The role of cigarette smoke and miR-520a in pulmonary Fzd9 expression
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SUbj ects? rea e Fig. 6 Downstream activity after Fzd9 regulation A549 were transfected with a PPRE-luc

plasmid and a miR520a mimic or mimic control and treated with 10uM iloprost or
vehicle for 48 hours. Normalized luciferase activity was compared to PPRE-luc alone.
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Fig. 1 Predicted Fzd9 miRNA transfection A) A549 Fig. 2 miR520a inhibitor transfection 322C cells
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Fig. 5 In vitro clinical trial mimic experiment HBEC were treated with 5ug/ml cigarette smoke
condensate for 4 weeks, then separated into three cultures for the next four weeks: no treatment

We hypothesize that miR-520a will regulate

Fzd9 translation in Iung epithelium, resu“mg (former smoke), 10uM iloprost (former smoke + ilo), and continued CSC exposure (current smoke).
in varying effects from cigarette smoke and miR520a expression was measured by gPCR. * p=.001
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