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(EXINOY
1) B+ HRFILDOZEHE (1) : HGNC (HUGO Gene Nomenclature Committee) ¥EH#L D 1E X 72 8 (s F

HEFEHLEZ, T_XTRKLETHR LA EL L ORRBZET DD, EiaFIERHE,
Z N BITFERMERTIEZ B,

2) BREFAERLOELEHE (2) A T70RAT vy aliZOoHBRTHWOENDZZ ERXHDLT-D, @A
Bia 13 B 1812 “OoBATERL

3) BEESHE S oA LY MG [FEa)45 % (hierarchical classification) | 233 A &
7z, (family — type — subtype)

4) WA EL AL ~OROEREFRENFEH IR 2>7-, 7. unclassifiable=>NOS (not
otherwise specified) ~Z® I 4172 (AML [ZBr <)

[Fr7=7e o oE A]

FEMEBEME Y o NERIEAHE . SRS TR EEREE Y O NEERB LY NE, T r—

PR I 3 s T O i B
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1) MPN : CML I 1T HI(AP)D 2 W L MEDNHIBR S 4v, 1B YEWI(CP) & A tkis{b HI(BP) & 72 - 7=,
CEL T2 Wr L HEDS — A W S 4L HES & NN A S & 72 572, IMML 7% MDS/MPN 7> 5
MPN O # 7 ) —IZBE LT,

2) MDS : Myelodysplatic neoplasms {228 8 S L7 N UEFRIZ MDS & 72 o 72, A 5 JH 2N K & <
ERERVEBEREFBEEL LIIMERBETHEINFA LET L2 o7, KK MDS 2 E
FEINT-N MDS-U ITEIEENT-,

3) MDS/MPN : CMML-0 ® B Ik, aCML 7% MDS/MPN with neutrophilia ~ & & AT S iz,

4) AML:t-AML »* MN-pCT ~/ M &, AML T8z 8% CEFZ SN D AML & 3RO (LB
BEIZ Lo TEZESIND AML O 2 FRIZ KAl X vz, AML-MRC (X AML-MR & A AT I
I R AT 7 D 2 Tl AML-MR & SR 72,

5) MPAL 2 W @ 7= & @ R #i ) E 2 M8 12 T MPO B 12 MPO %8 8198 FE 25 1E % i HER D 50% % i 2
HIEREREINT,

6) VU NRIEE  FLOB =727 L — Ko EEE 2% & oB#EENHAT, MGRS 2,

[BEZECTHEM]

FETIEEH DN, FAB JHITHAECHERMICBENICEAINALTEBY, ZOHEMBITEE L
EZTWDH, LT, WHO HEIZERARZW - InRBEHICEER SN ERESETHY , &
TREMBEESCTZ THIICH WHO DB ARAI R TH D, B TO N LY A b ~O PR EBEEIX
WHO 3B 4 RIE, B SMEXRITFEWELEL~BITEIND & THRIND,
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R IP R EE (Myelodysplastic neoplasms : MDS) (&M ERfMAn L ~)L O EENFK ¢, #
ZhiE M ic K2 PLmERPE D . BRERMEEK AL 7 e — o HEn@MiEEECch ., SEFRittR
Mm% (Acute myeloid leukemia : AML) ~OH#ER O FEEEN E W & W) K EZ o, FEREZE T
1 MERBHLU ECORIBERAEMTHY . MEOBRKIZ 10% L FOMIICRERD NI EAICE
BLahnd, 2L, MEBEDERBEALT LLECRBICHEHND EIFRE R, 2, K
- F#CHEEKROMMERDODLZEBHLIN, TOEHEITHNTNDL 200K TH D,

WHO 23385 5 i CTid MDS O4 M O HIEIC KR E R EEN A b iz, 56k o8 8 Rk E
= #t (Myelodysplastic syndromes) & W9 & FRIE B8 2 IE K ES (Myelodysplastic neoplasms) &
WHLNTZN, ERALAOKHRE LTI INETHEY, MDSBAEHIND Z L2 > TWdH, MDS
DZ W IT R B fi G OB MIZIN 2, ffakmdE, 7/ LERMBT, 7 —H A KX
F)—BREOEBNPEELY, TNLOMREOHRZMAGLE T, ZWHoEELZM ELEIE 52
ENBEETH D,

