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A Case of Pulmonary Hemosiderosis that was Dissolved
by an Oral Prednisolone and the Milk Avoidance
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Young Yull Koh, MD, PhD', Woo Sun Kim, MD, PhD?,
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Seoul National University College of Medicine, Seoul, Korea

A 29-month-old boy presented with fever, dyspnea, and paleness. He was initially diagnosed
with pneumonia and severe sepsis. Although he was treated with intravenous antibiotics and high
dose methylprednisolone, dyspnea and paleness recurred two times. Under suspicion of pulmonary
hemosiderosis, we performed video-assisted thoracoscopic lung biopsy and bronchoalveolar lavage
on him and found hemosiderin-laden macrophages in both specimens. Despite thorough history and
laboratory examination, we could not find any pathologic or serologic evidence for primary and
secondary causes of pulmonary hemosiderosis except for one that indicating Heiner’s syndrome.
After taking oral prednisolone he showed improvement of anemia and dyspnea, which was maintained
by milk avoidance. Based on the history and the existence of immunoglobulin G antibodies against
milk components, we are considering it as the case of Heiner’s syndrome. [Pediatr Allergy Respir
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U BF ek o] Aldele] Q1 34l JUsIglaL, @ ZAF A2 W3} A3k Wl A4} A Table 13}
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o] ThA] =] A9 AET 5, UG AHEo|E 78.9 fL, Ht AT NAEEE 241 g/dLYE I
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Table 1. Hematologic Evaluation on Each Admission
1st admission 2nd admission 3rd admission Our hospital
(2011/11/18) (2012/01/1D) (2012/01/18) (2012/01/26)
WBC (/mm®) 12,870 9,940 13,720 3,960
Neutrophil (%) 74.7 54.7 20.9 19.7
Lymphocyte (%) 20.9 36 66.4 66.9
Monocyte (%) 4.2 8.9 11.4 )
Eosinophil (%) 0 0.2 1.2 2.5
Hb (g/dL) 5.8 6.2 8.4 10.5
Het (%) 18.2 20.8 29.2 34.3
Platelet (<10°/mm?®) 290 586 762 369
Reticulocyte (%) ) ) 7.04 0.97
MCV (fL) 74.3 69.3 74.7 78.9
MCH (pg) 23.7 20.7 21.5 24.1
MCHC (g/dL) 31.9 29.8 28.8 30.6
ESR (mm/hr) 92 ) ) 31
CRP (mg/dL) 15.34 4.76 Q) 0.35
Mycoplasma Ab 1:320 1:80 1:160 1:160
Direct Coomb’s test Negative - ) Negative
Indirect Coomb’s test Negative ) ) Negative

WBC, white blood cell; Hb, hemoglobin; Hct, hematocrit; MCV, mean cell volume; MCH, mean cell hemoglobin; MCHC,
mean cell hemoglobin concentration; ESR, erythrocyte sedimentation rate; CRP, C-reactive protein.
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Fig. 2. Chest computed tomography done at the
second day of the first admission. There is an
extensive consolidation in the right lung and are
multiple patchy consolidations in the left lung.

Fig. 1. (A) Chest X-ray done at the first day in our hospital shows mild haziness
in the right lung and suspicious haziness in the lower lobe of left lung. (B) Chest
X-ray done at the 8th day reveals improvement of both lung haziness.
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Table 2. Cow’s Milk Related Antibody Test
IgE (ImmunoCAP) IgE to milk component (ImmunoCAP ISAC) IgG to milk component (ImmunoCAP)
Egg white, <0.1 KUA/L a-lactalbumin, <0.3 ISU a-lactalbumin, 2.80 mgA/L
Milk, <0.1 KUA/L B-lactoglobulin, <0.3 ISU 3-lactoglobulin, Undetected
Wheat, <0.1 KUA/L Casein, <0.3 ISU Casein, 7.52 mgA/L

Buckwheat, <0.1 KUA/L Transferrin, <0.3 ISU
Peanut, <0.1 KUA/L
Bean, <0.1 KUA/L

IgE, immunoglobulin E; IgG, immunoglobulin G.
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