=MEMEMEaMRE ALL 52:

B n R EImARE =

SMMHEMRMM (Acute Lymphoblastic Leukemia, ALL) R2— @R RSEBESEEREY
HNMEEHER  ERE2ERRERENEN - BEEEESY  HaRotBRtEEQES
g E - MRD BRI KRB R BErE AR ERT - NGS5 EBENEESERIE -
MRD BRENRIEN RS ERR - IR RIS EREE NS CAR-T AiRE X - LN [
Asparaginase S EIRA TLS R SR ZIFUE L - BRI AGE ALL BELRERKE
BRI - 217 7 ALL BRRERE - BEIREE -

BE ALL BERIBESRERE

»E - BEEHGRF—EaETUENREMRMK (ALL) B9 "'=21R%  BRE - BAR—R
ZEHEIRM ; TEE 1960 F£4 - BRBEN B IRFIEHEE 2RSS PIRET HRAT -

& 1960 FRZA - AMEE 100% Mapy - BERR—1BZ  mASEE (&) - B
MEREER (B3 ) UHREEFTNEY - REZREEZE-HEI ( Dr. Howard Skipper ) &
T MA/NEERER S T oBEARACRRR . (BERORERR ) -

. HEi —RIERLAZRICECEHERVAR (HIZ0 100 HE ) ; mEFRFE—EEEH] (Bl
99.9% 3k 3 @ "HE ., ) -

. B MR—ENEEISEADMBERR (10'7) - BIET 99.9% - NI T —+E(E
MR (10° ) - WRRERER - RBBE AR, T (RREMR) - BR+EEEENARE
HIRE -

. M7 BRBEERBERAEFISRE - DAFERAREYREBITBILE "EAR,
RUEALNe - RAIREERIE -

=,

L

°"'ﬁ‘me2ﬁM‘n

L
FENEHRSE  ERRME - FRAEESFEMEER S - 2026.01 o 1



BRSEETERRE
E—P5E - FEH ( "VAMP, FE)

$—PEEY : SAEHA ( TVAMP) #&) - 1960s Medical Breakthrough
THE VAMP ATTACK PROTOCOL BRERE
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o Methotrexate - FHET DNA &5 )
o Mercaptopurine (6-MP fEET DNA &8 )
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MDACC (MD Anderson Cancer Center) : {52 iE BT KEZ2{E R FEEAE P /)
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AREIZEEE (SVC syndrome) -
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BIRRE
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i& ALL{#{54920% o y Yy oL Y 4 #;taxia telangiectasia) ° JJ
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HERSERS
z%%g é?gwn syndrome)

. F-hREIERE

@ (Li-Fraumeni syndrome)

(TP53EAZRE » T_{ZAZALL) o
SR

(Neurofibromatosis)
NF1 (NFLEFEZEE)

O EHESRER

(Klinefelter syndrome)
XXY (47, XXY#ZR) o
SEREAM
¢ (Fanconi anemia)
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o REHZTVEF (<20 5%) : ILFEREILFIA ALL /AR 54% - EREMANTEREED -
ALL 8915 25% - RREEES 1% - MEMFEMEEIE (AML) BIERAPIEZEH -
REALL WFRFELCERRD 303/888%E -

o MAZT : BEFWIBR - ALL RUSREREZE FE - BEZFEARBPNEALT - 4 29.6%
MEBBZEFER =455 - M =65 ENEFREEMLL 13.7% -

o ALLERABMMAMGEL : EAAFMBHRAENAMED - ALLEG4 20% -

1.3.2 ALL BEFREATFE RN

o [MEEZERFEIAVIEN - ALL SEMERBFEXRZ2IRNBEETRNEBE - R/ 2REBLIEHRER
BRIy BEEEERRR ALL EYBERENRE—BEFIRIER  HERENEGZRE (W
ETV6:RUNXT) /> - mEEARE (W BCR:ABLT ~ E#ZA) ERER -

RIE SEER BB ERMRIAEN 27T | (BENTEXREIEE L EIEE)

o REBE S5FOSEEZ%  ERAERITRABENERER -

o BVFHFIA (AYA, Adolescent and Young Adult) : ©&%& 15-35 ms VD FHES
F BN BEEZANR IR  sEBRAHINEEZEREFNTEE - AYA KRR S
FOSH61%  HABBEBBERA  BIINEEREE -

e HMARE  BEEFEERMARE  5F OS H1E 20~40% 2@ - ERME 7ARA ALL BREMAE
MBS RESBECENMZMERE -

o EFRE FEENLE S5FOSH®20% -

o BH (<1m): REARNBSEMEE - FT2HEH AIMIZAMLLERESINS B4R - 2
RN ERTEBRE 0 FHARREENS - 5F OS1ESR 55.8% -

1.4 EERFETEEREA (Risk Factors & Etiology)

HARNZEH ALL BERREA S ARE - HZAE3%M - B NCCN 155 R1EEEL /¥ —RIIERE

NEEEER  SELERARHREAEZEXGESLZHEAEERR .

o FRAR: FRAR 70 ZEEH—EBUNEREER  HIEFHREBENEYERFEEASF
REBREBEEAR -

o RIRRE : IEERBICEIMNG A AE CaEMRAY ALL) SRENERER -

o EBEEM  HEEBEREE ALL 13w EMEAER - HEPUBKIE (Down syndrome) &5
BE  BWARSER - B MNIEBREMWERS ALL WEREF
o ZF-{HEEEEEE (Li-Fraumeni syndrome) : £ TP3 ERNEBERREBH - BEH

g;?..;imtwrnaﬁw
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_fE32 ALL -
o W%ﬁﬁﬁﬁﬁéfﬁ (Neurofibromatosis) : 82 NF7 EEZREFER] -
o BMERKIEIEEE (Klinefelter syndrome) : 47, XXY %2 -
o SBOJfEEIM (Fanconi anemia) : & DNA {EETRIE -
o BERE-HEEEEF (Shwachman-Diamond syndrome) -
o TEWEEE# (Bloom syndrome) -
o HEKAMIMEIRRIE (Ataxia telangiectasia) -

5 E/MEREEMA (AYA) B985

AYA (Adolescent & Young Adult) EER 15 £ 35 B2V FHEFERA - BHE ALL BEE

REREFZABERZNRIRE - H[Diﬁ’]ﬁ%ﬁw%ﬁ\EaiiﬂE’JEii;EﬁEﬁ@f%%%‘f%ﬁU - fit P OT BE 4%

BENERRNEBRMESENEZ  AERAMNRBHEZRARE -

TYBEE L - AYA BERRUBRZEREFAIGARNEFGER

o ANMEREFRY : WM £TV6RUNXTREER KB _E52 (hyperdiploidy) 7 AYA PR3
TREZERRE -

o SEPETIEIEN : W BCRABLT (EMABERLM, Ph (+) ALL) RERH B2 ALL (Ph-
like ALL) RUZEERE AYA FEEZE 7 -

RGBT~ - AYA BEEEEEXRBEERE X (pediatric-inspired regimens) - Ef&#E &

FERESRERARZEZE  HARNEIZREERESHENIFSHEIEIMZEY) (NEERE

B2 ~ Vincristine ~ L-asparaginase) LIk B EBHI PR R A TEPAE -
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* ALL (YRR 27532 548 (Diagnosis)
2.1 ALL 22ERtR%E

ALL WREZEEZE RN EERBSHEZFR (Aspirate) BT/ (Biopsy) HWARE R - (5)

o TERERLLBIIRZE : R1B WHO 2% - 2 ALLBRAERS . BTN ESAMn
(lymphoblasts) BIEEHI > 20% -

o BISMEN : EETEMESA <20% - BEFHERENREREFBEEE S=EERES AR
i BHFAHRANEBEEREER TRESNHRAKRSESE MIo2E% ALL -

. FﬁLﬂﬂiﬁi%‘)Eﬁ  BREBAZMRPEFEARAENBERMELAN - oJZEUBEMENNETE

#1752k - NCCN #1585/ : LXF‘?LH]L&/M‘E!ZHH@ETEQ > 1000/mcL fF2Z 1518 -

EJ

ALL a':%ﬁt:.‘;:ﬁ ALL £ L BL E& FRER
C Fﬁwmﬁ B A — R
- —_ ,f wesmmieg § stieanans 99
[%ﬁmmmﬁﬂ - §‘( E e} Lt
LREHESMR 0% | | | FRTSEENAEES BEHARTNEN
L Z ch EARRGERLEE | SESMBLET AU S A
: (Immgﬁlﬁg%ﬁév%jence) ! \
@ TERE . (TypicaIGenetic:'iomalies) : jﬁ BEIARRILK 0’ ﬁ'ﬁﬁ*Eﬂﬂﬂﬂﬂ
") FEEEBLLE) : || & s <20% ‘ > 20%
T : BEINEATARSEACH VL)
BRHE SN e e I <
(Lymphoblasts) = 20% / B @ BRES
EAREEHESER | |
CET T : MEABE—MM > LBLASRRENTABALLA
NCCNSE : ! FEHNER - RAALLBRERERTE

W EE4EREET 2L = 1000/mcL

2.2 ALL EiHE SRR ETE (LBL) NERFRAR

RIE WHO D38 %47 - ALL EUMES Al MEE (Lymphoblastic Lymphoma LBL) =EME £
wWHRBE—BERER  HRAEERNERNEERRBULARILSEE

o MEBAIMER (LBL) : EXE/REZERIRIONELAIMBENERRFL - B

EJZ BARZRILHEBB ﬂQEE’J&?E( BEERMBRETMESARE <20%) ° LBLBEEH
FRESIFMUAREEMERE (NHL) -

. %’Ii;ME%H]HﬂEIﬂ]l‘{'ﬁ? (ALL) : EEASBHRMNEZAR > 20%  BEHEREZNSHEHEEE
MRZIE -
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RAER . EEmaAE - BERMEBELEER

FREREERDTEBE
=

RFE LS E—8E -

LBL SZEEEENE ALL W BESZECETER - HENEREHIMEREEA (W CHOP) -

..u:tj:EI§|L & LBL /L;\%}:E_I) | :?:E'fﬁ ALL
2.3 REERE (Immunophenotyping) A

REREDITZE ALL 2RSS Bt ALL B2 % B AL %
48 - EAERE F2lf EE&%I‘] BEERVERE (Wi CD20 &

A0 ALL ﬁea’éi&iﬁxﬁ

FEERRERIERERDPL

B (>88%) ERA (>75%) EBAZH {EREA ALL B9 25%
CD20 18 BORE
B ABIEE B-ALL (~50%), AR cCD3 8 F@sCD3 BBt
FUA B-ALL (>80%) {47 CD1a, CD2, CD5, (D7 #BFER
£ 1\t BtEs: TdT
; L i_ 2 20% HEBHRRE CD52 i (30-50%)
BEERARARES T-ALL
(MHACD20EHEEE) Gl
_ R ERE wHER
i CDla-,CD8-,CD5%,  {&179% (& 12%)
BALL HERAEE ‘® 225% BAHERNE  FERARD BaRE
RERERE [ (cD117,CD34%)
YR ® ® @  (521%¢ BEAT-ymphoblastic
@ ;s;:r,wcrl;lslrcgg*g: ::;Ziimm = CDla-,CD4-,CD8- leukemia, NOS
SMAEBME  CD7%at, COI0FEH, § = @ {456% 0 BAEA T-ymphoblasti
(Early Pre-B) slg-, clg- A \L_)) %oiﬁfc?l/%?mic) C{%ﬁ(%hcbﬂ leukemia, NOS i e
Y@@ e e REAME  ® © ©  Eon SEAThmolesi
clo+ CD10+.CD1g+  ALLL ) CD10FE \/ (Medullary/Mature]  CD1a-, CD2+,5CD3+  leukemia, NOS
dmege  C8hCD10LCDL oy
Pre) 02+, COT2¢ =
B ETP-ALL
"’- slgt, TATIRME, sy purkitt B EmE ) FRRE » BREEHEE AL
Clonal lambda/kappa g - B BEIei - (ERMESK (NRAS, FLT3Z) » MSHET: (GATA3, ETVEE)
P PRt BRRELR B BAECREEE (R ZMBI S SRAEAR (FLT3,
(Mature B-ALL) Ysg M BCL-2 )

2.3.1 B #liiI5E % (B-cell Lineage)
o TEREALLP - BAIMZERGEKX

Z 8 (% 88%)

o CD20 MREA 50%RIAL ARIBE B-ALL PREE - MM B-ALL PREXES (>80%) - i
RLBEER > 20%09MERAIRZRE CD20 A4 - CD20 WREBFAEENTREBHAE
B - EfEAHN CD20 Ekmke (10 Rituximab) R -

%< 2.3.1 B-ALL 73 {EP&Eg a8y

7 {EF&ER o EY

R RS

TAREREERE=K
ﬁhﬁ%ﬁ’\]ﬁﬁﬁ) - (0@

®
3. RERESEE M (MPAL)

Mixed Phenotypic Acute Leukemia

@‘\ 327 (Bi-lineage)
FEMBEARERNADFAR

#%% (Bi-phenotypic)
SRR ETFEARL

A EEE7

o AL iR RIER LRIARED (40 CDI13,
(CD33) : #4 Myeloid-associated
antigen positive ALL

« RSB FEH MPAL» 1R
R

o 28 MPAL B RRIZIEME WHO 7 /b
AAREE Bl

-

o/ M

; R AP IMEEEAN (K9 75%) -

Etnf&rmahah
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TdT+, CD19+, CD22+, CD10 fztEE KMTZ2A EHFSEHE

EHARIEE B 4H AR
7 CD79a+ B TR R -
(Early Pre-B)
CD10 f214, slg-, clg-
| 4 % = BALL, - CD10
5158 B 405 (Pre- clg+ (B REIKER) BETE 1
B) CD10+, CD19+, CD22+, RiE EE%EQ °
CD79a+
- slg+ GRE®REIKEH), TdT 2 | £/E Burkitt 5 M/ MERE - A&
(I\/i;‘tur"e‘ B-ALD t Clonal lambda/kappa & | BEESRELE - AHERPAER
BRIt A -

2.3.2 T #HkB5E % (T-cell Lineage)

T-ALL #1558 A ALL B9 25% - SRR EDAME CD3 (cCD3)8k3RE CD3 (sCD3)i5H - i
#%A CD1a, CD2, CD5, CD7 MEERIEK TdT F&t4 - CD52 7 30-50%H9 T-ALL h3=iE

%< 2.3.1 T-ALL 73 {EP&EREo BY

7 {EF&ER o EY AR SR B IRAC =

A€

SEHARIER T 4HAE (Early T- |CD1a B2 CD8 [zt - CD5 553kZE - BZ |15 2% (RE ALLHW
cell precursor, ETP) D —1EHE S ER Al B4R AT (CD117, 12%) « FRIREB D RE
CD34, HLA-DR, CD13,CD33,CD11b, | ZEk&t4HAE1RET -
CD65) HELA = 25% RERE -
BHIRAA T 4188 (Early | CD1a -~ CD4 £2 CD8 P2t i 21%
immature)
RRE/RmARE T 4RA8 CD1a - CD2 £ CD4 5% 1t 56%
(Cortical/ Thymic)
HEE/RNAAEL T 40 CD1a 2t - CD2 - sCD3 514 1 21%
(Medullary/ Mature)
EHiRIEE T 4A8 (Early T-cell precursor, ETP-ALL) :
o ETP-ALLZ2—EEME HIESHE f%ﬁfﬁﬁx?ﬁ’]ﬂﬁ’*“ HEAREEERASHSBLEAMm

7 (AML) - MIEsEAY ALL - HREEEE

o SIRIBIEIRIE 1 NRAS, KRAS, FLT3, IL7R, JAKT, JAK3, SHZ2B3, BRAF -
Emfwmafmh
.I-.Eﬁﬁﬂs ol
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o BERAFRI : GATA3 ETV6, RUNXT, IKZF1, EP300 -

o ERARER : HRNEBMRILEREAE  NCCN 55 2R ERBETEZRESRELLERES
—REERE (CR1) ETEREFAMBE - iSRS WA SR (0 FLT3 #IHE « BCL-2
) pAREE e B ER AR BR -

BHARANFA T 4000 - SRE/MAREY T 4000 - BEEE/ANEAEL T 4HAR

o BHHEIE=TEJE ETP-ALL 89 T-ALL - 7 2022 & WHO B3 $Eh &BE R —45: T-

lymphoblastic leukemia, NOS - =& 7 FEEEREIGEESE -
233 BREREFMAMIm (MPAL)

e Mixed phenotypic acute leukemia (MPAL) B2 ¥:E % (bi-lineage - FEMAT A [EE £
HEMEARRE) FERE (bi-phenotypic - E—E* AR EAEEA1TC) BIIE -

o EERA : ALL i EGREF LR LXITEC (W0 CD13, CD33) - WS Myeloid-
associated antlgen positive ALL - BEAFRESLEERITLWAFRR MPAL - T A—EHE
ARIEEMR - 226 MPAL ZEIEETE WHO RS RHRIRE -

2.4 BEEHRS R (WHO/ICC 7315)

MREERESENERENMMA ALL PREEMTEEER - 80%HY B-ALL H 70%#9 T-ALL &
oA ZIRERER -  LEREEER %Eﬂﬁ*t,&i/\%’fﬁ?ﬁE’JEﬁﬁ’*l?Z%%%ﬁi’:}%ﬁ%ﬁ
% ELEBERERER JERNEVERE  UHABEERELETE -

