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Background : High-dose chemotherapy is increasingly employed in many refractory malignant diseases. This
therapy has been reported to increase response rate and survival benefits but it is also associated with higher
treatment-related morbidity and mortality. We evaluated clinical characteristics and course of the pulmonary
toxicity following high-dose chemotherapy with peripheral blood stem cell transplantation.

Methods : Ninety-seven patients who had received high-dose chemotherapy with peripheral blood stem cell
transplantation were evaluated. Five patients who developed lung lesions which were not related to infection
nor primary malignant disease underwent transbronchial lung biopsy. The patients’ clinical characteristics,
treatments, and prognosis were reviewed retrospectively.

Results : Five patients(5.1% ) developed idiopathic pneumonia syndrome. The high dose chemotherapy regi-
mens employed were cyclophosphamide, BCNU, and cisplatin in 3 cases, one case of BCNU, etoposide, Ara~C,
and cyclophosphamide combination, and a regimen consisting of BCNU, etoposide, Ara-C, and melphalan. The
total dose of BCNU used was 300-400 mg/m? and that of cyclophosphsmide was 6,000 mg/m* All of 5 pa-
tients received radiation therapy before this treatment. After an average duration of 14 weeks (4-26 weeks)
of high-dose chemotherapy, patients developed cough, dyspnea and fever. The chest X-rays showed bilatera]
diffuse infiltration in 3 cases and the focal infiltration in the other 2 cases. All the patients received corticoster-
oid therapy as a treatment for the lung lesions. Two of them progressed to acute respiratory distress syndrome



and died. Three patients recovered without residual lung Jesion but one of them died of dilated cardiomyopathy.

Conclusion : High-dose chemotherapy with peripheral blood stem cell transplantation especially which contain-

ing BCNU regimen may develop idiopathic pneumonia syndrome related to pulmonary toxicity and corticoster-

oid therapy may be beneficial in some cases. (Tuberculosis and Respiratory Diseases 1999, 47 1 77-89)
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Table 1. Clinical characteristics of 5 patients with idiopathic pneumonia syndrome

Patient Age Sex Underlying Highdose  Onset of

(year) disease  chemotherapy symptoms Presentation — Chest X-ray Clinical outcome
regimen (weeks)
1 45 F DBreast CBpP 7 Dyspnea, Diffuse bilateral  Died 4 months after high
cancer chilling infiltrates dose chemotherapy
2 45 F Dreast CBP 4 Cough  Focalalveolar  Alive without residual
cancer infiltrates lung lesion
3 43 F Dreast CBp 26 Fever, DBibasiar Alive without residual
cander cough nfiltrates lung lesion
4 5 M NHL BEAM 11 Hemoptysis, Diffuse bilateral Died 3 months after high
dyspnea infiltrates dose chemotherapy
5 11 M NHL BEAC 22 Cough,  Focal Lung lesion improved;
DOE infiltrates died of cardiomyopathy

*Definition of Abbreviates : NHL =non-hodgkins lymphoma ; DOE =dyspnea on exertion
*Onset of symptoms is the number of weeks after initiation of high dose chemotherapy.

*All patients were treated with corticosteroids.
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Fig. 1. Chest X-rays of patient 5. A baseline chest PA(A) showed normal lung parenchyma. On
presentation with cough and DOE, the chest PA(B) showed focal alveolar infiltrates on

right lower lung field.
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Fig. 2. Chest X-rays of patient 4. A baseline Chest PA(A) showed no parenchymal lesion. Elev-

en weeks after high dose chemotherapy, he had small amount of hemoptysis and the
chest PA(B) showed bilateral diffuse infiltrates.
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Fig. 3. Transbronchial lung biopsy specimen from patient 4. Fibrin exudates in alveolar spaces

with hyperplasia of pneumocytes along alveolar walls (H & E, x200).
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Fig. 3. Tt.'ansbronchialj lung biopsy specimen from patient 4. Fibrin exudates in alveolar sﬁaces
with hyperplasia of pneumocytes along alveolar walls (H & E, x200).
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