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It has been recognized that the high-density
lipoprotein (HDL) plays an important role in
the prevention of atherogenic plague
formation.  However, there is still
considerable debate about the mechanisms
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by which HDL removes excess cholesterol
from cells. The non-coated vesicular
invaginations structure *“caveolae” was
recognized as flask-shaped indentations of
the cell membrane. Our previous study
demonstrated that caveolae are the major
membrane domains facilitating the transport
of excess cholesterol to HDL in the cell
surface of aortic endothelial cells. The
underlying mechanisms are still unknown.
ATP-binding cassette transporter Al
(ABCA1l) was recognized as apoA-l
receptor from studies of Tangier disease.
Immunoprecipitation  analysis  provided
evidence that apoA-l1 binds directly to
ABCA-1. However, the cellular distribution

and the interaction between ABCA1,
caveolin-1 and HDL in the
cholesterol-loaded endothelial cells need

further investigation. This proposed project
was emphasized on the distribution and the
expression of caveolin-1 and ABCAL in the
cholesterol-loaded  cells  after HDL
incubation by confocal and electron
microscopy and by Western blot. The
interactions between caveolin-1, ABCAl
and HDL was analyzed by chemical
cross-linking and  immunoprecipitation
analysis. Furthermore, RNA interference
(RNAI) was used to suppress caveolin-1
MRNA expression and to investigate the
distribution of ABCA1 protein in the
cholesterol-loaded endothelial cells after
HDL incubation. The cholesterol efflux in
the caveolin-1 RNA interference cells was
also studied.
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