ViR Bl EaitEn A - NCCN #5351 B R A ERMA S ETARE G

o EREZES T (Karyotyping) : RSB EEH Giemsa RERETHNER G BEONT - AR
WHIRBRHERR (WB/m_558) RARBGREE

o REBRRIMMES (CMA) : EREBEZBENTRW/ERARHES - IFREENERALE -

o EHREENEFEMHR (FISH) : RS ESHERERER (W BCRABLIT, ETV6.RUNXT, KMTZA)
RIEREt - FERER t1(12;21) (ETVERUNXT) TEERED TR EZREM (cryptic) - MR
k%8 FISH 3% PCR #8545l

o DNA B RSMEHERIE (RT-PCR) : MERUSRAIA BCRABLT MEEBHARAE - WH
FRTEE D EEEA AR/ (p190 vs p210) - EEREE MRD BB ZHEE -

o RERER (NGS) : ARZE®RNA Ph-like ALL HEAME RS R EHMPEEMRE -

Emfwmaﬁw
ﬁﬁ s ol
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2.4.1 B-ALL pyiE @ RissEmE (VO

IR LT 0N 4 aeemeng AL REERAEE c0uBAL 70N TAL SREREY (@ mEtnenusases
ALL 7 7R

o) B-ALL RFEHEE (P B-ALL RRBETH | (© T-ALL SBER
m =8 (>50 Rl o Ph-like ALL (BEHAEH) . T-ALL iBfETEG
 HLAREES |ﬁ - $7 PhREEEERREEEN AN BRI BALL HETERE
- RERR (25%) - MESE(E (CRLF2> JAKS) - File= - BREEEEERMAESHEA
1(12;21) ETV6::RUNX1 KMT2A B iAMP21 m ETP-ALL (FRAAISE TAHER)
RERERTE— (22%) IE* - BERESRMA “f (1SR ERARE) Q} CENBEE  BERSMEE
HERCRREE . ﬁggﬁﬁw& b AML » FiEBE
&
g* R RBTRETERY e g BREE RE(2%) Kkos pEsg (> 5 BRE)
. ’ - FBRiBE » B TPS3 RESEREN wan o, ;
S8 (6%)» A (3%) LB (1) A (0% Hen el ReE
E ﬁ FThK(f) A";' (it AR IKZF1 k% / IKZF1 plus c-Mﬁ;; B (t(s;14)i)
+ KZF1 8% : BHFRREEF Ig* « SLRRFR B-ALL (Burkitt) #8RA -
' a g;ﬂﬁ;@ ?géﬁgﬁg%  IKZF1 plus : ERRBREE » gl RERERERL

& b i lﬁx REREEAM IS l%@.ﬂ#&ﬂ’ﬁl S ig BREARAES §&1‘!ﬁi§ & g RT-PCR

(Karyotyping) (CMA) (FISH) (NGS)
BEE ¥ R Mm D FEGBERZERRA - WHO BEERHE 748 (ICC) ¥ ALL Mo iR TiEBEE
BEEREMRDENEEMA - BEBREMLECREENB-ALLDE - SEEREHEEBHEE
RIS : (3R 2.4 53R BITEE) (2.4.2~2.4.6 RIS IR BUZE A T 4R)
o 1(9;22)(q34;911.2) : BCRABLT (B BR2FE 1 ALL, Ph (+) ALL) -
o t(v;11923.3) : KAMT2AEHE (578 MLLEHF) -
o t(12;21)(p13.2:922.1) : ETV6-RUNXT -
o t(1;,19)(923;p13.3) : 7TCF3:PBXT -
o t(5:14)(q31.1:q32.3) : /L3:IGH -
o #B_{588 (Hyperdiploidy) : 51-65 & &58 -
o Ti_ %88 (Hypodiploidy) : <44 &% -
2016 81 2022 &£ WHO 4889518 2 a8l .
o B-ALL A& BCR:ABL7-like $5# (Ph-like ALL) : = Ph @ EEBERRERLEA Ph (+)
ALL M - BEREHANBEUER -
o B-ALL 7 21 L BRENEIE AMP21) . —(EfFERARAMBSFLIE -
o B-ALL#E TCF3 HLFRAE -

E{hjﬁbrmaﬁah

TR
FEMEHRSE - FHFE - FBENEES RN AEEN R - 2026.01 e | 15



o B-ALL A ETV6::RUNXT-like %58 -

o HithERMNEBEEBERE : 65K DUX4 - MEF2D S, ZNF384 E5EW B-ALL - #B /G:MYC
RIS HY B-ALL - LUK PAXSalt sl PAX5 p.P8OR RE R B-ALL - LM 2 BAEIM KA
PBERE BN BEAENERE -

R2AMBRESRES TEFTE FABARELEEBRRERR
R/ FERE  SREHA A ALL SREALL FEEERBEREE

=155 =155
B-ALL ERE B/ 7 FEE

B (EEe (>501% |- 7% 25% RiF - #{EESRES
FERR)
£(12;21)(p13;922) | ETVE:RUNXT | 2% 22% B - REREEAEEY

(TEL-AMLT) —
t(1;19)(q23:p13) | TCF3:PBXT | 3% 6% BHEIHRE - BITHEE

(E2A:PBX1) B*a HHEFEE O GEER
Ph (+), BCR:ABLT 25% 3% FESE = - B TKI
t(9;22)(q34;q11.2) | (Ph (+)) £ - BE IKZF1 plus B

CMLYBRSE - S8 5IRER,

=y
oo
AR

Ph-like ALL g EE 10-30% | 15% FaigZ= - ERFKELLL Ph
(CRLF2, JAK (+) 1B BCR::ABLT
%)
t(v;11923) KMTZAEHE | 10% 8% FFEE - FAlZ t411) 8
BRER KA - BHERIE
BN IEE
t(8;14), t(2;8), c-MYCEB |4% 2% B g2 B-ALL (Burkitt) 488
t(8;22) FRERESRERX
iIAMP21 RUNXTH#&E1E | HHZFER 2% FEigZ= - FrbaELIREE
ExEmE -
EHZE >5F - BEFiiE | DR EEE
=) il
Emf&rmahah

JEEAL
- " b e AR
KEMIEMSE  BESEM - Bk S e IEER 2EE - 2026.01 16



R (EEE (<44 8 |- 2% 1% HEIEE - B TP5IRESE
s o) il
T-ALL ERREel/ S FRE
(1;14)(p32;911) TAL-1a 12% 7% T-ALL tHE X B-ALL ZiBTR
£(10;14)(q24:q11) | HOX11 8% 1% BBE - ATIERREER
(TLXT)a BFR T EEEREETS
t(5;14)(q35;932) HOX11L2a 1% 3% MREBELT - (7)

2.4.2 B EiREMY (Ph (+) ALL)

o FITIRER : Ph (+) ALLBARA ALL FEERARE - HEBEXRBFERIERM EH (15-39 5
%3 10% - 40-49 %49 25% - >50 mE ol iE 20-40%) -

o FREBBESITERM : TKI BIEAT - Ph (+) ALL B#HRZE - BEZE Imatinib X5 _ - =L TKI
(Dasatinib, Ponatinib) RI5IA - EFEEEMZENE - NCCN 155125 - BIRAHE KZF7
plus B CML BIBERSEHY Ph (+) ALL - ER SR EREER -

2.4.3 HEWEHE ALL (Ph-like ALL / BCR::ABL1-like ALL)

o TERE ! IRZ 1(9,22)51I - BEERAEKRER LE Ph (+) ALL SEAE{LIA B-ALL -

o AT . BEZHEEREERNESIE - BRNERABES K CRLF2(#) 50%) »
JAKZ ~ EPOR~ ABLT~ ABLZ -~ PDGFRB% -

o TREAREE : Ph-like ALL BABZZERI 5 &F EFS BZERRIE Ph-like BE (22.5% vs 49.3%) -
WCEn BV B JKZFT TR R H 7 - E— D RIETEE -

o AEE  ANAISEE2EE KT - BERFT[EFEBNAZILEY) (1 ABL £ TKI AR
ABL-class @& - JAK inhibitor 1 Ruxolitinib AR JAK-STAT £ £) BhiEz - NCCN &ZZ& 4
FrA B-ALL #&171HEAER IR -

2.4.4 5 21 SRR ERRATRIE (IAMP21)

o HEBKHE TS 21 RABERETNNBRENIEE (BF >3 BERIMNER) - E2—18%F
FAMEEEEE - BEBB RUNXT ERETHI FISH 120813538 -

o WAREE : FRNFERBANTEE (FUFEK IR - BEHARENIV/RER MK -

o« FEREGE : £IRENENRERE  BREARS - KM - MRBEREATERCALEE
A HIAROIERNE - Bt - IAMP21 #WRAS AT - FREBEERE -

nl -
rgﬂf.'mjtbrmaﬁah
gﬁﬁé stors
= e S g dg iy = 2w i | B ﬁﬁ';
XENEMSE  BERR - FENEES M EER A - 2026.01 17



2.4.5 |KZF1 th&<E4 |KZFT plus

Ikaros &R (/KZFT) : IKZF 258 iz EFEOMEAR DL  IBERFEERHEEE - /KIFT R
K2 B-ALL@NEBUNARERE T -

BEEER ¢ £ Ph (+) ALL PEEXRIBT (>75% &, ~65% A A) ; 7 Ph-negative B-ALL o
#915 15-30% -

IKZF1 plus : 15 /KZF7 tR<EG A CDKNZA - CDKNZB « PAX5 3 PART BItR%< (R
ERGTRKR) - BRRESREATE - £7E B-ALL PEHEREFRENRE  BRXS -

BlIsh & IKZF1 B EE DUX4 EBEIRFE - AIEARREBIE IS RIS - A—ENEK
BEAR -

2.4.6 a1 f&h8 (Hypodiploidy)

A I

o E3_fZ88 (Hypodiploidy) : 39~43 & &5 -

o {KEE__{&EE (Low hypodiploidy) : 30-39 & #6428

o 3E=fZRE (Near triploidy) : 60-78 1@57% fs

FHEAE . o _FBEALLEERSRE - I-BREEREA /I _EREREBIBHNER
(BEFi o — %Eﬁ : lﬁti‘ﬁ?ﬁﬂ’f%ﬂ? THREERHENVE_BERBED -

TP53 FARs : cu {288 ALL 22 TPS3 ERNREBMSHWEEYE (231 90%LL L) - SHREERE
%f%?&ﬁiﬁﬁ% (germline) &R LABERR Li-Fraumeni fE1&%

2.4.7 T-ALL E{EBIIEER

£

SHERIE - B2 B-ALL ABEEC - T-ALL ROBRESAREVR - HEMMBIE - SHHZGANESRE
MEDMEHAZ  HRIZEARRERHBRENER AR R ATEEWREEE - O
IRTDHE - Bal T-ALL ERkRBRERE - B & ETP-ALL #3E ETP g9— AR B T-ALL -

[ == ]
b E.E.'mjtwma’ﬁ‘iw\
TR e
BilEH2E  FAME - BRAEEEEEMIyERER B - 2026.01 18



F£=8 - ALL ¥)ins2 B L EEIE D Bk
NCCN $55| @R —E2 HE 2 AN RERR - LRERERNHH - BRI ERAEMNR

ey - O
ALL#IRs2 BT

1. BRERE 2. G REBEEE 3. PIEFLS %4 (CNS) 5F
%%
6 2 Mm4@HSHK (CBC) CERE B
SHMmIkAE (Differential) @ glgrg%% S#IdIES) CTEMRI (FEEZH)
E(CERH (Fa/M/RE /B R 2 EETH) EEHRBCRRERFFET
HEDAE (LFTS) » BOAee - (HERo AT 3 R )
RN 558 B EIRERN R (/)
O i e s
ILDH : g
il AP RB
SR MINEE (Coagulation/DICHHHR) N R ; =
. D-Dimer,Fibrinogen, PT, PTT SN (Cardiac Function) BEAEHTRERONS SRR EAD
— %ﬁiﬁgﬁtt\ﬁﬁﬁiﬁ
(Infection Screen) gy M scan
@ BRI, CRUFFA, HIV (% E2mm) Eﬁgﬁ%ﬁ%@fm
S THAEM (Reproductive) Emnthm?é}l"&%ﬁ?gﬂﬁﬁﬁgﬁ CNS-2: WBC < 5/mcl. B7Z/EHES4M
0 BRRYBD BNENHRE . CNS-3: WBC > 5/mcL Bf7EHE S4
(RERETR, AERIMESE) N

3.1 ERERE

o MKE : ZMAMEETE (CBC) 2Bk 48 (Differential) -

o HAEEIH . NFINEE (LFTs) - BINRE - E|AEE - 85 - i -

o NEVEBRRAEIREF (TLS) s%4& : #08) LDH E2/REE (Uric Acid) - LDH A e RILEEE RS @ K
A SRR EERRE -

o AEMINGE : MEMMEAN I (DIC) EitE®ERk - €235 D-Dimer ~ ##E B[R (Fibrinogen)
MBS IRE (PT) ~ 8o B MISRERE (PTT) -

o RREERAE : B AUNTK - CEUMTK - HIV Al - SHMEERBENREIEIEEK B HEEEE
IR EE

o LTEMR  BIRIFUMAETRZ - FIEEMEEFTETENEERE  EAMBEAETE
BBEN  ARE|ENZE ALL BRAEEIME S (FFRIZ T-ALL) -

Emﬁrmaﬁah
.I-.Eﬁﬁﬂs (Y[
AEMEHRSE  EERR - BEAEESEEEAM ERE R B - 2026.01 l'iq_ 19



3.2 B BHEREIRENG

o TIRWHE : BHRETESS  WE - EHAERN CT v (SFRELH) - SRKERAH
fthEEINRE (WBE - BEYE) - BEIEEET PET/CT R LUBEE I EAEN -

o ILEINEEREML : FHAS ALL AT Anthracycline 82£4) (%0 Doxorubicin, Daunorubicin) 2
Zon - BEOESY - FIEREEAERMEAEET OB E R (Echocardiogram) 5%
B2 FEPER (MUGA scan) I EAROHINEE (LVEF) - EHREFERELHRETA D

3.3 P 24 (CNS) 4

. WiE: BRSEDEBLRBERAGER NES  MSERE - BHLE) - WAETEN
CT 5 MRI (2 BE8/) LUFFIR I S M7 - 4298 (Chloroma) SURkIt I -

o MEMZERI (Lumbar Puncture, LP) :
o CNS ZEfELAE . £RREAD - LP B T2 TIFEARBETT - NCCN EXAEREZE -
HMRHUAZRE  BRLP EBES—REENHAES (IT) AESEDET - IRFREAH
#8 CNS MEIRE 2 1B -
o MH: BrEREZEY LP RIFAZEMEISMZRI (traumatic tap) - EEE MR
B MEAAR A BitEA CSF - #iEm T3 CNS D H s E5E -
RIZ CSF MBEER - BEREIENT :
e CNS-1:CSFopEMESANR - FAmBaMIKETERM -
e CNS-2:CSF3 WBC <5/mcL - BEFEMRESAMR -
e CNS-3:CSFH WBC=5/mcL - BFEEMESAM -

3.4 78 EF5fh (Prognostic Factors)
34.1 B#IFEFEERRAF

ER MRC UKALL XIl AR BNEE - BxERRFEE0T  ©
o T :
o A BRBES ARG  BVERER,; RE (1~15 %) At  HEGBRHE
RE HRNAEREER  FRERMT -
o FRAIEEE . >35m -
o WBCET2 : s2ERFF B-ALL >30x 1079/L = T-ALL >100 x 1079/L B=E ks -

[ =1 .
nafﬂmjtsm;%ﬁw
& (][]
. e e TERR e
AEMERSE - SERM . BEOEE TR LIRS - 2026.01 20



4

o A
L ZTR '?

