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chasl EiF, BURSE, BEMES, KiRE, AREFE.
U SR R R A RTERI &, 7R
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@AM, Sk CT/MRLP

MICM %4 (EafigiiE s, St
s 4R A Y B (R RIS, FISH K028 .
A IEH SEPE B E Bt RT-PCR )

A O R S e LT

5
PET/CT ¢
B B 75 K2 °, NGS, [gHITCR
 HiE 52 it PCR, RNA seq.
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T S LR 5 B BRI Y R — B, EEUUEHE SR 5046 1T 377 [RIBhiEfT

St LW A fh R g R Mal iR TE A 3, R TIE AR .

PREEH B AR A ER A B, AT IEHE2 5 PET/CT.

a4 T (DA HE R EL 40 Ml % 85 4> B AR R . CD34, TdT. HLA-DR, CD10, CDla (4 Hf A] 3%
3% CD13. CD33); @B-ALL: # ik CDI19, CD79a, PAX5, CD22, CD20; (T-ALL: % iX
cyCD3, CD2. CD4, CD5, CD7, CD8; @547 T-ALL ( ETP-ALL ): = 3%k CDla, CD8 &Kik;
CDS SiEEMALL; EV0H iR T EHIEEE (CDI13, CD33, CDI117, CDI11b,
CD34, CD65. HLA-DR %), {H MPO A,

BB BERPE A 8 LN BT B R RAG
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2P A0 B 1S (acute lymphoblastic leukemia, ALL) B2 87 F 244, b IEE &
ZHREMR LA BE = 20% . FEASRE JRIBUHE B R 4<ad S JE 0500 B 4 ik L2 40 A = 20% =% AT (% 3l
171207, $&HR WHO 2016 i2 W brifi 20, Fr BEAN ML &% - Sese 0 A - A 1S o7 - r T
( morphology-immunophenotype-cytogenetics-molecular biology, MICM ) [9£5% & ¥ fr /e Hr 4 B T8
FiEiZ2 8 ALL.

WX B2 ZLE M ( central nervous system leukemia, CNSL ): Fi2Wriy ALL, i = i

RS T P 22 240 (CONS ) CRAEBEITITR Fnsrgt, CNSARART T CNSL Az, Fips Al
Jr BA EEIE S E L.



RIBIN & #i#1T ALL-CNS IREH 4

£
TERIAFA AT 340
(DR I8 i 540
@ CNS SR . B JCHH B A9 5 1 A S i i # 22 hRas
BT NS 53 (AR =K

A LU AR 136

OEEFELA, BINERARN, RBC: WBC<100: 1, i## - WBC it4(< 5/ /ul,
- UL BH 1 A 4 A b L 4

@EGAHG, RS RIRM (RBC : WBC>100 : 1), F# i b 03 BA f i 4h #E itk
L 41

QEZEAIG, R PR, WR2sE I WBC>50 x 10°/L |k CNS2

CNS3 VRN E e
G A (DGR RBC 2 WBC <100 : 1, WBC>5 4™ /ul, B K LB E 405

@A H A A i R 4 iAo 22 AT
@s CT/MRI R/R BURBGRE , FEERIMHAR PR E R G
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AL AG (testicular leukemia, TL): 2Wr & ERIEIERIKIE MBS AR, ALL 8#F TL
RN SE AU O A, bR Rl el AR, BRZHPERR, SOGRATE, AR A ] LS
AEAE BRI, W28 L TL T AGERE . a8 ibrr, SiMmEAR BB IL, FHA
SEAUG A SR A R AT B AL, B TSR LA E R AN BALA AR E K .

3. EleSEWE

ALL W J5 TR 4 A 0 8 2017 20 4L, TR0 &5 & 5 182 Wit A0 4R . A1 A Il 1 4 AR H AR
BESN A MURARTS . R o) . IR AN AR i {4 A R RE BRI ARRE . fEBSAr 2R (ILmatk
T L M 1 2 ML (2018 4RRRDD KerplEl ALL ZrplBMELL CCCG 2015 297 &

(LEAMEHESERAE MFSTAE (2018 /R)) BRSE
5P

FEE LUF B A 44

DAEI =1 FH<10 %

2 WBC<50x 10"/L

BiFEF d15~d19 78 M1 (i + 2hilk <5% ) ; 84T d33~d45 Bl M1
@i%S d15~d33 £ MRD < 1% FILEATFET MRD <0.01%




(ILERMERBHmA NRFSTIE (2018 ) BRSE (4)

BALUTAE—IRa &0 .

DR =10 &

QWL LR WBC =50 x 10°/L,

(3 CNS2, CNSL ( CNS3) 2%/ FMEALA M (TL)

@ T-ALL

Bt (1; 19) /E24-PBX]

) Ph*ALL

(@ Ph #¥ ALL

® iAMP21

d15~d19 B8 M2 (5% < J5k + itk <20% ). H. d33~d45 4 M1
A0 IEIT d15~d19: 0.1% < MRD<10% SiFESiEI7/E (d33~dd5): 0.01% <MRD<1%
IR ETAITHT MRD <0.01%
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W
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S

CULERMEHBMAER MNRFLSTIE (2018 /) BRSE ()
FH '

A LU Tk 200 .

@1 (45 11) (MLL-AF4) sH At MLL JEH S HEBH M

O 4%k ( <44) 3 DI #5%<0.8

@) MEF2D &HE

@ IKZF Bt

& TCF3-HLFh (17: 19) (q22; pl13)

® d15~19 B M3 (50 + 4k = 20% )

(@ d33~45 BREARTEREM M2 K M3 (JEGH + 41tk = 5% )

@IEFIRITIE (d33~45 ) WAL A 0/ DBl B AP RUA R 13, sRILERAYT
R E R E VAR S

O FIAYT d15~19 MRD = 10%. SiAEFIASTE (d33~45) MRD = 1%, sILERATT
fiii MRD = 0.01%
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WELEM (B-ALLWEU TRMAEZ—):

DR =365 X, (H<99 %, H WBC=<50x107L
@y fafhk = 50 5% DNA 155 = 1.16

@) ETV6-RUNXI ( TEL-AMLI ) R4 BE R pH
WZHERAN FHUITEOL -

@D CNS3 0 / 2L ALE M |

@t (1; 19), t(9; 22), MLLr, Hefifk<44. iAMP2I
@S EM d19 MRD = 1%

@ T-ALL

@ Ph*ALL

@ MLLr: 4E# =6 1~ H 2% WBC <300 x 107/L
@YefahB <44

OHAb A ATF AR AR ALL

D d46 MRD = 1%

@ MLLr-ALL: %##<6 7A, H WBC=300x 1071
(@) TCF3-HLFi (17; 19) (q22; pl3)

3 RS (B3 rk b=

b
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PR IR E 10%~15% BAF ", (U0¥EfE. Mih. &K ALL BILFEfT R HE S i T4
HLRYT -

[Ehs LW ALL f93AF7 IR, REMATFH S RaEATRBIGIT . ZFEHERST, %
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KaFHTiRIT PR . AR

@ T-ALL: #HiE., WEEkK
PhiALL 5% IEidig iR iobirid
Ph# ALL

kst DREA™EREFREE

i @IRIT RALF, 05 HER AR
EEBEMRD=1x107; Sfad®
HILERITHIEH MRD = 1x 107

* SPr AR E OUTERE E A0 P2 T A (2018 4ERR)) K CCCG 2015-ALL 247 K&,
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/i B e LAl ik fEfE4 i/ fad
mM 77 & FARSEHR-1" | mM & mM AT g
¢ HR-2'. HR-3’ ; ‘
HR
FER R AR T [HEuEEPrd
Pl RIT LA AT
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RHER5ELL o
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e i AV sh Ty
AR
2% (CR) DSME THHEANE . Hb>90g/L, ANC>1.0x 10%1., PLT>100x 10%/L
QB = AU MKE . FEALIHELII <5%
@m%%%ﬁ%ﬁﬁ%EMﬁﬁﬁmmﬁ,M&m¢%EMﬁmm
@ HAEE B DB E e IR Y7 45 5 Wb 20 38 /0 Wb B S5 ) IR AR B
13 BRUATF
oSt B ANC< 1.0 x 10°/L 1/ 5 PLT< 100 x 10771, HAti# 2 Fi# CR A9FRiE
(%)

MR BRI 4RRREIS CR

=3 E S CR J5 AU B BB SR R A HEAN I = 20%, oA uEHE R BRI F
st (. WEK ALL)

< B
: P

H HEMFS(BHEFE =




NSMF B (A=

N
(=)

M1
M2
M3

RIT R B R AR
BT T ARER A < 5%
5% < BBl T SRR 40 < 20%
HRENR A AR B4 = 20%

B H . i MRD<0.01%

[ %)
BEAR

(58 1] LAk A sy IS (2018 4ER))

1. BBBTT

VDLP/VDLD, HMEERFEEEARREZ 1~2 17 R CAM /%,



VDLP/VDLD &5 %

i K JEH (PDN) 45~60mg/ (m’+d), ©  fib 8 i fif K AY M8 % PDN &2 &5 ) & 7T 0.2~
W, di~d7, BREMRE, TTAEE  0.5mg (kg - d), A% & ORI 45 A 1 ;
i 25% i, RABIGRR N ZESINE  d8 ZMEMmAHHELEHT> 1.0 x 107/L 2y PDN AU
A (7 KRB > 210mg/m’ ) ;
d8~28 4k 4 PDN s h #E XK #2 ( Dex )
6~8mg/ (m® + d), d29~35 s

Lsmg/ (m® - W), WhkEEHER:, § SREKEAEL 2mg;
(VCR)

A1k, a4k ¥ VCR AlFHEAHISE (VDS ) 3mg/ (m® « Y0 L

~ 30mg/ (m’- W), ERBKIGE, SR 1K, ERLOMEARCIPAE AN R
#2-4 %

AR
( DNR )

~—
=

Cihsireco HEUENS (MTX) + FIBEIH (Armc) +  IREBAEIE 4]
Dex =HRESNTEST (TIT) 2~5 1K

B REVEAL A 5 . d15~19, d33~45

e 5000~10 000U/ (m® + ¥K). WBkiETE, 8148 (PEG-Asp ) 2 000~ 2 500U/ m®+ ¥R, %
e FRH 1K, 3£ 8~10%K 2% (IR 2 ), WLmiest, Swackire
( L-asp) i 3 750U %
B
2]
i
%

H
—




CAM %

i x5

750~1 000mg/ (m? - d). WOBKWEE. 10k AMLBRAL. 2l SABIY itk
A

Ara-C 75~100mg/ (m’ « W), 7~8 K, HebkidiiE
s TFES, XK 12 (nfgx 1k,
Arva-C PTEER 5 K, #2EMEEE 10 X)

e R 50~T5mg/ (m' - d), 7~14 K, BEHTA M
AR

2000-2 500U/ (m® - d), d2, 13K, WA SR ARAFBL 3 750U
S

1~2 K KR T ) i

E IS (B3R =

N
N




2. BRERTLELRIT
P fEriF mM €, SfEnrTd M HR-1", HR-2', HR-3* H&,

mM FE

T X E BB

7

R B S 2-5¢/ (m® - ), WHE 1K, *4K KALBHAL
( HD-MTX )

