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A7) — = 7T RUNXI-RUNXIT! BI5 T ARG % RO S E#PE A M% (acute myeloid leukemia @ AML) &l &7z,
KIT & {525 BLAT Tl exon 10 p. Lysb46= % & 7-. daunorubicin ( DNR) & cytosine arabinoside ( Ara-C) 2K 5 &=
SEAEE AT L, CEEMAER L2 WEOEELE LCkE Ara-CHEER 33— AfTWIHEERT L2 HEER T2 117
H%bHIE (Rl L TWvb. RUNXI-RUNXITI SR FZARGIESVEE BIVE R 2 81 5 KIT #IZTFARIE, exon 17TARD

BERTHRARLE ENDD, O TOZERIT exon 10 Th o 727280, THRANOFZEII D EHIWT L, sz
AT, LPFRETHBE LT Lz, ZORLEOHITICOWTIHRmDS LI TH 553, FIRIEVIES T ) B E 5%

Mz THET 5.
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(IDR) & cytosine arabinoside ( Ara-C) 2 & % fE=#ef)
BRI, Ara-C KRB X 2 HE OB LS G
THHZENREINTWS, CBF-AML 2 P& BIfFD
AML & Z 2 51TV 5059 40 % OFEBNITTT L FHA
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( diffuse large B-cell lymphoma : DLBCL ) (stage 1)
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R, HIRF A T @R A7) — =27 Tlx RUNXI-
RUNXITI £ CTd -7z, AML OFZWHiT4 H 23 HiZH
BB SNABEE o572, BEAEILE DLBCL oft, §
ZEWg N A IS AR, SRR D o 72,
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HREE ERERO. REIIAR, EHLIAOR
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1.3 mg/dL & BEREE L5 % 580 72 DS B L5 e A o

c BRI RO Lo o AEBEETILOER, O
IO—TCREZHO Lo 7z, BEHRETIIWERL > b
v, AREECT TIRERE 2RO R, o /. A TIE
WHAE A C myeloperoxidase (MPO) BulE3fEkz 16.8 %
o7z, HEIZTEIT Auer /MEZ R 72, FEEPUFEM
AT IFEEREEC CD13, CD33, CD34, CD56, HLA-
DR o S MlaER 2 520 72, et it CTld 46,
XY, t821)q22q22) % &, i#{xF M4 T L RUNXI-
RUNXITI : 32 % 10° copy/ugRNA % #8872, c-KIT &ixn
TR T KITZ R (exon 10 p. Lysb46=) (fi#
M exon : 8, 10, 11, 17) =D 72,

DLk &) RUNXI-RUNXITI {12 5P CBF-AML,
c-KIT 22550 (exon 10 p. Lysb46=) L ZWrlL 7z, &
figt 38 A & L C DNR4O mg/m? 3 H[# S B X U,
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D, FRETELTERSNTWAY,

-KIT #BinFide P effk b 4ql2 1SE L, 21 ©
exon b H 976 DT I VRICEIREN S, KIT 57311
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factor receptor) b L <13 CD117 &I CTWwW5 . #ilfy
AHMZHRIET T T ) YN AAL YR 500, EEE N A
4y, BEERNAL Y, ¥F—¥A =152 2D
DX F =Y RNXA 0% 5. EERIIBITAEREENL
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) Ve, MBRNY 7P nER HEAL S S, e
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L, ) By FIRRAFIEC KIT 233 B L ClEE
I Z DT Y 7N 2L S8 535,
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-KITERDPFHARNTTH 5 & T LTI e-KIT
EEOPTY exonl7 ZE, ZOHTL D816 ARG D
FHRABE LTWAHEDH 5.
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T LR - KITZE B VERE & T, FFsmfE, OS (XMl
725723 D816 UMD c-KITER % H 3 AL, -KITE
BEVERE L ORI, OSICHBEEN o728
L7,