K
I

: FRE S BT WBC E’JM% E 54 OS E4 5% - BB ENTEE -
o FEABEIHREZCR (m%%&ﬁ*)  BEREEBEIN CRWNEE  ®25 FHEHM A
A5%TF/EE ; MBERBEERE %mz,b\%@ﬁ 5%7F &% (p=0.001) -
HitSFiEEE AT
o REEZEE AYA BEFE - AYA BEEEXZRNEQMWEE (pediatric-inspired
regimens) - H EFS BEEREBESBEHRUANFEEE -
o BEFEWIR . —IELLE CCG (52H)) B2 CALGB (ﬁ@A)T&E’JEﬂ%%ﬁT 16-20 AR
SREAN 7 F EFS B 63% - A AERER 34% (P <0.001) -
o FREZW : RREZNERERESEERENIFS BEAFI4HZEY) (ﬁﬂ*ﬁlﬁl@? :
Vincristine » L-asparaginase) Ik E R HEI B8 Z R CNS FERIAE

(SiRIFEETAERR T 2. Eﬁﬁ*iﬁi&lﬂ?
@ . EAFSRA BB

=

) L BLE el >30x 10A9/L -
¢y PBEAR RR l. SLTALL100x10°91 \\ REEHERE
wlE

o t(4;11)/KMT2AEH Is. - ES%T?E*

58 (1-158) TN
- B ASARECR 1R/ (E A%
« ARREER > RERIF FAFRASWBC g
! || . SEOSEHI5% “x . Bofzm

Eﬁﬁfﬁﬁ) L% 4 . 5%&%%915 25% * del(9p)
EELPR

- HitJFBERRE T Ph(+) ALL T-ALLZEE

o s Y SIS, g, b

E2 -] o * TKI& BT
* B-ALL>30 x 1079/L ’\Q Avégggfgﬁ?g%r}\%g &) j . SEOS‘JETS%

2 T-ALL>100x 1079/L ?E:%.Eﬂﬁﬁu g N s
ARER BEHZ ~— A FIRSFFEE RAS 2 PTEN
&%ﬁﬁﬁ% ﬂﬂﬁi 63% Vs C ﬁ&ﬁﬁﬁ?&ﬂ&,ﬁ%
#ABIERWBC @ . del(9p) §§ - NOTCH1/FBXWTEp4: 2
A o SEOSEL5% 2D ﬂﬂﬁ&:@ﬁ?ﬁﬁ@# 5 RAS/PTENZE#E

. BEWEE B R

» ERHEEECNSER
342 BEEEREERT

R42 ECOG E2993 mlfa v 45 R - AlfREE %% ALL REEMFEEIEE : (10

o WA : t(411)/KMTZAEH - 1(8;14) - BHZE (=5 EER) - 2 _F58/i0 =155 - If
MR BRELEDR A 5 FEERERN 15-25% ; ﬁ'ﬁﬁﬁﬁ/\ﬁ’ﬂ 5 FFERE 38% -

e Ph (+)ALL : £ TKI B ZRIFREMBZE - B TKI SHEEKBERNRE FEBBRENE -
BRIRAEIEREE -

gE‘u:'{mtbrmaﬁah
.I-.Eﬁﬁﬂs ol
FEMEHRSE - FHFE - FBENEES RN AEEN R - 2026.01 '; 21



fEE/EEG . B 58 - del(9p)
NOTCH1 & FBXW7 2882 (T-ALL) : B IEREFTAR (5 & OS Wi 75%) - ATERE
77 RAS S PTEN 22 - B NOTCH1/FBXW7 HIRITBE NS S - Al - ERRAS

(NOTCHT/FBXW7 B34 8 5 RAS/PTEN RE) W EHEHS AR T-ALL - OV

3.5 MR T AR AR
3.5.1 BEAGIREIE MR 2 R R

ALL;AE R FEsT(h e RS e
3. B AR MR R E

1 B A NRRE 2. PIEME RS FRRE

4. MRD (M E7$ERht) SFid

i SHE R ELTARS @ HEFE @ ERHER
(Complete Remission, CR) ‘ (Timing & Prophylaxis) amy (Assessment Methods) Q (Definition & Significance)
FRBNRRERNCIER - & BRER(LP)REREL—S - /15 BACT (SMFH) fER AR ERTE 2 AR o
Eﬁﬁgémm ety ERLPRERS ETEMES(T) - R PET/CT - ARERERR REZARS
IR : ANC>1OX10L B EECNSTRS LIS o i1
. CRi , CRh (*ﬁgﬁg} CNSﬁﬁ (CNS Classification) _ CTEREATRHE - (Specimen & Methods)
| pAcREE BRESHERES| ONS1 SHESER. N PETRAE o) HE MRS A
" CRi:ANC<L08] fMi <100+ | CNS-2: WBC <5/mcl B HEBEH o Bl -
CRh: ANC>0.5 B fn/JMR >50 | CNS-3: WBC 25/mcL BEHEDSHM o - #AER (PR) Bk %%g%ﬁ ;z ﬁsp (wa
ﬁﬂﬁﬁ H@ SPDi#"> >50% ° EBCR::ABLI) o
ol S P CNSER TR ERStR ABRGRFTE -
FUARERRREIICR - YGRS RemSsan) )
S2ERRSCNS-2/3:R HHENEER &ﬁ’ﬁﬁ (PD)I#EE o) #"Eﬁﬁ
ERER e (No R:;ponse) 8 (Assessment Timing)
@ (Progressive Disease, PD) CNSEE: PD: SPDIEH] >25% ° i ggggggﬁﬁ °
i >25% » . o L EBE o
e (CNS Relapse) RN 2R D 3. (e AR -
BBACNS-2/3 ) SHHRERF
s CNSFEH -
(Relapse) {83 (Relapse)
ECRH » 7 ~ BE(>5%)2 ECR#E  WLBNUR
BEA S E R IR S -
. S=R4EM (Complete Remission, CR) : ft% ALL MME M FHRAEPERIRE - B K
FEMINEEEERE - MERK LNERTARKTERESL "ERE, - MECSREYE ALL Y

SHRER  WEBTEE TEELE, B AR, AP ABRELEMBRERRL
(MRD) TF51L 785 - #AEERTER 3.5 - (20

o 1M CRi & CRh BIKERS
o TEEIMER (Refractory disease) : ALL JAENEE S
HERBEEARTS CR/CRI/CRh ZEE -

BNREREAREEMRR  BRE—DEERARE -

CRWATMIEE®E - BERHBEMINEEERTZIRIE -
88 partial response - &5 EH
BEABRAEM Y ALL - EREERS

- BERRA

[ =1 .
nafﬂmjtsm;?ﬁw
& (][]
. e e TERR e
AEMERSE - SERM . BEOEE TR LIRS - 2026.01 22



3.5.2. P 24 (CNS) BiRZ R E

o FHHISH . EAEBEREETIEMESTR (Lumbar puncture) 3114 - RS #EETER A RIS
—¥ - ERABNBEABEEE2E GBS EHZR] - NCCN #5523 - aREHRT
RISERID 48 FEAES (IT) A% -

o FEBGZMEM : FTB ALL BEIEES CNS AP - #AREIRELN 3%~T%HEE LIR
CNS 1RIE - (BBEREITIER - 838 50%WEBEREIRELHPEMLEE -

R1E CSF BELER - ABEREDEEZEERMT !

e CNS-1:CSFoEMEBMANE - fmBE MKt 8HM -

e CNS-2:CSF3 WBC <5/mcL - BEFEMRESAMR -

e CNS-3:CSF & WBC=5/mcL - BFEEMESAAA -

3.5.3 MBEEEEIMNEIL 2 &

BRESMRAL I FER | RETEEY/ME/IEEl/ B RS BREZ CT - UK PET/CT 8& -
% 3.5 AE R ETHEE (120

BHERE MR 2 RERE

STEE 4% (Complete EmAZNRERACSMME - BEEIMRI (815 . MEAR
Remission, CR) K BREX - KB/FERE - EAER - PRERGEAKZ RS
HitgEIMZ L)

BT L BRERB=%EMINAEE - Blasts Ebfl <5% -
MARBEE : BEPHEIKEHEETE(ANC) >1.0 x 10°/L Hil/)\
ETE>100 x 10°/L - UESh - 7B 2D 4 BEER

TEEBHBIEER |85 CRIABERERE - B ANC) <1.0 x 10%/L si/NMiEr 813
EAR5= (CRi) <100 x 10%/L

TEEEFBEISSME |5 CRINFAERE - BBAZMIKETB S A2 %E (ANC >0.5 x
218 (CRh) 10°/L Hi/MrETEL >50 x 10%/L)

THE TR (Refractory | ERB/EDEREERIAREER CR
disease)

mjtbrmaﬁah
L
FEMMHRSE - BARN - AEDBESRRT RS - 2026.01 HEE )3
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BRIRER (Progressive | ERBEEMERS AREHEES BB AMMECAHIZMED

Disease, PD) 25% - 2N IR FTRV BB INR I
1€3% (Relapse) Z CR ZRIMR - B8 (>5%) SEAFEIN IR IR S A RS

P AE R4 (CNS) R Z &

PIRSE RMAERER | 2ESA CNS-2 50 CNS-3 R E - /AEREESR CNS-1 R A&
(BB R EMAESMMR - A B MBKET8R)

o 45 161 458 £+ 4 18 3 SRfE A CNS-2 3 CNS-3 ARAR - 3t 3R B PR P48 8 45 B M Ys i
A (M0 ERERE - IL/BRERER - N EiNEER) - HEEM
BERE

MEREEIME L 2 2 FE

TEEME (CR) CTRERAHEBREARNTEHE - £2E A PET RERGY
AaEEEA/NRIRERIERE T PET BREN - BB CR -

#8242 R% (PR) MERIRBANEAEFBEFRIGHEAN (SPD) B> >50% -
HRAERI PET BGHREE - /8FE PET W AEEZD—EIR
SR REMUIAER G

BiRER (PD) SPD 371 >25%

#[ZF& (Noresponse) |[ZRiE_L# PRE; PD Z12%# - HJcR] PET BiGH - 8E®E 2 PET
WRERD—ERES BINUEFEG

{825 (Relapse) Z=Z|CR#E - HtlREEMEREERBRLEIR -
3.5.4 MRD (Minimal Residual disease) g% ("

MRD EEHEBEAREETESE : MRD I E2REARBNE MFMABHSER BRI EES EZE
ARG BT R RRE -

o WNEMBEITAEEIN . £ ALL FORKBRED - MRD EEFNEZEH P ATSERAIERD - ST¥
REHAMA ALL W RRE - &FRHARB MRD (FHEREREmE2E48HE ; It - FEA

gE‘u:'{mtbrmaﬁah
.I-.Eﬁﬁﬂs ol
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BEEAZESEEN MRD lIEEREEBRENTARER

EFEEE : MRD BMNIEEREFRAIREIURREL ~ ALL BB REROR - BB EILE

B4R 1E (Allo-HCT) RURS#EE MRD /KEESZFRERRGERE - R EERIRE

MM R BEREFRNERIPLO

RRSIRERSE . MRD fTEMNEEREAS—B/NER (RZ 3 ml) WERFRE - =i

FOARHRBUREE 100 -4 BARE ORI - o2 B ERH SRR -

BRARMITEIESEE  SAlARERAGERARYE - BZEEMAK FDA ZANRIERER

%Al (NGS) I *ﬁﬁﬁ?’ml!%'tiﬂkﬁ; °

REAETE  ERESEIRLOE (WERNE - EREMRNIZE CAR-T Alf) s

ARt AE - %‘JAL%HE BE IZ%L%/@F%%Elﬁszﬂﬂﬁ’mﬁm#u;;

BCR::ABL1 BY45%k 4 : RT-qPCR BRI EER LB R TRZHEY (JERZHRRER

) ;A NGS RIclsEERE SR EY

MRD &R

o WIRFBEREERE -

o EEAEAERE -

o ERSMSREF . BRBAEANFZIERRFERE - SR FEERIFTERERRE
WERE - BRINEEEARIAR -

o EARIRA : FLERID (W0 PCR) EBEAFEAIMNERIEAR - DI E ALL WHEEL -

\\\

mjtwmﬁm

ﬁ_ﬂ ﬁ“&re
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SNE - ALL BAELEFEERE
4.1 ALL REMESEE

722 P Ex R 2

940448 195 'O-IQGO'EE"["_E;; GOREER
AT R0 @ %f =
MethotrexatefIR: MSESEENES: DIEMSALLEREL: SiaRH6: E{ES{ER:
MEMBEYWEIRAN  Asparaginase, 6-MP, EIIBSIMERHEAL BEECNSEREEM %Ikﬁﬁ%ﬂﬁﬂﬁﬁﬂi EEBFMIER =R
ALL;EN » SBPATLUE  4BEIRE, Vincristine ENAZETENER A BHARRAE  RERMERRR - & o ZEEMDACCRI%E
ALLISEILERR o A » AAHEICREE  EEESEOMFEES o 28 - REALLEEE FX AHyper-CVAD » \
Ko ZERE50% © CRE>90% o
20142017 | = 2017% 202084
Y o4 aly
BCR-ABL TKIRJtt : SEMBUEEERAR REmIERE. CAR-TAHRESEEINA : {CERIREEZ 6
Imatinib3| APh(+) ALL  fFEEREA : Blinatumomab, Inotuzumab,  TisagenlecleucelBHt Ph(+) ALLf#H
AR SAEHEEAE  GRAALL-2003:ER:EE  Rituximab/Ofatumumab  BEEEISCRE » HAE Blinatumomab + TKI »

BFASEFEO0SES0% ©

AEFREIRFPh- ALLEFH
BARFEE-

B EREREABALL B

HE0S © AEe

R 41ALL BEEREERERRR

F 1t 22k ET |

1940 & | Methotrexate | TERZEY) Methotrexate #2IRE B ALL Z7EH - &

K RYEE R o] DUfE ALL SRR - (13)

1950- MaHaEE | RERZE 7T REEBMBEDA) Asparaginase BEB &I

1960 £ | WER ALL ZBRESE M - IR 6-MP BIRLIN S A AR E BS -

K A ALL EES - 848 1960 FHHBEEY

Vincrisine B90A - W AKIEN 7 CREEZR -

1960 i% | PHEMEE ALL | SRR FERE PR R4 ALL - EFRERER S A& BB

HH EHIEE BHAEEES /ﬂi%’f@iﬁ%ﬁﬁm it - KRR MmEE -

1970 £ | efltia®EmmBl | BEZE CNS FEREAMA - E—HaREREAIW D - BE ALL

ae 775 R R 50% -

1980 &£ | Bp4HiBTE4E SIABERARBEARE R/ EEREA -

K

1990 & | REALLEIE |fEE BFM BWIIR/NVEZEESHEHEIBEYRE - B1E

K BaibE TREALL FEBNEERSE @ IBENES /75X LH

?E'- hf&rmaflah

N - _ N - ‘f’ﬁ Eﬂstore';
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EHRBEREZE - (1)
R ANZEYAZ | =B MDACC R Hyper-CVAD BE{FR A ALL —

BEREZE #Roa - CRZEZE90%LALE - 54 0S4 40% - (14)
2000 & | BCR-ABL TKI |Imatinib 3| A Ph (+) ALL &% - &5 {LEEEER Ph (+)
E ALL B#& 5 F OS ¢ < 10% K@% 50% - (1)

2009 &£ | ERIEEEE | GRAALL-2003 RRIEISRNER . §7RE ALL BZEARE
EERARFR | EgA - BNEELHSEBEHERGERE - GREE
A Ph- ALL sk A BEBREBZF R RIAGTESR (B LALA-94 &k
FESE EIBAREL: 42 BB OS: 66% vs. 44%, p<0.001) = (15)
2014~ REEAEGEE | Blinatumomab (anti-CD19 BiTE) A Inotuzumab

2017 & ozogamicin (anti-CD22 ADC) #: FDA #t &R 1E /24
B-ALL - 852Z= OS - Rituximab/ofatumumab /A
CD20+ALL ZEZERZET - 4 F OS Z 66~70% - (14)
2017 & | CAR-T #HfafE | Tisagenlecleucel # FDA #tEBR1E5%/458 B-ALL - BEZE

EMA 2|5 CR X 81~83% - HALERE - (14)
2020 £ |{EE®REZE | Ph (+) ALL & blinatumomab +
(A Z OBk dasatinib/ponatinib - BE3EZ2| CR % 98% - 1 & OS #Z 94%

4.2 EfES E (Risk stratification) AEX08E 2 &

EENERSEGIE - BENEHSEBEBEERIEABEMNIRESEER  THERAMBEE R GER
ELEESM - NCCN 532U T o BREEELE :
e Ph(+)B-ALL : FIEEZE (EmEiR) BREMNKIE Ph EE2/BCRABLTIRERIETHE - T
Ph (+)E&ENEESZE TKI EX -
e Ph(-) B9 AYA B < 65 BRI A :
o SEMES : § WBCEHE (B-ALL: >30x 1079/L 5 T-ALL: >100 x 10°9/L) - R
RIEEEYFE (M AMT2A EHE - cE_ {388 - Ph-like $58) - SFEAE% MRD Ftf -
o AERKIES . WEREASERNESE  BRIEZREESE —REMRL (CR1) ETERFAM
BEESERGE -
o RERAME . BEILMEATARET -
e Ph(-)E=65EBA : FRRABERBEETRERREF - BILERBESHEELRE - HREER

== .
naaf.'mjtmrmaﬁm
TERR
-5 L2, - S d- b=k S ot ) NDS - ﬁﬁ'ﬁ
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= KFEZWKE}F WBC EfTERBIE - MESRAIZs BB ETNEERE -

e MRD HIEAR A : 5E%EMN MRD RERFEAERFENEBURTF  HEEEESEH /B
Ay WBC BAEFEHS - &A,u%%ﬁELEU MRD 214 - HEFEERKEBEENR MRD BHE - B
MRD MRS D] R B A AR E AR EETERHFAMBE -

4.3 FFEBE (Induction) PEER

ALLREREIEAETREMESRENE LY —  BERE2-3 F - AERASESRE

(Induction) - Z2E (Consolidation) 4+ (Maintenance) = EPSER - WA SEFERENTIE
HEE %40 (CNS) F8p5 - ELaBEMRTARE ALL 2R - BERRIRA ALL &

