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Benign asbestos pleurisy, Diffuse pleural thickening, Asbestos exposure
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Table 1 Laboratory findings and pulmonary function test on admission

(Hematology) (Arterial Blood Gas) (Pleural effusion)

WBC 4,900/ul (Room air) Cells 8.0x10°/ml
RBC 4.00 %105/l pH Neutrophilis 43.0%

Hb 11.7 g/dl PaCOq 53 Torr Lymphocytes 51.0%

Plt 177 x 103/l PaO2 60 Torr Monocytes 4.0%
(Blood Chemistry) LDH 2122 1U/L
AST 25 TU/L (Spirometry) TP 55 g/dl
ALT 33 1U/L FVC Glu 152 mg/dl
LDH 188 TU/L %EFVC CEA 1.6 mg/dl
BUN 10 mg/dl FEV1.0 ADA 32 U/ml
Cre 049 mg/dl FEV1.0% 74.52% Cytology class I

Glu 165 mg/dl Bacterid culture (—)
(Serology) Mycobacterid culture (—)
CRP 0.6 mg/dl

CEA 2.3 mg/ml

I

Fig. 1 Chest X-ray film on admission shows left pleu-
ral effusion.

Fig. 2 Chest CT scan on admission shows bilateral
pleural thickening and left pleural effusion.
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Fig. 3 Chest X-ray film 4 months after admission
shows an increased amount of bilateral pleural
effusion.
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Fig. 4A, B Findings at autopsy: gross pathological findings revealed diffuse pleural thickening. Pleural his-

tological findings revealed pleural thickening due to non-specific fibrosis and a large amount of organizing

fibrin on the surface.
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A case of benign asbestos pleurisy with diffuse pleural thickening confirmed on autopsy

Takahiro Haga, Yuki Nakajima, Atsushi Kitamura, Fuminobu Kuroda,
Yuichi Takiguchi and Koichiro Tatsumi
Department of Respirology, Graduate School of Medicine, Chiba University

We report a 65-year-old man with a 35-year history of occupational asbestos exposure. He presented at a

nearby hospital with a complaint of dyspnea in 2002. Bilateral pleural effusion was revealed on a chest x-ray film.

Chest CT revealed diffuse thickening of the pleura, bilateral pleural effusions and cardiac effusion, but no abnor-

mal findings in the lung fields. Both pleural effusions were exudative, and lymphocytes were predominant. Antitu-

berculous chemotherapy had no effect on the exudates. Thoracoscopic pleural biopsy was conducted to exclude

malignant mesothelioma. No evidence of malignancy was found in pleural samples. The patient’s condition was di-

agnosed as benign asbestos pleurisy with diffuse pleural thickening. He was referred to our hospital in June 2008.

Bilateral pleural effusions continued to progress despite pleurodesis and frequent drainage of his pleural effusion.

He suffered from respiratory failure and died in December 2008. We investigated the concentration of asbestos

bodies in his lung tissue. There were 462 asbestos bodies per 1 g of dry lung tissue, which was relatively low con-

sidering the time of asbestos exposure. We report a rare case of benign asbestos pleurisy with diffuse pleural
thickening confirmed by autopsy.



