — T, ZANGTRY)
BN J9& PDGFR. VEGFR M1 KIT 3244 (K4 20475 . BE
&, EREEEE Y FLT3 50, FF 4k ] 5e P 4K BT A= BY 0
SRAR Y BB AR R BERR AL [ 79T, — TR LIRES Bom T 1%
ZIWIE TP B2 B U R PEL61]. B, — IR
5oxt &7 Je B B Bk A bRk I ST AT RZ W AML B3
MG BLEEAT TR [80]. TEARWE LA, 50% 1) FLT3-1TD
FEAR F % A1 38% ) FLT3-TKD Hi& 528l 7 CR. HAR R
RALHE B BB e R DR ST . BT, MR
YIJEIt AMLIGY7 J7 T 9T -

5.3. kA& e

KAt # e (Lestaurtinib) J& 55— F FLT3 401 5], H
AT C R FE T — 2k AML B3 . 5KV R fr e 2
—FE, SRAhE e 5 —QFLT3 #kFI[81-82]. % ZGMITE
AMLI15 5 AML17 350 52 7K, 33X P IR 46 0
HREW A A E (MDS) B2 AML H i K
BTREYE I3 2 i ik B . 423k 500 4% FLT3 5848 3 9 b
WU BRI EH, A TERRUE S 3 Rl L2 ok fh B e ihyT

BB bR UE S SI09T . WRIGIELLAT, X T B it
TSR ZF TR, ZAWEA RIFrIm2HE, A
A B R BER LG RIT 2. SRAth B JE B IEAE S AML
B IIRTRIRIT T %, R ENE T B8 5 R L2
PSR AT I BB [83]. FE— TR IR+, #F 7 B
KR RA T JE B2 IR T IR IR 25 8 A o RIR £ SRR B
&G IRST 2, H HARRESEILCR [59]. 7 —Tigr X &
KAEAML B35 FIBENUET T, FEF RO TT J5 W ok
B e A e R R 2 T R4[62] -

6. BIEEHEATT

EAML B SRIT RN JG, A RAFR B AL, Xt
B VR 8 A AR )RR 0 A R R R SRR RS A
el jefE FLT3-1TD B R A v, WE W], #HATi%i0
JT 4R R IR S O R A7 22 [84-85]. AR, FEAE
Ja YRR T MR TE BT 28 84 1) AML H #4775 4+ 1L [86—
871 AMUEAML, 7 H A MK RS e —FE, B
T A MU INR B AR R, B e AR B 1 ) &
PR EL 2 PR 1 A5 1D 52 A T e R a4 41 751 2 M9 1 88—
89]. FE M EH MR IHEPRES, RATIFALL+
IHE YRR X R E K TRk Hah, e g
Gt B AR, AT I NG B S A 2 g — o =
M. BbAh, MELR Bk, BIBAER . RIDEM R RG AT
RE Ll H At 2 553 554G /8 0 3 BT 0L 24 4 k4 e A 28OR
[90]. B4 E FLT3-ITD f 61 H I, X TR s 4
FRURIT 4R IEW 3 k. &AEWE, FLT3-ITD [ b
RMPIRE RN FERER, X —FLF R T s
T REL G YEHETR T DA 1) SR RV 75 P REME

6.1. 4 dRJe

FE LTS 5 N B AT FE I 28 — A FLT3-1TD #7122
k) (Sorafenib). HARZEHIIEIEA K Z E AML
FUI) T I % A R VA 75, AELOC T & I BIE U A A
B2 A4b, HAEE TN, KRR 7RI B
TIPS . 20144, — T T AR A0 7E 771 o 34 50 i 1
RS [ 22 4 FLT3-1TD BB %, B 1M € [FFh 4k
Mo e S5 I B R 29 32 )R [91]. I H S ) B 1
NILES 2 8 R Ml H ARG R 20 70% K T 44 DA
S ANORT R R 0 B O R I R AR S P I
[EFIANE, RBLAEJE AT AAE RS AR T 45~120 R 2 (8] F AT ]
W2 Hen 2, fR—Ik, 28 ROV —ANEM. X IH 5%
M RE, RIAEEBBERE TR ZEMZH, &



