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B 5 AESFE AU AR AT RBEARESFHRAEFOER, BLEE—ARERIILE
RS, 2 FAL7 B FREE TR, HRHBRARARE, @i B fTid”
WALA, Tl RN %Z, M HEAGERES, #F) Rk, TEAR W
Fa P AEIERE R . BAVHAF, X —A2 B RIUER T %, Z B RS,

Flnfifey ¥ JL s pVESE AR F1 i

FXM A

M PEEFHERARRER (PEESAFELEREIFALN) / ks gEsBELLRE/
B Rk AR mlGREFHR P S/ MRAESETERT, RiE  300020;
DRAEBRFMHEMRR, RE 301600]

[HZE] JLEEMERE R A M (chronic myeloid leukemia, CML) AH%E T i AAZZEPE S 08, HA MERH) T4
E KB 5 S A CMIL P E 0 1 MU AR A5 . SRR 7). (tyrosine kinase inhibitor, TKI) - f415 H 2%
YT LB CML IS o % CR T PR E N SR G R 280, R0 L CML S iy r @, s piniasT
VEFE . ITROVEAL 25 A KON BN A B S R PR LT 40 ML AZ A (allogeneic hematopoietic stem cell
transplantation, allo-HSCT) AHEFE T L EE CML R R R a2 28 TKIVE YT RN . 9112 CMLIGE T DL 5
PEB S —ACTKIU R IRIRTT , KA RN H AERHIRYT , ARIEbR &7 T4 TKIJE % & allo-HSCT.  CML 2721
IR TKURGALST, IR allo-HSCT MZ G @ T-BL. %30 3N MR 7], 2 i LB CMLIRYT WL
BHEPERPER R (REAE . 299NN 32 . BRI ), BAEILAL )L CMLIAYTSRmE . thoh, XFesleinyy
MY FIAR, ST 2 — A 2 PO I R TR TR [REHRILARE, 2025, 27 (7): 792-801]
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How I treat pediatric chronic myeloid leukemia

AN Wen-Bin, YANG Wen-Yu. State Key Laboratory of Experimental Hematology, National Clinical Research Center for
Blood Diseases, Haihe Laboratory of Cell Ecosystem, Institute of Hematology and Blood Diseases Hospital, Chinese
Academy of Medical Sciences and Peking Union Medical College, Tianjin 300020, China (Yang W-Y, Email:
yangwenyu@ihcams.ac.cn)

Abstract: Pediatric chronic myeloid leukemia (CML) is more aggressive than adult CML, with unique molecular
characteristics and a higher propensity for lymphoid blast crisis. The application of tyrosine kinase inhibitors (TKIs) has
significantly improved the prognosis of pediatric CML. Based on international consensus and clinical experience, this
article proposes standardized diagnosis and treatment recommendations for pediatric CML, covering initial therapy
selection, efficacy evaluation, drug switching, and management of adverse effects. Allogeneic hematopoietic stem cell
transplantation (allo-HSCT) is recommended only for patients with disease progression or failure of multiple lines of
TKI therapy. For children newly diagnosed with CML in accelerated phase, high-dose imatinib or second-generation
TKIs are recommended as first-line therapy. Those achieving optimal responses should continue maintenance therapy,
while non-responders require switching to alternative TKIs and consider allo-HSCT. For blast-phase CML, induction
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therapy requires a combination of TKIs and chemotherapy, with allo-HSCT serving as the core curative intervention.