ALLAE 2 e °

ALLinRiEMERNE » BREHH2-3F - RAIBERS  BEENERZERR  TES2RNPEMERGF(CNS)TRR -

1. ;ﬁ.’amﬁ(lnductlon) FEER 2, El,uﬁ(Consolldatlon) FEER 3. AR (Malntenance) FEER

mmm:ammm f ’ﬁﬁﬁﬁiﬁﬁﬁﬁlﬂlﬁﬂﬂﬂ (MRD) Bﬁu:ﬁﬁﬁﬁizﬁ
WA AREN ﬁ 9 0
@ e a6 D RIS fIRENERRCEES QD
2 BuEy ik i
a a @ @ B i a B E%2-3F (ABMEMALLIES)
b (n;lnlzli:-rnuégé:;in,r : . (%‘HJEE!&;IAYA) t'ﬂ gffsm Methotrexate E (6-MP) e e Ianr;ider. WS HAE S
RERERER @ W
Dexamethasone Predmsone REISMFAIRIBA (Allo-HCT)
EHCNSSIES) - IMECNSIER » REEFS BARSE (Phiike - MRD+ » EREMIAE) ﬁﬂuﬂﬂ mE SECH  WEMES
lljf’ﬁﬁx ﬁggmﬁtﬁ ) TR MEIER BESEYRE - HEGSABREER Methotrexate V'ncsré%lgtegftgrmd

FEPIERERL (CNS) AR

IR Eﬁl’i._n—ﬁ)ﬁ (Triple IT) @ {REEHRER
FER{tENIRARHEES
RQ ggggg@ﬁfﬁa & E & Coj R
Methotrexate Cytarabine Steroids IR Ea R Qﬁﬁﬁﬂ!ﬂ:ﬁ_ AR REERN -
(Methotrexate/Cytarabine)

o« FEAREBR  AFEMAXENAMFEAME - REEETNBEEMINEE - MBS HEAMR
MWEREHEmER MRERE  XELNEFERERSEH)  TEZTEEE (CR) -
o ZEAIAK C&EBEZEANALL BZEXTEREM AR !
o fREIAM-ZE=m-AEYS (BFM) 2% . SRHHAERBERBINZSEY B SLEE
& - iABI GRAALL B8R FE M AET RRIRENRIA 2552 (GRAALL- 2003) - B
BlFey - BEFAMASEE COG 8t CALGB S/ VHMBEEHA -
o Hyper-CVAD &% : HEMN MDACC ABA ALL RN SBE D E

gE‘u:'{mtbrmaﬁah

.I-.Eﬁﬁﬂs (Y[
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(Hyperfractionated) &% -

o FEREEY) . BLAVRYFEEE LA Vincristine « Anthracyclines (% Daunorubicin,
Doxorubicin) ~ Corticosteroids Ak - BEZ A L-asparaginase (55l RIE AYA
’%)8 Cyclophosphamide (1 CALGB &%) - (19

o FEEERZAYEIE (Dexamethasone vs. Prednisone) :

o BYMEER . —BHREHHTE~ - Dexamethasone AR Prednisone A ALL &
B EREE - BeRREPRIE CNS B35 @A bs (RR: 0.53) Iick= EFS (RR: 0.80) - ZEREMN
Dexamethasone EEEFH CNS FE N REERHEH - (17

o EIEF : Dexamethasone /BRI HHEZEREESHFEMMILT X (RR: 2.31) ~ BLIEHE|
TER KA P%EE (RR: 7.06) - 151 EE E R (RR: 4.55)

o #awm : #SR Dexamethasone 7 EFS EBEZ: - (B¥ OS WmERABEMR @ TIRER
B FEEM Y EERE -

4.4 E[E;8 % (Consolidation or Intensification) P&EX

o« BiR: BRFLEELEFNAMBAMR (MRD) - BHLEMZEMAESE -

o EY) . HEEEEZSHEIE Methotrexate * Cytarabine - 6-Mercaptopurine (6-MP) - L-
asparaginase - Cyclophosphamide £ - (¥

o EIREMFAMIEIBE (Allo-HCT) : RS ERFZZE (W Ph-like ALL - MRD #&EB M - 5
FREER) HESESIBEZ AYA A - ERFANBEZZESFENERER - BEH
RP#HEBEELFNERE B EEREABETHEIZEE) - (1)

4.5 #1587 (Maintenance) P&ER

e BiF: MILERENERER FAKBEE RIANCEFERS SR -

o 512 BERE 2-3 F - BN B MM ALL CAEFHLL Burkitt Lymphoma) BIERZE
HRERR L AREBEAREHETAE -

o HMITHABEEZE . SHOMR 6-MP N1 L&EOAR Methotrexate - I EMR4 T
Vincristine/Steroid MAKk&E VR 168 - BIE RAJ POMP &A -

4.6 PRI 2 A FEM LA (CNS Prophylaxis/Treatment)

o EEM : ANMALSRE (Blood-Brain Barrier) WFHE - Sf 22 SMCEREYHLIEA CNS
ERAMRARR - = AEFTTER - CNS ERERBS (>50%) - !

D' -
naﬂf.'mjtwm‘a’ﬁ‘mm
gﬁﬁa stors
—HE == = -3 =% e Zht 9| | B n ﬁﬁ';
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FE : BIEHAN=Z8— X (Triple IT Methotrexate, Cytarabine, Steroids) - EEl&5TA
#& (Cranial Irradiation) R 25 4 S B2t (Methotrexate/Cytarabine) - '
(EEENEESR . RANEABEORBEARENENIFTESH E X2 BEERE /D s EUE Bk
PUBROER - LU S R RS OB H SR RO MR AR SR AN R IE ME B — RERE LB -

TR AR - CNS FER A BN EAEFH A B SN EAEBRRE -

4.7 1REBEY) - AR EMREE
MERLE Y ESEREARERE FEEAE

Z N

A& Az BL B R HDHI & (TKIs) : #0 Imatinib, Dasatinib, Ponatinib - @5 Ph (+)ALL BYE %4
BEE -

Rituximab : 358 CD20 514 (>20%) BYRTSE B-ALL - OJCZ& EFS -

Blinatumomab : BRERSEM T A% (BITE) - ARERBHEESR MRD KER%HA
B B-ALL WEEIEE -

Inotuzumab ozogamicin (InO) : InO 2—E@NEEZEYE TS (ADC) - Bt CD22 Bk
AR B S AN S 2L Calicheamicin ABAY - A5 B A{EAAIR - B Calicheamicin B2
DNA Zizlr3R - FARE A% B-ALL -

CAR T-cell 5% : 40 Tisagenlecleucel, Brexucabtagene autoleucel, Obecabtagene
autoleucel - FREHEIAR ALL -

Nelarabine : %—& T AT EEZERLY) - ARGERERHGE T-ALL -

Revumenib : & O/ Menin f&IE - BEFEET Menin-KMT2A R E/EA - ARER#IGER
BB KMT2A ERE#H 22 ALL ¥ -

infermation

ol
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ShE - BEWReiEmtYE B-ALL 2% (Ph-Positive B-ALL)

o EWFEEEME M (Ph-positive, Ph (+)) ALL ISR R EBRES I t(9;22)(q34;911.2) - EXE
BCR:ABLT1 RIS &K - 282 ALL PFaE &=L E - {BEEZE BCR-ABL TKI I5IA - HiA
BERCESEmMMHENNE - (1)

o HITKIGHZEZERE ATFESFHRATAMZIUSE - BRI NCCN 155 EWRER
B4 B-ALL BB mMAEA  AYAE 65 LR A ~ UK 65 % (B)ULEZA - SEA
EREHEZHEA -

5.1 Ph (+) B-ALL fi1T/R 2 B E fa s &

o BRER:Ph(+)ALLERETHEFER (K915 3%) - BEEAAPEZERIDE (A9
25%) - HRARPFHRIERMBAE L7 - 7 50 MU LWFBEPOFE 20~40% - £ AYA
HREFH - Ph (+) ALL RVBRERTBAZESNEE -

o EMESNE : B L Ph(+) KBEESMSER - 2 - BE TKI BSEENER  REEED
REDFHER AZRENFERCARENS - BRRRBRFRELKES BMA -

PUR % NCCN 155 |R—#REZARAS - 1R 5.2.1 £ 53 SRFMARARAHBERAEZSE -
NCCN #55|$t ¥ RE 5 8 Ph (+) B-ALL Z/AEE=

AYA T 65 B TR A EBE 65 mU LR B SRR EEE
Induction FFEHEE
ST ER IR R (BE) SEF IR SR (BE)
o TKI &L (40 Hyper-CVAD) o TKI & Blinatumomab
TKI &f}# Blinatumomab (/iR {EEEZ, o TKI & Corticosteroid
Chemotherapy-free/light) e TKI & Vincristine +
Dexamethasone

e TKI & mini-Hyper-CVAD

Consolidation EEHiE%

MRD &@ %S e TKI & Vincristine +

L s 8183EE MRD 2t : OoJEE4EE TKI Dexamethasone

+ {E#&E=L & Blinatumomab + TKI - 31T | ¢ TKI &% mini-Hyper-CVAD
HEE#ARBE  BEFEEREZNERER

Emf&rmﬁﬁhn

J-.Eﬁﬁﬂs ore
FENERSE  ERRME - FEAEESEEMNERER S - 2026.01 N 31



3 - O] MR EEART -
HiEE% MRD Bt : B8
B RIEAE - BIEZEER TKI
Ponatinib) 3k {3

7w - 0 FERT I = ASET AL AR RS 1E ol BE -

TNEERIN S

Blinatumomab/Inotuzumab ;&R ¥EF &=

(MR 5

Maintenance # = Hi B ‘

o EREARENTHEE  FETS TKIWERIAEITSE (0 POMP FX) -
o HREBIER - EEMEM TK #iFA

B —Ex I B AR 18 3

5.2 AYA 5 65 AR BXA Ph (+)
5.2.15%—

ERERH SRS

AREEAETKISE

B-ALL BY##86 7%

®:TKI &S Hyper CVAD FZ#E(EE&EE

o D OREE — &
AYAE!ZGS%'ELJ('FEZAPh (+) B-ALLBY#IMG aFR4AE

ASE RN ERBERRE - BESENFEN 7 (MRDIEE) o

1. £—18 : TKIES & Hyper-CVADS S E(LERGE

Hyper-CVAD 8;AHAZ
FHBEHA (1,3,5, 7) - MERARBHE

S e

Cyclophosphamide Vincristine Anthracyclines Dexamethasone BCR-ABL TKI
Hyper-CVAD + TKI

BEGER (2, 4, 6, 8) - CNSTRPA M EEMAEARS

— o
i S S
i 0

High-Dose Cytarabine Methylprednisolone BCR-ABL TKI
Methotrexate

HD-MTX-Ara-C + TKI

SR

(sk#51E%E For Non-Transplant Patients)

@@ P b &

6-MP  Vincristine Prednisone Methotrexate BCR-ABL TKI
POMP + TKI (24)

PhALLCONIEERIRAER: Ponatinib4AMRDEEME CREEEEZBht ImatinibiE
o TKI & Hyper-CVAD HE:E :
HEHFEW - MR S52 Fivk -

2. 43 . TKI F&Blinatumomab#y
ELEENEE
BLE/RELEER

P RIS
(02, MEEE)

Dasatinib + Blinatumomab
(GIMEMA LAL2116)

@ o Y

Dasatinib  Dexamethasone Blinatumomab
(induction)  (consolidation)

ERREE, ESHE

Ponatinib + Blinatumomab
(MDACC P2)

@

Ponatinib  Blinatumomab

¥ A3y, 3408 89%
BEEE: RIUEZEER F2SERTnB A RRBE

AERRIEMR: Blinatumomablki&fiPh (+) ALLERTKIER, BEE

% JE BCR-ABLTKI £2 Hyper-CVAD &£ HrVEEE
(22)(23)(24)(25)

TKIsBEIERFR
ERRLETEE R

= L &

ZEMRME, KEEIER, KENE,
BCR::ABL1ZEE:, Fimts

FETKRIBERES

{33 (PhALLCON)
TS, HTIISEEM

g ﬂﬂﬁmﬁﬁﬁ
Ponatinib (EFEONERR)

ED & spun

Dasatinib Nilotinib

EEFRMAT T
(PhALLCON)

MRDBES R RR
Imatinib o e RS RMTKISE

(G-

Bosutinib

EAE=Y

pﬂﬁ

e Hyper-CVAD (Hyperfractionated Cyclophosphamide, Vincristine, Doxorubicin, and

Dexamethasone) : FH MDACC FZEHE A ALL SEIZEDEREZE - FEMRKRES 8 &

gE‘u:'mjtbngaf;bh
IEﬁﬁH R
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BEAERE

H Hyper-CVAD #HR%5E 1, 3,5, 7 #8HA ; M EE
Cytarabine (HD-MTX-Ara-C) AR5 2, 4, 6, 8 iBHA - MEREET

15 E|E Me thotrexate |
=, (26)
T e

o Hyper-CVAD: ZEURHIREZ S 4 2 REIRVINE: -
o HD-MTX-Ara-C: {8 2URHARIZ $+4 Bh 4G 10 45 2 AV TG L 22 A AR VIS BR -
o HEFFHRIAE POMP : IR ARBIEBEFTER 2 £/ POMP M50 5 -

% 5.2.2 Hyper-CVAD &%

FEER ) il
Induction Cyclophosphamide | 300 mg/m2 IV Q12H*6 doses on D1-D3;
i%%E1,3,5,7 Mesna CIF (B|Z% cyclophosphamide #2H| £ 2 M E);
Vincristine 2mglVonD4&D1T;
Doxorubicin 50 mg/m2 IV on D4;
Dexamethasone 40 mg QD on D1-D4 and on D11-D14.
Induction MTX 1 g/m2 CIF over 24 hrs on D1 & D15 with
%8 2,4,6,8 leucovorin rescue
Cytarabine 3g/m2 1V for2 hrs Q12H on D2 & D3;
Methylprednisolone | 50 mg IV BID on D1-D3.
Maintenance |6-MP 50 mg TID;
HERTEA R Vincristine 2 mg IV QW; MTX 20 mg/m2 PO QW,;
Prednisone 200 mg PO QD for 5 days/month
o F—4HTKIMEEEZFHRE : PhALLCON i 5& (Ponatinib vs. Imatinib)

o FERERET . F=HA RCT - LEERZFE = TKI Ponatinib #21E—f{ TKI Imatinib & &1€&E

ﬂ:fﬁ”\%ﬁ Ef Ph (+) ALL BR A B ER—ARSEMR - g Ponat|n|b ”“UEE—ELJ\EK
+ 7% 30mg QD - it EI MRD (-) CR EEEIEA 15mg QD -

o Eﬁfkm% : MRD B2t CR # : Ponatinib BBZEEZEHS Imatinib 7B (34.4% vs. 16.7%,
P=0.0021) - #8252 MRD 2143 : Ponatinib AEFELEEREREEN 41.6% -
Imatinib #BE7% 20.5% -

o REfFEE : Ponatinib ARIREEFEBEHFANKIE - WA X EFS BIi8% -

o TEM . MAMEIREESH (AOE) BEXMALIEHZER - 581 Ponatinib B{ERIFEIR T
SRR RESHRIBER - B FBEEN Ponatinib LMESHEIDIEE -

gf‘u..;mjtbnnaﬁ&m
.I-.Eﬁﬁﬂs ol
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o IESIRE  ERULGEERAR - NCCN 155/ Ponatinib 5I5#:2Er Ph (+) ALL Y& % TKI
Z—  FRIZHRER—#aEEZER MRD BHEERE -

5.2.2 5—#% : TKI &5 Blinatumomab RYE(EEZEZE

& BMERIEENRIST (A2 - dEssMEE) - "B(EE" (Chemotherapy-free) 3" B =
{E&" (Chemotherapy-light) B)ATE AYA IGEf P HEX BT -

e Dasatinib + Blinatumomab A& 7%&% : GIMEMA LAL2116 (D-ALBA) s E& a1t 1
Dasatinib + dexamethasone ## & & A% # 4 Blinatumomab ZEE AR - &45RER -
ERA (B2 AYA) & - IHESEEEBSNRER - BSUBEEEREMR1E - @)

e Ponatinib + Blinatumomab : MDACC 17 —185 _ Miatlke B - b S B AT M2k
Ph (+) ALL BEDEETEBANENY - 3 5 OS K=E 89% - *

o MIELEERARZRZEARAER BN AYABE  URHEAFTNEBRUR  FEIYUTER
THAXSEELE  ERSEAETERBEIURATE -

o BIERFREHZIER : BHET Blinatumomab R4 4 Ph (+) ALL Z2EE - BiR4AMR
g8 TKI B ff - AEMERE(EERE - BIFEBE[EH Blinatumomab -

5.2.3 TKls RyERRAI :

o EYEIR . B13E Bosutinib ~ Dasatinib + Imatinib ~ Nilotinib 3§ Ponatinib - Eh
Bosutinib 7 Ph (+) ALL B & AR EIRMAEE AR - @

o (EIRR{CRLfh : BEFEASEEEREY TKI WM EBFEI/ER - 4525 £ « BCR:ABLT
HRERGIRE - DIRERZERENERREE -

e Imatinib BYERERI{I FBF : 1R1E PhALLCON EIERARABEEI 8 (Head-to-head) il ig 4S5
5 - Imatinib T£2Z/ MRD #2752 4 (MRD-negative CR) FFRIR LBZE LN
Ponatinib - # Imatinib IRBRECAMEEth TKIs 2 BEER - ABEHEE - @

o Ponatinib BOBEREAEPERES © 322 Ponatinib B S B T315| REEESEEE - B
HEREAHKMERESH (MNP E - SREIERRES) WERRS - RE T HERYH
2 - BEREAR - MEREIEEENOMELFEARBRREF -

*= 5.2 B EEEY B-ALL AYA Bk 65 BERU AL A S5 — 4R BA R 5 5R

Ein/HRA S ERERE MM TRRE FAfRAER
Imatinib [a] + Phase |l trial 45 i1 de novo |5 & OS: 43% EEEEENN
B fermation
oS inTer .
TERR s

FENERSE  ERRME - FEAEESEEMNERER S - 2026.01 o 34



Hyper-CVAD Ph (+) ALL (39 | %= CR tb5: 93% Ph (+) ALL BERE
2) NI EE) B £ OS Z TKI
Dasatinib [b]+ | Phase Il trial 72 12l mOS: 47 {EH K TKI R Ph
Hyper-CVAD Ph(+) ALL & | #Z CR EEZR: 96% (+)ALL "B R
@3) = TR
Ponatinib [c]+ | Phase Il trial 37 fIFE2 R 2-years EFS: 81% B AREERE
Hyper-CVAD Ph (+) ALL & | Grade >3 AEs: 54% | Rl4i54E 6% 1B
e = REUR=sHH
SREEZER
P
Ponatinib [d] PhALLCON 245 fi a2 | MRD (-) CR: 34.4% | &1@ Ph (+)ALL
vs. Imatinib + | phase lll trial | Ph (+) ALLZE |vs. 16.7% (HR: 0.18, | AUEE¥I 85 5
reduced- ) p=0.002) 782 Ponatinib
intensity MRD (-): 41.6% vs. | B -ZZEER
chemotherapy 20.5% imatinib
[e] (25)
Dasatinib + GIMEMA 63 UFrE2 CR: 98% BEECERA
Blinatumomab | LAL2116 Ph(+)ALLEZ |18 1EH 0OS:95% HREINBARR
[f] ¢7 phase Il trial | & 18 /&8 DFS: 88% | BEX
Ponatinib+ NCT03263572, | 75 fiIfiz2 MRD (-) CR: 96% F_EREEE
Blinatumomab | phase Il trial Ph (+) ALLE | mTTR: 19.9 months | Z#EEE R
[g] ©® = 3-year EFS: 80% B

3-year OS: 89%

a. Imatinib dosing:

in maintenance.

