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The quality of lipid component of pulmonary surfactant in lung diseases
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In this study, we analyzed various respiratory diseases models (pulmonary
alveolar microlithiasis (PAM), cigarette smoke exposure, and pulmonary fibrosis) to clarify the
specific changes of lipid profile and pulmonary surfactant. In PAM model, Npt2b deficient enhanced
COX-2 expression, and also induced the production of PGE2. After administration of ferric citrate,
the accumulation of microliths and the induction of COX-2 were significantly reduced. In cigarette
smoke (CS) exposure model, CS induced aldehyde modification in surfactant protein (SP)-D, which in
turn induced structural and functional defects in SP-D. In bleomycin induced systemic sclerosis
model in lung, specific PLA2 were induced in the alveolar epithelial type Il cells.
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