6-MP 25mg/ (m’ - d), A#id 56 K R4 WBC i #E ) t

et e S 15mg/ (m? ¢ IR, 6 /M 1R, 3~81K AR MTX. [M125 7 P e 7 it

II

TIT {d# F] HD-MTX 4K PR A i R R R B

SHE MRS (B =

N
w



HR-1' R
EEE
m 20mg/ (m® + d), FIARskERIKEE, d1~5

VCR L5mg/ (m’ - ), H#ifE, d1. d6 B R REA L 2mg;
JE VCR Al A #E (VDS)
3mg/ (m’ + W) B

S/ (- ¥0), WOBKIREE, d1 ARk
15mg/ (m?+ %), 6/ 13K, 3-8 % B MTX (259K BE v sl it

CTX 200mg/ (m® + ¥K), 12768 10K, FRBKIHIE, AKAEsAL . 5wl BTl i e
d2~4, 3£ 5%, HD-MTX 4585 7 /Nt IFeh ot 4

Ara-C 2000mg/ (m®» W), 12/h8F 1%, d5, 2%k [FEH4E4: % B, 150mg/ (m® « ),
RS R, 12 /08 1%k, d5

250007 (m’ - %), WLAER, d6 IRUHA A 3 750U
TIT {fi F HD-MTX 4K A A 13 77

FEDFES (O

24




HR-2' &

Els) )

20mg/ (m’ - d). CIARSKFRIKMTE, d1~5

VDS 3mg/ (m® « ¥K), #kiES, dl. d6
HD-MTX 5¢/ (m’ - ), WHHkEE, d1 KALAEAL
CF 15mg/ (m’ = ¥K), 6 /h8f 11K, 3~8 K R4 MTX 1l 249 B i 7 it

S | 800mg (m? - W), WRBKIETE. 12/0 1K, d2~4,  sKALBRAL. 3 RIAN B i P
(1FO ) 4t 5 %, HD-MTX 45 7 /NS I iG 23

DNR 30mg/ (m” - ), #ebkigH:, d5
PEG-Asp 25000/ (m* - ), WS, d6 e KB 3 750U

HETFSEEFE

TIT &/ HD-MTX %X MR AR R B

N
(6 1)



DTS (BFrraE=

N
N

HR-3 A&

Ara-C

#IEEE (VP16 )

PEG-Asp

TIT

20mg/ (m* - d), CIRReRFERKIGE, d1~5

2000mg/ (m® -+ ), HkEE, 12 /08
1, d1, d2

100mg/( m®+ WK ). FREKREE, 12/ 1K,
d3~5, 5%

25000/ (m® « %), WIAHES, d6

ds

Y % B 150mg/ (m® + K), ¥
BkigEsS AR, 12 /had 1k, dS

IR 3 750U

ARSI U ) B



3. HEIRBIATT
VDLP/VDLD+CAM H %,

VDLD/VDLA HE

HES TR ETFM

LSmg/ (m*+ &), # A 1K, & SREKXEAEL 2mg; & VCR A

3-4 Ik I VDS 3mg/ (m® - %) BAL

8~10mg/ (m® - d), d1-7, d15~21,

11 AR
L-asp 6 000~10 000U/ w’+ ¥K), FBKIBITE, 3 PEG-Asp 2 000~2 500U/ (m” + 1K),

# 410 % 2w, k2w, MNES, ek JiF

Folk[FI A ﬁ

DNR s 855 25-30mg/ (m® - %), G 1 %k, W VDLD FE 2
(ADR) B, 3t 2-4 % g
Ara-C 2000mg/ (m® = X), #BkME, 12 VDLA % i

NEE TR, d1~2, 4K

i
~J




B INE S (B3R =

n
!

CAM A%

| & 25t R

- 750~1000mg/ (m® - d), ERBKWGLE, 13K AKACBEAL . 37BN TIB e
et

75~100mg/ (m’ + W), 7-8 K, #ehkdd sk T
FG, R 12K (WK 1K, Ara-C A EH 5 K,
ELEF R 10 X)

DR 50-75mg/ (- d), 7-14 K, RO

aWmA 2000~2 500U/ (m® « d), d2, 1, WUANEST BRI O AL 3 750U
PEG-Asp

TIT 1K R4 i 8 e 0] it




L

4. SEHRTT

FERATTE : IS S P AL AT R LA T I Rk AT. PIEAfEARERRYT / PIEGTT R R — K
HERSRALALIT o

(1) 6-MP+MTX 5 %: 6-MP 50mg/ (m’ - d), FHLEMERTZ M 0]k MTX 15~30mg/ (m’ - &),
AW, ORI ESS; 3k 8 Ji.

(2) 6-MP+MTX+VCR+Dex+DNR+PEG-Asp,

25 i

VCR 15Smg/ (m®« ), &3 1K, H£3-5K UMK 2mg; JE VCR

AT VDS 3mg/ (i - %) Bl

VAR s-10my (m?-d), ®3AMSK, O 5 VCR [A—KFF#
2000~2 500U/ (m?+ ¥), 43 8 1%, #£4-5%. VCRJE2-3 K; MEELHAM n

WA :
25-30mg/ (O, 5530 10K, WBKIEE, 3240 5 VCRFA—K; BGAFA &
T 25-50mg/ (- d), BEHTZILCIR, 3616 A i WBC i 5
25mg/ (m - d), BR—K Fil VCR+Dex 457 5
T -5 % 5 VCR [l—% 9

ﬂ
O




NE DS (BFEFARE

W
(=)

5. AT

nEBLL MME—HE:

(1) 6-MP+MTX A R: 6-MP S0mg/ (m’ - d ), FFLEpERI<s i r1iR; MTX 15-30mg/ (m’® + iK),
BERS LK, DTN, FEELEZRWGYT. ARHE 4IRS 2 ) A

(2) 6-MP+MTX/VD FR:

6-MP+MTX Jr & i) 45 4~8 J&46i A VD: VCR 1.5mg/ (m’ - %), 13K, #hkiEst, Sah
AN#id 2mg; Dex 6~8mg/ (m® - d), d1~7, [T,

6. CNSL HIBhi&

V2 A G )T ONSL A9 JLAE it fT 4 B by i Ilnd, SR —HX8 N TEST HIBF CNSL. CNS2 H7EiA
SR 1~2 WG R PG D 1726 WK, RABIERIE 4 T LIS N EST .

12835 JF ONSL BB LA T2 BRI F g FIas, SRH IR ST, BSRyr iR —K e E
R 5 BP0, Z IS AR ANRGTT B BRARSE NS . ASRIT RV RAF, AT A TRUY . i
BT, WIAESERME RSB ALTRIT G e R TR T <2 P AHUGEYT . it =2 D RlEh 12~18Gy.



——

=EHANESTE
<12 6 12 2
12~24 8 24 2.5
>24~36 10 30 3
>36 12 36 4

7. BABMAKRIRT

WA I 59 2oL A T LAARREST , AR LB T 25RO A A AL B AT I AR, 3%
A R AR B S AURT . BT ARG B R M BB R RS R, RO, —
AR S2ALOT . FER 18~24Gy, B2 S IRIITATHUR HERFIATT AUHEAT -

|
o

eI S (B3 o e

H
—_—




HEDFEEFFR =

(o)
n

[#%R2] £ CCCGALL2015 BF7 %
L. HREBATT

L

-

1k T-ALL

T-ALL

6mg/ (m’ + d), APV ARG, did;  dS A SME M LIHEGIR
WBC =50 1071 %, 34h0 d03mg/ (m® - d)

45mg/ (m® + d), [, d5~28, d29-~35 f%
60mg/ (m*+ d), CIR, d5-~28, d29~35 Wif%

1.5mg/ (m®« 3K), WRKERHAEDE, d5. d12.  Hokht 2mg
d19, d26



PEG-Asp’

BIREMGTT (20)
LRV RY

B 25mg/ (m® + ), ¥4, d5. d12

Rfad 20000/ (m® « &), d6, MUNTESS

dh R 20000/ (m® - W), d6, d26, ALNTEST

ETV6-RUNXI PH 4 F14E &

TR B, d12 WBC<
1.0 x 10%L 2 ANC< 0.3 x
1071, 56 =3 DNR #38,
% 19 HETFULE, B

7 DNR af%23; At

F 5 % DNR BB 7E +
d19

d19 MRD>1% fm A 1 i
[l PEG-Asp, K
JAE AR 3 750U

UREKEARL 3 750U

E FHE IS S (B 3T =




BSEMRIAT (40)

- LR EEE

fatl  d5, d19 CNS2 a7 Wi s 4
d8. d12. di15

H i ds. d12. d19 T-ALL. CNS2. CNS3 &
EIRBEZER G d8 . d15

fotfeni! d5., d8. d12. d15, d19

gl 1000mg/ (m® - d), #bkigiE, d29 WBC>4.0 x 107/L H ANC>
SOmg/ (m® - %), K FiEst, 12/hat—w, OXIOL

L 129-35 AHEHIF d27; WBC<20x
% 10°7L 8 ANC< 0.8 x 10"L
% 60mg/ (m® W), B#E—IK, d29~35 ZA[PIERE] d33; % d33
5 ST, AT 6MP F
s AraeC
fu
s | d29




BRERIGT ()

N ) N AN

CR 19K LSmg (m’ - W), WRIKGEMHENE. 450, d57 R CAM 453 E 24,

MRD=1% 5 WBC< 20 1071, B, ANC<
B¢ T-ALL 08 x 10708, PLT <80 x 10”/L.
20000/ (m’ - %), WLATESE, dso ﬂg’fﬁllﬁé # 13
JEAT A F UL (A 6-MP 1
T ed), , d50
CTX 1 000mg/ (m* +d) ﬁ}ﬁcz.‘ﬁii e TR
Ara-C 50mg/ (m®+ ), BTFEH, 12/ Mf—K, Yk AT 3 750U
d50~56
60mg/ (m® « W), FHH—IK, d50~56
ds0 R A U T3 R

OFEHEMARE A 19, d46.

@d19 H8 MRD = 1% & N BWEATT A,

@ d46 B BOTEATE CAT 5 BAF A UL F A &40 WBC=15x 1071, ANC=03x10°/L, PLT=
50 x 1071, LA CAT FFtGJE 21 KAprdEntfal, fA<aTiER 10 X,

. B PEG-Asp 2 000U/m’ A IR SCE Asp 10 000U/m® 8 KA I Asp 6 000U/m’* 53/ 3 1K x 2 Ji k.

NEMFBEFRE =




B IMERS (UHERE=

H
(o3}

2. NELRTT

HD-MTX

fifed

o/ EfEd

3g/ (m’ - W), WA 1K,
4R

S¢/ (m' « W), BEMAE 1K,
Haw

25mg/ (m® - d), 56K

15mg/ (m® « Y), MTX JF&
42 /N 6 /NI 1 IR, 3K

{#F HD-MTX 4%

(Ddo FFAKAL: 3000ml/ (m®-d) 3t
4K

@d1 L1710 fadd MTX 0.5 /NS P
Ahit 23.5 /MEF AT
@A IR : d1 JF 4R 5% 8% AR A 80
Sml/kg 350 3 K, 4EF%IR pH 76 7~8
@44 /Nt W MTX HeE

ARG RS  A



MTX 7| 2%
1) HD-MTX B RS2 A= UEFRE I A / s B P UL T i LB YT 2eE, B IREA 2% MTX
LR EARIE AR URFISBR® (CCr) R%E

70~85 80
55~70 70
40~55 50
20~40 40

2) JEEEFFIRRYF AR TR 44 /NI MTX YRRERY Wil 25 S i LUREE : 0.5~1mol/L 45
RS, <0.5mol/L, FIEIM 20% (RfEHARE 3gm’, PRE4IAEE 5g/m®); >1mol/L,
FE D 20%.

