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[ABSTRACT] AIM: To study the effect of astragalus polysaccharides ( Aps) on cholesterol efflux in THP — 1
macrophage — derived foam cells. METHODS : After exposed to Aps at different doses, cholesterol efflux and ABCA1 pro-
tein levels in cultured THP — 1 macrophage — derived foam cells were determined by a y counter and flow cytometry, re-
spectively. RESULTS: Aps increased cholesterol efflux in THP — 1 macrophage — derived foam cells with dose dependent

pattern and resulted in an increase in the expression of ABCA1 protein in THP — 1 macrophage — derived foam cells. CON-

CLUSION: The increase in cholesterol efflux by Aps might be related to the up — regulation of ABCAL.
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Fig1 Oil red O staining of THP — 1 macrophage — derived foam
cells ( x200).
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Tab 1 The action of astragalus polysaccharides( Aps) on choles-

terol efflux in THP - 1 macrophage — derived foam cells
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Tab 3 The effect of astragalus polysaccharides ( Aps) on fluores-

cence intensity of ABCA1 in THP — 1 macrophage — de-

rived foam cells(% £5. n=5)

(x+s.n=5)
Aps concentration(mg/L)  Ratio of cholesterol efflux (% )
0 7.16 £0.25
10 7.55+£0.15
20 8.42£0.11°
50 12.51 £0.66°
100 14.95 £0.27°

Aps concentration(mg/L)  fluorescence intensity of ABCA1

0 7.16 £0.25
10 7.55 £0.15
20 8.42 £0.11
50 12.51 £0.66°

100 14.95 £0.27°

*P <0.05 vs control (0 mg/L).
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Tab2 The effect of astragalus polysaccharides ( Aps) on the
mRNA expression of ABCAI in THP -1 macrophage —

derived foam cells (% £s5.n=5)

ABCA1/B — actin

Aps concentration( mg/L)

0 0.966 +0.038
10 1.120 +0. 104
20 1.230 +0. 143
50 1.360 +0.176°

100 1.440 +0.139°

*P <0.05 vs control (0 mg/L).
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Fig2 The effect of astragalus polysaccharides( Aps) on the mR-
NA expression of ABCAI in THP - 1 macrophage — de-

rived foam cells.
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*P <0.05 vs control (0 mg/L).
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