KM 52 57 2 A& 200~400 mg, FFRFIK. HEEMEFERY
75 il DL Rz e, IR AR A e Sy O o . — 2
BEEI T RUT 2R YIE £ (graft-versus-
host disease, GVHD) FJZLEE 2, 1H 15 24 )5 i IR B v
Ko BT RANT- 2 A 2 b7 A 8 mT DA e d 3 1) e AR A7
AT . B, N AR R — 4 R AT T
JPERFE[92]. FEIXTMEFLH, %E5E 814 HAT FLT3-1TD
RAFH) AMLEEZ, ABATTAAE 5 39697 J5 48 T CR1 [a] i)
B TR, EXEEET, 26 8 BEHKT
RhAERH, 182 T B e Rh AR R 4EFRR YT . X
H Bt e RIEZ B h AR R IRIT I B k. BT s
BER, BRERHA2HEOSHELINE (M 62%IRTHE
81%) , 2 it & A 17 (progression-free-survival,
PFS) AT (M S3%IRFE82%), ZH2FERE
WAL (N37.7%FFE82%) . 4257 R IERIN 200~
400 mg, FIARYE T B R/ E . BRI B A, HoAd
A BE L E AN R AR iRy, (HRZHUER
RN 2 R AL EC 336 KINFFEHEYT . 53— T [E] P A
XS 27 IR S ¥ 2 R AL AR JE 1R YT I FLT3 KA (L
B8 TKD /A%, HANTID ) [ AMLE % 3T 7K 5%
[93]. H: 14E OSMIPFS ¥ 92%; K 2 B8 1 [ BN 2 4l
H&ME A2 R R I8 . HoAth JLIT 78 24
1B T 2RI 25 R [94-95].

B 5 [ B P AP 5 P A AR AR AR B, BN 53 ST e
T — RZBIRTIEME R . Pratz K H RS [89148 55 T 44 &
Beseid BIE T AR Callo-SCT) FHA&IN i FLT3-ITD
RAFHPEM B, BHATESIUERT R, RAIERER
AT 4. JHIRRT, BF B0 200 mg, KM
U, T RIGFIEIIN, 24 03 8k 4 25 MR kb 5
o FEET SR B W 3 B4 R R, L/ NRR D
FEAE LT [FIRE S I K2 BUE 3 TRVERN 52 400 mg (71 &
BF 70N 01X R 56 IR 1) FLT3 AR 40 155 S 24T 1 2047
HAERUSLFLTI BRI E o b Ron . HEAEFERENLE,
FLT3 $ AL F- 5 i 52 M B v e BRI AR oG, IX R B 2 )it
FH 700l B S LT /D IS, FLT3 $ 7SR 174 - 36
N HIEF OS A 76%, (HIFHAAELE RN 64%. A2,
RHAERIBIT G, B bR B GVHD [l gEME & T 5,
XMW RIT R R AT R R M 32 T . RYEsh i 7t , B
i B AT ZR B AEJE T LLZE AN N 4> & GVHD 1% I
T, BEEEES A LRARESE AR, R AL -15
SR IG SRR AE DB LI RRE[96] -

B2 B 5 — WU 5T /& SORMAIN iR %:[97]: — Tl
1 128 [ B R 6} FLT3-1TD AL 9848 i) AML £ 35 33047 O
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Ml BUE . B R TR, X e g 2 7
FAET MR BEPREIL S N2 B HA R R R e
41, 430 MRS IS I 55 +30 R ZE+100 K UG, 15215 24
ANHBIXRIRTT . BVIMERIBEAE, KRB
)2 4 RFS N 85%, Z2EFIGIT 418 53.3%. SR, H
TG 834 8%, HitEEE, SRR &it.

BT, —Hek A E R B R — TG BEAL
4 TIT 37 8 56 360 1IF 1 26 45 JL[98]. FL 45 202 4 H7 2 Wi i)
FLT3-ITD BRI AML 355 5 75 . Frfa B 575
CRI1 M Be#532 7 AP AR RS AE, 1 i D) REAE RS A8 5 60 K
WIRE . BHEWEEHL D AXFIRA (N=102) sZEKHIERE
H (N=100), a7 WNFEHE )G 30~60 KIT4h, 2IFEHE )5 180
RNIE, —HEIZEZZRRARGIRYT . VI E AR 400 mg,
BRI EBHEEEZ RN RERFRITIIEEST, 1
FERRBMNNT%, MR 24.5%. 2EMERRBR
RN AR R ARA RS, SRHATKEN31.6%, MR
AT KB N11.9%. FhidkJe 41 oS FJo [ i
B 128 (leukemia-free survival) A FTHEE . R F AR H
PLRRTT I SRS T, BB ARR I 2 R iF. X T id
TR R HREAR R R RAE SGRERD « AR B 25
B, A AL G2 AT N AR B T
GVHD L 2R F e ihyT . fELImdl 5x a2 (], &3
TTHSARAS B N AR L. K2 60% £252 R b dE e 1697 1
SR T BRI SN 7 D R, e A R
RIOEMA T B RRCL I B a5 7. FABE Fi t o
TRBAMEEME[99]. FONARE W, 1ZRAFE—E IR
Hils BRI, BR TR R A JE R AR JE 4RI T N 52 1%
A, ARG P T- A B2 3R B TR T R AL

