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# 1 Laboratory date at relapse

Complete blood count

Blood chemistry

WBC 16500/pl TP 5.8 g/dl
Metamyelocyte 1% ALB 3.6 g/dl
N Band 2% T-Bil 0.3 mg/dl
N Seg 35% AST 40 UN
Eosinophil 3% ALT 29 UA
Basophil 0.5% LDH 916 U/
Monocyte 10% ALP 144 U/
Lymphocyte 26% UA 10.2 mg/dl
Blast 21.5% BUN 22 mg/dl
Atypical lymphocyte 1% CRE 1.17 mg/dl

Na 141 mmol/l

RBC 295=10%ul K 4.4 mmol/l

Hb 9.7 g/dl Cl 113 mmol/l

Ht 28.9% CRP 1.68 mg/dl

Platelet 11.410%l

Bone marrow aspiration

Cellularity Hypercellular
Megakaryocyte decrease
M/E ratio 3.12
Myeloblast 0%
Promyelocyte 1.2%
Myelocyte 2.0%
Metamyelocyte 1.6%
N Band 1.8%
N Segment 7.8%
Eosinophil 1.6%
Basophil 0.2%
Ruburicyte 4.6%
Metruburicyte 0.6%
Monocyte 1.2%
Lymphocyte 6.0%
Plasma 0.2%
Blast 71.2%

Chromosome analysis (G-band)

50, XX, +X, +1, ((4:11)(g21:q23.3), add(7)(q22), add(8)(q11.2),
-14, 422, der( (7 14)(7q11.2), +marl  7/20 cells

46, XX 13/20 cells
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SUMMARY

We report the case of a 48-year-old woman with
relapsed B-lineage acute lymphoblastic leukemia
(B-ALL) following cord blood transplantation, in
which leukemic cell CD22 antigens became
negative after a single administration of
inotuzumab ozogamicin (InO). At relapse, a
major part of leukemic cells expressed CD19 and

CD22 antigens, however some leukemic cells were
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negative for CD22. As treatment with
blinatumomab proved ineffective, InO therapy was
subsequently initiated ; however, severe melena
developed 5 days after the initial administration.
The patient died 14 days after InO administration,
owing to the rapid proliferation of CD22- leukemic
cells. Autopsy revealed mucosal hemorrhage
throughout the small intestine and marked

infiltration of CD22- leukemic cells into the
intestinal mucosa and other systemic organs. An
expression pattern of surface antigens of a major
clone of leukemic cells may be changed during a
clinical course. Therefore, when we plan to use the
novel antibody drugs, the surface antigens of
leukemic cells should be re-examined.