Yui 513 IstCR % #fk L 72 CBF-AML 136 5 O AT %
otz 24, KITEROWTL D816 EREHT HIE
BIOBZRDTFHARTH o7& L7270,

¥ 72, RIF o CBF-AML % f##1 L 72 JALSG CBF-
AML209-KIT Study TiZ 1stCR % iZ W L 72 CBF-AML
199 Bl KIT & 15+ exon8, 10-11, 17 DR E 547 L7
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Wu 513 20114525 2017 4RI Wr S 4172195440 CBF-
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Tarlock 5 (3/NE CBF-AML [Zx} L THE#E 2Ry &
GO P H#E % Il L 72 B ARG BR % 1T > 72, F R IAT
TIEGODHH & KITZRDOF % ET 5 & KIT
exonl7 |22 % 300 BIERNE GO T4 2 & THES
EOMT, #HEFELUE IS LHENE RO,

Marcucci 5 1% 61 %@ CBF-AML (Zxf L CRE#e{L&255%
PN 2 T dasatinib §f FI#E & 47V ERA L 72100, 2 fiE
A, HWE DI E L E N datatinib 2 FH L, 12
7 H dasatinib THERFE L 21T 572, 90 % ASEEfFE A LZ
B L7z, KIT 223k CBF-AML % 12 % 2780 72 7%
KITZESROF M CHAFEL RS 2 EFFIEIRO S
o 72100 KIT B REVE CBF-AML O F AR E % dasat-
inib 2SR CE LW HEMEZ IR L7z &) HIEFHMIITE %
25, ZOWSE T exonl7 ZEIZx§ % iHii2TH T
WHEWHEEETHVEND 5.
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A A1FR 4 13 e-KIT exonl0 28 5[5 RUNXI-RUNXITI B
T AML O—f % #&8% L7z, RUNXI-RUNXITI F1% AML
WX FHBIFE SN D —FTe-KITERZBGWER, i
exonl7 ZEBEBNITEARTH 5 R H 505, &
BERIIBAME Y. STV, A1, e-KIT ZERB
BOFEZFFRL B HEEESH S D L o TV T L 2]
9 5.
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Abstract

Case Report of Acute Myeloid Leukemia with ¢-KI7 t(8;21) Exon10 Mutation

Masashi Matsui, Kenjiro Hino, Naoki Tamura, Yasuko Miyahara and Mitsuru Ito
Department of Hematology, Kyoto City Hospital
Yoshiaki Okuno
Department of Hematology, National Hospital Organization Kyoto Medical Center

A 69-year-old male diagnosed with gastric diffuse large B cell lymphoma (DLBCL) was in remission after receiving 6 cours-
es of R-CHOP therapy which consisted of rituximab, cyclophosphamide, doxorubicin hydrochloride, vincristine and predinoso-
lone. Myeloblasts were detected in the peripheral blood approximately two years after the treatment. The results of the bone mar-
row examination revealed 15.6 % myeloblasts. Mutation of the RUNXI-RUNXITI gene was detected in the screening of chimeric
genes related to leukemia and the patient was diagnosed with acute myeloid leukemia (AML). The KIT gene mutation analysis
revealed the mutation exon 10p.lys546=. Remission induction therapy consisting of daunorubicin (DNR) and cytosine arabinoside
(Ara-C) was conducted, and complete remission was achieved. Consolidation therapy consisting of three courses of large dose
Ara-C therapy was conducted. At 11 months after the treatment, no recurrence was observed. Among the K/7 gene mutations
identified in AML with mutation in the RUNXI-RUNCXITI gene, the exon 17 mutation has a poor prognosis. However, since the
mutation exon 10 found in the present case was considered to have little effect on the prognosis, we conducted chemotherapy
without hematopoietic stem cell transplantation. Whether this decision was appropriate requires verification. Discussion with a
review of the literature is given on this interesting case.

(J Kyoto City Hosp 2022; 42:10-13)
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