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NESEEREERMmR (AML) A

INBEYBRY A% (acute myelogenous
leukemia : AML) &, DI L H PR
FEHEH L XRRBEOERICL Y, EFFEOoR
ERAELNTELY, %Y YRR
(acute lymphocytic leukemia : ALL) 1ZE#3
HEFBARTHA. M (HSC) 1ok
WTEHMARNR OB HE SN, HSC O X
3 ICEBICHET & % & 2o 72 FILHEATE
(LSC) # & AML 2FIET 5 E 7 VAL ER
TBENTHEY, ALLEEF o2 Biozh
BRIESLETH D, RIBITBI HHB AML
FEBIELIZAER 150~200 BICH Y, BERBH
% A L% (acute promyelocytic leukemia :
APL) B X T Down EFERAH AML (AML-
DS) X FHBEIFT, denovo AML (APL, AML-
DS DA o @5 AML) L7 a b a— Tk
EEINA, BARPMRBRHIIBEY Y ESV—T
(JPLSG) AML ZEA&ZIML T35, EERY

T RERARERE AR
T 606-8507 REFFIEPHI/AARIXEEERE) || /FAT 53

DR M-IV THAESNTSD, BKEEEBEOELAENENS
70 b O—)ViFEERSeERms (APL), Down SERESH AML (AML-DS), denovo
AML (APL, AML-DS RDISAD#IF AML) BLUEH - 855 AML 70 bO—IUHZETHTH

3. AEREOHL BIUBRHESHEOEROEDICEFPERFHETNIEETHD, KFT
(&R AML OSFHOZMB LUBRERIZICDOWTEST 3.

Key words
de novo AML
APL
Down fEESE&HF AML
BH AML
FRETF

Rle2ENCAAMNERINRY /EJIL—T (JPLSG)

S5NTWA. BIR

Z/ANE AML O, WRERIERSTA Fo4 V98
AFERTVwEDT, B0 FERES
Bahlwn,

(1 nesmmeanmoss )

ﬂ'ﬁ""’é"?é@ﬁ‘ﬁ (Freneh~Amer;can~Bmﬁsh
FAB #38) ® M0O~M7 i M3 ® APL 3#h#
BVRLRDDBEETHLHH, METHERAR
RIS, FRETFE LTRSS X S8BT, T
ZRZEH L7 WHO ZEDIZ S KRB IC
BHELNBEIHIICEoTETWS, BHO
WHO 78 (554M) TR AMLIERI DL
WHEENTEY, FABSEZ A X5,

FLT3 &, transmembrane glyco-protein O
—HC, -KITLRL7 73U —ICBT 5 re-
ceptor tyrosine kinase T# 5%, IO HEGE -
SALICEE L, EELTCERRBIOY V5%
FIBERIIIC S B % b B %S, FA OBAEIES
BRRTOHFERPED NS, AML T, t (15;
17) % normal karyotype ICEHEICA LIS,
FLT3 ® internal tandem duplication (ITD)
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e ——

#1 WHO (84h) OREEHESnRZOSE

eI

W e

recurrent genetic abnormalities)

APL with t(15:17) (q22:q12) : PML-RARA (APL:M3)
AML with t(9:11) (p22:q23) . MLLT3-MLL
AML with £(6:9) (p23:q34) : DEK-NUP214

Provisional entity : AML with mutated NPM1*
Provisional entity : AML with mutated CEBPA*

1. REEREHERHE EM4S AML (acute myeloid leukaemia withlﬁ — E

AML with £(8:21) (q22:q22) ; RUNX1-RUNX1T1 (AMLI-ETO)
AML with inv(16) (p13. 1g22)or t(16:16) (p13. 1:q22) : CBFB-MYH11

AML with inv(3) (q21926. 2)or t(3:3) (q21:926. 2) ; RPNI-EVIT
AML (megakaryoblastic) with t(1:22) (p13:q13) : RBMi5-MKL1

dysplasia-related changes)

2. ZmMRAREMZEHD AML (acute myeloid leukaemia with myelo-

3. AMESHE AML K0 MDS (therapy-related myeloid neoplasms)

wise specified)

4. EEHFIVU—LISD AML (acute myeloid leukaemia, not other- | AML with minimal differentiation (M0)

AML without maturation (M1)

AML with maturation (M2)

Acute myelomonocytic leukemia (M4)

Acute monoblastic/monocytic leukaemia (M5)
Acute erythroid leukaemia (M6)

Pure erythroid leukaemias (M6a)
Erythroleukaemia, erythroid/myeloid (M6b)
Acute megakaryoblastic leukaemia (M7)
Acute basophilic leukaemia

Acute panmyelosis with myelofobrosis

5. Myeloid sarcoma

6. Myeloid proliferations related to Down syndrome
Transient abnormal myelopoiesis
Myeloid leukaemia associated with Down syndrome

7 . Blastic plasmacytoid dendritic cell neoplasmas

‘£ XA SBEFOURLTOAREERE EHICHATTRRFEESNDEETER (NPM1?, CEBPAY) HHEOSRE
friciz > TULVB. %7 AML with gene mutations EWSTEEDRIRSH Y, S8, FPETRETFEHRESNEL FLT3-ITD

(#R) X NUP9B-NSD1& /S BINERME N B IgEEN 5 5.

