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Materials & Methods

HISTOLOGY - Cross-sections of the organotypic epithelium cultures were analysed after hematoxylin and eosin (H&E) (for both cultures) and Alcian blue staining (only for small airway cultures), as describedin [1, 2].
INFLAMMATORY MEDIATOR CONCENTRATIONS — Concentrations of inflammatory mediators were measured from the basolateral medium of the exposed cultures using Luminex® xMAP® technology and commercially available assay panels (EMD Millipore Corp.) according to the manufacturer's instructions, as described in [1, 2].

MRNA MICROARRAY - were done using 100 ng of total RNA (per sample) that were reverse-transcribed and amplified to cRNA using the Affymetrix® HT 3' IVT PLUS kit, as preously reported [1, 2]. Causal network enrichment analysis was done using the Network Perturbation Amplitude (NPA) methodology [4] and [5] was used to contextualize high
dimensional transcriptomics data by combining gene expression (log)2fold-changes into fewer differential node values (one value for each node of a causal biological network model). The collection of causal biological networks used in the study(s) was the human network suite CBN v1.3 [5].
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