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feZd g5 FDA ihfr Hoip it B4 2 W3
(SRS B L L U TR RN
FRPpEEHERY > Pl7ucd AML %?{m
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AML 2% 4 ¥ B B ehv i o 3 7 5 5
EWHE AR TL 95 5130 2R
2017 =& %3t 3 21380 * my > = A ¥k
10,590 * ; T3o&E# 5 67 fk 0 = B HALE
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AML 7 5 & 5

%3 AML - B 2 5 ),%A\z»;,i‘ P
FAB v WHO - ;2-%-% | FAB )% Yt (French
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2 A ! }%ﬁ A3 £y
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HEF o~

£ - FAB & 14 4l o s o A o
BRE | R AR AN
MO Undifferentiated acute | % » i* & 2% &
myeloblastic leukemia | {5 x
M1 Myeloblastic leukemia | &+ & = # ¥ &
without maturation FIRY i
M2 Myeloblastic leukemia | & %= 3 ¥ 4&5
with maturation S
M3 Promyelocytic £ F Rwmre
leukemia e
M4 Myelomonocytic EHF WHE
leukemia EXIE
M5 Monocytic leukemia EHRE PR
i
M6 Erythroleukemia EMHien ke
i
M7 Megakaryocytic ERE Pzt
leukemia o

- WHO £ 1% ko o A %

1. AML £ % 415357k 2 )48 (= 4o
AML with t (8,21), AML1(CBFa/ETO)
APL with t (15,17) or variants
AML with abnormal bone marrow
eosinophils t (16,16), inv (16)
AML with 11g23MLL

2. AML &£ & ﬁ?fﬁlfﬁ”ﬁ’ P
& 5 iaf*’ﬁ I e d S l9'(W|Jllh
or without prior MDS)

3. BiisH AL AMLfr¥ 85 7 72 2
Alkylating ~ epipodophyliot agent ~ #
s 4p B & F-

4. H A % AML

American British classification) z. % > 12 'w
A RE A uE 0 R R BEP T dwz (blast) 4 vt B
Fwmre 542 M ch X RAEL 4t me V5 4
d R AE R ReTRAE £ ACR-AML £ & G
AT A MO B M7 o (dedk - ) o & 2 5
WHO %4 #g » pl2 FAB » #872 5 A & > 2 Jf 4¢
VY e R R

2016 & WHO & #;2 v % #gmre 4] i 3 ¥4
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EPF ARG 8o AML s A § % 8
¥ fZ(induction remission) % & B FEEC S

-~ EE R E

WF oy - %55?%’.@%@1{—?@3:514‘ ERL -
I e R R -0 »nn_}?a‘m”?mﬂzﬂ LS
g BE# o KiE 2 = > ¥ fE(remission) o
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poav g *zm—gé"ﬁ}%—%#; £ E @
arabinoside cytosine (Ara-c) @ 4§ 7 p i3 %t o
‘et % - I % = % daunorubicin 03 p #%% 1
L ‘]3}%‘%_?_ ; r"vl{:%a-m7+3 FiE o D X
ﬁf_/r'}%‘ e :v 0% O%ETJm f_“fi ﬁ*-f -Fﬁ)\

m}_&ﬁ*’ﬂ 523z RRBAR R
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fak AEIeR P AR B0 F ALY
7o > daunorubicin vmcrlstlne ~ prednisolone
™ % L-asparaginase - daunorubicin -
doxorubicin 2 cyclophosphamide % 3 & # 3
¥R o e 3 T E S de b %k 0 R D
Mime g 4 o F ﬁfﬁa A 3 EXC IR VA 4
BE AR SR R TR B E
P R hm e o TR B4R o n R 2 {5
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Cytarabine 4c
daunorubicin
3% & p iy

Cytarabine : # = 100-200 mg/m? »
# 42 7 % 5 daunorubicin © i3
%1 %+ 60-90 mg/m?

Cytarabine (HiDAC*)
4 + daunorubicin 12 #)

mg/m2#5% 43 3 =

Cytarabine: # = 1-3g/m?% = > & &7
; daunorubicin : Ara-c & 45 | X § Fl&

Cytarabine ¢ }
Idarubicin BT X

3% & p

Cytarabine : # = 100-200 mg/m 2> | %
; Idarubicin :
%+ 12-13 mg/m?

