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Supplementary figures
Figure S1. Characterization of fractions LDL isolation was obtained by the KBr-

ultracentrifugation method. Western-blot images of apoB and ApoA-1 characterized in
plasma, VLDL/IDL, LDL, and HDL fractions, as well as in plasma-free lipoproteins.
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Figure S2. LDL endocytosis in C9 cells (hepatocytes). C9 cells were treated with
increasing concentrations of dil-LDL (0-20 pg/mL), representative images showing
Hoescht (blue), dil-LDL (red), and merge in each treatment.
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Figure S3. Characterization of endoplasmic reticulum isolates through the evaluation of
protein markers PDI, SERCA2 under LDL treatment.
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Figure S4. Auraptene (Aur) treatment (4-16 uM) regulates the expression of cholesterol
transporter ABCA1 in Langerhans (-cells. Western-blot of ABCA1 in cellular extracts
under LDL (20pg/mL) and Aur treatments. Tunicamycin (Tum) was used as an
endoplasmic reticulum stress inducer. 3-actin was used as a loading control.
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Figure S5 VPS4 expression in Langerhans (-cells under LDL and auraptene (Aur)
treatment. Western-blot of VPS4 in cellular extracts under LDL (20pg/mL) and Aur
treatments. B-actin was used as a loading control. Quantitative characterization of VP54,
results are expressed as % of control, (n = 3, mean +SD).
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Figure S6. Effect of LDL (20 pg/mL) and insulin (Ins) (28 IU/L) on insulin signaling in
hepatocyte cultures through p-p70S6Ka, p70S6Ka, and elF4E. [-actin was used as a
loading control.
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Figure S7. Evaluatiorof protocols employed in cellulafractionation on Langerhans (3-cell
cultures. Lamin B1 western-blot detection in samples of protocol A (sucrose/imidazol),
protocol B (manitol/sucrose), and protocol C (sucrose gradient/HEPES). Nucleus (N) and
cytoplasm (C) are depicted.
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