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AR, RS — 7 U — 12 X DR 7 L FRAT
& REEF QMBI S 7 28, RS
JE; TR SRR B BIn T AR E R o727 a— U8
M & s Z EHHM L, Zhz s a— oM (conal
hematopoiesis of indeterminate potential, CHIP) &
VW9, CHIP &, ‘B#SRISEGRE (myelodysplastic
syndrome, MDS) 245§ A% (acute myeloid
leukemia, AML) 7 & 3% Ifil 2 I 55 o 1 25 A KT D A
%59, BAERBMAIN (aplastic anemia, AA)
FVEMEH B ANE 70 € VJREE (paroxysmal nocturnal
hemoglobinuria, PNH) &\ 72 BRI EE B O F5E
ROMERE, EIEFM IO - A )V RAEGHER & D
FHEY A7 555 2 LI N Tw b, AT
&, $FI2MDS % AA, PNH % EOE#IAEIEICZB
% 70— PEEMICE LTS %o

I REECEIS70-EEM

v~ OEMMNIIE, BT TOMHMIE AR
il bE o TRIZFAERDPEM I NG HF To CHIP
&, LI BT B X GBRARALA 5 FE L 72 i 7
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Age (yr)
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O— 2 OfF) A E & DITIMT 5 L) HL 25
WZATSEAS IR L7z 2D, Mt 7z7u—
Pl Tix, MDS/AML ® K94 N—#{5TThb
TET20D 6N EZE AR S N 7zo 20144F 2R
BENGE LRI EEZ R 2 KB E T
I =AY = v AR OFER, DNMT3A, TET2,
ASXLI1, JAK2, SF3BI, TP537% ¥ MDS/AML @
FAEAC B D %S FARDFE SR Ik
et g NEF Tt Ty u— U4 U s 2
E, F/, £ZTIEMDS X AML @ N7 4 /N—jiifn
FERELBDDLZEDVPHO N 2o Tz TR0
AWM TIEL %ICHELZWATOREZBA S EH
10% &%, Zo&kbFERKAIHMmT2 (B1),
S50 — IS A A ) R S
BENWZ EDVHL Loz, BFEEFMTO I O—
PRI RS 2 Wt 2T &S, AT O MLERK
/4> (idiopathic cytopenia of undetermined signifi-
cance, ICUS) Z AT 2HEHTOT /) A5 b —
WOEFHTHEETEESRO LN, BREFOHEFT
Rz WER X D A BT BRI O FERDE
WA & 5 720 ICUS % % X412 MDS CE#iEE
IR 5N 5 IR TR %2 T L SR IEE O 5 AE
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M1 wFCBFs 27— sWEn Gkl el
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b BWEFERIEDNMT3A, TET2, ASXLI%GEDTY Y 35 4 7 A EFEROBENE <,
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type2 mutations
GATAZ, KRAS, TP53, RUNXI,
STAGZ, ZRSR2

typel mutations
FLT3, PTPN11, WT1, IDH1,
NPM1, IDH2, NRAS

T & HEE L72HTIA & 2k — MFRORR, AT T A
AWF (SF3BI, SRSF2, U2AFI) OZEFIAIHAMT
T RERIEE O BRSSO L, TET2,
DNMT3A, ASXLIIZHMTIIEIERHERIMENH O
®, RUNXI1, TP53, NRAS, IDH2%: &% 9 —DHl
DEREEPELIHG, 2T T XTOMER CTH BRI
FeBMsneY, U EORELS 7 u— sk T
(& EDBIRTIZERZH T 5 OMHHAE MEEE; O
FEREY) A 7 G BT THEE L 2 %,

I BHALEICETH/O0— &M

TR AE & LB BRI T IC L ) kg &2 B9
%IREET, FIZ AA, PNH, MDS @ 3B %K,
P& b 2o 3EBEZENFIHRMBIT 2T
EHMBLTEBY, BRI AA/PNH ©— i MDS
BTS2 2 &, AA OFICIE PNH ~NBATT 5 5E B
(AA-PNH JERERE) 235 2 EPME SN TWD,
EOY =7 Y AP OMESIT LY, Zhb 3EED
EHERIE—FTE = N=F v T LoD b ERE T
DT T 7 ANVIIHENIR R L EREN (H
2) AABFEEZRRL LRI Y =7 v =10k %
ANAVEZ R ORI DR R, #1/30 BE LRI

»oHNY, BEROKEX BCOR/BCORLI (9.3 %),

DNMT3A (8.4 %), PIGA (7.5%), ASXLI (6.2
%) T, BCOR/BCORLI, PIGA D% RIZAAEMT
S L WHE TR E 720 12x LT, CHIP ® MDS/
AML T35 5 DNMT3A & ASXL1 D% 5
MBS TS 2 @I H - 720 F 72 MDS/
AML THH I O 4 7% v BCOR/BCORLI, PIGA %
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Ty TT b,

R A3 B BNT S0 INHEE I POR L3 < R4
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FHARRMEMAH S N7z MDS/AML T3 12
Wt &M% TET2, SF3BI, SRSFI, U2AF1, TP53,
IDHI/IDH27% &3 AA TIEIMiTH o720 T2 AABE
D#IL3 % THH E N 56pLOH (loss of heterozygosity)
TIXFEE D HLA 7 LV % 3855 U 72 M ER A SHE e et 524
THIED S DRBENS T A — 7552 & TRINEZ
ou— e LTHEINDL 2 P3N T
Wb, OIS HLA class I 7 LIVICHERETE 2L
FIARPEL LI EIZL o THRILIEIIRENT
Wb, LPLAaRsZor7u— P&l MDS 7
O— T 6Nk,

PNHIZZ YV 2 VKR TZ77FINA ¥ b= (gly-
cosyl phosphatidylinositol : GPI) ®&KEHZD—>T
b % PIGA AR F ORI L RIZL > THEL S
WBTH 5, EIMFMILTA Uz PIGA R 7 u—
VPR THZLIZE o THRIET A7 u— VBT
BN, PIGAZEROATEZ 0—  ERIZED SR
T, BRI7U—-UOPHORIEFW R REL ML, X
LICBINER A WSS 52 L TPNH 7 u—» 238K
T5HEEZLNTWA, PNHEZZWN R E LIz
V— LR OREER, —EBDIEHI T PIGA DAt
ASXL1, TET2% EfEHH D7 v— i< b M
HENLBEIETEREZRD-Z LS PNH 70—
DRI 7 1 — M A G- LT 2 0] gEPE DRI
ENTVAED, ZOFMEIEZHS IR TuRnY,

MDS 1 Z B O EETARSBEREICER L, il
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