3) ANC<0.3 x 10°/L 8 WBC<1 x 10°/L &, PLT<50 x 10°/L 8¢ ALT> E% { 5 {5 TBIL>34mol/L,
DBIL>24mol/L 3%4 44 HD-MTX {R¥7 AiHfEiR .

4) CF VS M B 48 MTX W BE MBI T 2.

HNEDFHBOFFDE=

i
~



[ MTX ] pmol/L ( 44~48 /i) [MTX ] pmol/L ( 68~72 2\ ) CF (3X7IR)

<10 KRR < [ MTX | <04 15mg/m’

1.0<[MTX] <20 04<[MTX] <05 30mg/m’

20<[MTX | <3.0 05< [ MTX] <06 45mg/m’

30<[MTX ] <40 0.6< [MTX | <0.8 60mg/m’

40<[MTX ] <50 07< [MIX] <10 75mg/m’

50<[MTX ] <6.0 08<[MTX] <15 90mg/m’

6.0<[MTX | <7.0 1.0< [MTX ] <20 100mg/m’
]Jig 7.0<[MTX ] <8.0 1.5< [MTX ] <30 120mg/m’
i 80<[MTX | <90 20< [MTX] <40 140mg/?
;% 9.0<[MTX] <10 3.0< [MTX | <50 160mg/m’
”§ >10 >5 200mg/m’+ IR EHT
% B 24 /NI /N TR BRASE 11 Y

(d%)
o



5) BEAEA MTX Fratnf] G Bk 4 sl (T ay [ Rl 64 = 75 38 22 i # fifB 5 Uk, 36 /D i BB Bk
i, T LARATS] 36 /b,

6) MTX S5 KWW Cr, S3# N INREREE] MTX WRHEE <0.1pmol/L (aRSC50 3 ARk il
M), Fgksef R MM Cr H3IER .

7)) 1AW i H A ANC<0.5 x 10°/L 8 WBC<1.5 x 10°/L 8% PLT<50 x 10°/L ¥/ 6-MP.,

8) 44 /AT MTX ¥ B 4 1~5umol/L #, F ¥ MTX 3 ME 3 5t 6 2 20%; 5.0umol/L < 44 /) i
MTX ¥ FE < 10umol/L #, F ¥ MTX 5 i 7 5t 20 40%, 44 /N MTX i > 10pmol/L &, F X
MTX HHERIERD 60%; 46 FIK HD-MTX MM KE#F CCr, i CCOr 574, FRAEFEMER] i 260
Al R E A L — 2Bk e . A5 R UK 44 /NI MTX 3 BE /N T S AR ) PR 3 T AAE S 223 R
FTEETP AN 20%.

EE TR PRI BEFERRE, " BumEt” AR !

|\ —
—

FHE M 28 (B rE

H
({s)



HEDFEOFFRE—

3. [EHFEFEIET

I8

6-MP+Dex+VCR+TIT:

6-MP 50mg/ (m’ - d), WEIITAR, d1~7
Dex 8mg/ (m’ + d), 4R I1AK, d1~7
VCR 1.5mg/ (m® + d), &K 2mg, dl
TIT d1

6-MP+MTX :
6-MP S0mg/ (m® - d), IR, d1~7
MTX 25mg/ (m® + d), FIA§, d1

Dex+DNR+VCR+6-MP+PEG-Asp+TIT:

Dex 12mg/ (m’ + d), ZPFIROBK, d1~7
DNR 25mg/ (m® « d ), #ebkigiiE, di

6-MP 25mg/ (m’ + d ), #ZMEJCIAR, d1~7
PEG-Asp: 2000U/ (m® - d), WLAES, d3
e A k|

6-MP:

6-MP 25mg/ (m® « d), $ZEICIAR, d1~7

1% 2 7
fEs 1 8
el 2 1
A% 1 JE






H HETBE EHFD =

1) ANC<0.5x 10"/L 8% WBC<2 x 10°/L & PLT<50 x 10"/L, 5] 6-MP, MTX J DNR.

2) PEG-Asp A] FI ¥ F AT Asp 20 000U/m” %58 — At 3 8, sKERSCHE Asp 20 000U/m’ 4
2 KIER 3 AL

3) Dex G —J5 WBC il ANC ANGELE Dex B —f%# 6-MP Jt MTX [tk 30%~50%; Dex #
lf3J5— 8 WBC 1 ANC /N T8l % T Dex &2 ERHTEUIT I WBC<4.0 x 10°/L 8{ ANC<1.0 x 10°/L # 1% 6-MP
I MTX = —J&] f13] WBC=2.0x 107L H. ANC=0.5x 10°7L, JG%E 6-MP J2 MTX Fl#t# 30%. &H&—

EITHLG —J8 WBC = x 10L H ANC=1.2x 10"L, F—4& 6-MP 5 MTX it 25%
4) (KfEAHAT | M2 LIF g

it

VCR  15mg/ (m’ - %K), B8 13K, d1, d8. dI5 BRI A B3 2mg; K VCR 8] F
VDS 3mg/ (m® - %) &L

Dex 8mg/ (m’+d), d1~7, d15~21, FHEKITHR
L-Asp 60000/ (m’- ), ¥RhkitgiE. d3 FFUGBEH 190, 5UH PEG-Asp 2 000U/Mm*, AILNTEST,

4t 10 % 1, d3. AR E AT
DNR  25¢ (m’ - ¥K), #hkigiE, di {AEHIAS 1 P E
TIT dl



5) o/ EfEH AT TR

VCR

PEG-Asp

Ara-C

TIT

L5mg/ (m®+ %), G 1%, d1, d8, diI5

8mg/ (m’ - d), d1~7, d15~21, ZrERROAR
2g/ (m®+ W), 12/p8F 1K, dl, d2
dl

BRRAEA AT 2mg; T VCR A
FH VDS 3mg/ (m?- W) B

AL R

SHEDES (B

ﬂ
W



WEIHB B (BRI =

4. HFHATT
AR

ki

6-MP+MTX :

6-MP 50mg/ (m® - d ), BiEt {25 18 11 it
d1~7

MTX 25mg/ (m’ +d), TifR. d8

[F] 65— Fl

)5 —F

6-MP+Dex+VCR+TIT
AR Rl [ A T

6-MP+MTX :
H SR Al R Al

6-MP+MTX

CTX+VCR+AraC+Dex+TIT;

CTX 300mg/m’, ERbkiE, d1

VCR 1.5mg/m® (&K 2mg ), #Bk#fEE, dl
Dex 8mg/ (m’ = d), ZFFRAM, d1~7
Ara-C 300mg/m’, d1

TIT d1

W7 —H



gFrafr (%)

3 [ P imEd

FH S W, WM 5 WEEAM TIT

e 6-MP+MTX, 7l R R il 1~6 & R fE4H ;
7 FEINERIEST: CTX+Ara-C+TIT (574t & F 3

GEID)

6-MP+MTX, FilHt B (A dT, PhALL #9571 Jd
2 LAA VCR %% Dex

- WA 7R

1) 43534 77 30 [a] 57 48 48 1M 4 % 4% ) &t {8 WBC 45 7E (1.8~3.0) x 10°L, ANC Jy (0.5~
12) x 10%L (HUSERHMNE Y 1 JAAMBISR), PLT=50x 10%L, 4 WBC<2.0 x 10”L 8% ANC< 0.5 x 10”/L
S PLT<50x 10°7L, MIJefezh | G E A&, HE ML V5o Haks 456 y7, HA a2 30%;
WBC>4.0 x 10°/L (8% ANC> 1.5 x 10%L ) ifii Fl. 6-MP Hifif <25%, I3 30%. WBC = 2.0 x 10"/L (5%
ANC = 0.5x 10°/L. ) H.PLT = 50 x 10”/L W] RAGkZELS 2 Ht .

2) 4ifERTr R in B A OLELT, HIERM IR RRAZ S 5Em, FIERRITRE
1 Ji WBC Hl ANC 7~ il L {7 Fi b S8 K FA AT 3 — 1% 6-MP B MTX 5 30%~50%; b IEKFATTUG

B INF S (B3 FUE =

i
9))



J& 1 J8 WBC Hl ANC < 38K AR EITEE H WBC<4.0 x 107/L 8 ANC<1.0 x 10”/L #1451 6-MP Fl
MTX =1 813 WBC=2.0x10"L H ANC=0.5x 10°/L, J5%E 6-MP }z MTX #lHt i 30% .

3) HEFRAIT I E A R A S 1~2 K, I E R R 1~2 R AR 1 K. dERERT I A
HEA L REF, 'FIhRE (4245 ALT. ALB. T/DBIL. BUN, Cr)-

5. ¥1& CNSL

RIS T =B AT Sk 3 KRR P A HEAN AR A B L #F 8K VDLP i R SRR
X 2 R G0 RAEARFUFIE A SE RWRH I 25 ONSL (GFEARZ ). XFFlif 251 CNSL W] 7€
S 2 Ji HAERS >3 2 f5 R E(T 18Gy RYMRRCSY . O i 28 45 FHB AL NS 26/ MTX — &1L L, B
7 ] Y 4l H AT P HB E K4S ( 8mg/m®, d1~7, d15~21) + VCR (2mg/m’, d1, d8, d15) ##,

ZEHAESETE

12~<36 9 25 2.5

HEDFEERFDE
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SERBI LRI -

EifF, Bk, BREES, FEE, EREH
8, g

PRAs A2

AR GER . SEHRRMELS . g, 8
TMAIE, TR

M #, Mm%, CRP, A {L£W, Bl
W, SEETEE (KRR + A RRE). W

REedabn (ZHF. IR Mdi . N |
EB 5 . CMV. TORCH #iif&), FREFH

PPD ik T-Spot X%
Mo CT A

L
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%
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2
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LR, DRERE, B X R
JERRRE (Rl WIRA + HFHR)




SEFTRIEAE (48)

_ I 5% I 5

BRI M, PR, BRI G WM NGS

BB, FISH 7% . BAEERRT (2408 F+ &

PCR. FIIMHHZEAESEE RNA Sequencing SRE) (24 )
S FRIA R RE MR SEAS + 0008, Bl . R I 46
R

Ak, HRARIANR SR (24 2€)
2R EE $i FERANTE A
E3Erait] HLE LN |
RS AR
(24 %)

TSI i 1 i 24 ) Rl
BRI IR (2B 26)

el e a Ty

DB #&: CDI0, CDI9, TdT, cyu, sigM, CD20, ¢yCD22, CD22, cyCD79a.

@T%: CDla, CD2, CD3, CD4, CD5, CD7, CD8. TCRaf. TCRyS, cyCD3,

@A %: CDIlb, CDI3, CDI4, CDI5, CD33, CD41l. CD61. CD64. CD65, CD71. GPA, cyMPO.
@HAl: CD34, HLA-DR, CD117, CD45,

SHE S (3R B \ REka =

i
—
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FHE IR S (B3ERFADFF \ RE R E

2. S

2.0 JLFEAE & P o A g

2.1.1 HHEE &P, ALAFILF.

(1) Bgbasssd % . Fa L AT —01 BRSO JE 1 s B e . 28 L Blrh 4G / ZhHER
CLA > 20% (At sCAni ) Bk LG / SIFER 400 5%~20% OB Sa4ny) B
CEAT 40 T2 S BRI s T b LG / ShRE EL 0 5%~20% OESsmis) BXsF4
PR IR, T 2 AL, 2 KA RN IR 10~14 K BAER — IR0,

(2) PphBENE & . PRI R/ SR K, RSB CE R .