BREEFETLEE 3~400X 27 VEFF) 23
H, juxtamembrane domain 2 8 X4 ¥ %
exonld & exonls DWICE Z 5. FLT3 I
ITDHBzBE, TROYVZFVEE (PI3K,
RAS, JAK2, STAT5, MAPK) ICEETAZ
eBmenTwa, FLT3-ITD 232 AML
EFADOFRIIFAETHY, AMLO Yuta—
VCHFBRARETE LCHRBIMLICRE &
n7=. AMLYY 7 b 2—NVEBSEF T, &

F A BECH o 7= normal karyotype 33 #H 9
(27.3%) 2 FLT3-ITD #RAEEh, SEER
MOBRPLDFEARATF L LTOEHRIR
SNz, 72721, 2RBREBOERTIE, FLT3-
ITD @D ohiedo7" i, A AML
TFETFBR L SN Tw3 FLT3-D 835 muta-
tion I LTI, METRFEFARLOHEBER
RI Lol
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(11 de nove AML

AML OEBEBAREZERETHY, ¥
Y5 VBLIUTFYY I VEY Y (DNR) 210
DELZT YoV 2Y YRAPARZER
ELTwa, BETESOMEIN—TITHB
WTEIOER, T4bb bRV F (ADE
$#E) % 6-thioguanine (DAT #¥:) DOBHED
ThbhTWwa), ZOEFERRBELLTVEREWN,
FEE D MRC AML 10 BERTIZ/DMREB & TERA
AML #3542 Ara-C 200 mg/m® (2 58, 12
RS & ICEHE) 5% 10 BEIC®IEL T,
DNR &= bEY F (VP-16) %8t L7z ADE
BREOEHEZRL", BETIZRED Chil-
dren's Oncology Group (COG) % St.Jude /M2
HmEICBIT AR AML BRBERCLRBEL
5%, EEBIUREICBITS/ME AML ©
BEEHERBEARELIAVERoTVS,
—75, Z&ZFTI: ANLLIL BFficB T, VP-
16 # 5 B &TIRSE L7212 Ara-C 200 mg/
m’ (12 EERES) 27HRET7 Y b9
7Y Y FRBHAH & RBROE MREFREE T
BTV VREBAMI b FF Y bay
(MIT) 5 mg/m’% 5 HREPEH T 5 ECM #EH:%
WL, €0 AMLY9 7a ba—jiv, AML05
Juba—VTHERSh, FFOHAR AML

ERNEREAREL YA VENBEFTOAT

wWaY, WERIZLTHELHRS NV — T D%
LEBERIBE BH~WNBICEL TS,

AML OBBEABBROBLIZ, BREA
BELRABICYISEVET YN IYL42Y ¥
RV AFZ B 7-ZHBBERETH D,
LEREIC & 2R BEEOB LICEWERED Y
A7 BIMLiEED D & ClRREE MMk
(hematopoietic stem cell transplantation :
HSCT) BEADHRIN—TICLYEHEEh
PBUVAZBIZESOATE TS, R HSCT
DEISE S AML OEFBEABIEREI,

