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FIP1L1-PDGFRA it {5 JE PRl i U A R 1 s g M b A
i ZE AAE (HES ) Hosl & B0, B 98 UE S S5 45 JE (IM) B #0L fi)
T2l A 35 DR T SR T P s BRI . 2016 4F WHO
T I 5 bk U 2 2 PR 24 K W T s 4N L3 20 12 T SR YT
£ 53R (2017 B WA 4 A FIPIL1-PDGFRA 11y
1 22 O R MR I IMYAY AT K o AR SCHGE 1 IM B
2453A97 FIPIL1-PDGFRA PHE 2088 22 A L% (AML) 545,
LG IRIIFORRAT SR E -

17 B % #

B ,53% BT 2 AN AR F20194F 10 1
10 HABE. fB# ABERT 24 H JCR 75 5 204 B, B
SR AT M 1], SBE S T ORI B kR SR YT L BUR K
£E, ABERT 1 K ZE SN 1L F BN : WBC 102.66x10°/L, HGB
134 g/L,PLT 62x10°/L, Hr b 40 13145 20.3x 10°/L , K EL 40
T8 12.47x10°/L, B AR50 59.58 < 10°/L , W R Kz 41
HITT#8.91x10°%/L,  f 5 WEA JCHL A (A, JEAE ik it e
P JRFESEANGE 2 St R A TR EL .

BRI : 4 B iz IR TR S o, TR Bk L 25 T
W5 G 70 0, Jot AR AR A L A A, M 93 P, 8 T i A
T R O WA A LI S S . AR, TE R L
Sk, RN 26 T AT B, BUF REIEK I . ABeJE 5635+
KA, IR ML WBC 103.16x 10%L, HGB 123 g/L, PLT
66x10°/L , H e 45 60.1x 1071, bk P 40 -4k 22.77%
10°/L, FAZ AR AT E 11.07x 10°/L , REFR M by 40 i1 H 45 9.11 %
1071, ME A 75 o NELAR B i A, RS 49 mm, £ 4% 135 mm.

O FL L O LR O IR TS B TR LB IR R G R
WL 5 o BER CT : HUTEAR PR S PR A8 o B B4 BB 25
2 I AR RE TR IR, SR AN L 5 B S 4 R, AR A AT
Fr i h = R AR 4 HESLAZ AN &7 31% ) , 2 DL g TR 1 o 44t L
(5 10% ), POX B (6 : JFL 4R K 4y HE AT A 222 FH 1 5l 55 BH P
N, W12 W AML-Mayo 885380« 58 T 6 A AL o A A%
AU AY 85.02% (F2i% CD33.CD11b, #4331k CD123 . HLA-
DR .CDI13.CD36, /B4y ik CD14 . CD16, 51k CDI1S5,
CD64 . CD4., cMPO, CD38, A # ik CD34, CD117, CD9,
CD71,CD2,CD3, CD5, CD7,CDI19, CD10, CD20, CD56.
¢CD3.cCD79a) , FEER VR AL Y 7.9% o AR B G KSR
KeE BEANMEIE A 2 e AR S, B CE R T I v 1R
PERLA ML 2290 5, W12 W AML-MsRFrg R Mok 20 it
FEe ABtE B3 R BRI AR YT, R s
W pe] AR AEANE , IISRTBRYLIRYT 55 AT M S5 X Ak B AR
AL, TR JeANRTT B M ] SRR % . IR
7 31 1) A 6 ARG &5 SR 191 4% . FIP1L1-PDGFRA il £ A
PR GE 1 79.35% ) o 2878 SEPR R : DNMT3A 5845 (58748
{78 Exon23 , TR ¢.2644C > T, BIERR UL p.R8S2C,
RANFFR NN %), A8 ST FEFIIR (VAR KT 2% . Yeth
KT BT 46, XY,t(1;15) (q44:q13)[20]. ABEIBITER 6 K
i #2758 FIP1L1-PDGFRA fil &5 3L K B, 24 H B 45T TM
100 mg/d, JRY7 56 15 Rk T2 M F M (CHR) , Hi =40
AR AT A UL 5 4 22 D s 200 i S I R b AT B, Bl e i
PCR ¥ At FIP1L1-PDGFRA il & 3L R 5 SEAS s IMIBYT
J5 45.90.120., 180 d J% 1 4EH} K45 H FIPIL1-PDGFRA %%
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FIP1L1-PDGFRA filt & %& 5 19 P Jl 2 th T et fA 4q12
A M) BB [ deld (q12) |, F8CH LAY FIPILL 3L A
WA PDGFRA HH . LA FER AR T 2 g i+
AL, T T I A 20T ) 9 P AT T A AT
SRSk AT 20 A 7 A 1 T 75 R I e 00 L/ E K
ANMITE T A . FARHLH R AT O S0 A4 i s 1
A3k A BEP T HR TAN A R FR R LR R B R A R
H 40 ML 09 0E B A3 Ak, IR S Pk 1R GATA-1 . GATA-2 &
C/EBPo 55 % 5% [H 7 1) % 35 , FIP1IL1-PDGFRA 3 /i 7] 1% 1k
Jitl P9 Ras/MEK % p38 22 %4 Ji 1% 4k 2 [ i (p38™™), %
3 I A 200 1) I R R 4T A A A i e S A
@FIPIL1- PDGFRA 75 i i iif fk JAK2 ., PI3K . ERK1/2 }%
STATS 525 54 FIL A s a8, I nl {8 2 T3 il 5
DA 3R SR T2 A0 s e [ c-Mye Fak Il IL-5 B9 5
AT 0 R R P L A4H M ) T A . DI S 4 IR I TR AL
FIP1L1-PDGFRA fil {5 3 PR ] b o) Akt S 14 , BH 2 i 5
R R 20 B ot 4t X (SCF) B3 B AR 28 RG4S0 5 1E
HAHOLT , SCF/IL-5 T3 3o TL-3 2551 &M R -1 146 T 44t i
ol g R R A0 I 9 1E 434k, T FIP1L1-PDGFRA A U
A FP[R] SCF/IL-5 fi A0 a3 5 Ko ad BE v 4

