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HIMRIZIEEAGRATHHHH

A2tER s
N2 B8 Mmfs (AML; Acute Myeloid Leukemia)
FERIFREMAE:3-4AN/108 A

)2/ \ME B MK (ALL; Acute Lymphceytic Leukemia)
FRIFREMEE: 2-3A/108 A

B.i21E R %
D2 BEEE SR Y (CML; Chronic Myeloid Leukemia)
FRFESAE: 1A/108A
DNEME) /B MYE (CLL ; Chronic Lymphocytic Leukemia)
FEFEHEE: 01-02A/108 A
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DFABL 48 <X THEMIBIZLIMELETHY. ThENINY—LEFAETE R,

MO

M1

M2

M3

M4

M5

M6

M7

EARD{CEIES/SBKIEB MR
MPOBIEDERIE3%%T. 1>/ ARV —A— (CD3, CD5, CD19, CD20) [tk
BHRAV—H— (CD13FECD33) Mt FLFBEMPORYE, FEFAMPOREREEIL,

AOCE SRS KB MYs

FIRHONECDOO%M £,

D{EE SRS KB MR

FEKIINECDO0%KiE. EHKRIINECD20%KiE. #130%ICtB821)hHEND.

RUBHEEKIEEMmE (=APL)
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—_ - 1. AML1-MTGS: t(8; 21)
. . ENREEHY 2. CBFB-MYH11:inv(16)
%@W'Jﬁh?ﬁﬁ ==l 3 pML-RARG: t(15; 17)
4. MLLT3-MLL: t(9; 11)
s 5. DEK-NUP214: t(6; 9)
i — 6. RPN1-EVI1: inv(3) etc.
RHRIRELTL 7. RBM15-MKL1: t(1; 12)
8. NPM1%E£, CEBPaZ 52
HY
WREEER R el (SHERGBEEOTEES T HAML)
Ay
(FDfhnAML)
1. MO, M1, M2, M4, M5(a, b), M6(a, b), M7
2. RAMFEEMAME
3. ERERHIEEZFOIRENBREE
4, ERERIE
5. A EIREREEEREIEIESE etc.
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MLLEB4ERL: 11923
TEL-AML1: t(12; 21)
IL3-IgH: t(5; 14)
E2A-PBX1: t(1; 19) etc.
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ATL: adult T—cell leukemia, HTLV: human lymphocytetropic T—cell leukemia virus, EBV: Epstein—Barr Virus
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c-KITER
FLT3-ITDZE R

N- or K-RASZE R
p53ZE
p15AFJLAE etc.

1EIE - AL

_|_

=FAL U FF—ERBIEERRE A
MR E AR F DR TR R R

“classl=class I LAV DEEFER e

class IZ R

AML1-MTGS: t(3; 21)

PML-RARG.: t(15; 17)

CBFB-MYH11:inv(16) .

MLLT3-MLL: t(9; 11) . AM L%JI'E
NPM1ZEER

CEBPAZE R etc.

TMEEE

CEERFOMEELTR

IED TR Ty 7%{E : TET2, DNMT3A, IDH1/2 etc.

ERXRAEEM: ASXL1, EZH?2 etc.

OE—S U BHE * :SMC1A, STAG2, RAD2 etc.

RNARTSA< 2% :SF3B1 etc.
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CFU-GM  cp116 < >
HLA-DR CDwl23 =< >
CD15 CD124 < > N
CD33 CDw125 <€ >
CD34
CD64 %‘ﬂ? i Eliﬂi Hﬂﬁ
CD114
CD115 _> —
CDl116
CDw123 Mo
CD124 HLA-DR <€
CDwl125 CD11b <
CD13 <X >
Chl4 <X >
CD15 €<—>
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REMEBAIL  CFU-GEMM BFU-E CFU-E ARIMLER
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— —
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REMIRIZKSHE MmROE A1)

v

AML

MO +or-  +or- - - - +or - + + + BFIZcD22f& 14
M1 + + +or - = - +or - + + +

M2 + + + - - - + + + CD19, CD56[5 1%
M3 + + +or - = - - +or- = =

M4 + + - + +or - - +or - + + FFl=CcD14f5 ¢
M5a + + - + +or- - +or - + + BrlZcD14f5 %
M5b + + - + +or - - - + + BFlZCD14b5 %
M6 +or- +or- - +or - - - +or - ? +or — GPAG T

