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Table 1 Laboratory findings
Blood count Anti SS-A (=)
WBC 4,890/ul Anti Jo-1 (=)
Neu 57.4% Anti Scl-70 (=)
Lym 33.9% Anti RNP (=)
Eos 2.9% Anti-GBM (=)
RBC 4.89x10°/ul IgA 280 mg/dl
Hb 169 g/dl 1gG 1,364 mg/dl
Ht 485% IgM 91 mg/dl
Plt 34.5x10"/ul IgE 118 IU/ml
ESR 7mm/h
Urinalysis
Biochemistry Protein (=)
AST 2210/L Occult blood (-)
ALT 20I0/L
LDH 22110/L Arterial blood gas analysis
BUN 139 mg/dl pH 7.391
Cr 0.64 mg/dl PaCO, 40.2 mmHg
CRP 0.82 mg/dl PaO. 715 mmHg
BNP 103.1 pg/ml HCO;~ 23.8 mEq/L
KL-6 1,058 U/ml A-aDO:; 282mmHg
SP-D 325 ng/dl
Lung function test
Immunochemistry \Y® 2.13L (789%)
ANA (=) FEV1.0% 62.7%
RAPA (=) %DLCO 42.6%
Anti ds-DNA (-) %DLCO/VA  659%
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Fig. 1 Chest X-ray on the first visit revealed bilateral
consolidation with a cavity, accompanied with diffuse
micronodules, reticular shadow, and ground-glass
opacity (GGO) predominant in lower lobes.
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Fig. 2 Yearly change of the high resolution CT (HRCT) findings. HRCT on the
first visit revealed diffuse micronodules and GGO predominant in lower lobes.
Emphysematous change in GGO gradually worsened.
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Fig. 3 A microscopic examination of the resected specimen demonstrates alveoli containing
many hemosiderin-laden macrophages. A thickening of alveolar walls and deposition of hemo-
siderin to the interstitial tissue were also noted. Berlin blue stain revealed deposition of hemo-
siderin on the ragged elastic fiber. These findings were consistent with pulmonary hemosider-
osis. No findings were observed, suggesting vasculitis, neoplastic proliferation of blood vessels,
or granulomatous change.
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Abstract

An adult case of idiopathic pulmonary hemosiderosis with progressive structural
destruction of pulmonary alveolus

Satoshi Tkeda? Eri Hagiwara®, Atsuhito Nakazawa®, Tsuneyuki Oda®,
Tomohisa Baba® and Takashi Ogura®
*Department of Respiratory Medicine, Kurashiki Central Hospital
"Department of Respiratory Medicine, Kanagawa Cardiovascular and Respiratory Center

A 30-year-old man presented to a nearby hospital with fever and productive cough in April 2009. Chest CT
revealed bilateral consolidation with cavity, accompanied with diffuse micronodules, reticular shadow, and
ground-glass opacity predominant in lower lobes. Because Mycobacterium kansasii was isolated from sputum cul-
ture, antituberculous chemotherapy was initiated. His dyspnea on exertion and ground-glass opacity in high reso-
lution CT (HRCT) gradually worsened from January 2010, and he visited our hospital for further examination in
April, 2010. Bronchoalveolar lavage fluid appeared hemorrhagic, and many hemosiderin-laden macrophages were
found in it. Surgical lung biopsy demonstrated alveoli containing many hemosiderin-laden macrophages. Thick-
ening of alveolar walls and deposition of hemosiderin to the interstitial tissue were also noted. These findings
were consistent with pulmonary hemosiderosis. With no other causes for recurrent pulmonary hemorrhage, he
was ultimately diagnosed with idiopathic pulmonary hemosiderosis. Since the disease is quite rare in persons
over 30 years of age, this case is considered to be worth reporting. When progressive structural damage of pul-
monary alveolus was observed, an early induction of systemic glucocorticoids would be favorable to control the
progression of pulmonary fibrosis.