This article highlights common but challenging problems (poor response, drug intolerance, and disease progression) in

pediatric CML treatment using three typical cases, aiming to optimize treatment strategies. Furthermore, the goal of

achieving treatment-free remission needs to be further addressed through multi-center clinical studies.
[Chinese Journal of Contemporary Pediatrics, 2025, 27(7): 792-801]
Key words: Chronic myeloid leukemia; Diagnosis; Treatment; Tyrosine kinase inhibitor; Allogeneic hematopoietic

stem cell transplantation; Child

12 P88 2 [ M (chronic myeloid leukemia,
CML) s —Ffiat so et B hEsg s re b, HAy
ER AR 1(9:22)(q34.1:q11.2) Z TR IRA IR AL (44
(Philadelphia chromosome, Ph) , I/ 7= 4= BCR::
ABLIFA SN, JLE CMLJE TF WP, 2BRAE
RIFER 0.6~1 20/ FTTT NI, K AR HS 5 IE
S 215 2 LT JLE B b H s ik 4 1Y 2%~
3%, TifE15~19 % & A 4E i [T 2 9% ' .
CML fy % A5 #2 43 8 3 >0 . CML 12 1 13
(chronic phase, CML-CP) . CML i # #{ (CML
accelerated phases, CML-AP) M CMLZ&7Z:#] (CML-
blast-phase, CML-BP) . 5 AAf L, JL3E CML %
PR e AR 28, FI AT (white blood cell
count, WBC) My, WNEMP R R i 2, Bizhtab
T CML-AP = CML-BP i) FE 071 5 %5, W] JE I BCR::
ABLI P190 il 3 & R H. 5 o 40 301 BRIV i e e 9k 3y
A2 578 1Y) LU A9 i 3 &, JLEE CMIL-BP BE ) 21
PRk o4l 8 H I 5 4 (acute lymphoblastic
leukemia, ALL), HJlZ20kAE "+, HujJL#E CML2
TGAEAE T ROCHE ) . —J2 B = BF X L CML 1Y
WUSVPIr 250 2B Z 07 5 T A48 Tk 2= 2 1k
Pio 20 2 DR, S R eI ) 7] (tyrosine
kinase inhibitor, TKI) [ 8 & 5 N FH 90 i€ s 22 T
CML 3Gy, BJLAT a5 H E iR 259 B ap
SEPACHAB R . AR, T LB TKIVRYY
TN NI B8 SR S 3 P TR 7 Btk = SN NS @A K [N
it . KA R RN DA B A5 2R R 5 — R 5
[, A SCK T EBR . YR Sl R S e 2
5 00, A MBYE G, REARTTLE CMLY
MEALISY T AL

1 {E&JLECML-CPWi2ig
W 5, 6%, I ES . &k

FE M, AT S5em, BEA T 9 em, i
W WBC 521.1x10/L [ ZH% Al : (4~10) x

10°L) ], IfL4r & A 65¢gL (3 % fH . 120~
140 g/L), Ifi/IMRITE254 x 1071 [Z%AE: (100~
300) x 10°/L]. B XGRS CML-CP /Y
W, EBER R AR AN 0.5%, MR LR bk
M 1%, Yo R RL A 46,XY,1(9;22)(q34.1;q11.2)
[20]; BCR:: ABLI P210 & & [® Pr f5 #E 16 He {8
(international scale, IS) : & #& 90.715%. 4 J& If.
213.947%. BRI IG J7 5 1) B 5% K WA 7
(European treatment and outcome study long term
survival, ELTS) 148 1.473 5, TG4, IS
B (imatinib, IM) 260 mg/ (m*-d) ¥ GG YT,
BITIAE AR A W R 25 #E e I . JRYT 3. 6
124~ A J5 #b & 1. BCR:: ABLI P210 1S {H. 43 5 H
2.878%. 1.259% 10.198%. HAFF#HiAE LA H
MR ZS, TelM . RASSrHT AR & B ABLI BTG R
AR BT RES Gy 2 A SO % 7 A D 4
YeF5 697 T % . IR 18 H IR AME I BCR::
ABLI P210 IS{H 0.045%. & LYY Ml A 3 HF
flhEs SR L 1,

Bt 3 61J1
Admission 3 months 6 months
CML-CP v G
CHR CCyR
RO
Imatinib
—~ 1000
S
100 =41l PR
£s
~ ;)’ —W|-yiE BM
= = 10
E H 1
=f
sl
E o1}
O
) 0.01 ] 1 ] 1 1 ] ] 1
0 3 6 9 12 15 18 21 24
JRITHSE ()
Treatment time (month)
B1 f&BI1587 /5 BCR:ABLT ISTEZ L 1ER

[CML-CP] CML2M:]; [CHR] S84k fi; [CCyR] 564
AR AL R
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1.1 JLECML-CP#I&i&fr &8 JL3E CML-CP B35 W/ ', ELTS<1.568 0 A1k

JLEE CMLAIZWHm A A8 e 7 & .