MR A AL, 75 98 A 200 A 3 22 i (HE ) 30T 4
WAL PE (M) (HE) Ak & PE (RN M) (HE) R & 1 (5
Rt ) (HEw) A SR (R & M) (HEw) X U RS2, Horp
SOAGAFTE G RR VR AN A 55 (> 1.5x 10°/L) £ 2B A] > 6 4~
A, B A B g R 40 A T s BT SR 20 AU FR R
HES"™*, 7EHESAHXM/r T4 551 FIPIL1-PDGFRA fill &
FER 5w UL 294 10% 1 HES B2 774 FIP1L1-PDGFRA
BlE LN, NI B2 WA AT FIPIL1-PDGFRA A VS IR A7
i Wl 1 2 1 B R Ok &R R (FIPIL1- PDGFRA- mutated
myeloid/lymphoid neoplasms with prominent eosinophilia,
FIPIL1-PDGFRA-MLN-eo) , H:ih 4 K 280N Bk,
o I g IR A 2 B 22 S 12 W B R T B (2017 RO X
FIP1L1-PDGFRA-MLN-eo [i2 Wb AT 3404 . —Fhiis R
ol bk R g, v B RS AR R (MPND) L AML 2t
DA L 200 6 1 I/ TR, 5 P 3 R B R MR A S 22
A FIPIL1-PDGFRA fili & % [H 5l ff: PDGFRA 3 A f HE 1) —
FhAE AU BRI . R THi%4r 280 HES 1YY, 1 HES £
I B A BT 2 A0 D) ORI A G 2L IR R e 4 i Y i
(BR) & B RG TR R AN SOk B ) 2 DURU G, ol Rk %
MRS QMRS 1] RN R AL S R 5
I /N B AT A Ab 46 5 (2 e 1 i 28 J2 FLdse Ry i D
I R IR, HoH 24 97 % 1 CD3-CD4 k1% R S5 4H 5 HES 7]
IR Bk B I E AR 56 HES 3 2230 R B 9% ; Bl
M5 RS - J& HES WS 5 fie i 1 A , RN 2O
WIIRFE Lo A4 E TGRS0 OO R LT 2 Ak s D2 R 55 - LG Ik

P ZE B PR I Bl & R (TIA) 8 B A7 of 28 o R
15 ; OIF I FR G5 : 2 40% 19 £ 1T AT 28 %, g
PE iR 2E B U T REAN A b G, 2 B0k P I8 R Nk B 52 1%
SR AT 15% ~ 30% 1) 55 35 20 it PR g, it
HHE VR R ] LK R R IR TR AN AR R TR IR i
R b BT 0 T 4 B o) AR, 2 R PR P T IR
SEUWFI R SR M S AT SR AR I 22
AR UEIX —HED . I, 6 TR R MR 20 B T 5 6 I R
GEe R R T S RV VR VR T R VAR A R T I
P AU S A R TS W TR T .

T FIP1L1-PDGFRA 3[R 4 i [ LL 3500 1) 1% 2 B ik ity
——FIPIL1-PDGFRA flt & 5 11, T i 2 8 3% 1 410 o) 57
(TKI)TM AN AT LS [ 300 1) ABL % 2 R 0 ol 95 M, T A
A 1 PDGFRA GG 1E o AN Anut , M 41l il FIP1L1-
PDGFRA il &5 75 11 i f 57 & (100 mg/d) B S/ T 18 Pk s 1
M 1M 9% (CML) # 5 Jir 7 7 it (400 mg/d) , H FIPILI-
PDGFRA-MLN-eo & # 7 KL A H IM, JL 7005 B 45
2o FFHH IMIE IR IR, B ARYE CML B3
B4 P2 R T 25 T KLAF, {H 2 7F FIP1L1-PDGFRA-
MLN-eo 5 # Hf 3 T UEHE 7R 43 2% BB 0 0 5 70U 77
TEAH M, 9 H FIP1L1-PDGFRA # WLy TR ks
HXF T IM = AT 25, SCHR R GE £ IM 35 97 FIPILI-
PDGFRA- MLN- eo f 35 A P ik 2] 58 4 7 F 4 2% i
(CMR) , H I e g i e 4N iR £ 10376 (CEL) i 91l 22
i LA IM FA.254% 9697 £ FIP1L1-PDGFRA 73 5 A BH P 1Y
SV I 5 R 2D D