(3) BEAER: PHMARGERN / RBAR K, FHHEEL.

212 MRS B G K. B IOITA A ONS3 sl BRI A RIRAE , i sk 22 R . ki /
B2 . FERGAIES R I bsom MR, T4 ONS2, HIEIRIAIE, 2~4 N EK
WA, L 2 B WIS, (CNSKRAASES% = JLESEHEARA A" )

213 BAE%. W RS AU R, B RS TR Z R, B
SN, AR A SR AR E Rk s AR ERA T BEE &, WAT RALTE KRS .

22 e AN BERRITERE R TE SRR (EERMEXSE " 2
VK L 40 L Y ™ ).



3. BlERERE
AR R OEa] . B . AL I S SR TITAY
IR E BFM 54024 S1. S2. S3. S4'%, 2LF BFM fEle /2, #[E UKALL R3 L&

SNRFIRE, PafmE
BFM £ %ty )

i BRI 2 AT AR ]
=611
=18 4f i <6 1A

<18 1A %
2
BFM Bl 5B #
2
TR $2 sS4 S4 82 84 S4 ;i:é
H s2 $2 S3 S2 S4 S4 ﬂﬁl}
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4. &

(1) JLEESE % 2tk U i i s imd F bRl s Bl EFR 0 A7 LA A 2 bk 22 40 A 1 ol
# F H %47 ALL-REZ BFM 2002, UKALL R3, COGAALLOIP2, COGAALLO7P1 % **. LI LW
Hyal LIkSE, IMARIF R

ALL-REZ BFM 2002 5 RHi87miE

) s[e[7]8]9Ti0lnl12[13014715716 17]18]19120 21/22/23(24/25 26 27/28[ 29
OO T U L
| ' ! |
s R2| [Ri] | [R2] | [&1] RV, | | =
L . | |
ﬁ 5 l |
% <lO"' ‘
' ‘ 2 R1 2 RI| ¥ | DoV =
% 2 R2) [R1] 3 ,, RI [ *. 3
A RI SCT
@ l =107 '
# 1 | l
£ S3/4 Fi| [k2 m SCT
BMA/ .
% MIRD ¥ 1 Mg | @ | ! ; } (S1) ] 1 52) |

I
o




ALL-REZ BFM 2002 53

ALL-REZ 2
5 | s
BEM 2002 752

S1 (R=4A) ESH % (Block F1 + Block F2 )
HE A (R2+4R1)

i eig

A FFiRTr (6-MP+MTX ) (1A %)
82 (RE4R) ESHE (Block F1 + Block F2 )
(512 WE A% (R2-Block + R1-Block )
MRD <10*) /&g

HHHAIT (6-MP+MTX+VP16) (1A 26)

S2 (B4 ) ES )% (Block F1 + Block F2)
(B2 FE A% ( R2-Block + R1-Block )
vlos = i AR R (1A 28)

ke d sl ESHE (Block F1 + Block F2)
WEFE (R2+R1)

Wi TAREA (1A 25)

| Zitds W=

T S I T AE AT 0 R
R, IR, DMK,
CAR-T (2A %)

A RS IE A T A
5, BRI, DUARZER,
CART% ™ (24 2%)

SR INF S (B3RS \ RE R =
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CNSL % &MY . CNS % &0 LT H32 il AL E =/ 3B 18Gy MUY . WRZT 8 EGT
R 18Gy (2 HLLF K 15Gy ), Ay flht & 15Gy. A E By mEE T 24 ~H B
Z RO R 15Gy (2 ZLAF R 12Gy ), WA gy it &5 15Gy -

AL R RTT . DU R S iR B, — R S ST, Al 20~24Gy; X T
SR B R SRR PR, MG R BAYE S, T PIRMIER ., XHISRAT 15Gy BT X TR
94l JLRH] 15~18Gy .
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(3) WHIT %

ALL-REZ BFM 2002 {7 A &

I s

75 % Block F1

Hh ZEARA 20mg/m’, FFEEFRIKHE d1~5
AR e 1.5mg/m’ (&K 2mg ), kiS5t dl. dé6
FH 2 tns lg/m®, FFLEipikidn:, F52E 36 /e d1
Kl 14 B 2 500U/m", HLPAIEESS d4
CIRENEST SEREEERE, WS dl



ALL-REZ BFM 2002 {5752 (4L)

254 FE % Rz B ]

B3 E Block F2
HFEAA 20mg/m’, FFEERRIKIH T d1~-5
{00 1.5mg/m’® (FK 2mg), #bkiES dl
Py i 3gim’. 12/ 1K, FEEREbkE, FREE3 N dlL d2
RS 2500U/m*, WLAFES (BRI 3 7500 ) d4
SHCENEST R e E R, WS ds

LB H % R2-Block &
SAEAHS mgfen?, FLE BB a1-5, d6 pekht S
B 100mg/m?, 11 d1~5 %
KA 3mg/m®, HIKIESS di &
A0S lgm?, FEEEEABKITE, $54E 36 /it i &
SRR 400mg/m®, FFEEFBKRE, 1582 1 /N d1~5 %
FUABH 3Smg/m’, FEEEMBKITE, FRLE 24 /b ds &
e NE S 2 500U/m*, LA HE:S d6 %
SECRNTES EREEN R, NS d1

o
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R AR

LIE % R1-Block
H FE KA 20mg/m’, FRLEH KT d1~5, d6 BRER
HNENS 100mg/m”, 1A} d1~5
KA B 1.5mg/m’ (frK 2mg ), #RBKEEST dl, d6
GIE-: 4 lg/m®, FFLEERBKIETE, Fgk 36 /) dl
ek e £ 2o, AF 12 /0N 1 YK, TR, £/ dS
SRS 2 500U/m*, WL TS d6
ZECBENIEST PRI, WA TS dl
YeReRyy (IRfa4l)
F s SOmg/m®, 1R BEIK, HEF
g 20mg/m’, 11k HEIXK, HE 15
Heiidor (hfedl)
HiEing 50mg/m’, AR BRIK, HE2H
s 20mg/m*, 1R BE LK, HE2H
AT S0mg/m”, F1fR %8 ik, 98 JHiELk
R 10 R A—4FrEE,
It 4 7R




UKALL R3AFHE

ESRIT
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KACER 10mg/m’, 52E¥RIkT di, d2
K148 2 500U/m’, HLAHES d3, d17
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ALY 2500U/m?, ALAYESE (AR 37500)  d9 5
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Hh AN 6mg/m’, FFEE K d1~5
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LE N ey 3g/m’, B 12 /DF—, FREERRBKIE T dl, d2, d8. d9

FOCRATHERE 10 000U/m’, 54 kil d2, d4. d9. di1, d23

F g % lg/m®, FREEmplkigaE, fegk 36 /hat d22

SHREIES RN R, R di, d22
SRR

K AR 1.5mg/m” (£ K 2mg ), #fkiES d3, d38

Hby FE KA 6mg/m’, I1AR d1~5

RS 25mg/m’, (436 /BT 1K, 4%, Ok d22

VY SRR 10mg/m’, 1 K 2K, AR d24

BRI 75mg/m’, AR d1~42

FH 2 s 20mg/m’, 1A} d10, d17. d31, d38

Bt % R4 40mg/m*, [1hR d43~49

IR 300mg/m’, FFEEFHHKIETE d43 . ds0
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150mg/m®, F5EERE K 1
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HAFIR R, WS

1.5mg/m’* (&K 2mg ), #lkiE gt

6mg/m’, 1/}
75mg/m’, 1Ak
20mg/m’, AR

ARG AR L, ST

25mg/m’, FrEEwr kiR
2g/m’, FRELHIK
100mg/m’, 5L ki i
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d43 ., d50
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dl, d42

dl, d29, d57
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60mg/m®, FEELHRIKIRTE
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dl. d4. d8. dll
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d1~14
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=3 12 30 4
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F 10mg/m’® ¥ Bk (8K 20mg ), i 30 204 a7, T HbSEKK Sme/m’ Bk (K 10mg);
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— 26512 Ph'ALL, BEMEERELERA, WARAREAS 3 RIFGAWRIRIRT, —HELST)
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HERRIT R —. VCR: 15mg/ (m® -+ k)  #BkiEgt, d1. d15, d29, d43 (3£ 4 %)
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i e e R Ak
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Ara-C 36mg, Dex 4mg
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(10) KAl Dexa $AlE], F@IERAAK, TR 1A, &1, BR1A, 18, S80Y Pred. 4
it >10 ZFNARIEN . DOERFPhRENE . S nkE . FuniAse, RERg, (32%)

(11) Ferish iA 24 9 a 2> 8 il 3 55, MM F (G-CSF. isedn., Edhifon . By h e,
TPO, IL-11) MR IR RIEMRST ESEE M S EXEE. (33)
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(1) FrHVE A IAR S IR BTCE FBU IR 3L I0%E,  H au A Eo0 Y 7 0T RA R A
W Sk A MR, (2B 2§)

(2) 2HABERP, k&R, (2B %)

(3) GEMHFEE MTX A9V EL, VAR IERSUERSTRYT IR, ATREME— PR MK IFETE %, (2B %)

(4) HHEMELNGR, ERAM. EHFEREHL, SE0AREEmfr. (1A 26)

(5) HZEMAST X FABA RN, BRI PEFEGE, YR IR0 nssfbrr 75 24 IR
(2A %)
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(6) BEITHMEMH AL RIEIRE . (1A %)

TPUT
LS HEY

NUDTIS

A

AR
G

TPMT ., NUDTIS
ELLy/LRw: o2 SiS R
I
=) |
TPMTIE TPMTH(E] TPMT A [
R R 1R sy i A
|
| [
NUDTIS NUDTIS NUDTISIEH NUDTIS
B2 e Rl Fre ) A {Efur 7Y
I | I
60mg/(m? -d) | | 60mg/(m? +d) | | 10mg/(m? +d) | | 60mg/(m? - d) | | 10mg/(m? - d) 10mg/(m? +d)
HDMTX: HDMTX: HDMTX: y AFETIR3H
50mg/m? +d) || 50mg/(m? +d) SOmg/(m? - d)
R HEF¥ - HEFE
75mg/(m2 +d) | | 60mg/(m? + d) 60mg/(m? - d)
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iR LA OIS

T R+ AR+ B . BT + B + B =4k
I CT, Sk R

BHRE B, BHES, AMKRESRE, 5 SIEE (T, EHE4),
R R BT . FISH k. BEJE 30 RI-PCR. NGS f§ MRD
R . &4k RT-PCR., 2HEas

MR ILE R . S5 FANF

foerik e AL Al R R i 9 I I S 2 5 8 e
MRD
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UL e | vess | bass |

Sl BBEEER . EK. AMLZRMIESENSA.  THhe, WRAMS BRESGE4IG. BE
L A FYEA  EEAg. ERSG
BN, PMERHERR. gl WHR
{2 g o1 FE L 34 R
BEM . AML 4H3
WA RS, Y

A

Rl APL ff: PML: : RARA?
evAzge=8  AML ff RUNXI: . RUNXITI?
(e eA=le AML ¥ CBFB:: MYHII?
™A AML ¥ DEK ;. NUP214?
AML ff RBM15:: MRTFA
AML ¥ BCR:: ABLI

AML ff KMT24 THE 2 P
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= | % Il G35 B