[WHO 433 % 5 i B 5 MDS O 2]

WHO 73 3EH S TIEI MDS 1%, REDELBFEFEZ AT 5 MDS] & BRIV ERINLL
MDS] O K& 2REICKBIEND,

FMEODBMBTREZATH MDS IZiE, MEFEKELRE 5 BERAKEMRELZMY 5> MDS] (MDS
with low blasts and 5q deletion : MDS-5q). [MEKZFERE S & SF3B1 £ % £ 9 MDSJ (MDS with low
blasts and SF3B1 mutation : MDS-SF3B1). [ 7 L /L™ TP53 Ri&F{kZ ££ 5> MDS| (MDS with
biallelic TP53 inactivation : MDS-biTP53) @ 3 SDHEM N 5, 5q K& L5 $5A 1L, SF3BlL £
BORT7TVLL® TPS3 Rif{b &> TWTH MDS-5q 2 W23 S5 28, M7 L b d TP53 Rk
bt % £ 5 %A 1% MDS-biTP53 O Z W B & n 5,

JEREIC LV EFK Sz MDS 1%, MMEFERK RO MDS) & TFEEREMZ £ 5 MDS) I KBl &h
%, AKIFEERE RO MDS 121%, [MEFEk L MDS| (MDS with low blasts :MDS - LB) & #ra% S 7z
MEJE Ak % MDS] (Hypoplastic MDS :MDS-h) 23 & £ 5, [FEEROHEMZ 5> MDS] (MDS with
increased blasts :MDS-IB) [Z#t3k (MDS-EB) & RO FER LR T S5 25, ‘BB O MM
RO LIGAIE THEEROHEME FHABMENLZ S MDS) (MDS with increased blasts and
fibrosis :MDS-f) IZpEIN 5,

F 72, MDS, AML 7¢ E O #-REBE ORTEREE & LT CCUS 7 WHO 20385 5 MIZH A £ 1
7272, EREZ MDS & L CEF S LTV MDS, unclassifiable (MDS-U) A HIBR & -,

AR O MDS (B L Tix. /hE MDS (MDS of childhood) 23 IERZR9FAL & 7220 | FERIERIZ LY
RZEER L /N MDS & ZEERE N & ££ 5 /N2 MDS 1238 S vz,

[ 0]

A Bl WHO 233 5 RO KET Tik, MDS OJFBHIZ 7 ) NN O R Fi$e & ST
5., LU, MDS % & 95 RIEHNIZ T ) MfENT 2 B3 5 OB ENIZITEHE LY, D7 H MDS
DOZW - WX SICBW CHIREEBZIIEKARE LTEETH D, 4 ENIEEH %22 2. WHO 4y
HH 5 M TO MDS O3 BIZHOW TR T %,

ARG 0 075-231-5171
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A2 EBEME B MR (Acute Myeloid Leukemia : AML)Z X U & 92 Mg BT B WV THEE
DB T ERCPEEEREENRIRIICERL TR EFERICEHET L5 EPPALNER>TE TS,
WHO 735 5 i, kDO L L _FFICEBTFH - 2 FAEDTRIRBEER LA RLE 2o
TEY, BRETEELZEBLE LERBROEMEILATH D,

[WHO 7335 5 lic B 5 AML O #E %]

BETH AN O DORBRERERERIZ, LTO2HTH D,

BB TREICLY ERIND AML (AML-DGA : AML with defining genetic abnormalities) & 431t
EEPEIC LD EFR I NLD AML (AML-DBD : AML, defined by differentiation) @ 2 FE¥HIZ KA & v, &
foF B OFEE N F R S 7S

- MDS BE &2 ENFZICHE S, MDS H¥ED AML 2 AML-MR (AML-Myelodysplasia-
Related) D4 # T AML-DGA @ —¥ & L CALE ST S iz A