M7 - +or - - +or- +or- - +or - ? +or - CD41, CD61[5TE



REMRIZES B MR D 51(2)

B-ALL

v

CD10 CD19 CD20 CD79a HLADR IgHE#A IgLE#Ea
early pre-B - + - + + = + -or+ -
common ALL + + +or - + + - + + -or+
pre-B ALL + + + + + - + + -or+
mature B-ALL +or- + + + + + - + +

immature _ + _ _ o - _ _ + —or+
T-ALL
common + + + + o - + - + +
thymocytic ALL
mature - + +or - -or+ + + -or+ - + +
T-ALL




AMLQ) (K

(==

> <

wmEURI 7 A)

SWOG/ECOG (KE-hF4) CALCB CKH) MRC (¥ H)
favorable t(8;21) lacking del(9qg) or complex karyotypes [t(8;21) (8:21)
inv(16)/t(16;16)/del(16) inv(16)/t(16;16) inv(16)/t(16;16)/del(16)
t(15;17) del(9q) t(15;17)
intermediate [Normal, -Y Normal, =Y Normal
+6, +8 del(5q), —7q, t(9;11), +11 +8, +21, +22
del(12p) de(11q), abn(12p), +13, del(20q), +21 [del(7q), del(9q)
11923 rearranged
not claasified as favorable or adverse
adverse abn(3q) inv(3) or t(3;3) del(5q)/-5
del(5q)/-5 1(6;9), t(6;11) -7
t(6;9) -7 3q abnormality
del(7q)/-7 +8, +8 with 1 other abn excluding complex karyotypes (25)

abn(9q), t(9;22)
abn(11q), (17p), (20q), (21q)
complex karyotypes (>3)

1(8:21), t(9;11), inv(16)/t(16;16)
t(11;19)
complex karyotypes (>3)

favorable * intermediate
(20-25%) (50-60%)
SEFEHFE 70% 48%
BRFE 33% 50%

adverse
(<15%)

19%
18%

* 1=12L555% LL L Tl&. favorable B[ 10%LL T, 5EEFFILINIIET T 5,




AMLOD B IK - 1E15F4

NCCN CKE)

(
30

ELN (FR M)

Favorable

1(8;21)(q22;922) ; RUNX1-RUNX1T1

inv(16)(p13.1922) or t(16;16)(q13.1;q22) ; CBF 8 -MYH11
Mutated NPM1 without FLT3-ITD (normal karyotype)
Mutated CEBPA (normal karyotye)

Cytogenetics Molecular abnormalities
Better-risk inv(16) or t(16;16) Normal cytogenetics
t(8;21) with NPM1 mutation without FLT3-ITD
t(15;,17) or CEBPA mutation
Intermediate-risk Normal (8;21), inv(16), t(16;16)
18 alone with ¢c—KIT mutation
t(9;11)

Other non—defined

Intermediate— I

Mutated NPM1 and FLT3-ITD (normal karyotype)
Wild—type NPM1 and FLT3-ITD (normal karyotype)

Wild—type NPM1 without FLT3-ITD (normal karyotype)

Poor-risk

Complex (23)
Momosomal karyotype
-5, 5q-, -7, 1q-
11923- non t(9;11)
inv(3), t(3:3)

t(6;9)

t(9;22)

Normal cytogenetics
with FLT3-ITD mutation

Intermediate— II

1(9;11)(p22:g23) ; MLLT3-MLL
Cytogenetic abnormalities not classified as favorable or adverse

Adverse

inv(3)(q21926.2) or t(3;3)(q21;26.2) ; RPN1-EVIi
1(6:9)(p23:934) ; DEK-NUP214

t(v;11)(v;q23) ; MLL rearranged

-5 or del(5q)

-7

abnl(17q)

Complex karyotype (23)

NPM1-CEBPa ZE(FEBRIF)
FLT3-ITDc-KITER (TR FBR)

07 F&Z hnRk




AML®D F 1% F 8l X F

JALSG (H &)

&+
i
IE A= TES
MPO &4 3F Bk 3=
PS(Z51KRE)
FABJRE!
QG ZR7 N
BERETORERY

Good

Intermediate

Poor

b KAk
< 50&% 2
L2R/uL 2 =t R EE
50% < 2 8~105 Good
<2 1 5~7R Intermediate
MO, M6, M7 L4} 1 <5, Poor
(8;21) / inv(16) 1
18] 1
A% (KEAra-CHEiE) BEf (fbE H40—R)
DFS 0S DFS 0S
53.4% 72.9% 43.9% 74.2%
26.0% 30.8% 26.1% 49.1%
20.4% 31.8% 13.5% 40.8%