TE ST I — TEEA VRS o, BRI LR & BE RS A 2 22
(EBMT) A TAE KK T KT FLT3-ITD RAGH
AML 553 B A8 10 1 PR SR I [ 1007 At AT TRA A 3= 5K 45
FLT3 #i R 3EAT # HE 5 e RFR 7 . BT B W oe, AilAl
B, EGR ARG PRI R VAl FE A FLT3 41001 790 £ i s 2 1
RIS ARA W2/, HRAAE S AR ST L2459
FAh, WIRIAEEE, ScEhRAAR B R S 4ERF
BT B FH ) TKI.

6.2. KIZ Ak

ANATHAF KB Z K (midostaurin) FEFEHE 5 VR IT HH AT
BE R IE AE F AT T 174 . £ — T4 N RADIUS [ 5¢
t, —HBENL. AEE M AL IR R 5 1 60 44 FLT3-
ITD R EH[101]. X FE R, — M B H e TN
I L 20 i L I 28~60 K PN 4 B AL 2 FiC 2 52 K Wk 2 pR R
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JT o XPRITRESE T 124 H, 1 JE i A SO B AT
T2U4NARIBEY . SRR, XHRALE 18 AR H
MR AEFFERE N T6%, TR AN B S oK M Z AR YL iR T
LT A IR A A7 3R N 89% 1% ZE R LG L. 5
— TRURTF FUAE — TRUAIT 14 14 139 22 ATLAL R0 o ik i o
(R K W 2 BRFEAT T PRA5 [56]. EIZBF LT, L 284 4
FLT3-ITD R H S 5, BT DKV ZAARE S5,
BT A B3 S 2 bR e i) 7T+3 9897 o FF6 2 R i 40 i B
T AR R WG Ak AT R, WA T RE, MBS 28
30 KIF4h, BEEIAIRTRAEE 100 KEFLEEAT KV Z AR 4E
FRIBIT o IR TEHE Z M A I R B TR i Ja — RO =BT
Ml (HIDAC) I [& A 5 A4 AT KW Z iR yT . 5
SEXFHRAAARLL, ABFALRER, HZKMZMIETT IR
H 2RI F I BFS 1 0S. B 5T HI H #3848 T1iE B
WK WEZ AR 5] N S 697 ARSI J5 4E R0 7T 10 3tk . X
TERFEEME, 2FEFS N34%, OSH46%. Mgt T
52, REHURF IR AR B SERT 7 FH 29 .

6.3. HHHEJE

I e (gilteritinib) A2 5 = F g AAITHEEH T8
TG VRIT B FLT3 M7 . — L BUR N A X R 254 Lt
KW Z bR sl 2 4 3E J 5 2 4 B 52 M S 4P (87, i HiAh A
WA N Ji5 38 1 8 PEARAE A2 58 A T 1 [102] . — Tl 35 4
BR 149 /> b psi (1) T EABEATL 22 BRI BE 22 AR BfE 7, D I
AIE BE MM IR R R I M 4% (BMT-CTN) 1506 5% H #if
IEAEREATH, BAEVRAL FLT3-1TD P E AML 52578 [F) fh
IRRE AR S A58 5 B 5 JE 3R AT 4E R VR T IR (87,103 1E
XA TR, RS 9 FLT3-1TD B AML 835 3 a1 N
TGP JE Ak 2 R AR AL . XTI AT R T R T
B REER M G e RRR T R IER, R VPSR R AT AR A
JE RN B A4S (MRD), 152 LR R 78 1 AR 35 B2 1)
Ty o 3K — TR 5 350 44 BE AL B 1 A AR PR R AT
TTHH T 2021 SR e R A5 . AR, BT &4
JEJEXT R, IR IRARRE AT I AE, —LeB F0 N BRI =R
BT R M R B B BV S R B B S R AR e
[93,102].

