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ABSTRACT

Aims and background. Mediastinal radiotherapy and multiple-drug chemotherapy,
including bleomycin employed in the treatment of Hodgkin’s disease, can produce
lung toxicity leading to fibrosis. There is increasing evidence of the involvement in the
fibrosing process of different cytokines and growth factors such as TNF-alfa, IL-1 be-
ta, TGF-beta and PDGF.

Material and methods. In a pilot study, we evaluated lung function in 20 patients suf-
fering from Hodgkin’s disease, mainly in stage II A, submitted to multiple-drug
chemotherapy including bleomycin (ABVD) and mediastinal radiotherapy and corre-
lated its modifications with serum concentration of the cytokines determined by im-
munoenzymatic assay. Spirometry and transfer lung function for carbon monoxide
(DLCO) were performed before, at the end of chemotherapy, at the end of radiother-
apy and after a follow-up of 6 and 12 months.

Results. DLCO decreased at the end of the combined treatment and then remained
constantly decreased. TNF-alfa, TGF-beta and PDGF-alfa concentrations did not
change, whereas IL-1 beta significantly increased after the completion of the com-
bined treatment and after a follow-up of 6-months and then declined to normal val-
ues after 12 months. The serum concentration of the cytokine was significantly high-
er in patients who had a DLCO <75% of predicted after 1 year than in patients with a
DLCO >75%.

Conclusions. The results indicate a potential role of IL-1 beta in the pathogenesis of
chemoradiotherapy-induced lung toxicity, which needs to be confirmed in a larger
patient population.
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