AML #ils0 b oBEFRAGCREREBEA
REICBITHHREBERDELREICETVEY RS
BobicX v eEEnBY. T&bD, t(8:21)
(a22;q22) /RUNX1-RUNXIT1 B34, inv(16)
(p13:922) % % v~ i t(16:16) (p13:q22)/CBFB-
MYH1l BEDOBEIZBEY R 7L LC{bEE
BEOARDIEEN TP, E/VI—T7R5q %
EFPRTABREBETREEBRENHLEECE
BEABREICNT 2 ERIGEVPRRCHo 2
By, BYVAZBICHL TS 1 R
BIFARAEHSCT OBIB L %25, EY A28
HBIVAZEICIYTREIT LRVWERICE,
FEYAZECEHNTONS. FRYXZEIR
35 FEE HSCT O#FISIZOWTIREBHEILS
PRTWBR, /AR AML TRERED{LEHEE
2 B HBEEOM LS X UG HER LD
HEE2EZR LT, Ao AMLO 70 ba—iu
2D TRHEENI 35 DPBEDEN TH 5.
B, AML O EHEREFEE I 50~
60%ICELTw5., HEHSCT EHERTE
Dol bEPLBBERRLEZONTVAED,
Fo—, EFLTLBHEESES & B
BELZEOME,D, LLABYA/BLER
Bl LICBBFREEho05 5%, EETIR
2006 £ H> AMLY9 DEFIMLiaE 2 EAEE
L4 5 AMLOS 70 b a3—iv3s, REBADF
YaF VARSI T4 L LTHBRSNEARE S
TL7 $Eo70ba—nibBRMENE
R THEMTEN, BHBIUERNER
central review I Cfrd o & & L E72
AML99 OHRE Y R 7 B OBHER & EBHEAD
B b, SEOSICHEEZEN ol (BHE
B 82.6% vs FEBHEEE 77.6%) L, BlIRE
ZEB LT AMLO5 TiZBHE% I-BFM L[
RICTEBLRTBRETALEWI I VLT M
HoT, PRV RAZELLH, tRREORL
L7=. Bk, BREEBRBTPRCHLH, BHE
Bl BBtk AMLI9 L B4 0 REs
BoONTwSE, BEEHEShER/MRERR
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F2 HEIEOZFL/NE AML BERBOBERSE
AMLSS 1200 210 |
CCLSG AMLI805 | 1998~2002 | 101 90 8 53 (5)
SJCRH AMLO2 2002~2008 | 230 94 5 83 (3)
MRC AMLI2 1995~2002 | 455 g2 - 4~5 7 56 (5)
BFMY8 1998~2003 | 473 88 5, #EEEE NA © 49 (8)
NOPHO93 1993~2000 | 243 92 6~7 23 48 (5)
CCG2961 1996~2002 | 901 88 3 18 42 (5)
CR:E2EMR EFS: FRETER 05 £4E=
S
N
ERREAFETA @ BREAREIB
ECM HD-ECM
MRDEB T i €@ MRD
| muasmse | | ERuAmE |
MRDE> ‘if ‘i’ € MRD
P CTTTTTTTTTTAML- U= amEe 1
.......................... === — I
v L 4
BURACE (HR) g 2478 (IR) BUAo#E (LR)
HdbEE sk wivEnE
+EEEMEsEEE

AML-12 1 ¥—L L AE I -TEEEE

BomERERFR YIRS, BE, denovo
AML O b pRBEREN L2 BigL, ER
WAEC Ara-C REFEVNEFUTH 20 %
FACS O/NES#ZE (MRD) 2754 <Y —
IV FRA Y b LCRBIOE 3 HERRER
THEFT A AML-12 23R TH 5 (H).

| SEORETZ

SEE, BIMEETFE LCEESRLTWL O
MRD T» 5. BRENCHEBRECTSH-T
b, AIENIIRO D DBEN L EETFRER Y

% PCR BT X o THRH, &2 widEmmEiie
DL ORENEREHIE Ny — v 2 T7a—4% 4
FABPY =8 (FCM) ICTHET 52 LA WHE
1Y, ELIWALLIEBW TR o LD EE
ZREMMEETF & LT, BCRo/AR ALL FRR
BCTH Y AN Tn5,

R RE O St. Jude MNEFREE, & HICIFIEE
DUKMRC A4S VFDOERINV—-TIZL o
T, FCM IZ X % MRD fEAT O F4 AML I
BWTHIFEI LIS FERLMEBT S L H55EH
En9 JNR AML T, WRAOHBERE
FE8% (CEBPA R NPMI ERER L) O
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EXRBRAAML LY dENCLBMOATS
Y, MRD 2 X Y HBEDOBFRENILEA
FOEAIZ, /B AML EBEOBEERICE T
EBCEETHS. X TCHLXRBPERAR
(AML-12) i2BWT FCM IZ X 5 MRD HIED
BAFREL TS, Iz, FTFBERHEN
BROEFIZXY, ki EFBREFICRVBS
FHROBEFREN AML CBVWTHHBREN
Twb. AMLIY CFHEAREFLRAE SN
t(8:21) ERICBIT B -KIT ERIX COG Tl
FRAREFChWwEREEI N, BE,
AMLOS BSEMTHEMICHEN P TH 5.
AML99 B&HICTiZSHE DKL - 72 CEBPA,
NPM ERS Evi-1, CXCR4, survivin BEE
LAFE, G-CSF 224k typelV L BREOH
ﬁ%mﬁ#"c zBZ»