Sl AML B MECOM (EVIL) * ©
SSSVG =AML Bk NUP9S TEHE @

CiiER =Y AML f NPMI 5375 8

Tk AML ff CEBPA 5¢75 4

AML, MDS #{% ©

AML P 9 B 38044 2 s |

el SRR E R e
aeiiois e UPERE AR F IR AN B
BRSO ERER 0 AR
Haor3E SRR S

R - B ANH A i
SPEP AL AR s
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L PRRER AR
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CNSI (B b8 F 4 e ) W5 Y e S T
CNS2 (i #hA s, Fa
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CNS3 (R P4 I mmanse. HA

k>S5 A4S ful)

A K MR MIE>20%, S5t
JE R IR A, BB
MEAARES NI s S FER A"
HELE 2 YCHREA / S50 A 1A MRD
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s = ] | g7 Il 87 (14425

P& # RITE ARG S 3~6 1~ A %A MRD, Al 2~3 1~ H ¥
HE 24 fili—
(RUNXI:: RUNKXITI,
CBFB:: MYHII )

i: "MRD 5 AHMMA . qQRT-PCR, FISH %75 83 (1 M A0 SEF 7o R . b i s AR Wi MRD
A 8 i AM, MRD<1x 107 A JBItE. qRT-PCR &G /K155 107, FISH Kl AFi48] 107, 4
T8 % 748 MRD BAYESRE PRPE, Ha%gk 2 Woaeil (fa i 4 J8) i#ialak# qRT-PCR MRD /K765 10 f5 LA |
RUNXI :: RUNXIT] 5% CBFB;: MYHII Pk 5¢ S 2 Ji AL 08 o] AFREE 2k (PHE), (HR QR ELE R
((e]ke 4 J), RS D Eokd 10 500, FEERERN, JLHEENSusTe®, WHEs K rER,

[ %)

a tRC “a” MEIMAEROESA (R78) 1 AML FI2HR LU R B s 40 i 0 A 2 Wik iE;
WA “a” MHEAFEIERA (RE) W LISHEANM = 20% 1ERHi2HT AML BRI,

b ¥ KMT24 [ HAbRE A IEHEIE ¢ (45 11) (q21.3; q23.3) JAFF1:: KMT24; 1 (6; 11) (q27;
q23.3) JAFDN: : KMT24; t (10; 11) (pl12.3; q23.3) /MLLTIO0; : KMT24; t (10; 11) (q21.3;
q23.3) /TETI:: KMT24; t (11; 19) (q23.3; p13.1) /KMT24:: ELL; t (11; 19) (q23.3;
pl13.3) /KMT2A . : MLLTT (B JLANJLEF WL ).
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¢ B MECOM TiHER) HoAlbmh /5 SER 4145, 1(2; 3) (pl1~23; q26.2 )/IMECOM: ;7 ;5 t(3; 8)(q26.2;
q24.2 ) IMYC: : MECOM; t (3; 12) (q26.2; q13.2) /ETV6:: MECOM; t (3; 21) (q26.2;
q22.1 ) IMECOM: : RUNXI .

d {L4E DU RE K (DICEBPA ) L B % 3 A 04 B 1 4 @ AR S 6k (bZIP) X BRAY AR Z
( smbZIP-CEBPA ).

e fUAEMIE AT S (LS M A 5q- ¥ -5, -7 79—, +8. 11q—, 12p- & -12p,-13
ok #% 13q-. 17p- % -17p. FH @ik 17q. -20, =4 idic (X) (qI3) % LAK MDS #i
KL% (ASXLI, BCOR, EZH2, RUNXI, SF3BI, SRSF2, STAG2, U2AFI, ZRSR2?) %.

£ FIRT, AhRBET A9 W G5 AT W E R G Y AML.

3. Bl EHE

oo AMLfE RUNXI: : RUNXITI ¥ KITI7 Sh B F57%E "
AML {f CBFB: : MYHI1I ¥ KIT17 #h 8 F57%
AML ¥ KMTA: : MLLT11

NPM1 5%, JC FLT3-ITD

~—
S

( HETFESEUFEFTE-N ) HEMNRF

CEBPA %%
AML f FLT3-ITD . AML {} KMTA:: MLLT3, VA Jz H fib ASfig
PTAR GRS RS TA B &

128



RSy RARAE (45)

BN T R WE [T
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NUP214 % 8%

ETV6 52 B
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BCR: : ABLI

abn (12p)

~17 8% abn (17p)
CBFA2T3: : GLIS2
R0 7% N

FLT3-1TD ¥ NPM1 R
RUNXI %75

ASXLI] %575

TP53 37 (VAF>10% )
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ALY BIREIIAT + MRS FLT3-ITDITKD, WRAFE BB AR 2
A 21, WA SRUMEAE  HRBE (lafll) 25900 G-CSF'+ RIS
2 RFEIAT + BAHIE IDHI 5%
g AR (la#EtF)
- KIT HE3 TKILifYT
» AR BIRERITE + BIR%  FLT3-ITDITKD, R BB L A1 26
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670 R TR R4 + 85N FLT3-ITDITKD.,

S mEEE (a#EfE)
IDHI 3835 L
KR (1aHERE) 1%
KIT 33 TKI 3877 i
TIEEON e T B4R + SN PLTS-ITDITKD, g
ST HEEE (Ma#EF) e
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LR (Ta it fé
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AT (SR amEme) ()

AR | B+ Il i3 l 33

HESP I St c o bes o
R TaBh

S L kBT SRR + BRI + M P MR/ PIFLRET . HWREE (G0, # CD33
AML G-CSF TR R A AR A MICLLI (CLECI2A) M%RsEs
PR M B ERE 7 HER RS b /
25 81 hn & G-CSF fi /1 PTFLAEHY
AT

e o* SCHRIRHOILIE AT 2 4 Rl BRI AR RO R S 3 AT BN IR IR 22 5, YRR
AT R A7

#OAERN . TR ERAIRAIE, WA EEARENL T, SUERASESERGT IR,

£, AML H MU 4 OB TS, &9 CNSL BRYT W ONSL #41.
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BRBTAR

IR
BRHE"

IAH:
Ara-C® 100mg/ (m’ * ) d1~7, 8 12 /i —ipbkiE g, 3 14 7 n
IDA® 10mg/ (m’*+ d) di, d3, d5, SRRERKETE 6 /b, 33 &
HHT Simg) Lo+ ) d1~5, % H—WEmE, 3t s 7l 5
DAE: g
DNR ? 50mg/ (m’ -+ d) 42, d4, d6, EEREBRIEAT 2 &
o, 100mg/ (m? = %) d1-7, 4 12—, JE 1R
1 G@YPI6 100mg/ (m® - d) d1~5, & H—REbkiEE, 3557 xR
A =2
IDA Smg/ (m” < d) dl. d3. dS, BRI 6 /b, 3L 3K g
Ara-C 100mg/ (m® * %) d1~10, 45 12 /f—ycibki g, 3t 20 7 E
G-CSF Sug/ (kg+d) di~10, 45 HEFES 1R, 107 2
HHEE® 2mg/ (kg+d) (6 FATFH), FLT3-ITDITKD F1 IDHI % R B Z H i, 5
JA Rk 40me/d O, 28 KPR 2
1.73mg/ (kg-d) (7~14 %), %
KAt 80mg/d =
XK 250mg/d
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w
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BABRTAR ()
A% 2 FA R ]

REARITY
Ara-C 1-3g/ (m® + &) di, d2. d3, B 12 /80—, K3 /e,
L6

& HHT © Smg/ (u?+ d) di~5, & H—YEkiniE, 35 #)
2 Hscr?® e B LIS HLA £HIAR  TUE 1 8% 2 Rk T
% HEIREE
=) a fi S8 LR fI R R A RS H 1
i =
& aqr
= MRS K AML B SIRYY
% FLAG/CLAG
@ FIU/Cla
2 Ara-C 30mg/( m*+d )| Smg/(m’+d)] d1~5, 4§ H—KFkkiEE, 357
2 G-CSF 2¢/ (m+d) di~5, % H—UEBkE, 357
% Dec/Cla+IAG/HAG®  Spg/ (kg - d) do~4, FFES, 57
=] Dec/Cla
o IDA/HHT 20mg/( m?+d ) Smg/(m’+d)]  d1-5, 6 H—YHkisE, 3t 7

Smg/(m?+d) [ Img/(mi-d)] dl, d3, d5, ERRHEIKFTE 6 /MR, 33K/
d6~12, i H—WEsbkigiE, 3577
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Zij1/) TR 17 Fi}E]

Ara-C 100mg/ (m” = %) d1~10, 4 12/heF 13Kk, ERikEESS, 35207
G-CSF Spge/ (kg+d) d1~10, HHEFEMN 1%, 310 7
L4 TR 120mg/m’, d1 d1~28, [Ifk, 28 X—Jrfe
240mg/m’, d2~28
FIFLIEE / HbPE i 75mg/(m’-d ) 20mgA m*-d)] d1~7, G H—RERBKIES, 2877 /d1-~s,
{452 avapritinib  300mg/m’ FAk, 8H—K
HSCT A 2 B Pk g mT 1A B H— kS, 38557
HRHGIT
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i EE FDA #4897 AML B%5%)

1 OSLT LET REAE ,

midostaurin 2017-04-01  #Ji2 FLT3 PH{ERY AML, HA#E <60 %
KRZAR T+3+ KIGEZHK

enasidenib IDH2 2017-08-01  ME / =& AML &f IDH2 5878
RV 3 -

vyxeos (CPX351)  fRARIAZFELEE  2017-08-01  MDS #:4Liy AML FEASTAHEAY AML
LT ROTOMAT b T

(HEDFEDENFACAD N ) HEINRRE=

A

mylotarg Ch33 2017-09-01 2 %Lk CD33 PEMEMEIAE & AML
HREREA CD33 FHEH & AML
ivosidenib’ IDH1 2018-06-01  MEWA / B & AML &3 IDHI %7
SAREA
gilteritinib® FLT3-ITD, 2018-11-28  ME¥A / 8 & AML &3 FLT3 %75
Gtk FLT3-TKD
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RiE#EE FDA #tARTT AML %54 (45)

W FCTIOR T SOET

venetoclax”

TR

glasdegib SMO k&

S DAL

oral azacitidine DNA H ARG
B Lo 11 ARR) A

avapritinib® KIT D816V
b i

e xR AE E TR

2018-11-21

2018-11-21

2020-09-01

2021-03-31

ﬁﬁ%ﬂs BAIEL T+3 bRHE T RIBIT Y
. A EHIEAY

I >T5 % AML, BRAR BERTRE T

AML 225 ( CR/CRi) 4E45IRTF

AML &3F KIT D816V 278
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RIBSHN (20)

T R T KR

i (DB &: CDI0. CDI9. TdT. ey, slgM. (D20, D2, CD22,
@T%: CDla. CD2, CD3. CD4, CD5. CD7. CD8. TCRaf.
TCRyS. cyCD3

@#E%A: CDIlb, CDI3, €DI4. CDI5. CD33, CD41, CD6I,
CD64. CD65. CD71, GPA. cyMPO

@HA: CD34, HLA-DR, CDI117, CD45

B APL 1503 . ik CDI3. CD33, CD117 1 MPO, A%
ikali5#ik CD34, HLA-DR, CD1lb, CD14, CD64. CD56

ARt (155 17) (q22; ql2), ZARFRIER (RER)

PML:: RARA B4 368 . 98% LA I &9 APL S8 E 17 4E PML::  NGS hik
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16 TR APL RBEMEERE