600 mg/day in D1-D14 during induction & consolidation, then 800 mg/day

b. Dasitinib doing: 50 mg BID in D1-D14 during induction & consolidation, maintenance:

dasatinib QD and vincristine and prednisone for 2 years, followed by dasatinib indefinitely;

c. Ponatinib dosing: 45 mg QD D1-D14 of cycle 1, then continuously in subsequent cycles, then

maintenance with ponatinib 45 mg QD with vincristine and prednisone monthly for 2 years

followed by ponatinib indefinitely;

d. Ponatinib in PhRALLCON trial: 30 mg QD, then 15 mg QD after MRD (-) CR.

FENERSE  ERRME - FEAEESEEMNERER S -
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e. Chemotherapy in PhALLCON trial, Induction (3*28 days-cycles): Vincristine 1.4 mg/mz2 IV
D1&D14; Dexamethasone D1~4; D11~14; consolidation (28 days/cycle): MTX (4th, 6th, 8th
cycle) T gm/m2 24-hr CIF with leucovorine rescue. Cytarabine (5th, 7th, 9th cycle) 1 gm IV
Q12H D1, D3, D5; maintenance (11*28 days-cycles): Vincristine 1.4 mg/m2 (max. 2 mg) IV D1 &
Prednisolone 200 mg/m2 D1-5.

f. Induction: Prephase glucocorticoid for 7 days, continued for 24 more days and discontinued
on day 31. Dasatinib 140 mg QD as induction therapy for 85 days. Consolidation:
dexamethasone 20 mg, then blinatumomab 28 ug CIF for 24 hrs.

g. Ponatinib 30 mg PO QD and Blinatumomab 28 ug CID for 24 hrs *28 days/cycle, for up to
5*42-days cycles, followed by ponatinib monotherapy (reduced to 15 mg QD once CR).

TTR: time to relapse.

5.3 65 B L RESEIEERE (with Comorbidities) Z Ph (+) B-ALL #1887
65 FEIL LA B SIEX{EEE (with Comorbidities) Z#JiR/aHE4AE

ARER  HCRSHMRE - ERTETOHRNEEERE - BIR | REREHNRT » BRAEEZIMRDEEY -

1. 5550 | BAERTK + ERERE 2. AREEEEZE

: TKI + £8[E]EZ (Corticosteroid) (+ Vincristine)
& GIMEMA LAL 1205 (fEfS#E%) : 100% CR »
OSTUM3ER - EEMEESNE ° GRAAPH-2005 8% (TKI + {R34IE vs HHE)
EREAFSHCRERMES (98.5% vs 91%)

i1 B : TKI + Blinatumomab ‘
t EE = t' < o #ﬁ o
TR  EERED T8 - %;‘;%ﬁﬁﬁg Efﬁ;g ,ﬁﬂﬂﬁ?ﬁ Ez

5T PREICREE 2 B5

(Advantages of Reduced Chemo Intensity)

f 515 C (PRESEAERISE): (TK|+IT§E§,§D)
oAl BIES AR AR
j . . é ERIPITE - ,' j’l(lmproved Outcomr:;s&Resistance Risk)

EWALL-Ph-01 5{5& (Dasatinib + {£34E + IT)
~ %J:ﬁﬂfy‘%ﬁﬁgﬁfg CREE 96% » 5%0S 36% (BBEES) o
88 Fro AR (0T MTX) o FREHIRA : TSI (W975% R M) -
o AERA : HEHHIEESUENMSERE  AESHENTFEHEREEETRE -
o AERE  BHXFERTKI + EBEEZE - BR2EEELZNWEETFIEER + Vincristine ~ B
FEERE « 32 blinatumomab - ¢7@8EAEOET
o TKI + #¥8E# + Vincristine
o TKI + HHEES

E0

m']tbrrnaﬁbh

ﬁﬁﬂsfbre
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o TKI + Blinatumomab : E@EE i —  HSMBEBEZERIRBN D TER -
o TKI + B@EEE (mini-hyper CVAD) : [REFEREM= B EEM -

o IT: FRBERAMARIAEZR CNS FREHEL - W IT MTX -
o AEER  aEFRZZHELEEMREWAIE N - 2olFEES MRD 21 -

53.1 TKI ZF 5 R EHEENBEECR ETHSR/AESEIEEE)

HRFR (BRIEFER =60 30 > 65 %) e AMEFEAMZ SRELLENETE - RIEED
WEE TKI ez EIER - RR&EARER DM EEST -

o SXEIZE GRAAPH-2005 55 9
o #ERERET | LEESEIE Imatinib (800 mg) A& KM E(EE (Vincristine +
Dexamethasone) 3 &S58E (L& (Hyper-CVAD) &N -
o FARGER . EAREAMNZEH CRENRMBEZRS (98.5%vs. 91%) - TEZZHRSHEE
HEFEHEREESUHEBEECERS - MARAEFSBE OS BBEER -
o fEim  EEMRZBELE TKI KK  BREFE(LERELAZEM Ph (+) ALL WREE
- HEEMERAZBENMSUEL M -
o Bl E EWALL-Ph-01 5188 0
o HABRERET | WA 71 IFE2ER Ph (+)ALL B9 55 MM EEREE - 511t Dasatinib &5 1K
8 E (L% (Vincristine + Dexamethasone) B IT B9EX -
o BUER CRESE96% - 5F 0SS #EZF 36% - BHEBETREBENZESE Ph (+) ALL
GREPE—([ERRENED -
o MZEM . RFIRTINS5I REZEHNBRBEECRNEZRRE - 49 75%H0918 58 77 51188
i T3151 RE& - Eif~ F BEAEREREERS Ponatinib ST ELZEY) -
e ZAF GIMEMA LAL 1205 358 ©V
o FABRERET . WAL - EEF Dasatinib R EEEBEAZELRE  TELAEFERA
AR EREE -
o #ER : FIBAUEEE (100%) 1952 CR - OS U A 31 @R - ERB VT HRBER
FHEEREE  TKNELEEEEEE—EAVNEZENHEEE -

&= 5.3 ENMAEBE B-ALL 65 U ERAESBMEERE S —RFEHEEGR

Ehia/HR4A A BRERE MANEE FAfRER
Imatinib (800 GRAAPH-2005, | 268 1iI Ph CR: 98% vs [RIE{CEREF
B fermation
oS inTer o
TERA R
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mg/d) + {58 | phase lllRCT | (+)ALL & (% |91% (p=0.006) | FFieF TKI B =
EEvs. 2igE |©@ BRPUIBL 47 5%) | 5 F EFS: 37.1% | BEFHNREEE
{E# + Imatinib 5% 0S:45.6% | MEEEMN= M
Dasatinib (140 | EWALL-Ph-01, |71 Iz Ph | CR: 96% £ TKI B
mg/day) +{&3& | phase I 9 (+)ALL B9 55 3% |5 F 0S:36% | E{bE{NRHEE
(b [a] PEFEREBE REERIABEN
Dasatinib + #8 | GIMEMA LAL |53 fiI¥727 Ph | CHR: 100% & TKI B4 E Rz
EfsEREA [b] | 1205 GV (+)ALL BE(E |mOS:30 @8 | Z&EAAEES
#1281 53 5%) | MDFS: 21.5 1@ | REREmIZH
B

a. Induction: Dasatinib 140 mg QD (100 mg QD for pts with 70 y/0) with IT therapy,
vincristine & dexamethasone; Consolidation: dasatinib, cytarabine, asparaginase, and

methotrexate (sequentially) for 6 months. Maintenance: dasatinib and vincristine &

dexamethasone for 18 months followed by dasatinib.

b. Prephase: Prednisone 10-60 mg/m2/day at increasing doses for 7 days; Induction:
Dasatinib 70 mg BID for 84 days & Prednisone 60 mg/m2/d (capped at 120 mg/d) on D1-
D24, then tapered and stopped at D32. IT MTX: on D22& D43.

5.4 5 ABIBHE (HCT) it Ph (+) ALL ZAE

£ TKI Bt 7Ry -

IRt AIRABEE Ph (+) ALL REME—

ABEE %ﬂﬁ%}‘ﬁ"?ﬁ}?f—/ﬁ?ﬁ’ﬂ AR A MR
5.4.1 ZiSEMEFAMEBERR Ph (+) ALLAYA & :

o FRHAWBEIREM DRI Ph (+) ALL R EBLRFEMRAD (Fik < 20 %)

Refe R IERIEIE - 2R TKI A

EAEE 4 {E&AH

th - REESMAINISEALEEEIRS 5 & OS (72% vs. 42%,; p=0.002) - ¥

e COGAALLO031 sB@&a r -

 EREHERE

&7 ERVRT i

Imatinib BiESEEIERERELS VD FPAEED 70%09 5 F
DFS - MgEREERBE (NHEFHEE) ¥ DFS E’J%Z%Iﬁezﬁgﬁﬁ - B51%& RPN
A Ph (+) ALL &7 CRT

e MRD AEMMWHZEER . HalHBERAERAREIREND FERE (MRD p2iE) -

o] Pl E el et e —

MBE  FRHSHREEEYH TKI REREFNEE -

5.4.2 EISEMFAMIMBZER Ph (+) ALL —fiREXAEBE
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o WFERM Ph(+)ALL BE - (NAIBDEEMZPFEE = 2B ERIFAEEA (RIC
conditioning) °

o E—FFHCIBMTR ETHZHOEIEEMRE - DIFCE AN 01T Ph (+) ALL EEEZ A EE
TEEAREZERE - AR~ BEEES TKI )aEEREZES MRD BEMHESE -
#17 RIC FH3E4 OS BAEE N MAC 4 (55% vs. 33%; p=0.0042) - ML #= TKI H MRD
BHUEE B RCHBEEREARES  BREEEEE (p=0.054) - &7

5.5 {E2%/%)a1% Ph (+) B-ALL B9/&%E

E2/351 Ph (+) B-ALL B85S

ARER : BT EMEABCR:ABL1 RSS! » RIETTABL1ABESEIBIESREMER » (ERARER -

TKI BB B S Nammmme HEEGFEECAR-THIRE R ERENBIERE

BT Eﬁ@i v ETKIERREH T BRIEREARE
» #Hlmatinib/Dasatini N
Nilotinib/Bosutinib}7ZE) "’V %:?gtu;q&%%% I E’f ® §%§§§ (2nd CR)
Af Ponatinib HT31515%) MINEEEERE
(PE—HHTKI) »% Inotuzumab ozogamicin (InO) - Il
Esanas (EEVODERE) E+ @ RS RREBER
2 I P ol
sl gmTas) | ABLIRERW CD19%EFICAR-TARRERE:E CARTERIERS
L @ ‘\"‘ ~ Brexucabtagene autoleucel
Hithzes %0 (Tecartus) (RA) 7 Tisagenlecleucel# :
J. %C HEMAREA
/2 »( ' abecabtf)g&ni ?utoleucel
/ uca i A
; -...» lsagen ecleucel (Kymria
:%ﬁ%@%?fﬁﬁ?m YO (<25mRE/RA K268 E=11E)

Ph (+) ALL & 3r0E 2155 BCR:ABL1 iﬁﬂﬁﬁﬁﬁﬁéi%%% - BREYELGES - ALLE
IREEENIRE - WAETT ABLT RERl - (1)

o RENH : BEET ABL1 ;%iﬁﬁ%ﬁ’fﬁxé%ﬁ*ﬁ AR EIERE A RETHE -

o FE_MMAEEERE

KIERELRELR L= TKI (40 T315| Z £ Ponatinib 2% Asciminib) -

ER TKI S ERZEE ;- Blinatumomab 5§ Inotuzumab ozogamicin -

CAR-T #fiff5&% (Brexucabtagene autoleucel) : F&BRHEEEFA -
SRGMMBE  AERIEIER  BEMMLERRMERBEFEREREFR -

5.5.1 TKI BYEEE I ZE 4 E1E

o

o

o

o

gE‘-..:'mjtbnnaﬁ&h
.I-.Eﬁﬁﬂs ol
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e T315I1 & : ¥ Imatinib, Dasatinib, Nilotinib, Bosutinib 9ES£ &M - FAMRF - AM
HHESE Ph (+) ALL B2& 25 A2 - NCCN 55|12 EER CML B& 2 &8 - (1)

e}

o

Ponatinib : 2B BTME—% T315| ZREHF WA BCR-ABL TKI -

Asciminib : BEZ1:8&1 (allosteric) BCR-ABL #M&IE - 2% [R4E ABL EE T
myristoylated InII8E - B2 myristoyl e UA SR ES B NE - £ ABLER"RE"R
SEAEAREE - EMANHIAERE B EABRAFN R - Asciminib BEHNHI—ARELAERY BCR-ABL £2
T3151 & ATP A5 URER -

5.5.2 HE#&FAE CAR-T #ia =
& TKI R BEAMRE - RERARER /5 —IRHERE -

¢ Blinatumomab :

e}

#EE - (F5 BITE - E/EA#HIAKEE BCR:ABL B - FEIL¥ TKI B2t (82358 T3151)
AR EIRB -

FAsEslER : ALCANTARA &Bgdh - Z8~/R Ph (+)ALL B&EE %% FE A Blinatumomab &
#Z . B 31% CREER . FEEFUES I ER - SHER TKI MEILRBEMWIEE -

ABESHREBZEN - O

e Inotuzumab ozogamicin (InO) :

o

EASREIER | £ INO-VATE &52RY Ph (+)EEE$?’§§"‘/§&/ M ALL 5 - InO HEFIZEAL
B RIE FESA CRERE MRD BHXR -

ZEMER  FRAIEEES|IZFIKEAZE LK (VOD/SOS) WA - FhRIZHRE
BERTEETERFMARBENEE - A/JV0ER VOD SR alkylating agent 47 - 2
BB EAE S FET R BRI INEE

e CD19 E[az CAR-T #ifEEEZ
o Brexucabtagene autoleucel (Tecartus, KTE-X19) : E/ ZUMA-3 BB BZEER

(CR/CRi X3Z 71%) - FDA EZAEARA ?1%?"‘/%&/:.% B-ALL A AEZE (& Ph

(+) - EEEERARKA ALL B9 CAR-T B -

Obecabtagene autoleucel (Aucatzyl) : £ FELIX BRI EZE &R (CR/CRI iz
76%) - FDA Bz EEARAEER/EAY B-ALL A ERE (2 Ph (+)) - 7
Tisagenlecleucel (Kymriah) : £/ ELIANA 509 FZE4 R (CR/CRI REZE 76%) -
FDA EEEBRER/E#A M B-ALL BED 25 mMR(B)HAEZE (2 Ph(+)) -
NCCN 1&55122ZAR 25 mMMR@)RAZEBRERE ; 26 MU LEBEBRIZZRE=R