AML-DBD (22 TlZ AML-NOS (AML JEFRER) LW IHI AP H W LN 2o T2 BIAT K
SREFEEANRNZD, 4ET AML-DGA Z .0l % 5,

AML O ZBriZ AT HF RN 20% L ERH SN D Z ERF5ME SN D08, 1(15;17).t(8;21),
inv(16)D 3 DIZ OV TIEFEHE 4 RICE VTS, Bl FRESRHE I 2R A TR & WK
PWT s ENAETHoT-, # 5T BCR::ABL1 & CEBPA Z % . AML-MR O 3 ffifH % &
X AML-DGA THE SN B8+ R E 2L TAML L2352 N fEL 2> 7=, £7-. CEBPA
DODEBRIZBEL T, (ERkOE7 LIVICERNED 5D (bi-CEBPA) [T/ %, bZIP K A A T H —
DEBRNBED 51D (smbZIP-CEBPA) 23BN & iz,

EH, BEIERENRER TRV EOD, 5BMIN LR L0 5 5812 %k
FIERIZK LT, ZOMOBELEHENEH S AML (AML with other defined genetic alterations) &
WHHHMBME T,

[+ 9]

FERE R 20% R OHAE D AML IZi%4 4 2 AleetE 2 & 0HIC. BRI S A2 FICEER B
THZENEEL o, REBETITHERLEREM 2225 AML IZ%YM 3 2 FIEF % 28 2. NPMI1
BLETFLEREZMES AML 2 DICEHT 5,

[ #2 7~ E 51 )
55 B, R CHEERD 4%RBO o N d, FHMESEIT SN, B TIL3 ZRICEE
FASER D B AU FEER I 1.5% & WHO 2 JHUET & 4 iIC BT 5 MDS-EBL ICAH Y T 5L Th - 7=,

HAK G 1 06-6480-7000 (NER :2017)
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WHO 3% 5 A RMB E N, BRICBVW THHRAICHER SmD TH o2, EED N EIIC
BLTIEOEVEEBBENORBRTHD, LI DbH, WHO HEE S OV v X Eo s T 2
Y —"TiX, T4 F CTEEL T/ International Lymphoma Study Group (ILSG) ® X ' N—|IEFH
M HA L, EESFEMFSCHES  (International Agency for Research on Cancer : IARC) BNE®H =7 v ¥
ZNCHEDSEER S NN, EARNREELL TS 4 MBGTIRA D RECFEE IR TR,
ZOIZD, BRIC K DRI QB ITD RN, —HTHESROZLERA > baefapbhic< <L
TWbELEZLND, 22T, KV U ARV T ATIE, WHO 3 5 BUCTH 72 ICIBIN & 7z 3K 8
D—D>Thd, . BEEL2MHE-IH I o— W H~27 a7 U »MfE (Monoclonal gammopathy of renal
significance : MGRS) ORBIEFI 2L, U U ANEOEE FIZ OV TG L T <,

[WHO %3 0 £ 70 8 % 5]
- A B 5

B @RI Y > NERME A Mg (B-cell prolymphocytic leukemia : B-PLL) 723 HI & & 4v, BIBR 72 8%
INEZRES B B MlatE U > X fE/A 1 JH (Splenic B-cell lymphoma/leukemia with prominent nucleoli :
SBLPN) 23N, L7z REBHAL L e o7, £72, WM Y V& (Follicular lymphoma : FL) Tl,
ZHE TO grading (1,2,3A,3B) T2 <, LAY FL & MR KM fa B B i U > /XS K]
ST, bz, WEAMERMEA B MY > REIZHB VW TIEL, double-hit lymphoma @ & 5% ®
BHLRLFEBEBREROEWICEIHHFAENBEMINL TS,

- EEM R B XYM & B ME & 1 D il o %R R

HIruo—rvMmir~rua7 ) fEICB0N T, ZBHESEFE (Cold agglutinin disease : CAD)
& MGRS 2HRRL L L TEImani,

- AR T/NK A A i 55

WETEHE AP D RERET T FIBIC LD REME TMARMY > @S T/NK fifa Y v
NIEOMZFEN — BNz, 72, 8AE NK/T MR Y RIS UATHLREIVGLI7TD,
WRAND TR | LR IR ST,

[£L9]

B CNEORAIIIEFICE <, W EE L HEABKZEICE S HE 2B Z WD, MMk
BHATA WHO B2l 23 bhvrb Ly, £ ILSGIZEDEEEa 2 F 2
478 (International Consensus Classification : ICC) NREIFEHICHEFINTE Y, EEODHILES
EHATEIZEEL TS ARELRZH DL, Lo T, A% bEFTODESLH MEZEL T Z L
EfERZH~E ETEETH D,
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