NPM:: RARA t(5: 17) (5¢35; ql2)

NUMA :: RARA t (115 17) (ql3; q21)

STATSB:: RARA der (17)

PRKARIA:: RARA t (17: 17) (q24; ql12)

FIPILI:; RARA £ (45 17) Cqi2; g21)

BCOR:: RARA L(X; 17) (pll; q21)
" OBFC24:: RARA t(2; 17) (q32; q21)
% TBLRI:: RARA t(3; 17) (q26; q21)
W GIF2::RARA L0 17) (ql1s q21)
g% IRF2BP2:: RARA t(1; 17) (q42; q21)
A

b
£
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16 ERE APL R BEAMERRE (4)

STAT3:: RARA t (17; 17) (17q21; gl12)
FNDC3B:: RARA t(1; 17) (q42; q21)
ZBTBIG:: RARA t(11; 17) (11q23; q12)
NUP98:: RARA t(11; 17) (pl5; q21)

TFG:: RARA t (3; 14; 17) (ql2; qll; q21)
TNRC18:: RARA t(7; 17) (p22; q21)

HE: 5% Y APL BHEBIIEH . B AR GAARRA LA &80k« (15; 17) LISMYEHNRaEkS . @%
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B

PML:: RARA B SePE PR S0 0 /FISH GESE  (15: 17) (q22; q12) BEalHis
- A5 5 APL AUISURATHE: FLAT APL RONIRIRIE . AMMTRA LR, MMLRIEFER T
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FE (H%E) FR1 fif 2 ak TR A2 &) A E
(1A 28) 2 (#ik) (33)

ATRA+ 81 1) + 40T 55, ATRA+ 1 ] + L7 % T,  ATRA+ B#) + 1LI7FHE T
AU 347, ATRAY  ATRA+ BRI JLE 2 17 #2.  ATRA/BFFIAE 7408 (05
MR 2 4F (T 3) ATRAG-MPMTX 4k #7524 E5) (32)

(1A2) (FE4) (2A3%)

ARER ATRA+ B + (IF A S, TGOS . SIERBH 2
(EHEnF W% 0 2 CNSL. 43 F46 15 (3%) &
%) A7 fTABBIH. AT :
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BRUTARI

HIRAFE i FR i 5]
FEEHE
LA A B 15~25mg/m’, 1}
+
RIZET 0.15mg/m’ (K 10mg ), IHEEHRIKEIE 2430 K
%
2pwEN 50~60mg/m™, 11
Fo kR TRITHT WBC(4~10 ) % 101, 10~40mg/ m*=d ),  d1~7

%7 WBC>10x 23 WA, HR

10 8%, @A

B

Bl B A 1T

LIS + 4its R

2RRYE A B 15~25mg/m”, [1R 2 JA + a8k 2 B —ir g, 74T
+

P2 0.15mg/m’ (H2 A 10mg ) Frikitat 4 [ + B8k 4 B —r R, H4ANTR
%

MWEHR 50~60mg/m’, [T/
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Vi WIS
SRR AR 15~25mg/m’, i HZECR
+
FOABE 40mg/ (m’ - d), F¥Ecfpikifiie:  d2. d4. d6
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i A% 3 RIEMITRAE B T80, TN 2P SUERALER [8mg/ (m® - d), d1-3 | FIBTHEARH (1.0,
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SRAYE AR + 15~25mglm , FURR d1-36
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EHAFOER 8mg/ (m® - d), FEEEHikibiE d2, d4. d6, d8

W 97 " WBC>10x 107,
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PrlBei

T % (25788)
SRAHE AR+
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R AYE A B+
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FORER
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2T FE APL 198

NPM::RARA 1 (5: 17) (5q35; ql12)

NUMA:: RARA 1 (115 17) (ql13; q21) 1 fEU A A
E STATSh:: RARA der (17) 9 J2 1 % R %
& PRKARIA:RARA 1+ (17: 17) (q24; q12) 1 U B
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IR K H, RIS ATRA SRR, IS VDGR S G i RERE, KRR
HBFEKAN 10mg/ (m® - d) (FAHE 10mg/d ), 43 1~2 M. SEtRErsE e s . — Al 2 14
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SvEE A s (M7)
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CD15. €D33, €D36. CD56, CD41l. CD42, CD61. A
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IL3R, 50% i CD34 P, 30% #5# CD56. CD41
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Lo MR BRI GATAL B

s U 6N ~4 % (T4 F): FHEE GATAI 7%
4~6 % : 41 GATAI 7

AT WHO 2070 i 22 bl Ko R 90 AR B 1 il A
Kl 7Y

t (8; 21) (q22; q22.1); RUNKXI:: RUNXITI;

inv (16) (pl3; 1g22) 8t (16; 16) (pl3l; 1g22);
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HATEER, EAHRERE gk SRR 47, XXXY,

ARBGEZE . +21 Yefa i
L. >4 % ¥4 +8, -7/7q-

2. J& GATAI %

3. 81 MBI AURME

4. f¥H +8

U ER<2ZWEL; 5, SFEME MRS FG KX FABEASSARISHG XK MDS #4LhY
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B LR 5% / HEEHSEAE (JPLSGAML-DOS) ja7Fiti !

| &g I E3EH il 37

WS R 4 T HE 25mg/ (m’ - d), d1-3
P EERITT 100mg/ (m® » d), d1~7

ERRE (R2=EM%) AL % 1: CET
ik A% 2: CT
AT 3: CET
e g 4: CT

BRE (F4ER) B LyE IR N
BRI E3: hCE
CEEBIGHES T
SRy

WAL HE 1: cCVT
s E 2. hCE

MBI HE 3. CVT

hE I ERE AR R b SR
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BT A ZE (JPLSGAML-DO5 )
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(g7 ORER
[ EiRIERES
BFHE2
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KHHM
ek
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fikfai
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(s 708 ¢
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TSR

25mg/ (m® + d), FFREERRBKITE | /N
100mg/ (m® « d). FREEEpbkE T 1 /N
150mg/ (m’® + d), FRREEHRIKIREE 2 /N

40mg/m®, FREEFIKIEE 1 bt
Img/m®, ##bkiigt
100mg/ (m® = d), FFLEEbkiHTE 24 /i

lgm?®, B 12 /M 10K, FREeiphkisi: 2 /et
100mg/ (m® - d), FREigebkiti: 2 /A

25mg/ (m® « d), FREEfikifG: 1 et
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Bk 52 ( JPLSGAML-DOS ) (%)

BUHE?2
MR A 25mg/ (m® - d), FREERRRKIEH: 1 /N d1~2
BT A AT 100mg/ (m® « d), FFEERBKIRTE 1 /N d1~7
ZHEHE 1, 2 HEL AR
s
BUAFR1
MEE R 40mg/m’, FREEFRBKET dl
# KBEH Img/m®, #lkiES d2
g,g e £ 100mg/ (m® « d), FFEEirbkiiE: 24 /e d1~7
% BUHR?2
{_;g B A lg/m® 8§ 12 /NG 1 0K, FEEEmbkisiie 2 /g d1~5
@ RFEE T 100mg/ (m® = d), FFEEHBKIETE 2 /Dt d2~4
g WBAHEIFEAE IR
% HEe AR ERAESS
&
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B2 RIGHRETT —HE R, HiE:
ALK (BTZ ), AURCHESEMILE (DSF/ICu) BEAILIT (11 26HES)
SR N MR (| SRR

HE: MREEAEMC 2RI R FIMA% (ML-DS) 4145 MDS il AML, 20 42 70 4E{RIA M TG 25, RN
) AML SRS R, KB JLRYER 2, 20 42 90 4405 Z b0 RO AERE S5 I EBFFE % ML-DS 69449
FRFPER SR, A X R B Bl A SRR B e e T AR R IC AML, "X 2R 50 1 il s R eIk, B
PLIE SBAE LT R RLS S 4F OS (H>80%. (I, EE KT 4 F R T GATAI HERDHUG AR, N
1k DS-AML J5 g fbyy (2% 10,

2£E) L EEIMESR (COGA2971) a7t ¢

e L L

#ESHE (CITAD )

s@E T E (HD Ara-C; L-Asp)
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BT AE (COGA2971 AX)

R AR

ESHE (CITAD x 4 TiFR)

6- i 1 s 100mg/ (m’ - d), Tk d0~3

By b 200mg/ (m’ = d), FReEbkig s d0~3

LR 20mg/ (m* + d), WBkES d0~3

IT Pl AR T (FeAE bl ) do

CEY IS

S BB A 3g/m’, B 12 /081, WBKEESS 3 /e do, dl. 47, d8 (L8 ])
% L-Asp 6000U/n’, WUATESE, BUREMHES 3 /M6 d1, d8
:‘% R
g IT 20mg, 0~12 1A
§ PrBERAY (AR ) 30mg, 13~24 1~ H (1 /. HE3%)
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254 HEMEE Rz F R i)

BEHE
AlE:
Pl et 100mg/ (m® + d), FEbkidiE d1~2
100mg/m’, B 12 /N 1R, ki d3-8
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ﬁ *
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AR R G A LA T B
IT 20~40mg
BTN (FtEds) 4%
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i MEEE BT IR A S BT (35 4 3, UG 20-40mg, R4S ERTPIRMZ RS
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BRI 28 KR AL BT S B2 e
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T 1%, WEB omg, A L0 A9H 10mg, BTHEMET 15Sme; /DT 2%, HEEN 8mg, &
LRI #9824 15mg, BTHEMIH 20mg; /bDTF 3 %, BB 10mg, 1L AYHS 20mg, B4
25mg; =3 %, WPEY 12mg, FILATHIFA 25mg, FTEEMITT 30mg.

WG 250 B LERR AR E. MTF 61 H, 1.7mgke; /AT 91 H, 2.1mgkg; =91A,
2.6mg/kg.
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AML-BFM 2004 HF

ADXE
BT 0.5g/m*, FRAKITE 30 408 d1~2, q.d., d3~8, % 12 /0hEf1
e
HE R4 80mg (m’ - d), #bkiliE 1 /o d1-3
I
rinisRig 150mg/ (m® « d), FRRkiEEE 1 et d6. d7. d8
AIE
Bl Y 0.5g/m’, WiBKiEE 30 406D d1~2, qd., d3~8, 12/ 1K
ik 12mg/ (m® + d), FRBKIHTE 4 /8 d3. d4. d5
HFEIATY 0.5 (m® = d), FeBKEE 1 /it d6. d7. d8
Al/2-CDA
i T 0.5¢/m’, HelkiiiE 30 sr4h di~2, qd., d3~8, 4§ 12/ 13
H AR Tmg (' e d) BRBKIBE 4 /0 d3. da. ds
S

2-CDA 6mg/ (m® « d), ERBKEE 3 /M d1~2




AML-BFM 2004 5% (4)

)
HAE
Bt Rl 3g/ (m® - W), FREKGE 3 /M, B 12/ 1k dl, d2. 43
S inlzREN 125mg/ (m® - d), ¥Rk 1 /et d2~5
HAM
BT R 3g/ (m’ - W), WRRKIGEE 3 /MeF, 48 12/08F 13k d1, d2, d3
KACRBR 10mg/ (m® + d), 4/)if d4, ds
hAM
BT B lg/ (m’ « K), #lbkiiE 3 /e, & 12/h8f 1k d1, d2. d3
KICHERER 10mg/m®, #kiTE 4 7t d4., d5
YR
6- FiLWES 40mg/ (m’ - d), FIHR d1~28
BT 40mg/ (m’ +d), BTG 414 A
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BeE Ay BHAANM G, ShFE i BCR: . ABL® (2B %)
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CHLE R © (1A 28)

g CT (2A 28)

JPREpERE A (1B2)

A (1A %)

[RiR A A 4t (1A 28)
WERRTERIAIME T A0 e (1A 28)
PefafRZH (1A 25)

FISH® (1A 2)

BCR::ABL"” (1A 2%)

FE R RRRG 275 54T (APBP) (1A 3)

Sk AFHSER MRI (2B 26)
BB WM, Sk, A
0 Fe 7 400 L A VL L
WRAERE (2BK)
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(R ) S5 FHuil. B5IN. EAvRs, e By e ARhe!

a

Lo S o a o o

H AR CML JL#E, JFEA3ESZ TKILASY, B S 246 00 KIS n, X nl &M T TKI BERELE
JHME T KIT, PDGFR. MM B AE KA T2K%, B3RS S5 A L LA
SPIIRERERE ", TKURIFEBRh B R E TR . WHRWEER | NI Ref QR W
% )LEE R LT ERERYT .

