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Biochemistry Hematology Pleural effusion

CRP 0.08 mg/dL WBC 7,100 /uL Color pink, pellucid
TP 71g/dL Neutro 51 % Cell count 3,300 /uL
Alb 4.0g/dL Lympho 38.7 % Neutro 1%
T-bil 0.6 mg/dL Eosino 1.1 % Lympho 92 %
AST 14U/L Baso 04 % Macrophage 7 %
ALT 10U/L Mono 8.8 % TP 53g/dL
LDH 161U/L RBC 3.92x10°/ul LDH 116 U/L
Cre 1.06 mg/dL Hb 12.0g/dL Glu 131 mg/dL
T-chol 161 mg/dL Plt 16.6x 10" /uL
BUN 7mg/dL ADA 21.8U/L
Na 143mmol/L | Serology CEA 1.2ng/mL
K 4.1 mmol/L HbAlc 6.4 %
Cl 109 mmol/L T-SPOT®.TB (=) Bacterial culture negative
Ca 88mg/dL

Acid-fast bacteria culture negative
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3) TlZ, hematoxylin-eosin (HE) #fa 2TV ¥ /3Ek,
<o u7 7=, WPk EO%R % SR
&R O BORYE DA DSTRD S 7z, BRI R4

RGP ILE A ST, FRRRRE S OMRG x5
LTz, SREMEREIMA T, 1213 2 2SmMIRIE,
IfhEk, ~2 77— (CD163%), CD8'TVY ¥/
EMHRTHY, CDA ML, CD56*MilE, CD57* Al o
HBlZA NGz T2, A4 M AT T A4V A
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X2 JEATEREE N IESARAATR. (A) oo B I AR R AT R R 7
Moz, (B) BEMBEIZOF AMEICHUE L, W75 — 2 & IR & B
HERRDT.

X3 MR, (A) Hematoxylin-eosin (HE) #eft, x10. (B) HE Heft, x20. U ¥ /38R, ~ 7
77—, WhiEka EO% R % SRR 2 38572, (C) AE1/AES 4ett, x40. izl mim
EALNRo72. (D) CD8 Feft, x20. MM ClE, #3259 Y /8BjRIEF:I2CD8' T ~
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Abstract

Dasatinib-induced pleural effusion assessed by pleural biopsy
using local anesthetic thoracoscopy: a case report
Rei Shinozuka?, Toshihiko Yokoyama? Ryo Kimura®,
Miku Sano?, Hirono Nishiyama? and Fumio Nomura?
4Department of Respiratory Medicine, Japanese Red Cross Nagoya Daiichi Hospital
bDepartment of Respiratory Medicine, Tohno Kousei Hospital

Dasatinib, a second-generation BCR-ABL tyrosine kinase inhibitor (TKI), is administered to patients with
chronic myeloid leukemia (CML) or Philadelphia chromosome-positive acute lymphoblastic leukemia. However, it
occasionally induces pleural effusion. There are only a few reports about pathological findings on pleural biopsy,
and the underlying mechanism has not yet been elucidated. A 66 year-old man with CML developed right pleural
effusion after dasatinib treatment for 2 years and 8 months. Lymphocyte-predominant exudative pleural effusion
was identified. Thoracentesis and diuretics exhibited poor therapeutic effects; thus, dasatinib was switched to bo-
sutinib. Pleural biopsy using local anesthetic thoracoscopy was performed to eliminate the possibility of infec-
tious diseases or malignant mesothelioma. Pathologically, the dasatinib-induced pleural effusion demonstrated
nonspecific pleuritis with infiltration of various inflammatory cells, such as lymphocytes and myeloid cells, in the
pleural tissue. Our findings indicate the involvement of an immune-mediated mechanism in the onset of dasatinib-
induced pleural effusion and the usefulness of local anesthetic thoracoscopy.



