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Fig. 1 THP-1 macrophage-derived foam ecells were stained
with oil red-O
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Fig.2 The chromatography picture of cholesterol and
cholesterol ester in THP-1 macrophage-derived foam cell
identified by high performance liquid chromatography
FC: free cholesterol peak; CE: cholesterol ester peak.
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Fig.3 The effect of 22 { R ) -hydroxycholesterol on
cholesterol efflux in THP-1 macrophage-derived foam cells
{: 0 pmol/L; 2: 1.25 pmol/L; 3: 2.5 pmol/L; 4: 5 pumol/L; 3:
10 pmol/L; 6: 20 pmol L. % : P <0.05, compared with 0 pmol/L

Cholesterol efflux/%

group. n =3.
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Fig. 4 The effect of DIDS on cholestero] efflux in THP-1
macrophage-derived foam cells

7:0 pmal/Li 2: 25 pmel/L: 3: S0 pmol/L: 4: 100 pmol/L: 5:

200 pmol/L; 6: 400 pmol/L. % : P <0.05, compared with 0 pmol/L
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Fig.5 LXRa mRNA expression in THP-1 macrophage-
derived foam cell increased by 22 (R) -hydroxycholesterol
M: DNA marker; /: control; 2: 1.25 pmol/L; 3: 2.5 pmol/L; 4:
5 pmol/L; 5: 10 pmol/Ly 6: 20 pmol/L. % : P <0.05, compared

with control group. n =3.
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Fig. 6 LXRo mRNA expression in THP-1 macrophage-
derived foam cell inhibited by DIDS
M: DNA marker: /: control: 2: 0. (025 mmol-L; 3: 0. 05 mmol-L;: 4:
0.1 mmol/L; 3: 0.2 mmol/L; 6: 0.4 mmol/L. =x: P<0.05,

compared with control group. n =3.
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The Action of Liver X Receptor « on Cholesterol Efflux in
THP-1 Macrophage- Derived Foam Cells”

TANG Chao-Ke, HE Xiu-Sheng, YI Guang-Hui. WANG Zuo,

YUAN Zhong-Hua, LIU LU-Shan, WEI Dang-Heng, WANG Yan. YANG Yong-Zong ™
(Instinute of Cardiovascular Disease of Nanhua University, Hengyang 421001, China)

Abstract The liver X receptors ( LXR) nuclear receptors are intracellular sensors of cholesterol excess and are
activated by various oxysterols. LXRs have been shown to regulate multiple genes of lipid metabolism. After
exposure of the cultured THP-1 macrophage-derived foam ecells to 22 (R D -hydroxycholesterol and 4, 4'-
diisothioeyanostilbene-2,2'-disulfonic acid { DIDS ) respectively at different concentrations for 24 h, cholesterol
efflux and liver X receptor o« mRNA level were determined by FJ-2107P type liquid scintillator and reverse
transcriptase-polymerase chain reaction ¢ RT-PCR ), respectively. 22 ( R} -hydroxycholesterol increases
cholesterol efflux in THP-1 macrophage-derived foam cells with dose dependance and DIDS inhibits cholesterol
efflux in THP-1 macrophage-derived foam cells with dose dependence too; RT-PCR showed that exposure of the
eultured THP-1 macrophage-derived foam cells to 22 (R> -hydroxycholesterol and DIDS at different coneentrations
for 24 h respectively, resulted in increase and decrease respectively in the expression of liver X receptor @ mRNA
in THP-1 macrophage-derived foam cells with dose dependence. It can be concluded that liver X receptor o plays

an important role in cholesterol efflux in THP-1 macrophage-derived foam cells.
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