%‘lﬁau%ﬁ'ﬁaﬁuﬁ

APL & AML D 10~15% 73: Ebﬁﬁ%’(‘%

$; PRCEKEBHITINEZEBRTHS. MR
APLIZWLTHORALRABDA S FI—IC
TBEENREENTEY, ATRA ZRAVS
CFEREICL I EBEAPRCOBRIB LT
BREAEDOLER, TV F5Y4 29 YEdul
E LB AMIC X 2 BILBREOFEMER LI
Xy, BEOBEEEIZ, EREARIH 0%,

EFS X2 80% U k& RIFLFEVFMESNT Y

5. ZOBEHENIS, HSCT ZEADEDTEH1
BERMICIATONT, BRROMBRME LR
LT3,

—5C, BRBOFTBRIAPRTHAZ LIIM
ORMFEEEDL L. BEBEAICE, #1%
B & @RED ATRA RTEHARIC X 5 BEHAT
bhTwi3s, ATRA WEDOEMVRLLI 6
THEELY, B% APL OBERRIZ 5%
DTREVY, 22 CBER, FREEHNO=R
ke (ATO) RF BV ARTAVITL ¥
(GO) Z V- ThbhB X ko T3,

38 Cik AML99-M3 Wge & CCLSG-APL-
ATRA BIEEHITbh T & 7%, ATRA R
BEOWEDIEH A, ATRA LHEFEHRED
BIBRBOBE X FRHMBITICT MRD B
WP edhol=2 kY, WOF T aF VR
¥ 5 4 JPLSG AML-PO05 BFZ24¢ 2005 4E% & B
HENBEEZRT L7 AMLI9-M3 B ® 58
B DI T, CR 56 51 (96%), 3 4 OS
92.1%, 34 EFS 90.5% & BiF LBl x @
LTwa™, AML-P05 Cik#4i91c AML99-
M3 ZB8 1L, ATRA BEmB5B0ObEHER

EBEZRELTCVF 4 YBUERRE (RAS) %

FBT 5L L b, AMLI-M3 DE{LEET
FEHERTWE=T 25 )<4 ¥ (ACR) A¢
HREELZ & - LB{bBEEFHEIT CE ado 2
L6, ACR 2 &Ll {bREREREZ R0, it
DMALEE CHREEFBILT 5 2 L TUHOR
FERB2HR L4 ABRIBEBR O
FEEEEBZ L & L2, AML-PO5 Qb AT
Tk AML99-M3 & R 0B BE B ohT
By, B BEYXIIBIATODEAICX
57 99420 YBE (LERESOBREE
EDER), BYVAZBIZGODEAICLSH
ERBOMm L% BB L2 AML-P12 28t E
Thd BILHENELITDOEEOIR
APL OBE R T4, AML-P12 13, &EEE
PRIFICHBL-ZEITYISHL 7Y %7
BREBYRETACLEZENLLTYS.
~Down ﬁiﬁﬁ(:éﬁ Lz
|V g%ﬁ%ﬁﬁﬂ@ﬁ (AML-

Down fEGEE BICFEE L7 AML (AML—DS)
B/NR AML @ 14% & 8h, ER 20505 25
PIREORENH S LEESINS. AML-DS
& AML-non DS L bR, BERGENLILE
WEERSHSCE 5 -5 T, REBESE
% <, AML-non DS &3& - 72 GRS % 3L C
BRENDB LS LWL PITE TS
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x3 HIEBIUDLHEDONE APL ICHT BIAEME

ERERAIZE A APL93 AIDA0493 | LPA96/99 |AML93/98/2004| C9710 | AMLI9-M3 |P05 (hES)
A ERR 1993~1998| 1993~2000 | 1996~2004 | 1993~2007 |1999~2005| 1997~2004 |2006~2011
SmBARhRE (B) 67 79 39 47 NA 86 12
TEGIEL 31 124 66 81 56 58 30
BR/LZR 9/22 62/62 27/39 43/38 NA 31/27 NA
EfhRE (5 15 11.6 12 NA NA 1o NA
TEZRR MR hRE 6, 500 3,950 4,900 NA NA 4, 300 NA
(/pl)
BRRELAFE ATRA ATRA ATRA ATRA ATRA ATRA ATRA
DNR IDA IDA IDA or DNR DNR DNR DNR
AraC AraC AraC AraC AraC
‘ VP16
BEE ATRA IDA ATRA ATRA ATRA ATRA ATRA
DNR MIT IDA AraC DNR AraC AraC
AraC AraC MIT IDA ’ MIT MIT
VP16 MIT THP THP
TG VP16 ACR
HEERE ATRA ATRA ATRA ATRA ATRA ATRA ATRA
MTX MTX MTX 6 MTX
6MP 6MP 6MP raC 6MP
XRT
BEE NA 0 0 11 0 6 4
T NSYA )58 DNR (495)] IDA (80)  |IDA(80~100) NA DNR (400) | DNR (135) |DNR (135)
(mg/m?) MIT (50) MIT (50) MIT (20) | MIT (20)
THP (80) | THP (90)
ACM (180)
DXRBEE (mg/m)’ 411 600 600~ 700 300~410 332 282 246
TEEREE (%) 97 9% 92 95 91 96.6 78.57
5% EFS (%) 71 76 77 65 (104F) 53 (34F) |91.4 (7 %) |86.54(1 £F)
5% 08 (%) 90 89 87 82 (10£) |87 B35 |93.1 (7&)|92.2105)
5 ERFHFEE (%) 27 NA 17 14 NA 3.6 75) NA
BN B (B 1 (skin) |2 (middleear)| 2 (CNS) | . 1 (CNS) NA 0 NA

