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Fig.1. PET/CT

WMER R M I T IE BBk 57.810/ul, 1 i Bk
51,740/ul L3N L T/ SF5 BRI A8 BEBR 05% O i
a7z, Hb 113 g/dl EBEEDOEN % 72, i
M 225 x 104 /ul 72572 (Table. 1). AL TIE ALP
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7oz, KM MR ER 2 0 = —H % KT (granulo-
cyte-colony stimulating factor : G-CSF) &I EE LT
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%, EA%ER 94 /ul LHEhN% #2972 (Table.2). B3
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Table. 1. KA AR
[CBC] [AE1E2E] [ZDA]
WBC 57810 /uL AST 43 IU/L IeG 2987 mg/dL
Neut 89.5 % ALT 18 IU/L IgA 85 mg/dL
Stab 11.0 % LDH 367 IU/L IgM 652 mg/dL
Seg 78.5 % TP 8.2 g/dL sIL2-R 2730 U/mL
Metamy 0.5 % ALB 33 g/dL G-CSF  <4.69pg/mL
Mono 0.5 % T-Bil 0.7 mg/dL
Lymph 8.0 % Cre 1.12 mg/dL HBsR (-)
RBC 418 X 10%uL eGFR 48.73 mL/min HBsfufk (=)
Hgb 11.3 g/dL BUN 17.4 mg/dL HBc#fk ()
MCV 84.9 L Na 140 mEq/L HCViRfk -)
PLT 22.5 x104/pL K 4.5 mEq/L
Cl 104 mEq/L
Ca 9.8 mg/dL
b=k 113 mg/dL
CRP 1.02 mg/dL
Table. 2. ‘Biiifadr
[BHERER]
NCC 654 X 10%uL
MK 94 /L
M/E 13.03
Erythroidseries Myeloidseries Mono-immature 00 %
proerythroblast 0.0 % myeloblast 02 % Mono-mature 02 %
Basochromatic erythroblast 0.2 % Promyelocyte 1.8 % Lymph-immature 00 %
Polychromatic erythroblast 6.2 % myelocyte 158 % Lymph-mature 70 %
orthochromatic erythroblast 0.2 % metamyelo 7.6 % Plasma cell 0.0 %
Megalo erythroblast 0.0 % M.band 214 % macrophage 0.0 %
E.total 66 % M.segmented 38.0 % Reticlum cell 0.0 %
Eo-immature 0.2 % Mast cell 00 %
Eo-mature 00 % NEC 934 %
Baso 1.0 %
M.total 86.0 %
Fote WEOFR LY CNL OBBEEDS 5, =0 . -

g CUd CSF3R T618I ZE 5 I KRIEHT 72 > 72752 DA
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Abstract

A Case of Chronic Neutrophilic Leukemia

Masashi Matsui, Naoki Tamura, Yuta Inoue, Takehiro Okuda, Yasuko Miyahara and Mitsuru Itou
Department of Hematology, Kyoto City Hospital
Hiroki Yamaguchi
Department of Hematology, Nippon Medical School

A case of stage IV nodal marginal zone lymphoma in an 80-year-old male showed complete remission after 6 courses of
R-CVP (rituximab. cyclophosphamide. vincristine sulfate and predinosone). Two years after the treatment, positron emission to-
mography/ computed tomography revealed increased accumulation of 2-deoxy-2-[18F]fluoroglucose to bone marrow and increase
of neutrophils in peripheral blood to 57,000/ul. The possibility of recurrence of malignant lymphoma was considered low. The di-
agnosis of chronic neutrophilic leukemia (CNL) was made from the clinical findings and discovery of CSF3R gene mutation. The
disease was difficult to control with hydroxycarbamide and cytarabine ocfosphate hydrate. Cytarabine therapy was applied in
combination but resistance to treatment gradually developed, and the patient died 2 years after diagnosis. We report this rare case
of CNL.

(J Kyoto City Hosp 2021; 41:18-22)

Key words: Chronic neutrophilic leukemia, CSF3R gene mutation