W6 % FLT3-ITD $ RN R SE e, 72 AR KRIRAR
I Re G B 2 O HTHETERT 7T,  DAVEAL R A SR 1 5 4
FRIBIT B EE T &

7. FLT3 #5) 5 H At m 254 VB & N R

$ FLT3-ITD #5715 FAdoRr R 25 Bk & T AML iR

IT I H R — P 2 1A A S ) 25 SE A — B B 48
RIS, demitn s — M5t A BCL24i 6 IFik
PRI G VE A /N7 T [104]0 782 LE IR B0 1 o o
EHEENR MR, (H7ERMA T AML 1697 I,
HOEMEARE A PR SR, BUFE N NG B iz A6 FE 4
AT v 51 P AN 24 W BT S BB B PRI B BT VR B IR
B IR, IF HO T ANE B AR 55 S 1097 58 K AML
BEME, BT HIERIT TR —[11,105]. Ma J H[6%
[10618F 5T 7 FLT3 #5515 BCL2 41 il 77 Ik A i Y B ) 4
WANI N TERFFE A, A ATT R K W2 bR AN 55 5 5 JE #R B
SR YE R FE 7 /E FLT3-1TD 2 5748 AML 40 i & HF bt 11 1
JWAEM o 1£ FLT3-1TD 24 5 AZ 1) S Fh RS A /N BRSERY ohr - A
TR B T PP A AR T . C8f V2 A AR
P N RTR AN IE FF 9 X L 25 1071080 X #2532 4 7%
FETLIRIT I AML B3 1 RAB R B, FLT3 B RAR [ &
L A SR AR SR I BR A 7 AR 24 M P 3 R SRR [109].
G MK AT, XTI TR WX A 2454 2 8] R e A7 1
hEC &R . BT IEEFAT 1 LU R G0 4 = 47 5
FLT3 401 5Bt & VA 7 FLT3-1TD 848 7 AML £ 3% 1 7 &
BEAT TWEAL. B, Blhn, SRE S E R E A8 R
M — TR RS B, HHE B S54RI Bt A il
AT 2 NBPR )45 R [110]

5 — AR G I AU R R 350 24 47 e G A ¥
Bl LA F 5 FLT3 #0k 7  H& o fEAR I BE 2R, il ,
Chang S [ 11T IWFFLR B, Hupufh s f L 5 &
P AR R B LB JE (1 2H -G 6F A I 4 P 5L A i R ) 40 A 2
PEo S IRIG B 7T T & MG, WoKbeZ R S5k 4L
MO FHF (1123 Ph A 52 [113], DA & R Fz AR Je 5 ki 3L
[114] 8 Hh FE AL [115]. X 4645 75 22 (1 4 & T 706 BT
(RN 52 1o

5 [ 45 7 1% 40 M AR S ) MID 2 18 i Fp 0o IE7E 32
PTG, WEARZEILE S M M e 25 4T v — Bk
HIRIT FLT3 RAZ M AML B2 Wi & kxRt . &)
IR FE R 5 2 AR AT[116].

Har, U9FHA) LR A& IEA 7 H . Dayal 25[117]
R AE T —Fb bl [E XUFLT3/TOPK #4177 HS1169, X}
FLT3-ITD flZ& b AR Je i 540 i RFATEA . shak, B
55 TAK-165 BT LAE I 8005 4 7 AR 1B A 5 10 B WeoR 5
SEEAMMIBET:, AT SRR VR T A R (18], KX
S R 5 FLT3 MM &5 &, eI DT g2
BB E119].

FPRE VR YT L FLT3 $0 677247 B VR T IV %
W%, Bk, @, — 50 IR LR A R FLT3 R



KAL) AML 5 R /MEVA 1 8 v 3 36 8 )8 52 P RSB T
&1 (PD-L1) far 85 s 4l 778 &5 ML BT (NCT03730012)
MG . Ak, TEIREPUEZAR (CAR) THIMIGEIT X
—WEh N0 B Rl 8k, B 2N D EAE % R AL T
FLT3 FE 4 (1) # [6] 36 97 [120].  Jetani 25 [121]8F 58 1 #814)
FLT3-ITD 4 AML HJfix & PR 328 (CAR) T4 5 w3
PRI A . 5 000 2 BRI Fh 4 A B B[R] 1) 40 i 2
P Ak, AVRFTRESE BV 2 M0 70K — e A
25N AMLIGTTAR &

8. FLT3 N5 B9 2547 !

JUT- BT 4 T AML YR I7 188 ) 2590 #4801 g 7= A= fii
ik, X & AML [ AP MR B dee 1), BIFE AML H
FAEZ N IRBNRAL . FLT3 Ml EA A ARF, =%
TN 24 14 () - B L) PR AT SCHR R T AR . R,
JE VR 2 Bt ST AR IE FLT3 40 56 FLT3 €48 i) AML & 5%
BA R EAREYE, HEiFi2itrtodk g, kMR
SR AT SRR, X FFANAT . 24 FLT3 #0550 4k i A 2
—YPIER I, R AR A A TR YT R R R
Mo s KE—EAARIATT AML FIRRAS, X a7 HE T
JR R AEBRAF N 24 0 1295503 1 o B kA G 5 T 7 A it 245
PETLRE, R AETE I LRR T 24 P K R L HI[122-123].