ALLD & FHIHEF

FRAREF (FEORHRKFERLY)

3 >307%
2R E MERE
R R EF B#iRatE 230000/l T % EIRET
THEREYE 2100000/ =5 ryoTY™
HSMER &Y OPBANRE (S
; we = — g |109; 22), t(4; 11), +8, -7, t(1; 19), w.  Hyperdiploidy
REW/BIEFRR | 110388 Hypodiploidy RERER w2
yiet: AT i3 ERFZEFTOLHM 248/ BE. NROALLTRON 25

WIFNRMDOTEFB=BIEFVAVEL. ENLUNZFELEIRIET S

245 TIVI71T7 EBHEE (Ph+ALL : 2308k
PhRETALL - 230%%

Ph+ALL - <30&% (AYATH4E)

PhEEMEALL — <307&% (AYATH {£)

AML-ALLEIZ, FEEEEFR - EEFEEIRVEELFTREAF




EFEREDEDA

BEfEEARE BBk
[ vV {E25EE ]

v \ A A A \AA A4
wEIGHRE  HERERE

1012
(#91ke)

BRI R T B H PR AR (B RE P <5%)

SR MBE I3

FHREITE | 4 z

ABEZDRERZEBE MRD : minimal residual disease

PRERIFEF - EYRE || FRARE - EWRE -+ EMFHHRBE




AMLO) ;B

- SREBEIL. H<ETIRA,

« t(15; 17) ZFH F HAPLRIBEY R VM ZFRUEHD ., F1EBEI TORIEEIL LTS,

s HHABE S RN - DBIENREEELL SEEFEII60%HIE THS,
==L . BHEEER T A EIREEE S (10-20%) . ERBHEZR OB HEZEIL., #1240%

THbo
- MEFKRFAMRE (MRD) M ERESNGVVE2EBZIADAPLIZ. BRBHEDE ST
H5o
« BIERODBREIL, FPRIARDEZEBAEA-ECFEEICKET S,
EIERAE -
mHA vy e BRBHE
FE1ERH BYRY X X X
RS O A A
&RY O @) X
F2EMAILIE APLLLSY O O x
MRD(-) APL X X @)
MRD(+) APL @) @) X
BRETH/ EREATRE A A X




* IDR+Ara-CHRi% (L. DNR+Ara-CEELLLERL . EfFEARB KUV EFERELH(LT
BEMEAHSH, G- BHASET D) X745 8H 5 (5-10%) .

s FPIRBIFEBA(t(8;21),inv(16))ZEH I HEHITIX, EfEFEREEELTAra-CX
EEENFIIZEINTHS CELETFE 50-60%) .

e 1=12L> 60 TlE. Ara-CREEEIZKYBTIBoN D A) T D7ELN,

KEAra-CEx
(< 605%)

I B 3
L s D
t(8;21) » IDR+Ara-C - -
DNR+Ara-C % i JEER - E R
+ (+) l' S=8HE(< 657%)
ATRA \ EI#E#HE(< 55/%)

HhE H R



APL®D &

* ATRA(EZSVAFER) ICKOMMEFERELILEREZDHAT. 0%l LD E
HIAE O EAFH RS,

- BB ABRETHWSIEFEERER. 2RO B MBRE - APLHIRR I LY. REZ
EHEI D,

- EMBABEPTDEHEELL T, DICIZLSHHIMFE KUATRAIZ K HAPLSMEE I EE
(FEIR R & - (K RETE - AR PES) A EE D,

o #EEEEOCBERERBICE., BER (ATO) XStamibarotene (Am80) MALYVL NS,

S=5HE(< 708%)

BREARE [EIEFS 48 (< 55/%)
IDR+Ara-C \\‘
DNR+Ara-c  EEIOHEE -/laliiﬁz-ﬁ%
+ ATRA
ATRA A:1r80 HRBHE*(< 657%)

