Interleukin-6-depedent epithelial fluidization initiates fibrotic lung remodeling
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proximal airways undergo migratory to non-migratory shift at day 8 of ALI, whereas distal and
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Figure 3: Inhibition of IL-6/SFK axis attenuates epithelial fluidization. (A) Schematic of IL-6 signaling through downstream JAK1/2 or SRC family kinases (SFK) with utilized inhibitors noted. (B) Blockade of IL-6R or SFK, but
not JAK1/2, prevents epithelial fluidization. Shown: average root mean square velocity (Vrus) Of distal and honeycomb cultures for 48 hours after treatment. Treatments shown are anti-IL-6R antibody, ruxolitinib (JAK1/2 inhibitor),

* IL-6 + soluble IL-6R (sIL-6Ra) * Anti-IL-6R antibody and saracatinib (SFK inhibitor). (C) IL-6R and SFK inhibition induce concordant cell shape change in fluidized distal and honeycomb epithelia. histogram of cell shape index (q) of untreated and treated cultures at hours, dashed This research was supported by the following funding: NIH-NHLBI
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