TR SR IT ], S AML 7 i I (3 % 1K 0 72—
ANEEMS . ZERIN N, TERVIIST RS TR
BEAR S S BRI E K. AN R, FFLT3 0
#5796 97 FLT3-ITD 578 [f) AML 40 il & v] 53 FLT3-TKD
KA K B [124). WRTRTIE, RO H 45667 45,
TKD [X 38 [ 9845 45 i 2 FLT3 0177 O 3L 2 1281
D Ak 251 . FLT3 #0514 #1 5 ¥ TKD X 38kt 20 1)
MRAR BH LTI X R D835, BHANRFEERA . SR,
BARIEAH FHAMHHIERIER, FARAERA—FHNER
FLT3 RAZHEHA TKD KA

AN A (9 FLT3 4001 351 2 38 3 A [R] R ML )-S5 B80AS [ 1
Zifhil. Bk, Flan, wFFEN REEZELE B 441 R
AR JE[125]5F WAL H ) VT M E K BEE Pl w3 [
D835 Bk AL RAE, FF HAEH KW Z ARG IT B R
T TKD N676KRAF[122]. 54—~ TKD KA 2= {F 43 &
HN TSR e PR AR 2P, ARX AN R A AR 24
FEASE ] — S0 CloK w2 A s S i Je [126D 16 I7
i, BRI FLT3 Mo, i FLT3-TTD R E K
i 564 R

T AN 2L 5 FLT3 Bifk (FL) #2%, HESRIT
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Ja B MR ) FLT3 BOARIK FE T+ 51 5 FLT3-ITD 4 515
PERRARA 55, R HEN, FL@ b 80% B 4 & FLT3 R IEAE
F, BRI R o 7 BB IR AL, el 2 2 R A B
fils (MAPK) i, MIM#KIH FLT3-ITD #fi|. FL () L i
B E KPR B AR FLT3, A -F-35945 BT FLT3 #0155
i 245V 1R R SR [127]

SR AT BEAE P AR it 24 P PR Ik R A ) B AR A
N FLT3 il 77 S0 s i B . DA mrRRM, il
FLT3-1TD F87A% 21 il 2 0 i, n i T 5 JULIBE 3- Vg
(PI3K) A1 MAPK, 7 1N FLT3 41l i 3k £53 106 3% AL 1)
XAl REA BT 25 M . HEH NN, fEFLT3 il
HFRETT I AR, 0 ) R e T 2 vk i 24 1 T R
J[128].

bt A& FLT3 #7048 F Va9, i 24 WL AN W
&, 0T S IRE AT S ) 7 SR ARG . N T bR
SR HARAIE, CnPREYIEYT) B— N EEERS R TR
W LR BA A R VLRI 25 45 G ile k. /T S 42 310
Ty PP AE FLT3 S 0036 97 0] [ B #061) F Jediiig »
U MAPK FIE 55 G F RO SR 15 (STATS) . 73
— MBS IR IR R A ), R TR T2 7 2 ()
DR, g, —Ff DAL 57) 5 3 b Jé b D835 AL B A
[ A VG 1, D835 SR I H G 11 LM 77 KA i 2451

9. BE5EIE

o> FHERR IR T AML TS FIIR YT AT 5t E M 1996
FERKIMFLT3BOGERAB VK, MHRHE AR EAE, &
LA T AML VR IT bR . T 25%~30% 48 71 945 (1)
AML E#, 5 HE H FLT3 #6737 9697 . FLT3 #i
TR 3 R A ) P R R 52 DA R B e B
L AT DA A o 7E IR B FLT3-1TD B RAF (W 477
AR 2 RAS RS R [RI I, 84 v 0 590 P O B Sl
TR BE N FAAIATUS , T8RS
PUMRD B4, R AT B8 ek o S 5 DR ad 1fn 240 i e A 2 o
SRAIRYT TR SR o T 2P R R AT AR 2 — AN RSBk
ARLHET AR LT, R TR AEST R S 3SR
E KTk,
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