JCHE IR & 48 i T LA R bk oK Ak 2.5~
3L/ (m?-d) BRAFRIENK 20~40 mg/ (kg-d), 532~
3 AR, WBC>100 x 10%/L ELEE2S Bt E (Anfii/
Jifi 1 40 B A . BIZE SR i) &, L RIAT A
AR AR BRIV B LR FR>476 wmol/L 2 N
SINERERYIE VAR . #12)5 (Ph/BCR:ABLIY) I
BRI 4 TKI IR YT, JF 47 22 40 1 5 2 ik 2= WBC
<10 x 10%L "7,
1.2 TKIFIEETT

TKI & B S 8 R 1 1 T4 A5 48 (allogeneic
hematopoietic stem cell transplantation, allo-HSCT) k¥
J)LEE CML-CP g —ZRbriEiRyr . LAk, EPr L
e — 8 TKI IM; — /R TKI A 7% JE  (dasatinib,
DAS) . JBI&EJE (nilotinib, NIL) FIHEF £ e H T
JLEE CMLJAYT; =40 TKIG 408 Je fE S 8 e
AR 50 BT PG K JE AT Ak T L EE CML il R
¥, 3% E HATA RT3 A TKL, Bes—2k TKIR
CEA R AL . H Al T KME L AR KR YT
L7

fEJLEE Y, AR T HAD TKE, i R BE AR X IM
MITRL . BEMERRE JCB IRRE T TR 2 . I
Gb, Ziar et . AR XA TR R UHE
fEo IM5 DASEI AR H 1R 2, nTS5aYRR;
M NILF A H 2R, HARSZ5R1)G 2 hiw 2k
o BB AT RE XK L B 75 A AE AR P
Fa Bkt . T EL AR TKI B A i 4R TKI,

Hi L CML B & — 23R 77 B IM [260~
340 mg/ (m>+d), K 400mg, & H 1% ]2,
JLENER i TE A TKIL 5 IM 1 AL BRI SE
HZARTKI 53 F R 5 R . AR
JURFBREV BRI, — AR TKIZEIRYY 6 4 A A 124
AW R o2 IR B AL, (HZR 18D H I 5 1M
AT O 2 A Rk, AR TKIAE JLRHG ]
FEARKNY (A1 DASHHSCH AR )
O

BN R T2 FF 0 IS B XU P4 R 4
1 Sokal P43 . EUROPFS) . EUTOS P53 M2 ELTS 3
SAAEJLE R IFARE N, HELTS PF4 Al A %GR 8
PEEAAE (progression-free survival, PFS) %221

f&, 1.568 0~2.218 5 1 i f5, >2.218 5N FHfE,
ELTS & & 21 /8 L) 46 £ — X TKI 7] fE PFS 4k
i 0, PRI R BRI T @ AR TR A AR
JL# CML-CP ELTS & fa l —ZIR97 158, M4 &
JL T 32 P 7T % JH DAS 60mg/ (m? -d) (% K
100 mg) . NIL 230 mg/ (m*+d) (Hz K400 mg) = 1H
FEJE 300 mg/ (m?+d) (K500 mg) " 7%, {H
ELTS G S AETE (overall survival, 0S) i %)
HAE JLEE CML B AT AT PEATS 5 RAEA BT 5t — 20
RS, ZARTKE S ATANGE S A 2 R (R 23
BGOSR DI, BB ANHETE H DR AR
TKI{E A JL# CML-CP ¥ I —43677 .
1.3 BT R Bz iT Al 5 M SR R