HRHE 2016 4 WHO 1 1fiL 5 9k 2 41 SR I8 402 S Vg 1 1
RLAH G 229 12 W0 KR T b E R R IER (2017 4R ) | %6
S8 7 FIP1L1-PDGFRA fili5 558 BHA: 1) AML 2 Wi 6 . 46
2 [E P SCHERR WL IM BA25 497 FIPIL1-PDGFRA Fl4 3k A FH
P AML KR A RIE . 36 IE S EAME AR RGE 19 % T
IR IT 8. 2007 4 Metzgeroth %5 " 3 & 5 ] FIP1LI1-
PDGFRA Fili 5 K28 B E AML #3145l AML-M, 83 U8 1]
IM B2 53R 9T, F5 22 30 I H 4EHF CMR;; 5341 4 il & 7
FRUEACTT 75 S B0 5 (8 11 IM 4353497 , Y93R15 CMR , #4548
IR g 2445 5 )5 2013 4F3% 40 2 1 BA 25 11 491 s %
(AML 8 i, ALL 3 i) ) 1< B BE U5 I R 8k, 45 S 3 B LA bR i
J7 45 AT HIM KRR R 2 IM K BR YT, B RIS
LE CMR, H A7 b A A7 I E) 35 65 (7 ~103) 4~ H ", 3
Schwaab 4 "> 4z 1# 8 f4i] FIP1L1- PDGFRA Fili & 3 A B 4
AML, { AR HE 7 26175 T4y 7 57 3k R ol T 41 S A, #6
FEIRYT R AR b B 25 552 K T IMLYA Y7 Rl S o
LR, AT BRI SCER SRR I IM B2 R TR S R
AP FARIFRAE A, A o ARG B3 7R (0 3
ORISR iehe 7 a5 EIR JF IML 100 mg/d BR2453% S9AY7 X 15 d
R EL SR F MRD BRI 50 F AR OB, shAs A7 it 04l i 1
GrFist e I 3 R Sege s K oy F-2% MRD 22 [,
W32 f51) £ 2 1 PR/ N TR B2 IMUR Y YT A 3 HARR AR
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F1 SCHERHGE Y FIPIL1-PDGFRA fil & 56 P BE: 1 bk s ya Y7 2% A
LR ki TRIT IR PIE A

Metzgeroth 4 5451 40T ARy ALY A M IM 4B AT 101457 IM 100 mg/d T IMIRYT R 35 %] CMR
(AML) Vi Risrig

Metzgeroth % " 114 SPILATHRUETT 4097, JE AR I FIPIL1-PDGFRA JERZ5 R RS 1 IM G975 B8 %) CMR

(AML 85, ALL 3fi]) JillJH IM; 6 9] .51 FIP1L1-PDGFRA %[, B4 i IMiE 697 (GVEEIED!

Schwaab %> 8 f3i] W E 7 ZE AEY7 +allo-HSCT & % i 25 J5 #; I FIPIL1-PDGFRA I CR

(AML) P, MUH IMIRYT

HE AML : 20 PERE 28 LG s ALL : 2 PR CUAIAE A 10005 s IM: D 852 5 CR SE AN~ 251 s CMR  SE 4243 T2 251

AN, A ] 5 A7 AE 5 FIPIL1-PDGFRA fili 5 35 [H A A
K1) Pt o Ji4F W HGE 1 4] CML S R
GRS F R R IR T I R4 T4 MRD B,
IZAEE N G o A% T 5 6 B N e ff e LI R S o A%
191] £ 3 A M3 A 2 S 5 O R B T AL G v AR I
EJE N HRTHRFEE R AP 19IRYT RS A3 AT i R G L AN 2
DITURBE AR RES R . ARG 20a T s g w7
A ARSI -2 R, FEARME AT RN 4+ H Aiva
I R AR TR YR YT I B AR AT TS T4
A

B2, FIPIL1-PDGFRA il 21K 59 AML 3 51 /0 I
B PR B RR PR A AT, TR RO I D REAS 4 LBz Bk sl p
KRG WAL EZ TG IR R . A K B Y HEAE FIPILL-
PDGFRA it 25 A P (14 2R sk 28 e 5 /N3 4 IMLAE
MGYT o S HEAS TR SR SN SCRk , FRATTRIA B 35 SR /I
Fi IM — 2153 I A RRRTT AR UR B 7 RO A i
I RS TRL o HoAzE 0TI R 45 ey i 76 5 22 IM 4ERHR YT 5 U5
R BT

2 % 3wk
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