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Fig. 1. Endocytic uptake of AGE-BSA by CHO-SR-BI cells. CHO-SR-BI cells or mock-
transfected CHO cells were incubated with radiolabeled AGE-BSA. After wasshing, cell-
associated radioactivity was determined.
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Fig. 2. Inhibitory effects of various ligands on the binding of AGE-BSA or HDL to
CHO-SR-BI cells. CHO-SR-BI cells were incubated with radiolabeled AGE-BSA or

HDL. at 0°C in the presence of various unlabeled ligands. After washing, celi-
associated radioactivity was determined.
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Fig. 3. Effect of AGE-BSA on selective uptake of HDL-CE by CHO-SR-BI cells.

HDL was doubly labeled with [3H] cholesteryl oleoylether and [125]] and incubated
with CHO-SR-BI cells in the absence or presence of AGE-BSA. After washing, cell-
associated radioactivities were detemined. Selective uptake of HDL-CE was

calculated by subtracting uptake of HDL particle ( [1251] ) from CE uptake ( [*H]).
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Fig. 4. Effect of AGE-BSA on cholesterol efflux from CHO-SR-BI cells.

CHO-SR-BI cells or mock-transfected CHO cells were labeled with [3H]
cholesterol and further incubated with HDL in the absence or presence of

AGE-BSA. Radioactivities of [3H]Jcholesterol released to the medium was
determined.
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Fig. 5. Hypothetical hydrophobic channel in SR-BI that mediates

selective uptake of HDL-CE.
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Fig. 6. Role of AGE in Reverse Cholesterol Transport
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