# o9 E F OB F 0 R
cytarabine/daunorubicin & & - # %
fE5 { B(88 1 70%); tev ‘mrz 3 5
;;1 FR-RPEN SR NCE § SHE X e
FPOREA RAHRE"S &

oo

*HiDAC: high dose cytarabine

FWA R v PRIV E B MRS e o T
R B e iR 2t 0 T RN B i
RSN o P AR & DB
MTX(methotrexate)* 6-MP(mercaptopurine)
AP - HEEE - BL D & o
W& T Apwrefte & g% APL;M3 (acute
promyelocytic leukemia; M3) 5 % = I 3] 4 %f
D AML > » R FF{éfdFen— ) o ¥ 0¥ v JRen
>F AT R5% ATRA (All-Trans Retinoic
Acid)fr anthracycline #g - & % % (734 0% o
FAOBREMRLE O LF LI &G
anthracycline #g i* 8 Z 1 ch® Hi5 8 » S is %
AP UELRT I ELARIESFT
_;i AN oo
3. de g E

F 8 AML ARAR 5 (ERIG I P8 g 0 BT
A FIR R R R 0 R E R FEH G
WF DL o LA ORI F PR R L
oS e R BECTATE 0 AR ARG 8 g W
% AML - & AML ¢ 3 20-30% s B 5
FLT3(FMS-like tyrosine kinase 3) £ %1% % 4] »
% FLT3 Frd 305 i*'v“ IR e AR
e poam i@ * FLT3 Frd| &>t 2 Ak T %
R(Fw )E@L ]
% Midostaurin (Rydapt ®) 25mg/Cap

P e 5 B OR OB pL R R pF TKI
(Tyrosine Kinase Inhibitor))> ¢ 7 FLT3 4= KIT
BcfiE o 5 - U PR S ¥e BhiEcAR e é‘ i i FE T
ARt wmre L s vy > H ¥

F1v frd] FLT3 S48 4 @3f » 3 4 w3 4y

-

¢ 35 FLT3>

Pk feimie k= o 2 F] FDA ¥2/8 8 * 3t 3T
5 FLT3 AR R B Hio R B F RN R o 4
% AML ,&i" Ak AP W3 FLT3 %
B '?'P'”—‘Vjﬁlé #* ﬁbz_% A HIV KR ESEF
e 0 @ FLT3-ITD 4 7] AML ‘w fkend
£ % D)4 J}(J}vr’ﬁ

Midostaurin =2 % & & 2 50 mg = B
PR- = B 12 /B> BRE&H EHR ; 3@
RrF ALK 8 121 %4 > fhE
BXFRPEZLY  BWHEINZ 1%‘/
(conditioning reglmen) 148 | P iR o
HEAF > N(rd I ) igl P BT R
za%"%*%ﬁmﬂ-ﬁﬁw T
DRETRAE RSB o W AR EY L
L = B & N RN R L S T S
v‘g P w IRMT A EBFE SRR g K
n 47 2 g 7% % o midostaurin 3§ d F 5T
CYP3A4 x> & * 3322, CYP3A4 Fr| 3
(4= ketoconazole -~ ritonavir ~ macrolide -
clarithromycin) FF/EF w30 » 15 ¥ g =
x ;% ¢ midostaurin (kR 2L B » A HEAF
TR Ao PF e 4%k B ois »eih CYP3A4 3
(4 carbamazepine ~ rifampin) i * ¥ 5y "% K
midostaurin fr# & R BHp o ¢ kR T
s e 7R B ¥ P B4 UG T ITY 4
R px kg (E* RS o
% Gilteritinib (Xospata®) 40mg/Tab

Gilteritinib %_# midostaurin {4+ 3 37
- % FLT3 ptg paigcpedrd | - 4pit 5 4o
2t midostaurin shd-v jgcfis e o 2 EE P




BPELELP=LP

PRER S-L7 X ¥=¥

I

2w ip o R RS R

¥ % Midostaurin Gilteritinib Venetoclax
Fet Rydapt® Xospata® Venclexta®
EripE FLT3 #r4#| FLT3 #r41] 4] BCL-2 -4
& £ 50 mg Q12H » = Bir# 5 | 120 mg QD#%x "> 6% | $- p 100 mg
8-21 = L) ﬁ@ EEA AR | %= p 200mg
FEXd %= p 400mg
Sz pA=iE* 400mg 4 ¥
A A 600 mg |
+ cytarabine
23 & E A B B
T HAAEAE A BB
Bl e R BEAe D~ B R | VOB BEEOR R B | BB R TR R
R U= %
vEERER E B *
) &#ﬁfs TR B F BT | RN 3 TR | R Rk T
BIL Rk n A8 PR BT | /%ﬁ%’}iﬂ%%iy ®ES 1 A
A X 4e~F X LR B
HAocm B & %%ﬁ? 6-8
#7k(1.5-2.0 > =)
FERLFRT W N ETFE Y 5 FLT3 2 % E RN TR
Biad i F igde o i A& cytarabine i * >t &
FABE RS Fe P ERLFRAECEILRZ
F RS R ALETENF Y & R
f;gf}i—f}iﬁ 3829 ~ £ S 1676 —~
% 7 :Midostaurin # $£ 8 F BB hP FHER K
f,‘i i Cil iy
¥ 3[4 A IRR PR AT 0§ R <1 s pFR rp e A £ € ATR 4> Midostaurin ¢ gy o
His 34 2t Rt POBTRAR 0 BRI A BRE T < 2% E € ATH 4> Midostaurin Jo g -