7 DNR=X0.83. IDA=X5, MIT=X4, THP=X0.8, ACR=X0.2 (/=/£L. BFM [EXERDEZE O DNR #£EH)
AML-P05 OFLEBEICIAEREAE 2 20— (HCMA-D) 781

(3 4). CCG2861/2891 % BFM93 T i 3k
Down JEEMIEOEE AML Yo bao— %
Down SEEBICHEH L CHREMEZTCENE

Hodz (10~34%). ZD7=® Ara-C KEFRE:

RTFVIIIHA 7Y VREHEBRELT

BFM98 Tl BIF 2l (EMHEASE 100%, 3

£ 0S91%, 34 EFS89%) #HTw3Y,
AR TOREM RBEE L LT 1987~1997

ED AT FESKICBIT A AML-DS OREE
(AT/Down) n=33) BT s, Tiabb,

key drug T# % DNR (25 mg/m’/H x2 B)

& Ara-C (100 mg/m*/H, 1 IR 203% x 7 H )
[inx, VP-16 (150 mg/m’/H x3 HE) ##
H&bETs AML-DS ICHML L 7-1BE T, 5%
WA 100%, (AEEEIE 9%, 84 0S80% &
VW) BIFRREARE S hTWwAY, Fhics|
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#£4 AML-DS REOLERE

e
BFM98 for DS | 1998~2003 | 67| 220~240 | 23~29, 000 950 5 91 |89 3%) |
BFM93 NA 51|  220~400 23, 000 950 4 70 |68 (34)
NOPHO AML93 | 1988~2002 | 41 300 48, 600 1,600 5 NA | 85 (84F)
MRC AML10/12 | 1988~2002 | 46 670 10,600 NA 15 74 | 74 (54F)
CCG 2861/2891 | 1989~1999 | 160 320 15,800 1, 600 4 79 |77 (6%)
POG 9421 1995~1999 | 57 100 20, 700 0 NA |79 35)
LD-Cytarabine | 1990~2003 | 34 0 7, 400 0 0 77 |67 5%)
AT/Down 1987~1997 | 33|  100~400 4,200 2,700 9 NA | 80 (84F)
AML99 DS 2000~2004 | 72 250* 3,500 2,250 i 84 |83 (4%F)
JCCLSG 9805DS | 1998~2006 | 24 190 12, 600 200 |12.5| 88 |83 (54F)
TRM : FASRETEIPT SR, 0S . 24715, EFS: EHtER

NA: F—4&k&L, *: ESIES > OBR

& C/AR AML RGBT 4T 2000 4
2A55 20044 6 A% TiIAbhiz AMLI
Down 71 b 2— V% (AML99DS, n=72)
Tk, BEAEHOREL LTHEI—-RA%2E6
BElA 5 5HEICEMHEL, DNR 2 & h.LE3%0H
ZwEE8NhTws THP-ADR ICEET A2 &
CTHEEHEOBEZH AL Tbb THP-
ADR (25 mg/m?*/H x2 H®), Ara~C (100 mg/
m’/H, 1 REA#Ex7 BE), VP-16 (150 mg/
m’/B x3 BE) 280 EdElBERs AML-
DSIZffb L7 BT bh, BEFHE AR
97.2%, 34 EFS 83+:8%, 34E OS 84+9%,

