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Drug-related lung injury, Unilateral, Organizing pneumonia, Amiodarone, Sinus arrest
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Laboratory data

< Hematology >

< Serology >

WBC 12,300/ ul CRP
Neutro 81.1% TSH
Lym 10.7% FT3
Mono 7% FT4
Eo 1% RF
Baso 0.2% ANA
RBC 327 x10%/ul anti-DNA
Hb 10.1 g/dl PR3-ANCA
Ht 30.1% MPO-ANCA
PLT 224 x10%/ul KL-6
ESR 65 mm/1h SP-D

BNP

< Biochemistry >

TP 6.3 g/dl M.pneumoniae Ab
Alb 3 g/dl C.pneumoniae IgA
T.Bil 0.65 mg/dl C.pneumoniae 1gG
AST 27 10/1 C.psittaci Ab
ALT 19 1U/1 Candida Ag
v-GTP 28 1U/1 Aspergillus Ag
ALP 304 1U/1 Cryptococcus Ag
LDH 303 1U/1 B-D-glucan

BUN 37.1 mg/dl

Cre 1.8 mg/dl < Urinary antigen >
Na 137 mEq/1 St.pneumoniae

K 3.7 mEq/I L.pneumophila

Cl 105 mEq/I

FBS 280 mg/dl < DLST >
HbAlc 6.2% amiodarone

< BGA > 3L O2 cannula

1744 mg/dl pH 7461
0.84 uIU/ml Pa02 69.6 torr
1.72 pg/ml PaCO2 278 torr
2.3 ng/ml HCO3 19.4 mEq/I
5.7 TU/ml Sa02 93%
< 40X
(—) < Pulmonary function test >
< 10 U/ml VC 187 L
< 10 U/ml %VC 63.2%
224 U/ml FEV1 1.68 L
356 ng/ml FEV1% 90.8%
778 pg/ml %DLco 50.0%
< 40 % < BALF (right middle lobe) >
2.09 Recovery 54/90 ml
171 WBC 40x10° /ml
< 4x Mo 90%
2% Lymph 2.1%
(—) Eos 4.3%
(=) Neu 4%
< 5.0 pg/ml CD4/8 12
Culture (=)
Acid-fast bacilli (—)
(—) Th-PCR (—)
(—) MAC-PCR (—)
SI (%)
175
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Fig. 1 Chest radiograph on admission showing diffuse
consolidation in the right lung field.

"

Fig. 2 Chest CT on admission showing unilateral air-
space consolidation and right pleural effusion.
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Fig. 3 The pathological findings of transbronchial

lung biopsy showing the polypoidal masses of granu-
lation tissues in the alveolar ducts, and the alveolar ar-
chitecture was conserved.
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Fig. 4 (A) ECG on admission revealed I degree A-V
block and long QT. (B) Sinus arrest with escape
rhythm.
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Fig. 5 After cessation of amiodarone and steroid pulse therapy, the consolidation in the right lung field im-

proved, and the reticular shadows appeared in the left.
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Abstract
A case of unilateral organizing pneumonia induced by amiodarone pulmonary toxicity

Junya Miyaki, Shinya Souma, Yasuyuki Narumiya and Shigehiro Chiba
Department of Respiratory Medicine, Yamanashi Kousei Hospital

A 78-year-old man with diabetes mellitus, hyperthyroidism and congestive heart failure was admitted to our
hospital because of dyspnea on effort. He had been taking 200mg/day amiodarone for 2 years, in order to treat a
intermitted ventricular tachycardia. His chest X rays showed the appearance of diffuse consolidation in the right
lung field. At first severe pulmonary infection was suspected, and he was treated with antibiotics. In spite of the
treatment, the chest X-ray findings did not improved. We thought of the possibility of interstitial lung disease, and
performed bronchoalveolar lavage (BAL) and transbronchial lung biopsy (TBLB) from the right middle lobe.
TBLB revealed the organizing pneumonia (OP). At the same time we observed that he had temporary sinus ar-
rest and entered a stated of shock requiring intubation, temporary pacing and intra-aortic balloon pumping
(IABP) . The coronary angiography (CAG) revealed no abnormalities and cardiac function was normal. Within two
days his sinus rhythm recovered spontaneously. After cessation of amiodarone and administering steroid therapy,
pulmonary shadows resolved quickly. Since there were no laboratory signs of connective tissue or infectious dis-
ease such as a normal autoimmune serology, antibody titers against Mycoplasma pneumoniae, Clamydia species, and
BAL, TBLB cultures, etc, we considered that unilateral organizing pneumonia and temporary sinus arrest could
be induced by amiodarone. The amiodarone pulmonary toxicity (APT) commonly courses pleural effusion and
while it may be strictly unilateral, there are often diminutive contralateral foci visible on HR-CT. Steroids should
be given for months and tapered prudently, otherwise APT may recur owing to the persistence of amiodarone in
lung.