TKIVAYT SO PP BT M7 . A0 s A% 27 Al
Oy RON Y H T TS LRRE FRIR T R
REVEAS bR i, BEAE S 2% 56 [ W K &5 5 Ji AL ) 4%
(National Comprehensive Cancer Network, NCCN) &
T B I F I D) 2% (European Leukemia Network,
ELN) BUAARUE, 5 1 2 8 2 W] — 46 45 n] BE 1
NCCNF2hy “E7R”, ELNHER “IRIFRMT,
Hintem A EREK ., EXEUSFHFRFMILE
CML-CPiZ¥R LR, JRIT IR PPN 48 bn S el W 2
VAR 2. W I BPFH bR A 58 42 MR 7 20
(complete hematologic response, CHR) $8 ¥ J i R
O JOMR . R RS 2R s 58 i i it
f&22 N (complete cytogenetic response, CCyR) 8
HHEPhIHZE (O Hr=20 R4t ; F2 T
I (major molecular response, MMR) 1§ BCR::ABLI
ISTH<0.1%, X FR4F M (molecular response,
MR) 3.0, Ak CHRFiEE 1~2 Wi i 5 8L, Bt
3A AWM 1R, A3E5E CCyR AT 64 H B s %
RIZ A GO, HAME B TKIRI PRI, ¥
o 1 JR RO 07 S I M o E R, S E iR A
i SN R BCR:: ABLI % 57K 1S B PARTA YT I
WL F) B bR v, IR AR IR YT H 3 A B A
BCR:ABLIE R, BfJ5 5 3~6 DR H T 1K
FIEBE T BCR:ABLIE i BAT RUFAHCME, © 3K
MMR & Ty ST A BE SR, w] AN A =2
JLE CML-CPIBYTIF R IE L3R 2, ARHEIA YT S0
DA IR DL 2.
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#1 JLECML-CPi&fr EIE M 1B R R IS
AT H W SR

I B oy 2 EITPHIAGE 1~2 8 1k, CHRGHR34H 11K

e Ukt 73] F6MNH 1R, HZIk CCyR/TKIVAYT 2 MU it fig

BCR:ABLISE AR (1S) HREANE M (FInEA 1RIL3 9, JEE3 A 1K), ik MMRJS RSN I

ABLI #5378 TKLVAYT 5 Wi ik Je

BIBAFHE R RER AN (R T) 34 1R A &35 CHR

MR 282 (AR LT ) TKUIRYT I Wy ik e

FRBHEE PRI MU . B RE 1)

TKURTFPIHA: 1~24 Ak, foe e 5 3~6 N H &4

TE: [CHR] SE2MWFN; [COyR] SEAAIis e 27 s [TKL] BRI il 7l 5

<0.1%; [1S] EPRFREL LI

[MMR] F%45FJM, BCR:ABLIIS{H

%2 JLECML-CP&FFatrg "

ST RE X 34 H 61~H 124-H HJF AT 557
AL EIFAIA <10% <1% <0.1% <0.1%
R >10% 1%~10% 0.1%~1% 18~244 H RiB 8k 254 19<0.1%
PR =k PR =k IR T
RITRBC >10% >10% >1% SERIAYT R AR <0.19% Sk R 2 s AE