DEXA 1% F A X L s .

TKI 250 APt 52 oA s . HRIR I RES 3 & TKI B9 WAS R

ELA H7 TKIIRIT Y & 2 FF 5 BRGE A9 406

T O BE4 S ABLL 4], TK1 BATERY O AEREE

WA AR I AT BEEAN . DRI SRR, G INRR Ph Sk LIS R AR . R
ok TN L A . T A RIS eI 2428 (FISH ).

FJI5ETE RT-PCR #4i % SUE MLRY BCR: : ABLI ¥ 34, BIGH2 E 4 T WM HCEEMRIRIT 2
Byl

CML-CP BRAEAT Wi AREAR , 75 DU £ 18 14 0 5 3 BE 0Ltk R U1 A CMIL A8 JL i ¥ JE 25004 T i ¥ ¥
;3 T



2. 28
JE—— | B 1 Gt I B

WishdE ORI R
£ 3f Ph e fAHI / 5 BCR: . ABL b5
SEH PR RT ERE I (1A 28)

[ %]

1. JRAET] LA E il b % B CML 28045 25 07 45& BCR: : ABL [ FAYEXR 2T CML, {HA5SRHEEIY
VIS EE R ECSE R R T S B R B T RE S, DURSEDRN BT EL .

2. #9.95% f) CML i 76 %5 M40 ML 45 24 20 B b ol 0L Ph Y (o R sl 48 Sk, HoAviir A sy
BCR-ABL [l £33 PR (5 490 7] LA 8 G IR 2538 (FISH ) sladi% sE R A REsE SN (RT-PCR) AT
K,

3. 97%~98% [ CML %% {5l BCR #b & - 13 (40 5 F 14 @il & ABLI 5b 5.5 2 (5351 A el3a2 FI
elda2), HAx 2%~3% ik & BCR HAbSM BT GH¥E el, 6, €8, €9) B ABLI (a3) H&FE
WORRR A . (ESRITITIIRA R RAR R, SBUA AL TKI 259iR 7 msay TIWem °,

4. P2l ERR AR RNA-seq K24, WG BCR: : ABL LASMIHT 29878 .
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CML S EitE (1A )

_ 3% { AP ) ® A2 (BP) ©
e BEUTEA— R N TFET— R

DA M A B G O A i w8 R A S DSMR I S AR A = 20%

M < 10% 10%-~ 19% QU BER JFHR AR B S T
QFK AP LW ME L QINE MR A = 20% ORISR R I
BAFIRRE @XHiBIT TR N e AE R IT 5EAY

5 42 1 /AR 22 (<100 10/LL)
L (>1000x 107/L)
@iRFT LR R Ph Y (R SR
k& vE R b
S#ATHEMAERY KL WBC 62

f—
—

[ %)
a CML -1 A s R ( ELN ) FRifEanT .
(1) hnaEi. OSME ek S8 h A &5 15%~29%. 85 + Ak 4ii >30%: 27 & i

B
19
i
i
g
=
i
s




TG R A = 20%; @RI EAFES /MR (<100 x 1070 ); @if77 i 2
Ph Yo (R BERY |- 49 F 2R AR e REiE s
(2) 7. OFNE BT ER A = 30%; C#ESNRLAR MK .

b I Ph YRRl B TEMETAE (ACA/Ph; 8 =K, i (17q), #if Ph sEfER 19 =1{K) nlfE
Xt A AERE]) (OS ) F=: o i S .

¢ AP BP T XM A FUAANMIBE N BB SN A, SRS T BB A& A FEATATRR AL, (ERH W AYS
PR RIS, MR, EBiskE M RS, fE)LED, BP HERMABLLAN L

CML {5 RS%
ELTS #F4r  0.0025x (44 /10 ) *+0.061 5 x spleen size + 0.105 2 x peripheral  fiif&: <1.568 0
blood blasts + 0.410 4 x ( platelet count/1 000 ) 7 fifg. >1.568 0
<22185
. >2.2185
EaRE? | B3ETE Il s I 257
ELTSP 3#4> (2B %)
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a  VEArRGEH N TH AU AT B CML, B 3d K Z %L (Sokal, Hasford fil EUTOS ) ASEEIL{E
M ILERE,
b fF CML JLERITF A, BiZite EUTOS KIMAFTa RS (ELTS) iF4r5 CML & JLE#
JRAEERHG T, HEGEE LML EEHRIIA ELTS 2FEHT CML JLEMY 4,

4l iﬁ‘

@R LE—RiaTT (1A )

SO ST RSN RSB BN BT

CML-CP  {rehs)g o, e b, T %
280~340mg/ (m* + d), ft K 460mg/ (m’ - d), 73FK; FRALAR
4t 600mg/d BRI AR 400mg 14 R
KR ©:
60mg/ (m” + d), HFK—IK;
e AHIHRE 100mg/d



[FE]

a [ LG MR BRI HESE — 18 TKI (R S8 JB1E 0 CML I —£R3G97 259, 1SR 6 4~ H Rk 5
EMR, ATZEETE BB, 5ES AR, IMMERYF, MEERERILTZEHRD
B e kel g A TKI U H MMR,

b REFRERNE M TKI, B2uE LM WEEHRRMEE D —LM IR 4Y,

¢ MTELZ P EGHT2HT CML 18 M AV e — RGBT CEUEE, CFDA Rtk &R T
CML 18t B #F i — 203877, AIfERN 4Ry, ST JLE CML %, HnEA AR LR E
VB AGE, PR AR RGP 4 i FR 45 AR TRI B A —4R3Ay7 . (B2 R CML-CP &L
LA A B AR e s, T kR R TRV —2RiAyT, DLRBI I E ey 236G
FF R LA B2 DMR, /b9 5k g

B E DR




CMLBfTRNMEX (1A &)

1l 37 R
SE4 IR 2 PLT <450 x 10°/L
WBC<10x 10"/L
SR I IO R A AN, rE AR AN AR &t < 5%
JCHHRENAER . (AL, AT fk A OB AR K 2 K
B A% 2 S

St g% R (CCyR ) Ph" 4iififi 0
o> {2 E R ( PCyR ) Ph* 4 1%~35%
WA L2 % ( mCyR ) Ph” 4 36%~65%
BN AL RN (miniCyR ) Ph” 407 66%~95%

i TCAH R A% 2 BN Ph™ 41 >95%

% TN

# F 4 FER)Y (MMR) BCR:: ABL" <0.1% ( ABL ¥ :#74>10000)

g 3 F2£RN 4 (MR4) BCR: : ABL" < 0.01% ( ABL #3#4>10 000 )

2 SFRE RN 4.5 (MR4S) BCR:: ABL" < 0.003 2% ( ABL %375 >32 000 )
= FEER 5 (MRS ) BCR:: ABL" < 0.001% ( ABL #5%4<> 100 000 )

2 e WeA 62 L TEATY 1Y ABL %8 AKF F ik %) BCR: . ABL ¥4
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— R R R AR R (TKY) SRIF RN bRE (1A 28)

s GAF| CHR AERH ik%| CHR 26t E « Ki&F| CHR

+ E/03K%] PCyR - iK% PCyR (Ph* 4HM0 - JCAEAT CyR ( Ph+ 42 >95% )
(Ph* 4l <35%)  36%~95%)

« BCR::ABL" < 10% + BCR:: ABL">10%

Bz Rl - Z/035%] CCyR, - ikF| PCyR HAILF] CCyR  + Kik3 PCyR (Ph* 41 >35% )
( Ph* 4HAf =0) ( Ph* 41 1%~35% ) « BCR:: ABL">10%
« BCR::ABL"<1% + BCR:: ABL"1%~10%

P01 BCR::ABL®<0.1% BCR::ABL®>0.1%~1%  + #ik%| CCyR ( Ph+ 4 >0)
- BCR:: ABL">1%

JL £ faEaik® MMR  Pht i =0, HEL -7 3% % CHR 3{ CCyR 8 MMR,
'E aifig] 9 8 7q- ( CCA/Ph™) PR JE sl A TK i 24
: PegE s, i BL Ph e 5 (3 6
g b A 7 1 3 R A S

i

s

. CHR. 52 MMt 2R, CyR. ANMLEHE LN ; PCyR. B r 40 ML {54 K00 ; CCyR. 7 &4kt {5
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b IRIT 6 M HBNARISE SNSRIV (CCyR ), CCyR 5 BCR:: ABL®<1% .

¢ RIT 12 AR FE S FAEYER A (MMR ), BCR:: ABL®<0.1%,

d JRIT 12 4~ A FiA% MMR ( BCR:: ABL'5<0 1% ), Ja %k 25 RN H B e ik F 4 0T R IR K,
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R NEE iR

ik DAFH R E M (DHE Al TKI
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@) BCR:: ABL iz b QiR
@—RP ORI HE A H RS T SRR

IR OIF B E R (D At TKI
AT 25 AH HAER @ ify 40 S AR PEAR
@) BCR:: ABL #5375 5047 il A1
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Gy 3RAR G AT TR

¢ MW A S TKI AT iy RN, {HaR k.