Emfwmaﬁw
TEER i
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(2) FABWRE TK NER 2 BEER -
RS5AENMABEBIEERETSE BREAHEEHER

Bha/4iRA A ERERE AN FAB 4
Blinatumomab | ALCANTARA, |45fIE//>—# |CR:31.1% BRERAER
phase Il trial ®? | TKI 188> | mRFS:6.8 @7 | &>
Ph (+) ALL XA | mOS: 9.0 f@H | blinatumomab

BE (A= ISaRs=3
Inotuzumab INO-VATE, Ph (+)az2#H 32 | CR: 78.6% vs InO #£ Ph
ozogamicinvs | phase lllRCT | fiI Ph (+)ALL A% | 44.4% (p=0.08) | (+)ALL czfH>
FE_REE &l AEBE AR 4R
LEERE B
2
Brexucabtagene | ZUMA-3, 71 fi11€3& ALL | CRor CRi: 71% | Mii& CAR-T &
autoleucel phase I/l trial | && mRFS: 11.6 @ | iRE3& B-ALL
59 A (RBR Ph (+))15

mOS: 182 @R | BRFZE&RA
Obecabtagene | FELIX, phase 127 fiI#8% ALL | CRor CRi: 76% | R

autoleucel /1l trial ¢ BE mEFS: 11.9 {&

A

mOS: 15.6 & H
Tisagenlecleucel | ELIANA, phase |63 fii#€3% ALL | CR or CRi: 83% | BRAAR S =48I

/1 trial ©© 25 mMA(E) |1 EEFS:50% | #EB 26 mIUT
REFRUARE [1F0S:76% | EBE
G3/4 TRAEs:
73%

5.5.3 B EMBEIRR

BRERENBESRE O

o E_NEM 2nd CR) : MIKREZBBENZE - £ EAIEST /5
ERETEZERMMNERENHFARBE -

STTEER - Bkl

| |
)

JeBinfermatien
B
s 4+ Lo do dge sy e iy &5 FY B gﬁﬁ';
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KIZEEES N TERERRERERNESE  BEEBUEEEE_RERBRBREN/
5 15 RE & M EBEK#EE (Donor lymphocyte infusion, DLI) -

CAR-T j&%& (Tisagenlecleucel) MR EAELRA :

Z N

¥ Tisagenlecleucel (Kymriah) /8 %&1% - BEEEZERENL 2 BRI AHRME -

EMITRC BB . ERERE] - & Tisagenlecleucel BEFEGERBEMT - BEELIR
SEMR B ABABGRK (B-cell aplasia) - RIEFEEF AW IKEIMERE - HEREBZEAENE
TRENERBE  IEHEEY -

BRIRENE - ERIKEEMEERR T - FaM A0 3 & RFS R EABETBERIR (Censoring) 247
% 52% - RETHRDWTRIS 48% - BZMRFER 22%HNEEE CAR-T BETRE
B RNHERBREEST CAR-TE  BEIBEHHEETLESR -

[ =1 .

naﬂf.'mjtww;?ﬁm

& (][]

e et e s TERM
MEGRSE  EEREN  BRORESRRTERNS - 2026.01 22



FENE - BENEeiEiE B-ALL B9iA%E (Ph-Negative)

6.1 Ph (-) B-ALL iR17/R 2 B 45

o ENREBHEMEY (Ph-negative) I ALL REREEMREE - HIGERIBEESFER - B85
REE - RERERD FEBEREHEIETHE -

o AEEAl  RBFHREMIM  REESERATREEEEL  ZENREREESMERE
& % (W0 Blinatumomab - Inotuzumab ozogamicin) LUK Al e &% (CAR-T) -

%< 6.1 Ph (-) B-ALL —#&aEE=E
NCCN #53I8H 1R EI% 8 Ph (-) B-ALL ZABEH

AYA B& — g ELRAE AL A 65 mEId LAk Ak B R AE
Induction FEHIE X

<RERIREHEE > <#Z Bk AMMEE> <{EZE{E>

CALGB 10403 &% Hyper-CVAD &% Vincristine + prednisone
DCFI-00-01 &% MSKCC ALL &% POMP &%

(GRAALL-2003 &%) Inotuzumab ozogamicin | <HIEE{EE>
+ mini-hyperCVD &% Inotuzumab ozogamicin

(category 2B)

Consolidation EEHiE%
MBS HZEEZRMAEE + Blinatumomab (B%)
8% Blinatumomab

Maintenance #1588 A
POMP (mercaptopurine, vincristine, methotrexate, prednisone)
Blinatumomab &1 POMP & AR &1

6.2 AYA Ph (-) B-ALL B9#]¥8’8%&

o RHEACIEEMDITERNREMMRE —RE R - AYA BEEEZERMENEL (Pediatric-
inspired regimens I T RZREZE) - EREHESENERERARARENEE -
o HWBMEREE : B4 HA GRAALL-2003 - CALGB 10403 & DFCI-00-01 %5 -

AENERSE  EARN - BROEE SRR BRI - 2026.01 m"ﬁf 43



AYA Ph (-) B-ALLEY:GE4RE

BriafiRls - REIREIRE
SRR RE

l@ﬁlﬁ

Prmllsnn' Protein Enzyme
stine Cisamis )Me(htrexmmth racyclines

Eﬁﬁ@l!iﬁﬁﬁﬂﬁﬁm% I HARSECNS TR,

‘ GRAALL-2003

SRS, REGAARITY '
4% CRE.

Egﬁ:ﬁ * E CAL_GB 10403

uEEEFE+ R Pegaspargase,

EFSHfiE78.118A.
DFCI 00-01
HEHEREMTY,

AFACNSTERA, 4EDFS 71%. »

¥
P A

TECNSTES: 1% vs 11%.

AYAE BB HE R BB E (Pediatric-inspired regimens) »

TEEFS: RAEMRE 63% vs FLASEE 34%.

 TRREEE RN ERMARE o

Vincristine  Prednisone/  Protein Enzyme
Dexamethasone (L-asparaginase)

a
Anthracyclines Dycluhlmide
<R LR
fNCALGB 10403,

GRAALL-2003.

Ty

Eﬂﬁ%%ﬂ:ﬁi E +
Blinatumomab (&)

Blinatumomabkd

~ POMPREASSEHET

vvmhﬁmmhmr

<¥¥ﬁﬁi/\ﬁ:§>
i0Hyper-CVAD.

E¥EBlinatumomab

LEHIEHERH (CNS)
BhhRARE _

6.2.1 BRIV EE N EIE (Pediatric-inspired regimens) ¥tbpk A BARY B BE 4 75 17
o BUEENW KREEHAEBUNNZESIENEEEET  BESRERBEEINAYAEZE  HS

4 EFS 118 63%F 74% -
. 3
Bk - mRET Y

o THFEFSEE : ZREEINEER 63% -
o THEOSES : BREEAENS 67%
o 7F CNSEHE : RRIBEAENS 1%

ME= A BERE R
—IEERMAICIREMERFELLER  RErREA (CCG) BAHEM A EERMAA (CALGB)

BEER 34%E 49% - I

BESRAEER 34% (p<0.001) -
MAMABEZEER 45% (p<0.001) -
MAABFESE 11% (p 0.006) -

o SEMEAEIEBRFIIR  HEUNERUETZERARMUNEREESR -

o FIFBMEIFINMEYNBESEERA  ZRREEEZESERBBIER Vincristine

- $AEIRE

PUK Asparaginase - ELZY)¥ ALL BEASRHEMHNRE - BEEINGILIFEE SR

mitESs -

o CNS FEPFRVIEE : sBsFRHEBEN T B - BUFEHPIRMALES -

o HMEFIARAVIRIENM : BAESHIN 6-MP A MTX (B SR EMRIE
6.2.2 5Bl GRAALL-2003 &% : REIR M REE N EIEAG R

FENERSE  ERRME - FEAEESEEMNERER S -

HEBERRE -
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GRAALL-2003 & ABIR A ALL /\EEEEERVSS B ER - REREEE R BRI UERER 60 5t
THRA (2)ZERK - #F ALLGELEAEREER - (FiEFRE6.2)

Al BRI RE - SlBRANA 225 I Ph (-) ALLRARERE - HEFEEAR 15260 5 2E -

BIZERET FERREAOBEY)  MEEEERNS 3 &I (blocks) - BRIEEMBHAT A
[EZ2Y) - BRI O EERR - BRNESMREY - RMATHEEEMEMREEL G-CSF #17
SEFUEE - AT POMP BRERERE 2 F -

ERBEEE  HERAA LALA-94 BX - IAlRIFB s M EY Y ZRRISEXRIET -
Asparaginase St 16 f& ; Vincristine &t 3.7 f& ; Prednisone BlSH 8.6 {5 -
FARRAER  FEEEREES 94%CR ; T 3.5 & DFS &%l 59% ; 3.5 FF OS 53& 60% -
EEEREFRBREFZEN - BEFRMANCERN LALA-94 S iaERBE - E=-1BERER
BEEZE pEDAR 0.02, < 0.001 & < 0.001) -

T8 AR ERREAEMA TR OITENEEY EMRMRY - Wik T #ESE
HRERBERFERA ALL ZHHE -

6.2.3 2B CALGB 10403 & A 2 BaER

BR  SBILMARERSIE/NEINEEEE © CALGB 10403 55 _HARIHE Enﬂ% - BRI IRAE
EREE (COG AALL0232) FEARS AYA B3& (17-39 %) R AT ERERAY -

CALGB 10403 &8szt EAR

nit BREXET | AWA 295 BETZERRY Ph (-) T8 ALL BFE (PR 24 %) - AEREREENES
*Z (Vincristine, Prednisone, Pegaspargase, Daunorubicin) - ZEA%E - EE&(E
(Delayed Intensification) K 2-3 FH#HEFTFAE - 2B AEH 7 SHENRYE
Pegaspargase (2,500 IU/m2) - EEKNEEFLIFRDR - (FEFRZE 6.2)

BEUE | EFS U BUEZ 78.1 @R - MAAERRMUEMA ALL iz Pmny 30 @A LT - &
ERIFTREMER - 3FEFS :59% ; 3F 0SS : 73% -

ABEMFSETR (TRM) £S5 . BEREZRES @ BEBEEIETRERS 3% BREEENX
FHEET - ARRIEBEINEEL T ITILREX -

PREG PR E1HE (Real-World Evidence)

®E CALGB 10403 siBgtE1r f#ii2%  BEREEBHRMRBREAEERERIHME - —IEZH
DEEEUFZEAH Y 139 2= CALGB 10403 B A AYAALL B - #£RER . W)

e CR/CRIZE :88% ; 3FEFS:66% ;3 ®F 0S:81%  MHERMBREIEHEE -

o HFEIABSEHEE  BESPWEETH FIRENETEE  FERRESESHE U=

ZK=
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o Bl SR) RSO EI2BE -

o FTUEE ZRERN=-ALIL L () BIFAERE ALT A5 (22%) - SEAEZMIE (12%) X
MMAE (14%) - R ILiEHE Asparaginase 1HEE (FMMINEE ~ AFINEE - TG) 2RFAEZE -

6.2.4 =B DFCI 00-01 (Dana-Farber Cancer Institute)“?

o DFCI 00-01 %% : DFCl B—RBNMINEEK TEREBREMRP L - ZFPOMRZBEEFERS
L-asparaginase W ZEES1EE - WiRaE CNS FEF - #t#f 18-50 mEZFHREIFHE K -
4 %F DFS 0] 71% - (B2 R3< 6.2)

o TEMEE - ZBEEEEB L Pegaspargase X E&E R L-asparaginase IFBEI TERSH
BT 5t Bl 3¢ B2 E =R - BN A B & ¥ Pegaspargase AU H B 2 M4 EE -

< 6.2 ALL 52 #I BY 385 % GRAALL-2003; CALGB 10403; DFCI 00-01 -

ZEBEEEERAEER Asparaginase 1 MTX BIE#1#E - DFCI 00-01 EEZEFAHRMH

Pegaspargase - GRAALL-2003 RE[EIHH 2&5&8 EHZISHE MTX ; CALGB 10403 /&

F'aﬁiﬁﬁﬁﬁﬁﬁﬁ”mﬂ%%’kéﬁ g, MTX ; DFCI 00-01 BIZ2TEAEEMAERSE E MTX -

il
;%El GRAALL-2003 52RIRY B /%
Prephase Prednislone 60 mg/m2/d on D-7~D-1
RS RIHA IT MTX 15mgIT on D-7~D—-4
Induction Prednislone 60 mg/m2/d on D1-D14
AEH Daunorubicin 50 mg/m2 IV QD on D1, D2 & D3;
30 mg/m2 1V QD on D15 & D16
Vincrisitine 2mg IV QD onD1,D8g, D15, D22
L-asparaginase 6000 U/m2 IV QD on D8, D10, D12, D20, D22,
D24, D26, D28

Cyclophosphamide | 750 mg/m2/d on D1; 750 mg/m2/d on D15
(good early responders); 500 mg/m2 Q12H
D15 & D16 (poor early responders)

Lenograstim 0.15 mg/m2 from D17 to myeloid recovery
Salvage (&t#t | Idarubicin 12 mg/m2/d IV QD on D1-D3
rEE T ALL) Cytarabine 2.g/m2/ 1V Q12H on D1-D4
Lenograstim 0.15 mg/m2 SC QD D9 to myeloid recovery
gE‘-..:'mjtbrmaﬁah
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Consolidation | Cytarabine 2.g/m2/12 hon D1, D2
EEH 1&4&7 | Dexamethasone 10 mg/12 hon D1, D2
L-asparaginase 10,000 U/m2 on D3

Lenograstim 0.15mg/m2 SCQD on D7-D13
Consolidation | MTX 3 g/m2 CIF on D15
Z[EHA 28588 | Vincristine 2 mgon D15

L-asparaginase 10000 U/m2 on D16

6-MP 60 mg/m2/d on D15-D21

Lenograstim 0.15 mg/m2 SC QD on D22-D27
Consolidation | Cyclophosphamide | 500 mg/m2/d on D29, D30
Z[EH 38689 | Etoposide 75 mg/m2/d on D29, D30

MTX 25 mg/m2 on D29

Lenograstim 0.15 mg/m2 SC QD D31 to myeloid recovery
Maintenance | Prednislone 40 mg/m2/d PO on D1-D7 QM for 12 months
HERTRA Vincristine 2 mg on PO QM for 12 months

MTX 25 mg/m2 PO QW for 24 months

6-MP 60 mg/m2 PO QD for 24 months
CNS F&BFEE | Triple IT Induction: on D1, D8; Consolidation on D29 of

each block; Late intensification: on D1.
Cranial irradiation | 18 Gy before maintenance therapy initiation

6-MP 60 mg/m2/d during irradiation
%l CALGB 10403 2RI B #% 0
Induction Prednisolone/MP | 30 mg/m2/day PO/IV BID on D1-D28
EEH (1) Vincristine 1.5 mg/m2 (max: 2 mg) IV D1, D8, D15, D22
Daunorubicin 25 mg/m2 1V on D1, D8, D15, D22
Pegaspargase 2500 1U/m2 IM/IV on D4
IT-Ara-C 7/0mg IT on D1;
[T-MTX 15 mg IT on D8 & D29 (on D15, D22 for CNS3)
Extended Prednisolone/MP | 30 mg/m2 PO/IV BID on D1-14
Induction Daunorubicin 25 mg/m2 IV on D1
Emfurmﬁhah
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SERZEEH (IA) | Vincristine 1.5 mg/m2 (maximum 2 mg) IV on D1, D8
Pegaspargase 2500 1U/m2 IM or IV D4
Consolidation | Cyclophosphamide | 1000 mg/m2 IV on D1 & 29
Z[=EE (1) Ara-C 75 mg/m2 IV or SC on D1-D4, D8-D11, D29-
D32, D36-D39
6-MP 60 mg/m2 PO on D1-D14 and D29-D42
Vincristine 1.5 mg/m2 (max: 2 mg) IV D15, D22, D43, D50
Pegaspargase 2500 IU/m2 IM or IV on D15 and 43
IT-MTX 15mgIT on D1, 8, 15 and 22 (omit doses on
D15 & 22 for CNS3 patients)
Interim IV-MTX 100 mg/m2 IV (escalate by 50 mg/m2 /dose
Maintenance on D1,D11, D21, D31, D41
hR 4 H5EA(II) | Pegaspargase 2500 IU/m2 IM/IV on D2, D22
[T-MTX 15mg IT on D1, D31
Delayed Vincristine 1.5 mg/m2 (max: 2 mg) IV D1, D8, D43, D50
Consolidation | Dexamethasone 5 mg/m2 PO/IV BID on D1-D7 and 15-21
EBEEE (V) Pegaspargase 2500 IU/m2 IM or IV D4 and D43
Cyclophosphamide | 1000 mg/m2 IV on D29
Cytarabine 75 mg/m2 IV or SC on D29-32 and 36-39
6-TG 60 mg/m2/day PO on D29-42
IT-MTX 15mg IT on D1, 29, & 36
Maintenance Vincristine 1.5 mg/m2 (max. 2 mg) IV on D1, 29, and 57
#FHR (V) Dexamethasone 3 mg/m2/day PO/IV) BID Q4W on D1-D5,
D29-D33, and D57-D61
6-MP 75 mg/m2/day PO on D1-D84
PO-MTX 20 mg/m2 PO QW on D8, D15, D22, D29, D36,
D43, D50, D57, D64, D71, D78 (held on D29 of
the first 4 courses)
IT-MTX 15 mg IT on D1 (also is given on D 29 of the

first 4 courses of maintenance)