FEAERESE 0 1~3 4 FAiEsE

W FP¥diE N BCR:ABLI TS,

A A\ \ Y
if'ﬂtiﬁa?mj‘ ‘ e | ‘ SR ‘ | R ‘

i A
WL R IAT LA R 1 BT LAl TKT
23N 254 B 2.allo-HSCT T4l

3.BCR:ABLi§557% 3. RIS

Y

1L AL TKT
(ZARTKI: JRisE e . ikbEe)
PR S
3. I RIS
4 WG e T AR

B2 JLECML-CPEIRER

FERITE R, SRR A, 3k MR3.0 fH R A
MR4.0 (B}l BCR::ABLI 1S {<0.01%) /MR4.5 (]
BCR:ABLI 1S fH<0.003 2%) #I4kS4iF5 15 )7 5 ;
GAGNIEH, BCR:ABLI R /RPREE T REH AR
I LR bR T G A 2, AR M DR A SRk
o, EEVA BB ERATTRMGR L 36T ROV AR
T B AR R T RE, DN E TM R I 2K
= ISR IV IR KIS T 1000 ng/mLL, N

[TKI] PR R 75

Y

1. S A TKT

(ZARTKI: B, &
2.allo-HSCT PEAL
3 RIS

W)

[allo-HSCT | 533 R i T2 A A5 A

JERE N, PSRRI T Fak F) MMR H i
IR T 1000 ng/mL 2 AR TKIR WA 0
BEFE A TKI S AL PE KB (A B
R R A e Ak ) o IR TR
AR AU A 5, PRI R TR 75 A 4 HLAA
GEARYEAY TR e RN TR R JE R E AT A AL

Bm16) ABL1 T3151 28728 09 TKI, (HJLEE A, H
oz ARG . ETFIR —Z8367 /i, NiH
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SHHLE A 104 allo-HSCT #E o

TKIFELEE B 5| K 0 R 7 B AR M N
SIS E 2Lt A C ARy =R B s
S WATERE " REEAR RN, #
ORI TKT 254 B CPEAG AR 8 ) 270 esk,
TN TKIZ5H 3 B LVE R KT . NI
W ROHER s, SRR 6 A HEF T R IEAL

i 1 2 T R, £FG JLE CML-CP 4 B
. BILwizE LA s IM [260 mg/ (m?-d)
GIT, FIRTEMETE I, e 2 59780
KEH HBEE A TKI, fFEKERIL—ZiR)r it
o S FEITRRE G (3. 6. 12, 181 ).
i BEEARH A Rl (GAE] MMR 5 2R F AN i W
W), WS, 24 LI GG TR H BN 2%
AR, MRYETE & 124 A B3 5 v E Ak T
TKI 25578, (HAE R 0T 2 /0 N R ELDL R 15
Jifi: (1) WAREITARME; (2) 17 BCR:ABLI %
AR L AR B AL AR K B B BCR::ABLI %% 5%
KM SE o 45 BCR::ABLI ¥4 55K SE BT, itk
PREEMR NP 22, T 2 AR it 24530 5 3 90K o P 2% 1%
Pi . %L ABLITRTE X 2828 BAYE , HEBR T 3545
PEM 2GR 2, IRZGIKRMPERIN R I, HiEe R
TR, SRS T EIRYT . Wil BCR:ABLI
B TR, 18 H ik MMR, A KIAZERRIF 497 I
B3N HEA,

2 JLECML-APHIIGREE

2. &, 6%, HAB MG S L2
JgkiZ . kgtad . B, JFER T 2 em,
JERERD T 14 emo 1A #L: WBC 60.6 x 10%/L, Ifil£T
FE79 g/L, IM/MRTTE645 x 1071, 156 R 41
M5 11.5%, A8 L E IR R4 4%, 45 G TR
F R aE R, Wi N CML-AP, YL (i k% Al 46,XY t
(9:22)(q34.1;q11.2) ', BCR::ABLI P210 IS {ii 5 &
60.779% (DAS 3697 7d J5 ), 4b A 1L 31.442%
(DASIRIF 18 d )5 ) o FEE KL A& B IDH2 p.R140Q
KA (5.8%) . ELTS PF43 4 1.793 3, PEH a4 .
IR T DAS 60 mg/ (m?-d) JRY7, JAIFIIME]H L3
WAL 4G/ IF> K 4 ki difish = >, H
ARG . BRI R 3 H ik CHR, {HA
B8 BCR::ABL1 1S{HAT1 N 21.86% ., R & B 2K
I B2y, 6 H B8 i IS T & 44.70%,