BEREI3L7% L) AT-DSHFFEB X Tk
WCBBEOZWREZRL, 3b0%50WEERH
WERTHBZEFRBENLD, BEEH 72
P 8 WICRELRBZ RO, 1HDL
APHERIZRD bNT, LEBEECELTER TS
WrohatEzohiz, i EBEBPOFEC
H2.8%LEbDTENPo7. BLEDXIICH
NEOEEMEL S, BELEESLN L
K EDLDOTELICHITCES 70 bI—T

bot. —F, BHEZ13% 9#) & BFM

98, CCLSG izlkB\L TH <L, #2BHL29
Firh 8 PLIZEEE, Mo 1S 2 ERNICE
## GVHD TR L7 BRDOYVRZ ZHEBHL

TR, BEREAREODENRDL-LITFHREL
MEL, 1 2—ARTHBDIE M1 marrow FEH
(n=7) 1% 34 0S 20.8% (3.7~100) & F&HR
BTCHho7=. —7F, CCG2861/2891 % BFMISDS
CFELRBLBHENTVWAERICLAIEEE
BED LN o7, R
FEROBBEREEZE T 2 C, JPLSG TRAD
F¥aFVRFF4 AML-D05 7 a b a—Jv
ZHITL, BEE2RT LA E0obRBRETO
AML99DS 227 C, BREARETCERZE
bhiahol-BEBYRAIBEL, FINR—Y
BEZRETH—F T, FhlioiZEEY X
BicHL, BEREEITo30THs. PH
AT Cld AMLIIDS L BEDRWRERT, MK
FHDA grade 4 L EDEFIDA LN TN
, BYAZBICHEAANLNRIZBEX, 2010
SE6HBRETREBER AR 2HLPEL,
BREMBRIDEZT CEPRENFRE (LB
bhai) ZHHBTETwiEVY., AML-DS®
B, BEMIZHESCT 2o TOHRAHTE T,
FBRARTH B, B, AML-D05 L H
LREEBTI I—ARTROBRERIEKE2
4 DOEF (FCM 12X 5 MRD, GATA1 £ &,
WT1 B E) 2k Y845 AML-DI1 7
FI—-NERTHTHS.
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(V] sseivramemtams

B AML i 7 5REOBEL LTI,
AML FrBEBEPICNT 2 EEBREICE T T,
Ara-C L7V o594 7Y YREVAF DB
FREF—BHTHY, AEBRERTRS LT
YIFIHA 2 YOERICESLHEEOY X
7 HBEERTH 5. o
BRAFEB T, Ara-C KERBELT Y b5Y
A 7Y VEHASDE-BEREABEI Y
EhooH»5?, E61Z, G-CSF, fludarabine
B X UHD Ara-C #8353 FLAG L VA ¥,
BIXUFLAGIZT Y FIHA 7YY EMAT:
LIAVE, EEBRAB L CTEHRROMNBICBIY
5B AML I s ERERERLLEDOOH
5%® International BFM Study Group (I-
BFM-SG) 1%, BRI -GHEREREONRE
AML 23812, BERBREBEAREL LTFLAG
¢ FLAG+ Y R{L DNX (LDZEHEARD B VHsER
MBS OELIES v 7 2 {LIBERR R
(RCT) #4Fo72. RCT 35 394 B D BiRIEHT
I2BWT 2CRE62%, 4% 0S 36%H5Hk S
n?, DNX BrHEEHIIEGFRAEE L U b 2 CR 28
10% & &> o 7= 7=, I-BFM-SG & FLAG+
DNX #E#¥7—2 L LTCGOBROEED
RCT ##lEhTH 5. JPLSG Tlk, BH - i
¥ AML 1233 5 Ida+ FLAG #®E %479 Ril
Tubta—veRTHETHS.
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1. BEY—hH—CiE

BEY—h—& ESEREIEETYE HVEESICREUTER
HELETDINETHD, TNERET D ETEEDEEVLRERE DR
HOREBREDEEL, KRNBBODICEa-T7 FTOFT> (AFP), 12
BRI/ S— (NSE) BENDBVe —F, FEDHDFEYZHEED
EFICKRD, EREROZEELANL, BEFLNILDOEREZERETIHED
LLTDNBRIICHED TS,

2. BEV—H—ATEOEW

BeE~<x—7h— EEQEQLH2D@D U EDEHD/EDESDEFE
ETRTBEHORI U~V T E, BV EDEEBRICEDZNHIBERC

MgUHRLTLSD, BBVEBROZTEUHBIDENSHRUETSD

3. 2L, BEOREZHICBERS ECRDRBELNZHIRIUTH
D, EET—H—EB<ETRINICBNSNBNETES. |

3. BEV—H—AEQOERLIEEE BROBICEETANZS

112, NESATRWSNSEREEY—H—%EMNRT,

AFP [FiBIRHADIF Bl - EETEESNDBATHD, WECEDBIC
ZOELRBLET D, ZORY, HEBEROMT AFP FEDHTEL, B
BEEBICETU 1~2 RCHADEREERTETTS (®1). AFP [
B, BRESBIEL, 1 BULONRICHOVTRESEDSAGIFES
(FFfE, FFBRab'A) B3V REIRES (&<ICIREENA) OFEET
BT B. AFP QIPEREE 4~9 BT, BENRRRTEEEEE 1
NERETEST 3. ERELAVSBRERTRLIRG3VEEBREOE
EEBKT 3. 5/, BERTHRIC AFP OBBEIR<ISSE, b
BESHEEIBEETSD, M8 EEEHNAEERE CEROEES
T4 0—FBRENGB. B, AFP [CEPAVI+—LhEBhD, 20>