*MRD(-)DE2E R HAPL
TRELGR



= BB AMLD B A &

REAREE
< =< H /‘ -t; 5.L\\ \;'T
NPM1/FLT3-ITD :l"Jqﬁ SRRBAE

FHh
PS(Z£ B1KEE) - ADL

B OHE (eg. Fr— LY MR TFEEIEE)
LI 7 RE S (eg. MMSE, HDS-R)
HEHNER (eg. BEEER-AEEIRDATEEM)
# A xt%h 2R (eg. NCCN Evidence block)

vulnerable
Intensive chemotherapy Low dose chemotherapy
eg. Low dose Ara-C, CAG Best supportive care
eg. IDA(DNR) + Ara-C Hydroxyurea
Azacitidine
BEB R IER ARBRE®REaFA—L

QOLD#EHF



Charlson Comorbidity Index
(IR ZE

LIDETIRE

25 MiEDFE (FHIERIRERE . REFRE  EYWEECRISLI=H)

SRMME KRB (MRMEIT. M/ Rk, HBE. RABRDWERKSIRE
(6cm LLLE) &)

4RMEREE  (BEEDIF XV ERERE. TIA)

5. 5B NAE

6fBMEMARE EFETTREEEELHLD)

78R (SLE. 2EFHK.MCTD. PMR, FZELI LD RA)

8 HILMES

IBENEE FIRETEZHOLEVEEDEE. BIETFR)

10.88RA (ZREHERL . BEEEDHEERO

o|lo|lo|lo|lo|o | o

NARE IFELEE, MNEREFISEELTLECTHED

12.hEE_SEBHEEEE (Cre=3mg/dl, B, BIEER. REE)

13.3ERA B REFHEDWLT Bl DKA LRERFIEEETODARE)

14ERE GBX 5 FHICHLMNEERELEL)

5.8 (R, 8%, Bt FRmskiEmeE)

16.)2/\[E (Yo Amlg. vyasnJyY e, SHEST)

o|lo|lo|o|o|o

N ININININDN

17HhEE—SEEEREE FIIRETEEHIIFEL)

18 BRFB 1 E s i

19.AIDS (Aquired immunodeficiency syndrome)

H

H&0)

Low:0
Medium:1~2
High:3~4
Very high: =5

ha|]1]1
—+




NCCN Evidence block

= Az
E-gc 4 3
ERERERBRDE

=N WwWh O
>OOonmMm
Il

EH

ESQCA

AERERO—R M

Example Evidence Block
E=4

= NWwWhAO
>O0O0W

I
WA wd

ESQCA

eg. BAEE T D & 5 FHEE S E D HE S5

Preferred Regimens

Other Regimens

* Bortezomib/dexamethasone (category 1) w
* Bortezomib/cyclophosphamide/dexamethasone W
* Bortezomib/doxorubicin/dexamethasone (category 1) W
+ Bortezomib/lenalidomide*/dexamethasone W
* Bortezomib/thalidomide/dexamethasone (category 1) W

+ Lenalidomide*/dexamethasone (category 1) w

« Carfilzomib’/lenalidomide4/dexamethasone ﬁ
* Dexamethasone (category 2B) ﬁ

* Liposomal doxorubicin/vincristine/dexamethasone (DVD) ﬁ
(category 2B)

» Thalidomide/dexamethasone (category 2B) W




ALLD &

- AEEEX. H<ETERE.

« 230D FI1EMRIATIE, RIEBREDHEN ., (BIFEFBHE vs. ILFHEE = 40% vs. 15%) .

« <30FDEBEFHEERMA (AYATH ) TIX., PSL*VCR*L-ASP* MTXZEEE L f=/MNRALLIC
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1. T KRB E
clofarabine (<22 Ph-negative ALL, AML), nelarabine (T-ALL/T-LBL)

2. FLT3fAEZE
214X : sorafenib, quizartinib, crenolanib

3. DNAAFJLIEBHE FE
114 : azacitidine, decitabine 214X :SGI-110 (decitabine + deoxyguanosine)
4. EARD AF VL BHE 2
volinostat, panobinostat
5. PLK ((RARFF+—) [HEE  @lAHeF#T 22 ALA= 3+ —F£EE
volasertib (A= Ara-CEDGERAT)
6. Calicheamicin#E & H1CD33 /K
gemtuzumab ozogamicin (GO)

7. BIEF TV IRA D M R =TT (CTL) O B O §lH% ]
- JiCTLA-4PEE Hufk : Ipilimumab
-}PD-1$14% : Nivolumab
8. NAREMCTLEFRERX
-AABERNTCREEGETFEA
CD3F A5 (CAR) E{EFE A : CD19-CAR, CD20-CAR