FENERSE  ERRME - FEAEESEEMNERER S -
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%[ DFCI 00-01 52 RIRREs % 42

Induction Vincristine 2 mg QW D1, D8, D15 and D22
AEH (4 B) Prednisone 40 mg/m2/day, D1-D28
Doxorubicin 30 mg/m2/dose, D1, D2
HD MTX 4 g/m2 (8-24 hrs after doxorubicin)
Leucovorin Rescue since D3
L-asparaginase 25000 IU/m2 IM, D5
IT Ara-C 50 mg IT, day Oa (prior to systemic therapy)
Triple IT ITon D15 & D29
CNS therapy | Vincristine 2 mg D1
thi & &% (3 | 6-MP 50 mg/m2 PO QD, D1-D14
iR) Doxorubicin 30 mg/m2 D1
IT MTX/Ara-C BIW x 4 doses
Cranial radiation 24 Gy for patients with CNS-2 or CNS-3
Consolidation | Vincristine 2mg IV D1
Z[EHA (30#8) | Dexamethasone 9 mg/m2 PO BID, D1-D5
Doxorubicin 30 mg/m2, D1 (to cumulative 300 mg/m?2)
6-MP 50 mg/m2 PO QD D1-D14
Asparaginase 12500 IU/m2/dose
MTX 30 mg/m2 IV/M QW, 1 day after asparaginase
IT MTX/Ara-C/HC | At start of a cycle
IT MTX/Ara-C At start of a cycle Q18 weeks
Continuation | Q3W cycles: E2Z[E|#i4H[E]1B # asparaginase - H dexamethasone
HEEHA (74 18B) EPE1EZE 6 mg/m2/day

Ara-C: cytarabine; HC: hydrocortisone; HD: high-dose; IT: intrathecal; 6-MP:
Mercaptopurine; MP: methylprednisolone; MTX: methotrexate; 6-TG: 6-thioguanine.
6.3. —AREEH/AEM A Ph-Negative B-ALL B9/ %

o« HIMFURMHR (35~65 ) BMERNBAZRSE  AREEAMXSBENRZREL  JAERE
Tr aREE . B TEHEs, ZBRETE - L*EM%‘EﬁﬁﬂﬁLiﬁ?‘éﬁE’]ﬁkAiﬁ%#ﬂ
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Hyper-CVAD - Wi i*ZEE #AfEF blinatumomab REBEERBAMERFEE -

—RREILRAER A Ph () B-ALLAY S BRI

<?él ) ) @ Al

Prednisone/

Vlncrlshne Dexamethasone Anthracyclines  Cyclophosph Methotrexate Cytarabine 6-MP Vincristine Methotrexte Prednisone
<$BHap% A {L5E> WHyper-CVAD. ZLEEE POMP#E%
» MRD (-) BRI
ECD20(+): r .
MARituximaba 8Os, el V* ) @ [
6-MP  Vincristine Methotre Predmsone
= GRAALL-2014: :
6 ‘ = EIRMRD (2 2 B RETSA. Blinatumomab£iPOMP#E:EZ BT
Vincristine  Prednisone ngg:g‘g;ﬂ;::) Cyc;c;'eir:‘zsph '
HithiE: 2= =
MSKCC ALL (BRE5H, SIECNSTAR ,é? 9
f& RS Pegaspargase), (Mandatory CNS Prophylaxis) T ST g
GRAALL-2014 (F2{EALBRERE). RS (IT) BEELRE.

6.3.1 Hyper-CVAD #8 81 A A0

o BW . REFEMEIEE R Ph (-)ALLEBZZEWN S F OS A%/ 42% - (5.2.1 ECNTBER)

o FEVIE . FREXERENTHREE - 60 ML LEEEN S F OSBREE 17% - XE5E
RAESEFRPNSIETER @ SESES(EESRNEIENGI KRR HZESR -

Rituximab 1 CD20 (+) ALL EZMEE .

o ¥ CD20 Bt (EEAFHIRIR CD20 >20%) B9 B-ALL B&E - 5% Hyper-CVAD &AT
A0 Rituximab Bl#ZE 4= 3 £ OS (75% vs. 47%, p 0.003) - RIFFEELR - Rituximab
HMMAER% CD20 BEtE Ph (-) ALL B91R G &

6.3.2 GRAALL %% (2005 vs. 2014)
AB] GRAALL BRREDREBIERLA ALL BUE% -

e GRAALL-2005 : Z: R B0 &% E 2 Cyclophosphamide $E$5aﬁ¢—ﬂxﬁmﬂ7‘i‘b i
ABETEEZAVER EFS - BEHFRB|ESHERA - RMoJGEREMZE -

o GRAALL-2014 : #t#§ 45-59 i EEET /A% - BE(CEEELRS 7 2B ENERE
(ZBRHS MRD B E) - RBERHAERERIRE L (37.6% vs. 29.6%) - (EHAR B E1HE
TR ERZRRE (I 11%EZE 5%) - FRAM 4 F OS kMt 49.6% RAZE 59.5% - &5
3 TERA ALLJAED - FEAEES MRD ERRIBNEEY - @

Emfwmaﬁw
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6.3.3 MSKCC ALL &%

o MEB=MERE : MSKCCALL ﬁuufﬁﬁ%ﬁ%ﬁ\%ﬂ CCG-1882 B /RETHUR - TFRAMA 51
fiI 18 & 60 w2l ALL BERIA -

e Pegaspargase ZEIEHE : EE D Pegaspargase HEHRE (2000 IU/m2 - 185 FDA #
HERRERIE 2500 IU/m2) H B8HEIER=4 BARILNE - 48251195t 4A T RE TR B
RFE - BEEEEET 1 £ 2 BHNOREERSE -

o BETHE : 45%NEBETHEES 6 BIERE - M 20%F[ERZH R EMPESE -

o FIEBAER .7 F OS:51% (Ph(-) ALL: 58%) - 7 &£ DFS : 58% -

o f#him : IWEBMHRREREL  RAAALL BEMREES -

6.3.4 MRD (-) & : EEAEFMA Blinatumomab &i&

ECOG-ACRIN E1910 nfC%ME’Jﬁ“—L%ﬁU‘ESZﬁTEﬁﬁﬁ%ﬁ‘ﬁ% - f&£ Blinatumomab %% MRD 214 B-
ALL BERRESEEIR -

o FHBRERET : #WA 30-70 mEFT52ER Ph (-) B-ALL & - PIERETES BFM EE(LE -
224 132 MRD 2t (<0.01%) NEZRBER B ES T 1EEZELE, 5 T EEZEL
& + Blinatumomab (4 {E:E58) -

o REAMRLE 3 &F OS : A Blinatumomab #H#ZEZ| 85% - BEEREL{EEAHA 68% (HR:
0.42, p=0.002) °

e 3 & RFS : #/~rHE Blinatumomab AHAVEES (80% vs. 64%, HR: 0.53) -

o ARER . ERERBEREBEEAL MRD (-) BEETEER REGEZNE =R - &
IR 7iRERS "MRD B4 BEEEREEHYE - BRI AL 2B SR IAARE
ZmERERERZEBRMEMERE - NCCN #55|ELE#F Blinatumomab + Z{EEAHSHA
Z2EAENEBITES -

6.4. 65 B LA LR ASK B LR AE Z Ph-Negative B-ALL BY/EE

i

"mjtwrn‘a’ﬂ&?‘a

ﬁﬁﬂ t&'ife
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GSFELJ(_I:EEAEEE LimfEZ Ph (-) B-ALLEYG/EAEE

E5HECRZSRIIECE » EERNESHNDGETS B MEbE NEEERR -
1. PegfE FE(bRE) SRE§ ($HECD22+E%) (Alliance A0417035 E%)
InOELELEHE BlinatumomabZE ;5 & o

% Inotuzumab IA/IB/ICBSERsEEE T & o & Blinatumomab (&£43 E1158) RASRAEER :
ozogamicin (In0) = EREZFMIHEEE W EIESEEE o HInORELE 14EEFS 75% »

(FiCD2247R8) EAT—REER - EERESER - 150SE#E84% ©

3. IEMEFARRTSHE (HCT) 2 £ 8
& 1 IEAA CREEREHE o

B
A % = O P

incristi i EEBEMTX
Vincristine  Prednisone Prednisone B e Elgiuhﬁ;ﬁm - ! . N s Lg%
(Methotrexate) WAL ek
Vincristine + Prednisone POMP#&Z gEza . Ay piREET | S EESTG

6.4.1 & E % Inotuzumab Ozogamicin (£+#f CD22+ £ &)

60 B £ ALL & - SBELENERIET RS ALY - Alllance A041703 sB& 4N A 34 fiI
CD22+ Ph (-) Mz EAERBEZ ALL 8% - HR THEbE , KI5 -
o« BE
o INOEFEEARE : IARE : InO0.8 mg/m2IVonD1,0.5mg/m2I1Von D8, D15 21 -days
cycle ; %‘%?U CR/CRi - # A IB P&EZ (InO 0.5 mg/m2d1,d8, d15 ; 28 X#EH) - &R
2 CR/CRi - # A IC FEEZ (InO 0.8 mg/m2d1, 0.5 mg/m2d8, d15 ; 28 XiEHA) - IA &
REMWBE . BERBE _FREMN Blinatumomab &Eig -
o Blinatumomab ZEE&% 9 mcg/d CIFx 7D, &% 28 mcg/d CIFx 21d ; F# 14 X ; B
47 28 mcg/d x 28d) - ¥ InO A CR/CRi R EEZEIMNES 2 EHEERH
Blinatumomab - EERRI#E 3 BB -
o FAMGER 1 FEFSH75% - 1 F OS 5iE 84% - WREH XIZEME 2 7 ERCENSHE
AP ER RS 380 - REAMRRIEABENFEFRRB|EREM FrNAHE -

6.4.2 K& EEA
o342 Vincristine + prednisone 2 POMP &% - A L4 & A2 CR RE(E - “9C0)

]u
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6.5 Ph (-) ALL iEmEr#AMRZE (HCT) 2ES

o REBEEFR . BERBHRESEREKS MRD 54&B1 Ph (-) ALL & - HERERAK
NBEERBEEREBR GENZL - BRIBGEREA (W CALGB 10403) EUEB@E}EEE‘QFM
& - 40 CALGB 10403 #i3#n - 3 E/8%%E MRD [214&/) 3 & DFS 5% 85% - &
ZAERERBE - BEMEE -

o EREBEIMBEUNSWASEMRA  AMAREREIBLA -
1 LALA 94 sl E R &AM Ph (1) BB ERERHARBE - NIREZEREEBEN
=A% - (51) 8 MRC UKALLXII/ECOG E2993 £2 HOVON stz RIZE R~ - AT 2E fEl B 9
AL ERESMAMBENRIBEERRE - 10

% 6.5 : Ph (-) ALL ZZEZBEBAZAREGRE

AR/ EERE

Al B E T i

LALA 94 ©CV 1211 fusf@Eke | TBICYy (12Gyin |52 0S:51%vs. | ERBERSE
Ph (-) ALL (22 | six fractions); 32% vs. 21% fEEEREEE
121 33 %) MRD vs 218 BigEARE
PETHEMA- | 222 fus@Epks | TBICy (12Gyin |5 OS:48% vs FEEEBEHERR
93 (52 ALL & six fractions); 51% EiE AT IS
MSD EEREESE
MRC 120 fusS &k |TBIEto(13.2Gy | NRM: S5EME(36% | EiEBEEHE
UKALLXIl/ | ALL %&:138 |insix fractions) |vs 14%)* ERREERT
ECOG A% 2 & e vs #ERFEE 5% OS: Sk
E2993 19 | ALL B&E (41% vs, 35%); 1=
&2 (62% vs.
52%)*
HOVON ©* | 257 q14Z# @ | TBICy (12 Gy in | &EK 5 & OS: EREBEENZ
faa ALL six fractions) vs | 53% vs. 41% EEBEEEER
HRHEE ZER R 5 F OS:
69% vs. 49%,
(p=0.05)*
MRD: matched related donor; MSD: matched sibling donor.
52 mjtbnnaﬁ&h
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6.6. {E3%/#a14% Ph (-) B-ALL B978%& (R/R Ph (-) B-ALL)

o MITREEUE - BB MRC UKALL XII/ECOG E2993 #3562 PETHEMA #3Eh - BAR —4R54
BREEREREENEIBER . V6
o BEEMOS:45Z6R;, E5FOSE7%ZE10% -
o AERIE : EXN20~30%EE _MAEEBEEIE _RTEEHE (2nd CR) -
o REZHERF . FRBK F—RE2EBRFESEBAB 2 F -

o ISTEIRBETEE | /£ PETHEMA fllah - BN FRRE (<30 %) B— R eBEBRER T &R
BIBB 2 EFEBNEE  BFE—RERIHLE  H5F OS oJiE 38% - &

Ph (-) B-ALL S8 _ &G EFELRIE .

e HiZE : Blinatumomab  Inotuzumab Ozogamicin (NCCN #55| Category 1 &

o HFIBEE : CAR-T #lifEE (B4 : Tisagenlecleucel ~ Brexucabtagene
Autoleucel - Obecabtagene Autoleucel) + Revumenib (£t #f KMT2A E5f ALL £3&)

{5 2%/545814% Ph (-) B-ALLEY;S 4R
NCCN Category 1 Bist;af HthigEx
REFEEL CAR-TAHAE#E:% (Category 2A) (CD19:E)

@Q Tisagenlecleucel (Kymriah) (s255 R.E/mA)
. Blinatumomab (BiTE, CD19:) (ELIANAGZER).
/7 (TOWEREER):

mOS 7.7{88 (vs {5 4.0185), Brexucabtagene autoleucel (Tecartus) (B A)
B=CR/CRh/CRIZE. @g (ZUMA-35{ER).
[EB&: CRS, ICANS (9.4% >3RS H ).

= Obecabtagene autoleucel (Aucatzyl) (FEA)
¥ (FELIXEER).

Inotuzumab ozogamicin (InO) (ADC, CD22&[&)) 1 B A A

(INO-VATES): ;
CR/CRIZE 80.7% (vs L5 29.4%), Revumenib (2r¥1KMT2AZEHE) (AUGMENT-1015{5s):
MRDEE14E3E 78.4%. > ORR63.2%, CR/CRh 22.8%.

JELB&: VOD/SOS (14% vs 165 2.1%). Menin  CIBRMeniniifE.

Inhibitor B S3EAEMREY, QTCER.
RIRE S IR RANFUAITEHE (HCT)

INO#%AEFE T EVODER, BEEERLE, BREE24E
6.6.1 Blinatumomab : TOWER & (Category 1 &%

o ERAER : 5—=HI TOWER 525 R/R Ph (-) B-ALL f{ A& - LEE Blinatumomab £
EERIZ(EEER - mOS £ Blinatumomab 2H*%E§1§E"Tﬁ§1t%,%ﬂ (7.7 vs. 4.0 @R -
HR: 0.71; p=0.01) - B 12 AR CR/CRh/CRi RN F -

gE‘-..:'m]tbrmaﬁah
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o ZEW  FEREMA CRS 1 ICANS ° 3 AR FKREMBEERL 9.4% - ER)EDRIN KIS
£ 8 Dexamethasone EIE -

6.6.2 Inotuzumab Ozogamicin (InO) : INO-VATE #{& (Category 1 %)

o FUEBAER  F=HI INO-VATE #’~r - £ R/RALL & - FFAE _4 InO By CR/CRi X5i=
80.7% - FAEEBINZET GIEEAEN 29.4% (P<0.001) - BEENZE - EEMERENEE
o . InO #8AY MRD P23 E 78.4% -

o WBEBEMNEIS . INOEENEZERZEINREBEBIETERSE  BHEZIEN /B
EEBEIEIKEEZER (VOD/SOS) BEM (InO 2 14% vs. {BE#H 2.1%) -

e VODEIMESE : A5t=ETRE  BEeEHZEER(EE (Dual-alkylator) TR EIEE
% TERZBRERERZE/MFEE 4 B PIFEE VOD Rz -

6.6.3 CAR-T #ifaE %

CAR-T BZR I EREREHNER  FMAERITIRENEERE T MR - FERZER CD19 iR
BIEZEE - AN NREFEEERIX 80~90% &M% - H=1 CAR-T WiRA R E S phase
Il BIBEREE - (NCCN 155150% Category 2A)

e Tisagenlecleucel (Kymriah) : 1R ELIANA 54 R (F 5.4.2 F) - Y

« Brexucabtagene Autoleucel (Tecartus) : 118 ZUMA-3 it 54 R ([ 5.4.2 =) - ©°
o Obecabtagene Autoleucel (Aucatzyl) : 181 FELIX 54 R (B 5.4.2 &) - 0
6.6.4 KMT2A E5k ALL BERIREEEE : Revumenib