* BESHITTREERA RS (T234-8503 MHURTIERIRER S 3-2-10)
TEL 045-832-1111 FAX 045-831-0833 E-mail : takahashih@nanbu.saiseikai.orjp

2116

ARAE Vol 44 No. 12,2012-12

— 147 —



1 EREHY—-H—

AFP E 1 208 4~9 B | F3FE ZLDBRAN A | BFFEE

(CLEIA %) © | FFafanr A SeR AR EEACEE
IPEEFA
HCG.  <30miU/mL |18 | #ENA ZLOBAN A | ER
(B, JEER) S EeER Y cpE HIREEETS

~ (CLEIA ) R =] kRS a2 @ Down fE

CA125 <35.0U/mL 4~5 B | BRES A ZLDOERAD A | HEHR

(CLEIA %) LI Ey’%mﬁﬁ

NSE  <163ng/mL |1~2H wilms [B | BLERE

~(ECLIA &) A AIRE AR B E
<10.0ng/ml i A BAE

&

BEEEER
e

-~ (RIA )

VMA  <18.8 mg/gCr NE
(0~1 &)

<11 mg/gCr ' HEFR
(2~4 7%) Yavyy
<8 mg/gCr
(5~19 &%)
(HPLC i)

HVA © <322mg/gCr | NE HEEE EEEelE | AEES0EE
- (o~1mm) aeimimE |
<22mg/gCr | TR
(2~4 i)
<14 mg/gCr
(5~19 /)
(HPLC i)

T ERECERARREROBEESE L,

1000000
100000 |- TN

10

1 1 (3 1 1 i 1 1 1 1 1 1 3
B% B - 8~ 15~ 22~ 20~ 46~ Al 7~ om.

m 1+ 7 14 o1 28 45 60 3 4 5 6 54 2W
*RERCIRESICEELED

E 1 BB AFP EEME (AL ng/mL) (Sandoval 5Y 2012 X b fERR)

50LoFVERIENE (AFP-L3) FEBRIRNICERTDED (ERE
10%K5), ERTH AFP OBWVHTERHEN SHRMOEROENIC A
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=Mdo
NSE FEERBRCHDL/ S—EDF1Y

i PALTHD, MR (C1—0Y) TREN
| CEEEN, JUPHRATHREESNAN. B2
o]0 CONL L (WA]  m18, BemiEElEUhe T B HEnsnES

P, MBI S RIEEROBSIC & o T L
893%. —AT, BENONNSESHEDIES

ST D EREPEREBEDIFMRERTE RIS

H2 A5a53 0faksKE CHHSNTHD, BDTFUEBRIEBRNECENE

TH : tyrosine hydroxylase BOESHD. £z, DEFHEHSMEERICE

MAO ! monoamine oxidase

COMT : catechol-O-methyltransferase FEIBDIEND, BINFE (BM) ICK>TH

593,

NKZUILTYFIVEE (VMA) ERENZUYVE (HVA) FHFISZY
DERRBENTHD (H2), WRFED 80%2E TROFHHDEIND
5N3. MPHIORPOHT IS VBICIEBRZEINGBE0, BRIC
K3 24 BEESE (mg/B) MEAITH DY, BhlEkDEERESR (me/
gCr, JUPFIU) BRAVSNBZEBERL. &z, NFFPFIRY
U—LBREDERICEDBBEERBED, FEADETHD. VMA/
HVA EMEVBDRIBRARBEESNDD, BEKFHDRESNDE,
MYCN BETEIEOEECKD, URIHENBENTNS,

ZOMOEBHRNENATES Wilms BS, SREAE, Ewing RE
BRETR, BHBEET—H—RBABNTOEWN. RseLEIBREIOEREID
FRISEATRBRTHD, HEBRESY—H—DEBIMFEND.

