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The Effect of Lipopolysaccharide-Induced Acute Phase Reaction
on Expression of ABCA1 in Macrophages of Mice
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Abstract: Objective To investigate the effect of lipopolysaccharide (LPS) on the expression of the ABCAl and
cholesterol efflux in macrophages of mice,the role of LXRa in this process was also observed. = Methods 60 C57 mice
were divided into two groups. The experimental group were treated with LPS (1.0 mg/kg). The control group were treated
with PBS (1.0 mg/kg). After 12 h,the mRNA and protein expression of ABCA1 and LXRa in peritoneal macrophages of
mice were examined by reverse transcriptase-polymerase chain reaction( RT-PCR) and Western-blot. The cholesterol efflux
of macrophages was determined by liquid scintillator. The cells were treated with LXRa agonist 22 (R) -Hch, and the role of
LXRa in the regulated effect of LPS on the expression of ABCA1 were observed. Results LPS decreased the expression
of LXRa and ABCAL in peritoneal macrophages of mice. And the cholesterol efflux of macrophages was also inhibited by
LPS. After treated with 22(R) -Hch, the inhibited effect of LPS on expression of ABCA1 and cholesterol efflux were obvious-
ly abolished in mice macrophages. LPS-induced acute phase reaction down-regulated the expression of ABCA1 and de-
creased cellular cholesterol efflux in macrophages of mice,which may be related to the LXRa-dependent pathway.  Con-
clusion Inhibiting the activation of signaling pathways TLR4/LXRa, which can reduce inflammation during LPS-induced
APR response and increase expression of ABCA1 to promote the outflow of intracellular cholesterol.
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A, TR 3 1 15 o BAL A 5 W 200 e ) 35 5 R4 ) 41
PR IR AT AR As A &R ABCAL 2 it
i P R B Hh B G B i as A 1, 2 0D A

IR A R Y AR S8 R R R T K %
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