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Left : F-hiSIEC™ was cultured on the cell culture insert with 24 or 96 well plate for 12 days. Permeability
study (apical to basal) was conducted with 10 or 50 uM each compound.
Right : Barrier function of F-hiSIEC after permeability study (96 well plate) was checked using lucifer

yellow. Each bar and error bar represent the mean and SD. F-hiSIEC™ were cultured on the cell culture insert. Fixed, 4% paraformaldehyde; Permealised, 0.1% Tween/PBS; blocking,
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1%BSA/PBS, primary antibody, mouse anti NPC1L1, rabbit anti ABCG5, or G8; secondary antibody, anti mouse IgG-Alexa647,
‘Transporter (P g_p/ BCRP)_ anti rabbit IgG-Alexa 594, nuclear staining, Hoechst33342. Scale bar: 50 um.
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Cholesterol transport activity of F-hiSIEC™ and Caco-2 were evaluated using esetimib as an inhibitor of NPC1L1, which is

Amount of metabolite (pmol or peak area ratioxpL) uptake transporter of cholesterol. Each time point and error bar represent the mean and SD (n=3).
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Metabolic activity of F-hiSIEC and Caco-2 were evaluated in permeability study using midazolam, verapamil and
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