ABLIFE X 22 A5 B . 3697 710 A I RSB s
i K S S IR, I NIL 230 mg/ (m?-d). 12y
JE T 32 BAf, ME B R, A& AR R g
LA 25 2 4~ H BB 86 BCR: ABLI 1S {H % =
0.768%, 3 HIEZE0.141%, 144 H K% 0.139%,
FBILIRTT Bl A PR s W 285 SR DL 3

NI 34AH 74A 91~H
Admission 3 months 7 months 9 months
} I U >
CML-AP CHR JeisEge CCyR
KV E e Nilotinib

Dasatinib

W (%)

7
BCR:ABLTS (%)

b

IR

BCR::ABLIH

12

HIFIE (H)

Treatment time (month)

B3 &%l 2i497Hi/a BCR:ABLT ISTEZLIER
[CML-AP] CMLAN#EW ; [CHR] 582 IM~FR ) ; [CCyR] 584
ARG 24 N

TATHG F B o, TKIBHY CML-CP 4F g i
K 20% [ F 1%~1.5%, JL# CML 2} AP,
BP (5 A9 N 4% . 3.5%, XY 5 4E 0S #4535
H94% ., 14% . FHT RGEE 0 AR ILE
Whoe >, REHEAREA IR, (HEHEFRH K25
12 CML-AP L allo-HSCT B Al KW A= 77, L
FEY)2 CML-AP i — AR TKI, iAH A N & 45
IGIT, ATHEIR allo-HSCT; A Ik e A S o #  48 FH
TKIJ /5 8l allo-HSCT A o X AR TKITi 25 5 AN i
2 AR —AC TSR RIS . 697 W] i CP
HEJE A AP RIS ABLL AR 2€7F | A6 IT
Ko A5 IR 5175 B0 % TKI 57 BV RS 30 allo-HSCT $F
i o U7 B S 3 HLA Ve e it 2%, (HE
JLIRENAYT RO AR, 2 E AT RIEAT allo-
HSCT., CML-AP [ Wi 75 45 & A8 1L 43 24 S0
VRl SCBr SRS A% 27 o0 o LA, X —ZIM
TRIT WA IR RSl CML-AP Ry UL, &% R TKIIA
7 N R HJE 2Ry R GRS, AT HfEIR allo-
HSCT " %2 JL# CML-AP BIGI 7 imAE W 4.
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CML R T2cem, AT 8em, IMLHFRWBC 378.48 x 10°/L,
cMLAP | | cwipe MLT 162 o/L, Iil/IMRITE26 x 10°7L, B 86T%
YE 38 A B9 TKT R 2 = SR CML-BP W | By7ih . AJf \ e 1 §
CML-CP 4 TTAEE TKI Hy S B NP TR A 0 A0 JE L IR T O A L 90% , - B 1 AE A R IR

A 4

gEpniiEe e SUT RS
J& allo-HSCT

v

LRt I W R T allo-HSCT

y

Y3151 2848 3 — 4R TKI A
U N AT allo-HSCT

|

A AP AT ATI RIS

\4

A AN EE A TR IR

B4 JLECMLEEHETRIE [TKI] M4
BEMHIR 5 [allo-HSCT] &N M- 2R ; [CML] 18 PEdE
AT ; [CML-AP] CMLJ#EY; [CML-BP] CMLA7RH .