MERILEETHR

S ams ] taws | nans

CML-APP  SIBMEMAGITE 2 SRR BCR:: WMBREHLENE A LU
ABL BRSO ERE A A0 TR, WhrRE T 40 g3 e i|, & 24 i ki

FIOVEWIE, AT4kSE TKIRIT (2A 3§) Al AT allo-HSCT ¢ 36 A% 8 i af
FEAE T3151 28728 8 % TK1 AUk 2 8 69 28 (1A28) fr#zhidee
B IWRAT allo-HSCT (1A 25) (2B )
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a fnEEl, HEETACTKIEST, RBERER S FEYER I,
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1. FEAEME
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TS I AP A B, + %N 3%~24%, H KA B
73173 —FRE T RAREMNA R EHBNS MHE. SARRFAX
BN, RINERL, KE., T (1B %)
%, RM, WPIREYE, RERTEZS
A, MK, ik
FRERRNS :
16 R A BE R YA M A R %
PO e A 0 R 2R K -, (HEA
B B9 2 2 A B9 U R BB

(1B2)

VAR AR BERGERG 4 P BUBEARIEA R 2%~18%, FiE, (1%
KAHER . SRR ASIRAO T AR MERCER Rt R Sk R KR
WARERI (BEOHEWL 24, B REABMAAR PR R B9 7 L
g KA R A S AR 5 fakzZ (1B %)

FRZGRAIE IARLT BRI TR ) 3~4 RECEM T SR R E R
e

x
£
Bt
B
i
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X
#
£
iE

i E R0 T T 26%~50%, 3~4 4% 5 BB 41 % i 5E
M EFEER 3%~10% (2A 2)




FREME ()
I = N [ e
ORI SR R AR . RS, SRR AL B 34 08 1 20 A

e BEMIEEEE AT RS . SRR AR AR A RN 48%-~51%, {HE
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(Cor BIE: Coer #2IFME (Y) HEARN: Y=Cor SLFRIREME x 1.73/ SEFRARER)

KIE Cer/ (ml * min™) & /%
70~85 80
55~70 70
40~55 50
20~40 40
R E—I71E 44 /NETR) MTX REE
MTX R / (umol - L) FlR& /%
<0.5 +20%
0.5~1 HEF5 IH L
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[MTX ] pmoVl/L (44~48 /NBF)  [MTX ] umol/L ( 68~72 /B ) CF (885 & mg/m’ )

<10 <04 10/15
1.0< [MTX ] <20 04< [MTX] <05 30
20< [MTX] <30 0.5< [MTX] <06 45
3.0< [MTX] <4.0 0.6< [MTX] <0.8 60
40< [MTX ] <50 08< [MTX ] <1.0 75
50< [MTX] <6.0 1.0< [MTX] <15 90
6.0< [MTX ] <7.0 1.5< [MTX ] <20 100
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o PR R I E 1. PR % = 476pmol/L ( 8mg/dl ), Bl 4 328 {8
5 >25%
125 0 M 8% = 2.1mmol/L. ( 6.5mg/dl ) (JLIE),
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faFH = =25% 5
5
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Ll AR R R 40 M 11 LR ( Juvenile myelomonocytic leukemia, JMML ) &/ 40 ILASTE I
WAL, RN 12107, 5L TN 2%~3%. IMML 28 5 BtERok, W Wil RAEAR
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I 3 o 9 RGO (4 UMM ST B, HASi R

PIPNII, NRAS, KRAS, NFI, CBL) ( FISH 77#%)

il Tt (-GM-CSF) b

JMML FRPESERAGT (35 F SR ARD) ©

“h
#F
i
:
“
2]
=]
m
=




|

[ %)
a R R (0 R 7 IS U 30— 2 M0 2 B Sk 0 17 L Ik 5 L P 4 e e e = 4 TR O R LA
K,

b Xt F JMML LK 275 (PTPNII. NRAS. KRAS, CBL. NF1) Bt L7 i i 1 40 M 55 3%
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(1) B4EitE =5% 0~1% {B4T5>15 x 10°/L
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F Rtk 48R0 = 5% <5% {4 = 2%
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#, MP £ 5 RAS/MAPK {55l 545 %,

j: 4
E
2
=
i
i
=)
i
23




b AR R T A TR L, SRR A B DI C R, (H R RS BT BUR OF
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[ 8]
a CPSS fi)5 Bl A4 B4l WHO 4380 . FAB /31 | S5 SePEANE (-4 50 . LTAnMaRi: 55 4 Tkt
¥ CMML 4 01E1E (043). &1 (140), a2 (240), #fE (4~547).
b ELENA %5 if 214 Z M1 &2 30, MME1L %59 B ASXLI. RUNXI, NRAS, SETBPI &% %
0S s B HZ, HIKAE CPSS Sl 1R 1A + 43 F CPSS ( CPSS-mol ). CPSS-mol K #E
BIFEUN, BB ESNIEE (04, a1 (143), PE2 (2~341), @wfa (=44)

4. BIT

(1) CMML &3t >

T T e TS

=i d FOERE M TR Y RHREA D (1A %) JAK #ii5% (2B %)
HE (1A %) PTHLMEFF: 75mg/ (w - d), d1~7, EPO (2B %)
LR ( MP-CMML ) RS, 628 REK K, 64 MM (2B %)
(1B 2&) Jrifaitmyrax Herg % € (2B 2K)
Hi PG 35 20mg/ (m” - d), d1-~5,
HhkikE, B2 KEEK, 44
FrRE IR TR T



(2) CMML JF&0iEH
Rz L JE CMML Rk, 7T AZ% A A MDS/MPN 7Rl MDS T /E414RHE.
[£5E ) ELTHmEE. CRIGN EYERNE, WRE" BOME MIFARS!

a allo-HSCT J& H A4 v EIR @ CMML [IME— ik, B0 fa 48 F HEEEHE allo-HSCT., Bfadl
B, LR AR fEA] . BG40 > 15% S 50% AL . AT il A0 Rk
b (ANC<0.3 x 10”/L, PLT<30x 10°/L, %A iEL 400 =40 A8 6 A~ H L L), 4 ASXLI,
RUNXI, NRAS, SETBPI %7EM)##, #E# allo-HSCT "',

b ZHRALAT LAVE IBHERIT . (B2 AR HER allo-HSCT,

SE 3R
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JL R Za kLA s ( ALL ) 28 2 48 B (7 I T LA R AR B il R e 7 %, LR HE

JSH HAERK 80% Zody. M & MEA (R/R) JLIE ALL B UG KAE, Sl verony 2 HN .
IEAE AR B 0 PR T 4088 ( CAR-T ) f8yv i f0iE L, ¥ CD19 F1/ 5§ CD22 #Y CAR-T

(e % . MER LI B-ALL G T a2, #51E R1AY CAR-T 41 M 259 -tisagenlecleucel Y
Wi IR 2% 4], HSe 2 (CR) K3 81%., 12 H K417 % (EFS) MU (0S)
Sk E] 50% il 76%. FMERRT CD19 Il CD22 A9 25 .0 AU &5 CAR-T {97 & & . HfEif JLTE B-ALL
(9% MBMHE% (CR+CRi) k%] 99%, 12 4~ H i EFS M1 OS 4+ 51ik%] 70% F185% A b, #RREGHE T
W% MEE LS TG . A MR CAR-T ME REE , (AT ATVERS . A0Mus i . 367 e o
FH A BL L A4S FEAN CAR-T JA Bl i S %5

#e R BRI FE, i T CHOARMEIE @, IRPRIBSE K, 4T CAR-T 97 HIRT BA T4
WG IR ML G I . AC & s K- T i B (ICU ) 19 =4 SRR BETTIE . B J X Bt 12 2 25 Dt
St o, MR N DA AT BRI L TR R
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2. BT AIVE(S

SERCHT S ORME . BEESITANGYT R (W12 MICM, fEF7
Zit, BHINESL . VARZRSTAETE)

> KSR : e AnIKAE. RIS, IFM AN, Bk

& Hhh 22 RIS

g (RBEARZAIFAY . Kamofsky 5¢ Lansky ¥F43

2 MR, A4, LUK (LDH), M7, iKEANR0IE
> LI THAE, NT-PoBNP, ¢TnT, CRP, BKEEF1, AMMT BF, et
w (16, TFN=y. 118, IL-10. TL-2%), ffigs (HBV+HCV+ 45 1 5 88 5k s
i HIV+ M8 +EBV, S0 & W oe B ERAAMIN), 1gG.  Flld (NGS)
4 leA. IgM. BEFFAIS: B osle ARG (FCM )

% LHLE, DR, BTSSR CT 8 MRI

% HEE A >20% ), 40N f42% (FISH), a4 (STR- [ A5 R 2B f4s
Fe PCR 5% FISH ) Fa 7 S A

( WES., WGS %)
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1. CAR-T $saffiA, Wt fi=CMEHE AR (FCM) #fiAA3ERY CAR-T iGI7HLE

2. s g A AL, AR RIS A TR, MR A, REA PR, SR L A
Wik

3. MG Bk, MEG B-ALL Z B4 S e Fte iR HE, o w3t T
CAR-T JRYTJG KSR F R AR B E, HET NGS 45 Rt HE s s 4 sl 30
PCR (ddPCR ) WJHF CAR-T G RAETIF RG4S .
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| Zigas I 53+ N&HEE -

eIr. Aoy T m 2
WGy, BT,
FARE

T TRARTE FUAHHE: 30~40mg/m’, q.d..

d1-3

R S00mg/m’, q.d..
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[E% ]
L SR . HBRIE AR T A HERE R BT .
2. AR CAR-T BEAHRTE, Hikanip g A E# T 10.0 x 10°%ke.

3. IR e, EEAA TR AY CAR-T AR, IS 3 460 EARHIP 75 (CRS) M.
HEFHREE. SRR PEBTRSE, HXE" BUREE MEARS!

4. BIT P
RTTER Y SISO s U TR

&
b}

Consnsie s B H T A AR TE A9 TR, FERIM A AL, CRP, PCT, SpO,. NT-proBNP. ¢TnT.
3 LDH. #ifi#fit. FFEohiE. miseskEn . AR . M. ONERESE SR HE

B AT 1L-6. IFN-y, IL-8, IL-10. 1L-2, IL-5 %40 7
CAR-THVERT . JGAR I IF] & HEAT CAR-T AMIHHCK ( FCM (% RQ-PCR %)
VU e CAR-T 4V G E WIHETT MRD (9 (FCM, NGS 8K ddPCR ), [R]ef i3
HiE B A EEATSL (FCM %)
At B IR SN i 4B F K F . CAR-T 404, B 40T Mo, AR

i s 4R LA S M ( FCM %)
SALEA (RAEMHFF). KM MRI (PIXHZ RGE A MAE) RS2 2

CT/MRI FE54% 2 Wi

HNEMFE(O3RFRE =N 8 5558 \ RERSE 1-Hv0
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b X =38 =38C =38C =38%C

BOE % FATH R T—HMIEL  WAMIEL
WA ET L

% TEARRE  EERERE  BEEES

[F5)
1. BSEETE: 5 CRS HEMZETY#EVERYE CTCAE V5.0 202k, {HAEN] CRS 4r4% .
2 RS A S L < 6L/min AYAACHER, REMTRERAE: >6L/min HE A
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BIRRFEMERSIE (CRS) A2

EETEEN TGN [T IR (SS T eaN
T RAGERHEAT o A%MMT e A% 20 e A EE K
o XPERE R WA MR M E B AN R

(1, R BEHFE,  ERURIEME o MRS
Bas) BN o T GIRRSE - MRS Y
o GRCESEE W FRIHET) {7
. B BEENPE o BAHE
o  FUERM (53F) o FUBRHL KR - 2% . 2%

AT R —RAE RS E A /R
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A 1 /Nt L W SE {90
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R AR WP R BRR %, ZIEKHE
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F S CRS

[7 2 %% CRS
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BRAEER HLbT B e B BRI O, LAl 2 .
1K LR 40 & 300,
2. f s PR BEE S LAAF PaCO, HFRIEF 30~40mmHg..
3. Bk 20% H SR, W AIE 0.5~1g/ke, HEFFFIE 0.25~1g/ke, B 6~8 /NBT 1 U 3% 4k
LK, FIERFIE Smlkg KRB 15 08P LA L, 4ERERIE ImUkg #RBk AR, BAR LK
150~155mmol/L .

5. CAR-T 5kEih

I TN T

b osest [FEHE L, 2, 3, 6, MmN, E8iE MLLr 8{ ZNF384r ALL, CAR-T
9. RAAKN, ZF A% B MRD (FCM. R BAMKER (MG 2
1~34E, ¥4 —K, ddPCR ;. NGS); Wi ¥ MTHNEHB HER) £IL.
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SECEETaE 9, 12 P HKM, ZE  CAR JEEPEIE (PCR)
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