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Table 1 Laboratory findings on admission

Hematology Biochemistry Serology Immunology
WBC 4,690/ul AST 311U/L CRP 2.15mg/dl Aspergillus Ag (=)
Neu 34.9% ALT 2510/L Procalcitonin <0.5ng/ml Candida Ag (=)
Ly 20.3% LDH 34210/L KL-6 2,355 U/ml Cytomegalovirus (=)
Mo 6.2% ChE 151 mU/ml B-D-Glucan 3.6 pg/ml antigenemia
Eos 371% T-Bil 0.5mg/dl Quontiferon (=) Pulmonary function test
Baso 1.5% ALP 265TU/L TB-Nil 0.04 vC 204L
RBC 273x10'/ul| yGTP 251U/L Mitogen-Nil 439 %VC 94%
Hb 89 g/dl TP 5.8 g/dl Tumor marker FEVi, 1.36 L
Ht 27.3% Alb 3.2 g/dl CEA 4.3ng/ml FEV1.% 72.0%
Plt 120x10'/ul| CK 291U/L SCC 5.3ng/ml PEF 399L/s
Coagulation BUN  126mg/dl | Autoimmune Ab %DLco 23.6%
PT 12.0% Cr 0.56 mg/dl Anti-dsDNA Ab 2.1 DLco/Va 1.62 ml/min/mmHg/L
PT-INR 1.10 UA 2.1 mg/dl Anti-Sm Ab <5.0 Arterial gas analysis (room air)
APTT 276s Na 139 mmol/L Anti-RNP Ab <50 pH 7415
Fibrinogen 204.2 mg/dl K 3.9 mmol/L Anti-SS-A Ab <50 PaCO. 35.7 Torr
D-dimer 2.2 ug/ml Cl 108 mmol/L | Anti-SS-B Ab <50 PaO, 75.6 Torr
Ca 79mg/dl Anti-Scl-70 Ab <5.0 HCO;~ 23.0mEq/L
Sa0; 95.3%

Fig. 1 High-resolution CT of the chest on admission revealed slight ground-glass opacity in the
bilateral lower lobe of lung. Also, a solitary nodular lesion was found among the ground-glass
opacity in the S° of the right lower lung.
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Fig. 2 Histological findings of nodules of right S° showing septal edema of alveolar wall with
lymphocytic and eosinophilic infilitration (A) and polypoid organization of intra-alveolar
space (B). A: hematoxylin-eosin stain; B: Alcian blue-PAS stain.
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Fig. 3 High-resolution CT of the chest after corticoste-
roid treatment shows disapperance of solitary nodu-
lar lesion.
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Abstract

A patient with imatinib mesylate-induced pneumonitis with nodules under
treatment for chronic myeloid leukemia
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A 77-year-old woman with chronic myeloid leukemia was treated with 400 mg/day of imatinib mesylate
from November 2, 2010. She had dyspnea from March 2011. On April 12, reticular opacities appeared in her chest
X-ray, and her symptoms got worse. The X-ray films and high-resolution computed tomography (HRCT) of her
chest showed ground-glass opacities in the bilateral lung field with 2 cm of nodule in the right S% segment with 4
small nodules. These findings suggested imatinib-induced pneumonitis with some infectious or granulomatous
disease. Imatinib was discontinued from April 25. A transbronchial lung biopsy specimen from ground-glass
opacities and an endobronchial ultrasound-guided sheath biopsy specimen from a big nodule demonstrated both
interstitial pneumonia findings. Under diagnosis of imatinib-induced pneumonitis with nodules, 30 mg/day of
prednisolone was given from April 29. The ground-glass opacities disappeared 4 weeks later, and it took 3
months to improve a big nodule by HRCT of her chest. Reports of imatinib-induced pneumonitis with nodules are
becoming less frequent. It was necessary to treat the above pneumonitis by steroid therapy because improve-
ment of the nodular lesion took longer than that of ground-glass opacities.