97 5 2 7€ DAS W 4R/ 7 BiA 2] CHR, {HIRYY
34~ H F64~ At BCR::ABLI 1S {HA)}>10%, AR¥EHS
AL TIRIT R MORA . AT IR KR 25t 52 1 2%
I 4 UM S BRI SO R, A EAF 2 S BUA
JEARFE T e NIL 5 32 4, 7 300 3 0l
RT3 H 6 A H B SR B AR R N, B4EdE Y
HRIT 5. BLEJLE EHIRIT 14 H, BRIk
MMR, {HAME Il BCR::ABL1 % 557K V-2 454 F [
e, RS NIL VAT I35 )

3 JLECML-BPIEKERE

SR 3: 143 4ok, HEIWTE RIS d, &#)
WBCHAE 6 AWz, Mk . RS,

B, JRHRMREL M Y 95%, NALLHHESR . Wk
RIARUESS AW BEZEAL (CD197. CD20*, TdT".
HLA-DR") . He ok 46,XX,1(9;22)(q34.1;q11.2)[5]/45,
idem,—7,i(9)(q10)[15], #¢ 57 238
in situ hybridization, FISH) & ¥ CDKN2A JER B
FHPE, %8 BCR:ABL P210 1S % 91.8367%. 2.
ALL (5@ B&, BCR:ABL P210F1:, CDKN2A
SRR, A% . R CCCG-ALL-2020 /%
VDLP (KFHK . FATR . Fil 14 LEEn)
BE4 DAS GEIAFIHEE 120 mg/d, B EEM S 2
100 mg/d) F5-FAIT o IRITHS 19 KeE i A il
/NRBEG (minimal residual disease, MRD) 0.04%,
H 8 BCR::ABL P210 1S {8 12.843%., 1G¥7 M Jf &
UREB IR IRy, A PIEFIRYT AV REms
% % 200 mg/100 mg 38 & ) I W i DAS &=
50 mg/d, i FALITAE AT, BB MRD B,
{51 &6 A1 4b J& 1l BCR:: ABL P210 1S {8 43 51 K
22.210% 1 8.850%, ‘B #& FISH AJ UL rf o4 K7 24 i
BCR:ABLI' . & 1E 2 Wi CML-BP (2948 ) .
ELTS P43 12,5122, Fmfadl. AR RN+
G, Ja B TKIUA A B2 30 me, FRH 1K,
2 TKIIG YT 3 8 4 H J5 47 allo-HSCT, #AH )5 +59 d
53 £ 6 BCR:: ABL P210 5& &% B, & 86 7 =8
MRD FA: . Bl % allo-HSCT J5 244~ H , B Bafrs:
SERLRMR, A IEEBYE. BILIATT KA RN
TGS SR L S

(fluorescence

Bt 2d 3MH 44 841
Admission 2 days 3 months 4 months 8 months
1t 5
v y ! v
B-ALL iAW JE+VDLP WERLEE g fe: T i A AR A
CCCG-ALL-2020  Dasatinib+VDLP Olverembatinib SN HSCT
CCyR

— 100

S

- 80 —e— SpHEIL PR

s

& “7 —a— 4 BM

Lé :‘ 60

s =

T %

[E=IR

E g 40

99X

z: 20

1S

Q 0 i i i i ]

0 3 6 9 12 15 18 21

HITIE (H)

Treatment time (month)
E5 #5347 R BCR::ABLT ISTEZLIER
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3.1 JLECMLARTHMISHESR ARV 2 SRS A JE U R R e

H B 3 2 [ b 48 B % CML-BP 19 56/~ & i
JE G 20 L (B P o A AE 22 5 1 Y, ELN 455
(2020) """ FLR UG A1 >30%, T A T A 41 4
(World Health Organization, WHO) #rifE (2022)
OE PR3 R g 2k
classification, ICC) (2022) *¥, NCCN#5rg (2023) &
B R AR A =>20% . 515t LB R, £
A WTHA R A AR TN, {H WHO 5 ICCH¢
SIS, AR A R i R s v B A4 A L )
>5%, i BEE I 2O AR R, IR S R
TN . 2B LI PR S e AL Se AR 4 WHO/
ICCHRUE, R A JEL 4R 40 i >209% A o 5501 3T CML &
AR A, H >20% (14 S5 ] 58 LR
dEJE, BERAETRIAYY o A7 IR UG AN L A E 209~
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