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BHiA4 (bone marrow failure: BMF) O#il i1, BHREAUERRE (myelo-
dysplastic syndromes: MDS), HAARMEEIM (aplastic anemia: AA), K¥EHL
U VBRI ZGE (large granular lymphocytosis: LGL), #R3FEkE (pure red cell
aplasia: PRCA), J/EHERBIAE 70 ¥V JRE (paroxysmal nocturnal hemoglo-
binuria: PNH), &#i#5MEEE (myeloproliferative neoplasms: MPNs) 7 E®
BREEHARI, EREEHEAEREE (inherited bone marrow failure syn-
dromes: IBMFS) A& ENn5. ISIIEA—N—F v THHV, TOBER %R
KRAITcEBNIEBZL. RIVICBMF E20F —N—F v 72RTH, TORB
BMF O#MS 2 FIcRBRTE TV D LR FE 0D,

AA NS 2 O IR TREIMEBAI AR I U 7RG, Bk % 4 U7z Ree
THY, BHIEIERTH S, TREEBREPDH D, BRIEITIZRFEME & )N
H5. FEFMEEEAREELICH W CELBHMRARD T 571013, Odimiia
HEORE, QM ENiFIc &2 nEefilaogs, OB NREOREN»E X
5NTVEN, Q0D T Mifldz /i U7z A i & i mgpfiaoBEss, E2m
BThAD LS TV, REMHEIEE (immunosuppressive therapy: IST)
DHMRLEETH S, AA DZWiR, FEHIC MDS L& 81 N (acute
myelogenous leukemia: AML) ~#&475 25125 5.

MDS (& MR 3B 1 2 BEFAROERIC K D HIET 5 7 0 — MG Mg IE
BCTHSH. MDS 13, SN &SRS P PUEEER G 2 2K ET 200 (A
B (ICR S D, HRIGICII BB IE ~ BB T, MMM BERZRD 5.
R GORBIL, KD E AMLAOERY 27 Ths. kR —r 2% —0D
HAIWZED MDS 2B 257 ) AP 2EICHEA TWS. MDS O—EBORERT I
AA EERRICARESRES MERBDICEEG LTWa., 2D K5 %2 MDSHNIR L TIXIST
OFEMIEARFES N, TR IST TRIMYMIET 2REFSTFEIET 5.

PNH &, phosphatidylinositol glycan-class A (PIG-A) &z 1128 R AM i
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MDS: myelodysplastic syndromes (BBEEEMIERET), hMDS: hypoplastic
MDS (I&fERE MDS), AA: aplastic anemia (BEARRME), LGL: large granu-
lar lymphocytosis (KRFERIE) > /NBRIBZSAE) , PRCA: pure red cell aplasia (77
IFERES) , PNH: paroxysmal nocturnal hemoglobinuria (BIEMREINEI OE >
FRAE) ., MPNs: myeloproliferative neoplasms (E8aEIEEER), IBMFS: inher-
ited bone marrow failure syndromes (JERMBEERLAEIRES)

(DeZern AE, et al. Oncologist. 2014; 19: 735-45 &))"

ZESRA BTG MBI L XL THEL, Zodimsias s a— 2 HIcikks s, 20
5, MmERD glycosylphosphatidylinositol (GPI) 7> h—@HAMSKEL, #ifAIC
X AHIMERBMAFRRE S, PNHTH, AAL MDSAOBITRAHASH D, M AML
T BIER D H 5.

PRCA IR MERDEWS & OF ARG RO E W2 M E T HEBTH 5. FAlE
L CRMBRRE MDA T 5. PRCA XK B REICR Sy SN, BRMICE
Heth e, HEEBICMHESBREL D 5. £/, BRGE, stk BicaEsh
5. 2l PRCA D% 133EHIED 2 0 IE 7 A IV ABYHEICHES DO TH 5. BRMER
P PRCA ORI & L CTHEN RV O, Fegstt, MERERE PRCA, KA > 8
BRYE A MERE PRCA TH 5. ThoIc LTI IST BERITH 5.

JRFEME B BERMEE (primary myelofibrosis: PMF) (& MPNs IZJ89 5. JA#iZz®
BEORRME(L, BEYLEIN, KRMOARFEEEZR &2/ E T 5. PMF I3, &l
LARNVICEBETFEREPE I EEE 70— HEMRETDH 5.
JAK2V617F, MPL OERZE DR WIERIDZ < OFEFNBWT, CALR ZR
ENBZENWSNPITE ST JAK2 7213 MPL DZER D7\ PMF & D 88% T
CALR ZRMH SN2, JAK HEHITH B+ V) F =75 PMF OEBEEE L
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kBEFRUENLEEFER, Mt BEFER

BB U72& 512, MDS 3B EFAROERICK VIET 5. —77, AA IZIEEE
EEEENS. LA L, AA O, FEHIC MDS % AML AB1T9 206155 %
ZDFEENHIE, MDS/AML ICBATT 5 AA FERBITIX, BWiRFIC T TICAHITZER
BEPEC TR EWVSEHBITOHN, AA BH 150 fl TGt irbniz. 20
AT, AA DK 20%ICERN RO N, BREAT HEMIIERO L WA & Hig
LT, ARICMDS/AML BT T 2RI E P o7z, Z L TERITASXLI,
DNMT3A, BCORICEHRLTWAY. 2015 FI1CIE, S5IC2HM6 (AA B 439
B2 5D 668 #ifk, 82 FITIEMMRFIIME) TOMFI VWL SNz, BHRIEL DM
FHBMEFOMRMRERT K 1/3 OBETHED SN, BRIIFEDBEBETEHICAELCTYL
7o, rua—2HEIME 47%0REFICHEHE SN, BROBRERIIEREEBICERL
7z. DNMT3A & ASXLI DRI O — > O A RISEMICHEA L. BIEFAR
ETPRICHA V7 NE5 2 7. DNMT3A, ASXL1, TP53, RUNX1, CSMDI ®
BIETERZET HROEKRERIARLTH 72, —J, PIGA, BCOR, BCORLI
DBIETEREET HRHE, TREFTH 1Y,

BHEATYH, AHMRERAERPECTVEEVIRFABILTOENS., &7V
V=TV ANKBELER (1 HAZHEA 2 MEENZ@EN) Tiftbhiz2-20
MEPHS. ZOWFEERIBHHICATRS Nz, ZO/RIXIFIIFRET, BEETERZ
FHI 70— HEMENEE ESICHEMEZRLE. SBREORE 70— ORER
R 10% EEBETH -7z, MDS THRHS N2 ERTH S DNMT3A, ASXLI,
TET2 DERNPEHETH 7. Tz, 7u— WUER2ET 2HEMIZ, TO®RD
MDS/AML ADOBITY A7 BERTH - 720,

e ET G EEAR

BEAL AA BEICBVWTOBELEFERZAT S 70— AEBIMASFEET 52 &N
WO 7o, FPRBOBIRD 51, —O AA BFIZET MDS REICH 2 &5
BdallbTEs. AABEOHMIERER ZHRET 22 LICKD, MDS N0
BETHITE SR E V. BHEOBERE AA I IST 23BN NS0, i
fa#A (hematopoietic stem cell transplantation: HSCT) Z3#iR9 N & 2 D pkii
12, RMRZEIAZ RO Ik EFERATHIRNC 2 2 T HEME S 5. 53 FREDH S »
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2722 EI2&D, S5I2AA & MDS OftE, BMF OBZIZZEFR L T TH S
D, IEHEOBRRIC O ER Y 2R 2 W 2.
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