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Chemotherapy for Acute Myeloid Leukemia
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S EHEEE MR (Acute myeloid leukemia:AML)
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SEFFEEAIIE (Acute Myeloid Leukemia, AML)
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Lt 7% — % LAMLANE Z 1 L, Ml AR
RN T 5 B E R BR SE 5 2 & ANFERR
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%1 Modified Charlson Comorbidity Index

comorbid condition

point

myocardial infarction
congestive heart failure
cerebrovascular disease
ulcer

hepatic disease (mild)

diabetes (mild or moderate)

pulmonary disease (moderate or severe)
connective tissue disease

diabetes (severe with end-organ damage)
renal disease (moderate or severe)

solid tumor (without metastases)

hepatic disease (moderate or severe)
solid tumor(with metastases)

D WNNNRRRRRR R R




28

RS At v ¥ —JRbEERE

I I}
PS>2 PS 0~4
LATAAJ FELAHE
1
AR [ emrn
WAL RS AL
EREASE hraC 2R hrac DR [ smmz |
ESERHER EREER
(#mm) (=g ((#rmm )
I [ |
(L] [&y](®Y)
5T
[ EmBmsA (S 20 R

=S

1Eg T

X2

H AMLANDERT VT XL

£R2 CAGHERE

1 2 3 4

Ara-C 10mg/m? sc
ACR 14mg/m? iv N A
G-CSF 200ug/m? sc ¢ l, ¢ i,

R 2 R S R O A A N A 2 2 2 R A S A A A A A

Day

5 6 7 8 9 0 11 12 13 14

R 2R R R R A R

G-CSFIE. Ara-CHIEE S ERIN SR EERIEL. Ara-C RIEEIR 5 1265 MBI E TR S EMGET S

(Yamada K et al, 1995)

. A&ZZK (cytarabine ocfosfate)
IcDWT

A% T FlidAra-CO 7 U K F v 7 OFROHF] T,
Z OEHFEF 13 Ara-C & [A £& (2 M JE N T Ara-CTP &
V), DNAG % HET 5. FREUIFN TR S
n, Y OC-CPCAD T IR & & F D
A NZAra-CICE SN D Z &5, I Ara-CiE
DERBMED RO ENDL Z L Th Do 19924E12, Atk
D MEAIMR B L ERERIEBUERRE (MDS)
W LAERRR I N TS, F—MHEBOMR, T4
BIWER X B BEI0H] & HALERAE IR 5 H M feix 50
FH 52 ) B P U NG P C, f K & 12 700mg
~900mg/day & #E 52 S 11720 300~500mg/day P Il FH
IEE D Ara-CLEFFEITIE NS E2 s, R
T1£100~300mg/day Z 338 [ LL - #:5- L THEED
MRES S M7ze ZBEE S E 585 T ldcomplete

response (CR) 2f5l], partial response (PR) 10 C & fift
1320.7% T dH - 720 A x1HIIE, 100mg/dayl) I TFE
® 541, CRIZ300mg/day, 450mg/day Caasd & 7z,
(33) WG OF HER D ZR)ZI3H 8.6%,1#39.1% T
Holze EEETIZEL-HEIZ, SMHIMmNE49.2
H, MDS57.0H T 1), waffiifi333.4H £113.2H
T o720 BYEEFENEE MR TIEZER)R63.2%, H
P MAE T 1381.8%, AREMEIM/MEIMIE TIZ50% T
ol BIEHIL E.L, MEH19.0%, BEHRAR
35.0%, THI8.6%7% & DMALEGHEIRNT, Mz,
e EDNH > 72,

RFANL,  Ara-Cife BE AR BE THERE S 1L 2 #8151
ThH b EV) S, IEEREAIMFER, i
FII9% 3B £ Chigh  risk OMDSIZIGHEICH H & % 2
bNbe 25 7Y FOZALEDHMIZONTIE, A
% 7 3 F200mg/day, etoposide25mg/day? 14 H [ 15
B G- 25 A 5 4, MDS,MDS/AML6#IH126ICR, 3
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BIPRE W9 ED TR SN TR, ZOHFHMED
RIEENTWSEY,

V. &8HCHBITBEIAEZTY FARAGE

A T FHMONIRGHE L, R, R
FMELE L ICEMT, AMLICH T 2EEOH T, &
VIRBEZD DEEZ NS,

21454 H1H & b FRi254E12H23H (H) £ To
BRI BT AAMLEE KT 5 A5 5 2 FHIRE
ORI & HEEDRICOWTHET %,

AMLIZ®F L Cirbh iz —HBoEEDH B, 13—
ATHAY T FHHS N7 FE B O B3 406)
(5 M2k - 22/18) o 4F thiy FP Uil 13 755%. EAF
Sl 13515H, 24F EAFERI3HI40%. SAEEAERITH
20%TdH - 720 (M3)
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de novo (F1FED) AMLIAGIICHT L, FHERIEK
JiE 1% B (myelodysplastic syndrome : MDS) % #% 7=
AMLIZ2660 & 1ZIX2R5THh o 720 ZNENUIHTT 5
2% 7Y FHMANIRIGE O & KERRIL, 42.8% !
423% T o710 (F4)

AMLNDEREE L TR DAY T2 R5EiR
ENTzDIZB (BN - 4/5) 0 FHGHSLAEIXT79
Mo AfFHULEIZ322H, 24EEAFEIIHI20%TH -
720 (1X14)

de novo AMLGMIIZ%) L, MDS#% #%72 AMLIE3{ T
HY, FNENKT LAY 5 FEMAIREED
RRZERFIL33% © 66% TH -7z, (35)

YRHZBIT A RS T2 FANRGED I & 7% 5 iE
B, +oAf 77— FarkryrOERAY S
Y FWIRIGEZ HL I N5E, L idBowvy