QTc 15 >470 msecs SR YHEEIE P - =
® <500 msecs

BlriE p = = 50mg hE| B £ ATE 450 ER)AIFEE p - & 50mg R

50mge & — R AEB 4 QTc FHg:cd 3 < 470 msecs

QTc ® g >500 msecs

R R EATR Ao 0 F

vOBTR AR T - F AR s QTc B rgicL 3 < 470msec B4 E p = =t 50mg

RIFFS Y 7% £ 3 7 QTc FHpecd -

¥ F %% ogilteritinib AP & Frd] bR
FLT3 s 48 12 5L {od A chie 4 433 fg
#F FLT3-ITD # 7% B v FLT3 ft i paijps
v AFIR B FLT3 A 4 Frd|ivr > R 59
adrd] AXL = 881 o FDA 208 % 3000 5%
FIFLT3 A FIR e % 2 3pin 2 AML = 4
(94 & Rz 22 - ) 0 L& RAT A

P - = 120mg(3 #f > qd) » Eipdk e A
Fls  pt 7 2GRk b R ¥
Se&|E P|E p - =% 200mg > T ALTRAE F R
AERE (B A7) 0 FL L e
CYP3A4 31 & % ¢ 5 * P-glycoprotein~

&

55 5 CYP3A4 Fr| 3 22 3 HA) > @ B B E 23
%‘J T% chg 4 o
% Venetoclax (Venclexta®) 100mg/ Tab

Ao AL EREM S CRE 2T QI D
BCL-2 (- fa+iim®e = F-v ) | & F Fr4|H o
venetoclax ® #&% & BCL-2 3-v » B~ %
2= Fv 4o BIM f 8 R by 3 1
o= B9 FEUE 10 G BN IRAR v k= AR
B 2Lqek 3 5% ¢ 0 venetoclax ;}i? YHiER &R
BCL-2 i im®e & 5 ‘mPe F M5 o &4
AML 5 A B B jdar g2 3 % chilfde » B3
sz puE-p 100mg: % = p 200mg-~
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o ¥ ETILR o AR RIS (E  Bef A h o/ g dE L >48 ) pF

QTc * g >500 msecs

o P TSR 0 % QTc RFFE &4k 7| 2L #F 9 30 msecs pf & < 480msecs fF » 12
j# 158 £ (80mg /4 120mg 3 ' & 120mg 4 200mg 4 * ik i

5-3#% 8% ECGHQTc
7 1§ H 4 >30 msecs

o ¥ 9 Ko TR R B HHE

e

ai\,s%r:}\:;;i;],g o v

I f?;g Ng ,}J 19

LR AR R AR TR

His sk 23 i .

iljfi 'Jii)i’ﬁz“stg I1dER

P LR AR AR R

3% 7 HSCT RS SEY 3 Ma w‘ - >2 &%Jﬂ*k % (GVHD).® ze*t CRe(df & 122
#f%) & HSCT t5 30 = -
TS M R I FOE JCRINES &

p 400mg #+ > %2 p4=H * 400 mg
# i & HMA (hypomethylating agent;
azacitidine % decitabine) # & * 600 mg
LDAC (low dose cytarabine) -

¥ =
a

Venetoclax i & j5d CYP3A4/5 i 3% o
SEEERE R > K Trg R) R (99.9%)F8 3 i B T
oo RED RPN TR R 2R

ERBERIFH RPN 3¢ R E
Re W G o7 4 B2 L 2R tgox ALT
BESSBEFEL L BHRFRL SR T
3 <15 B TE RB IR o BB HE D
venetoclax & & LDAC & HMA ¢ #3% > o 3¢
FCE A IR A g R FnIEie o
venetoclax & * #r4] CYP3A4 & P-gp #r#|
A pF > € H 4e v 9 Cmax fr AUCInf» F]a 5 4e
FEHA M & ZF A R R EE DL G o
TETAME RBEFFS ]
CYP3A4 ¢ R Fr|# P > & #- venetoclax )
5" 50% (venetoclax 200mg + HMA) » &
s g ) A R R RS T5% e p A E
(venetoclax 100mg + HMA) = ;55 8 BF 8
PEMAS  FTEfHH > Fls ol Ry
CYP3A crfirf | 15 % ot by g g ig * ¢ ii £\
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g H# 4v Venetoclax et 3 2 58 H ok o
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