DREMROTECLBBEE UTIE, BESECHT3FOYYERD

- FYS—t (TH) BETFORREESHN RT-PCR (reverse transcrip-
tase-polymerase chain reaction) TRRET D EDHHD. TH FFOY
V7% DOPA [CERTBERT (B 2), IMRMEEBICIEFRIREUTWVWEWED,
ZOHEERVTHZEOMIVGEREEDORMY, BRSMIBRBERO
BEANOBSWIBAERYETZTENTESY . BROFESENHA
B Ewing FEECHER# BN TS, ‘

v
[/ JWIEZRTU

‘MAQ, COMT

4. BIRICHT BHINEEREORE
BIEORENROUE (R2EROEH T, %#ﬁﬂnb‘&:@%ﬁd)/ﬁ
KB COIFIRLE (6%KE) FEOFERNZEHNANSENTNSD,
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EEDDFEPZNFEOESICKD, CNITIHRT, BlE@ROBDE
. BRRVPEBEFORBEENEC UEFEOREE (DTFEYSNZHE) D
USNDDHB. FEZNZIHCREBIAESLNIVHBLZE 1072 (M
f& 100 {@chd 1 BODMFBEER L TESD) THAIDICHWL, DFEY
SMNBEHETIE 107 3~10" NIV TORBDTEETH B0 CDKRDICHT
DICERFLEERZME GHINEEHRZ  minimal residual disease :
MRD) Z#&H T 3 ZETRDBBREEMRUBZTL), TNICHUZRE
DBRERIRTSILET, DIRODBESRDTARDRASIERRCDO™IL
DEAHDINTWND. BEICKD MRD HEM(LULTKIKDRENWERHESN
REEDFEYZNZLEM® (molecular complete remission) &,
TERDFEBZ2NZWTIC KD EDZMRENTE2ER (hematological CR)
E&Bo o S

MRD DRHSICH, RESEEOBRECERS ($X5) BEFEE §~
NETHH0, U/ \EBMFEORRNECTFEREH (REJOTUY () Ak
EBEFP T HESsSt (TCR) BEF) #ENCT360, BIFMRT

5 2 AMFO MRD BHICAVWSh3KHE

| mewmsF | EFEER | REY-H-
BHR RNA | DNA MRaRE~ — 5 — ¢
Hik EfH RT-PCR T/ PCR 'FCM i
B 1074~10"¢ 10™4~107° 1073~10"* ,
HARIEAIS | » . Al
B RUARAMERIE ALL | 30~40%*' 90%*S 95% £
T fmpatE ALL 20~30% *2 90% *® 95% ‘
AML 30~40% "2 <10% 90%
CML 100%** = L —
B BHLALFEN BHLALDEN <M ALL, AML
70— DRV %<0 ALL THIFFTHE T FHETEIEE
HempRMm, ME EFISRN (B | LR M, ME
D) | IBREBAE TRY
R HFETEEERSRO NS | 751 v—HEt0IER, | HEtmErLE
AYEIX-varick| BE BH LA DB
| BtamiE IO-CEOREEE | ARICKIRAR
RNA DAL BY DET
ELERME IRISY AIEOP-BFM ALL 2000% | SJCRH AMLO02%

*1BCR-ABL, TEL-AML1, E2A-PBX1, MLL-AF4, & &
*3 PML-RARA, AML1-ETO, MLL-AF9, CBFB-MYH11,

AF10, & &

*28IL-TAL1, HOX11L2, CALM-

&€& * BCR-

ABL *SIGH, IGK-Kde, TCRG, TCRD, % & *°TCRG, TCRD, TCRB, %#¢&
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EUERET—N—DRENE S — Y ERETEE0, O 3EENED,
ZNBNCEFRERSD B (8 2). B, DANSEMEY Y/ BHRY

-

7 (JPLSG) Tk, BMFEOBECEICRBBEULEAEZERALT

MRD OBHERHTHD, EESHEDMRBP—BOSEY v/ UEB MR
TIFITIZ MRD LAICHUEBENABITONT NS,

5. Key Points

6. Xk

1)

2)

3)

4)

5)

BET—H—3H6 ETHBEZMOUE DI TS D, EEDZRICIER
BRMBEEVSETHEL, CT® MR, YVFISLEEDEGE
BZBEICHENICEENDIRETH . AERBERO T3 0— vtf
[CBVWTBEETH .
EBET—H—CEICREVEBEEFTEIETHD, AFP DXRDICHE
[CRBZERETD 05, EHEN EREDDERROBTIEERUIC
LUVBDETHD. TNEFNOT—H—DEBHEZESRRUT, SUICFHIE
TRLENHETH D,
3] HIfREEICSITS MRD #iHE, ZNICKDBENTALGLDRET—
— REBEQUEDTHD, SHRERFRICBULTSRISEEN
[CEAETNDTHDD.
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