R3 AFTUROEIMAELF R DY SR A

REA AE 5K CREE(%) PREE(%) BINEE(%)
S =Nk 58 3.4 17.2 20.7
AML 23 8.7 43 13
MDS/AML 17 0 29.4 29.4
MDS 45 4.4 24.4 28.9
RAEB 18 5.6 16.7 222
RAEB inT 23 43 304 34.8
CMML 4 0 25 25
cML 19 47.4 15.8 63.2
PV 11 36.4 158 81.8
ET 6 333 16.7 50
1.01 N=40 M:F=22:18 FHihRIE=75R%
de novo AML:AML/MDS=14:26
0.81
L (FREHE=5158)
4
0.41
0.2
0.0 T T T T I 1
0 730 1460 2190 2920 3650 (H)
(4/1/2009~12/23/2013 FRBILMN AL 2—FiRRKERT)

B3 HFHIBWTAY T U RIZLBIEF% 1T 72 AMLYE B O A A7 i1
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x4 YELTOAMLIZX $HAY TR OHUELR)F

REL fE 5158 CREE (%) PREE(%) BRE%)
AML 14 35.7 7.1 42.8
MDS/AML 26 30.8 11.5 42.3

#agt 40 32,5 10 42.5

(4/1/2009~12/23/2013 #FRBEILM AL I—FHiRHEER)

N=9 M:F=4:5 FEPRIE=79F
de novo AML:AML/MDS=6:3

1.0 9
0.8 1

B3

0.4 1

0.2 1

06 (hREFE=3221)

0.0

(4/1/2009~12/23/2013 #FBRIHN AU 2—HiERHEIT)

730(H)

X4  BEHIBWT, MFEREDAY T LN MR AT o720 B O LA T

xRS YR TOMIEAMLIIN DAY T ROHUEL ) F

REA SEBIE CREE (%) PREE(%) FRE(%)
AML 6 33 0 33
MDS/AML 3 33 33 66

faE 9 33 11 44

(4/1/2009~12/23/2013 #FREIN AL I—FHiRHEER)

% BIEHED UG L VWKL T T, A¥ 7Y FHNAREG
BEPRBOBRIREEZZ SNTHETH 5D,

25T ROFEMEHE MmO T TchH Y, &
BRMR L THEIEL, &52hIEe &2 25%
MoloDiX, 9k L 66K D2AND LMD A TH > 72,

METHMNLTVDE A T2 KoK AR
TlE, 300mg/day, 450mg/day$% G- # TCR~DE A
RS 5N TV 4, 100mg/day D H & T I3 5@\ MR
FWEEOT, RIS DO 28 %G RETH 5

oo, BmAlRMPBEEEZ N Z ST, by rla—
AN TEGH IR ZEAP L ZOHTH, CR
WZBEASN, GBI OEMERZ R L T 5ER
% BBIFRER L 72D THNT 5o

T9%DAML (M0O) OBMT, Ty nA ~—H#l
RAGER A L, YR TOWHEE I AL S NTIER,
100mg/day D F & T O EMF 4 5- 12 TCRNE A &
N, BIED BIF &G IREEChb kbe 2 fitl ) TV b,
81 DAML (M2)/MDSOHEVE, CAGHEH:, $HiCD33
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B/ 70— FUHUREEIIEIE CThH 7205, A
7 ¥ F100mg/day £ AR I TCRIZE A S 4, 34
BT ARRaERbE L Tz 20, EHFDOFHRIZED
TmOEAITE T HIZEBIERATH - 7oA, HER
I B I E | TR IR E 720 T4 DAML (M4) /
MDS?D 1, 100mg/day 14 H i $% 5 %43 — Z %
Hetk, WEZMIELTWAED, HEZ ATV,
547 D AML/ R VEMDS D B P, s CHEE 2
BHIEZF G LTz, A% 5 FWIRTHER
DYEGE % HIH L DD EPEDEHFE 21TV, Z ORI
FREEHREO I — 71 2 — b &, BIFEDOH
P FRE S BRSNS % S0, BIERIF 2 & HIRET
CREHMEFFLTWB, T/, FEHOEEIFES T
ENRTERVLOO, MK T2 2 L ThR
WEASTREE 22 ), RALBELBMZILETET
WD IEBIAEEAAET 5o

F & O

AMLOGERE B L Y, ElEAMLOERIZD
WL L, AMLIZX 3 % i b IKR IR TH 2 IHF
ELTAY I FEMNIRIGE %, BFEORHEZ 5
AN L7z

BT ORI & R TR B BT L 72406 0 A A7
HAM P gLl 135150 &, #ESL T O RBUBLE R R ER O

ZNO6~9P ) ICH LB TH o720 L LEDH,

— B — Bl Z B IZOINIEE D, YT
PIROFRMELD D, —EFEFICERIIMEE
W, BF REOBEME RS L) 2T, 01
REZBR Y i % B | 70608 INE 3 52 B TH -
725

R RBERE, RRAMEREDIR T LA E 2 EisE
HNUEH AT E, BEEBEIIKRE S ZOTRISEE
T 5o FEIZHET) e AL TRHRBUCAE D fHT A DT
7L, BIZRPVEDAY I FARE Lo2offo
ROLEOEBEEICE T L&Y, NHEB54E
RO ECHEE ZRd 2R H L O TIE R W
A T, RERBWIIHFONLLTH, &
ELEREREL 2O NEOKEEZNZ 5 F TOHR
HEREEMZEDOLH)IBITT OO0, FE & EEED
fE % B> THIFETE DEIE, fBoWwhbETIC
LML) SRR DTHLI L EEFL
O DFO L Lz,
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