KMTZ2A EEEHE (KMT2Ar) B9 ALL & - 8915885 ALL B9 80% KA A ALL B9 5-10% - 818
WBE - KMTPAEREZESEE - IIEHEBEER Menin EEENESRE - SEESESY
ZREFEREEREER @ WHEIEARARSE  EREEBLER -

o AEEIE-Revumenib : R Menin MHIE - 8EFHET Menin-KMT2A X G/EF -

e AUGMENT-101 &8s : #1158 KMT2A REWHE R ZAIMEEE - Revumenib BIRY
63.2%HJ ORR - H CR/CRh 77‘5’5 22.8% - IEZEY)R 2024 % FDA % - /it ERo i
RETIBEEBBRIMERE -

o BEIE :58E 40 AT E : 270 mg PO BID ; 40 AfTLBLF : 160 mg/m2 PO BID - Itt&2 %
CYP3A4 28 - 81 CYP3A4 i@ T I A 2R = (160 mg PO BID ; 95 mg/m2 PO BID) -

o EIFFEESH . iR EE 3/4 REIEAMBMKET3IE - MEERBEE QTCERS

Emfwmat‘mm
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F - —BEEE - WIREEE - ESMIE Hfﬁﬁ&%ﬁ  BEEARIBIN ~ BEEKEE - K00 /ERSL
BIBEfER - BEBATEERERKSE - oFEERENLO0EED QTc #E -

< 6.6 Ba/EHAMBENERIIZM ALL B& (R/R Ph(-) ALL) # & E AR &l

Bin/HER4A Al BB AR E MANBE FAf4ER

Blinatumo TOWER, 405 1 R/RPh (-) | mOS:7.7 vs. 4.0 @R ‘B7FE CRS &2
mab vs. 12#1E | phase Il RCT | B-ALL A BE (HR: 0.71; p=0.01) 12 | ICANS

= 0 3B CR/CRI/CRh: 44%

vs. 25% (p<0.001)

Inotuzumab INO-VATE, 326 fil R/R ALL (82 | CR/CRi: 80.7% vs. BEESE8 Al
Ozogamicin vs | phase lll RCT | & Ph (-)82 Ph(+)) | 29.4% (p<0.001) CR/CRi M REaZE
1RE(LE 53) RN EE mOS: 7.7 vs. 6.7 @R | BEREERE
(p=0.04) VOD [k
Revumenib AUGMENT- | 104 %A ORR: 63.2% BREBEHLE
101, phase Il | KMT2A RE&EH CR/CRh: 22.8% 22%CR/CRi tbZ 1B
7) AML, ALL KA B E AR LEER A
(16 fiz ALL) QTc EE

Brexucabtagene autoleucel, Obecabtagene autoleucel, Tisagenlecleucel &% 5.4
6.7 RIBFAR ZERREMEMmZE (Allo-HCT)

e Allo-HCT 2 R/RALL Brilg—E#EAREOlgEZEE -
o 1ESIEE  REZEBEMESEREESTNERES| - HIX AYA EIEA ALL ,._.\% EXE _Rx
Z## (2nd CR) - BRIERETERRMAMRBE - HUREBREMALE -
o EFEWR:
o UKALLXII/ECOG2993 atka : #1¥1 15-60 B EE - BEAN 5 F OS BEENREL
b - 8
o CIBMTR 8% : EHEARESE _RERGRETSE  3F OSE 16% - BREMRERB
HEE Y - O
e MRD[EMZEEM : —BEOIBAMMARIEL - EREFEBEAZESE MRD BHER (FwE
CR2 5 &%) - H 3 £ OS (69%) &1 EFS (62%) BIfE S5 —R4ERE (CR1) BB EXBENEE
FREMES -
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E£+tE - T-ALL 98 %

T-ALL %58 @ T-LL E’\J%E?éﬁ?a B-ALL &%= - RIS R HARIEE T 40 ALL (ETP ALL) - BRSSP
REMXEBELREZEE - HFE CREZZETERFARBE - DIREERERR - T-ALL 1
Bia&H Ph (-) B-ALL AZ *HIT ZEEREBWIEEZEY) Nelarabine ol i€ - gERT S
J_LB Z T-ALL BEREERZER -

T-ALL B985 4EE

FmblkEaHE - BAE RS HREKS - FRABIIIEES CNS b -
AYA K 65 R T REXSHESE 65 5% (B)UALXABERSHERE

1. SRR AMER | PHSERSY
Protein - = = =
@ 0 Enzyme 9 o 9 fEuER
= 1 Vincristine + Prednisone, 8 POMPE .
AYAREE ﬂﬂﬁiﬁﬂﬁ’i (tn CALGB H{th## % (other Recommended):
10403, COG AALL0434'§N8| arabme) DFCI ALL, MSKCC ALL, Hyper-CVAD.
NelarabineSEE 27+ 54EDFS. = E?PgETﬁHﬁﬂA, e I
2. At EER EDFCI, mini-HyperCVD.
"‘ﬁ i % B EIA (Notes):
R FESF BRI ERRTSHE (Allo-HCT): BRI HMEBERE(PS)/ SR E AL, TR A%,
FIZECREFENGS. LEMSE5 (FEAMRDERE). MRDEEMCRET[ERE.
#ZF|CREMRDFE.

& RIZhiEMT R4 (CNS) Tabs

3. HfE5aE (Maintenénce Therapy)

Ly ) [ 9

47 (Mandatory CNS Prophylaxis throughout

BRMRDEFE MRDBL*.. (MRD negative): 1EEISHE (Priority Transplant):
(Re-assess MRD). POMPi#ERF AR of B8, MRDARIE/FRE, Eﬁﬂx‘zﬁé(
(ETP, RAS/PTENZEE,
NOTCH1/FBXW7EF4£RY).

7.1 T-ALLAYA ¥ 65 BA TEBEASHEZRARE
7.1.1 FEBEE

#H¥ T-ALL & - AwEAERDEAT - NCON 5512 FE B R MBS EiRRER -
HEOEHR - BRI FRAMSEREX

o SOFHIFIRMA (AYA) BEREZE : @3 " ERREEIUEA ) (Pediatric-inspired
protocols) - B13& CALGB 10403 £2% Nelarabine #9 COG AALL0434 &% - ©0

o HHBNZEY) Nelarabine :
AALLO434 2—I8#T% T-ALL B =HiatER - A 1~31 mREZRSEMK T-ALL B& - I
EEER Nelarabine A ABFM & ARz © &R R - Nelarabine IIMMABERAT 5 F
DFS (88.2% vs. 82.1%, p=0.029) - EHAREZIEMHEH M - 517 7 Nelarabine £ T-

gf‘u..;mjtbnnaﬁ&m

.I-.Eﬁﬁﬂs (Y[
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ALL BI#AETHIRE - SRI2HR AYA £ - ©0
o HttEERX .
o ZHOMREBIEBZIFZEZE  ER DFCI-00-01 #9 DFCI ALL &% -
o B—hOREIBEXIFT AL | BEEE 18 5% (8) U LEEBEM MSKCC ALL &% (BER
CCG-1882) LI Hyper-CVAD &% -

o 65 MIUATNEEXRSHIEZMA : #HEEHM Hyper-CVAD i E| £ 8% %7 GRAALL-
2014 &% -

o PR RMIAL : FFIERERVEFIIEEZT A CNS 18 -
7.1.2 aEE AL EEERES

o RIEFE : BEQBRAREBRETIM -
o ARECREAE : ERIER/HEE (R/R) 5ERI - BERBETRERER (NGS) DitHnE)%E

E °

i

o #ZF CRZE : #/A#ETT MRD (MERE®K) 7114 -
o EEAE : £ MRD &R/ EEREEETIERSCRFERAEZERGE - HINEZR
MRD F2tt CR BUEE - EIREMEFMAIREBE (Allo-HCT) 2a/ZBRERFE -

7.1.3 2&?%‘”:! =

ZEPAEEB RS MRD - @
e MRD [2EE : T POMP #H8%E i E52181E -
o BEEEBEMNIEN : MRD BREESATEE  NEEHESERSEE (M0 ETP RE -
RAS/PTEN Z=%# + K /3, NOTCH1/FBXW7 B4R E) -
7.2.65m (B U LHEAEASHEZEE

IbEEREEEMERFEREESY B/ NEREEEBESHEERAR - a8k

- olfGREEERE

o (KIHEREEEIE : Vincristine + Prednisone - 3f POMP &% -

o THEEFEEZL . B1FEM PETHEMA B9 ALLOLDO7 &% ~ GMALL ~ GRAAL ~ t4BAR
DFCI91-01 LUK mini-Hyper-CVD &% -

o FEHIE:

B &b

II|'

o BSREFHY : ERFIRIIFERBIEMBERIE—1RAE - B{E BIFIG RZRVESHEAMEE (PS) -
s BIRERfEETD -
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e}

&

BISHRE . 2 aREY EFTE2REBEMREETHERELE -

7.3 183/#)8% (R/R) T-ALLNEE

MREA1E S (2l > 3 F18) . EMEARFEREAZSENEE -
Hithign . BTSSR RaEER - AR - /2% Ph M B-ALL (IRUEROE -
HithEEEE -

£

e}

Nelarabine + Etoposide + Cyclophosphamide - A CAMPUS ALL 7% 114 fu R/R T-
ALL % CREEZ3ZE 36% - 40%NFEFZEESERHAMRBE 5 FIRAGERSE
38% -

=& 2 Cytarabine &% (HiDAC) -

& Daratumumab B9E% - (Category 2B &%) H5S CD38 7£ T-ALL #HfREL B-
precursor ALL 8 EFE - MMA Daratumumab RIEETE R LR A2 ENS MRD #& & RY
RIFER - BEBAGEZSMARBEELEY -

2 Venetoclax &% - (Category 2B &%) E—IE?W}\ 18 i1 R/RT-ALL FB&EZE—HA
fath - BIRZ Venetoclax BAZA 90%H9 CREEE -

= Bortezomib &% - IR—IEMA 21 I R/RT -ALL 21 A FREZS—Haliad - 28
/RZ Bortezomib &AH 68%H) CR LB -

RERE £ EZB N N RED FRENRBIEFZILEE -
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%"}\E s REUEEERS RS HEIE
R ALLBEN S EEH# Y  TENFUHELIEREREVNNER -
8.1 @A RRIEZEE (TLS)
o TLSHEA : (CEEMMBAMRARERE  BEWNARAYEDN - FREEBEAME -
o AFTE EMREEER  LVEAE BE SUBRBERLT -
o TLS 78BS : /K2 #78 (Hydration) ~ &4 Allopurinol 5f Febuxostat -
SRERE  MeKRBIE - BIEXIE - SARKREIEN - EZEFEH Rasburicase TRiERME
FEPRER -

|

82 REEYBHHERE

Anthracyclines (41 __ Vincristine Steroids (41 BCR-ABL TKI (!!1] Imatinib, Ponatinib)

*=_ Daunorubicin, Doxorubicin) () Prednisone,
ihe Dum® HT o Y
1L

B8 — 0 @b Al BanE ®RZF BEE nEEERE(
R K

A&  (Ponatinib)
—  Cyclophosphamide = Methotrexate (MTX) Egi‘;ﬁse‘:ﬂggm) _
cyc w f ’ " ' ‘& @ PR HASEEEEY (Antibodies)
Hm& BRI FRERRE BIAEF2 HEE WEHHE '?{' BRI ﬁ( (0 Blinatumomab, Inotuzumab)
[AEEHE  FAEX (FEESIT) ’ AR o *

— Cytarabine (A -C) 6-Mercaptopurine (6-MP) ﬂ@ﬁg ﬁéﬂ;ﬁg ﬁﬁgﬁg?s%gﬁ

BinEE
. @//13 @ O O " @ iR R (Blinatumomab) (Blinatumomab) (Inotuzumab)
BRI 'J\I!E i BN S 7 = :

(wnE) (BAiE) D wan [P hp=E =
Asparaginase .
(= gspargagmase PEG-asparaginase) Nelarabine IS/ IR 3 HiPyiz5H (Intrathecal Therapy, IT)
M
Ca ) &> Bl I . Q@ @ *
BRRE ERX SheE mﬁ# Hiﬁlﬁ ﬁ%ﬁﬁ B v =2l | R (CREREEA  AES

® =HHHE
8.2.1 Asparaginase (1)

Asparaginase & ALL J8ERIE S - BHBREIIER  HPLUIBEREZRAER -

o BEIRIE : MBEBREBH - BIAHARNRAIM Erwinia asparaglnase °
¥ 1T SAA (serum asparaginase activity MiEEH) B2l - BERELHIR 13 2 4 E(E
SAAEM RS - O] & Rechallenge ; & H3R 3 5 4 REEBSECAG IR - BIMEKA
.

=
T o

na“._...“mfbrrr;af;:h
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e Silent Inactivation : fiZREFR B D ELEE ¥ Asparaginase I ES - FFEYRIY - LEE

BARZRLBETIER -

o HEIEE .

o PEG-asparaginase : BRI TR EE - RRMREEHR -
o Calaspargase pegol (cal-PEG) : BRI A GER<21 mL FEE)  R¥RIAEER -

3 /N 4A Zil
ofEl D AR LY

AR - RBREMBEMEES 25 XI)ER PEG 2 -

o Erwinia-derived : ¥ E. coli 2&J& (PEG) EARBREBRHEBEMNEBRLHTE -

o UHITHN  BER

*8.2ALL EREMRIFHA
=RElFH

IS Mg - & =8 5 hks MYE K BREEL -

BhEAEEEEE

Doxorubicin or
Daunorubicin

5 LB S e

AEAEEERER OB E R

Methotrexate ORFHMES BS54 st | 1. LA Z8BEE TMP/SMX
(MTX) = i 0% 2. F8RF14 45T Leucovorin rescue
3. B0 MTX BE
Asparaginase BB E S Mg SMINEE | RERRBSNRIE - Mg - FiEg - 16 -

EE Mt MR

Vincristine

ST B

TR M AR T ER(E 22 -

Steroids = MiE HEMES BEK | 1. BRI Mg -
&) BEE 2. £ H2 2245 EISL PPI SR E 5
(CF= PPl 22 MTX IR B 1ER) -
3. IEHREAR O] R B 1 e 25 -
6-MP =gl ESR 2 MIKEE
Inotuzumab BHEHH FFStt BEFTESREHAMBERSE  BRefEH
ozagamicin VOD/SOS gL EH - ¥RF2 B EMA Ursodiol

Blinatumomab

B S TRk PR 3¢ A
PR RERUER R @SS
t

BRI CRS fEAR (3205 ~ (BEMEE - TREE) ~ 18
AR (BREM - K& - B8 - BR)

Revumenib

DMEIEMREF Bk QTc R

—BERBADCIEEEER (R « FRE
B BEKNE - BBl AKI) 17B04E T4

FENERSE  ERRME - FEAEESEEMNERER S -
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&) 5 B ) 1% )8 R

8.3 YEREESE (6-MP)

6-MP B9HUE# =2 TPMT (Thiopurine methyltransferase) EEZ R 4R & E%
o TPMT RF&E (Homozygous deficient) : 15 A0 0.3% - &R‘D> 6-MP E= 10-15
fELUE R BE M B BE I -
o B (Heterozygous) : 164 10% - TR DEIE 10-15% -
o NUDT15 28 : aNARBRPIRER - FRTE 6-MP M2 -
BRPRERR - E2RETT TPMT (R NUDTT5 ERE R UB(EEIE - KIEHE2HEFAEMINN
B - EREOMIKGERLIRIRHAN T E  RRRBEEZHIRGRE -

8.4 e ia A HEASE % (CRS & ICANS)

ALL;
= -

HH R R R 8% (CRS) : RIFARE - BIE - freE - #4)% Tocilizumab (IL-6
SEEETE) -

RBELFHERMES M (ICANS) : RIRAEEE - K& - SRR - BE - BEEYL
Dexamethasone - Blinatumomab SER B E B E oY - (BEFLIFLHEE -

==
nmE

ANt T—RER ) NIERED - BRnsEREAL - BREDkeEaRESHNFEEERE

k=1114

A
=]

x|

IEEZET D BHENIR | SURBAETTENEESE (81 FISH, PCR, NGS) &R
A7 - LISA Ph-like ~ Ph (+) ~ IAMP21 SR - DUt EHARERKREE -

MRD BEENRVENAEIARE © A MRD fER&EANEI SR IRIERE - JAEHRER MRD EERI4E
REEBRFESTETERBBEIWNERERERNIRSK - M Blinatumomab EREEAD
RINEARIREZ B -

#1528 Ph (+) B-ALL - TKI iSRS FECERESURE  BEEXEHIEETER "&b
%, JB¥E - Ponatinib R—#aEREIR T EEEAY MRD BFREES] -

#58 Ph (-) B-ALL : AYA BEEEBEZRENEENZRNEQEL , SRREBERTERIE
REERIMEESARBEES -

BEg/#aER | B CAR-T AifE A —UIREEZEY) (40 Revumenib, Inotuzumab)
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et T*_’”%ﬁﬁ RIFTERH - BER FREEEE RS (40 VOD, ICANS) » HREZER
RigwE  FEERRTARBEGAE—TJBEBZFER

o i ...HlEl’Ji?—:J#,i aEEREREENRERES REHEIFR (SMiE - 31R5%)
Asparaginase RYBEUEARRMNE S AR - VTS RIMAE M - WEtH 6-MP ETEYERL
EEMOHERE -
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