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200.0 p g/ml AL 25 35 4 22 00 0K 4m R, 2 ] B5 97 3R 25 4 %) 25 (10.317 +0.508)%5 (11.265 + 0.713)%, 5 apoA-1
WAR, £ F A% &L (P<0.05),3 % F apoA-1 40, B4 2535 4 B ag 6 K an fe iy ADFP % 5698 28 55,
Western blot 247 7.k 2m i, ADFP & ik & 1K 28%., A A% 25 3 4L 2220 PPAR o 4 1k &3 /m 51%,ABCAL & ik
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Effect of Oxypaeoniflora on cholesterol efflux from foam cells

Wan-ze Tang, Wei-lie Ma, Hang Ding, Le Xiang, Zhi-zhen Zhang
(Department of Biochemistry and Molecular Biology, Guangdong Medical University, Dongguan,
Guangdong 523808, China)

Abstract: Objective To analyze the effect of Oxypaeoniflora on cholesterol efflux from THP -1 macrophage -
derived foam cells. Methods THP-1 cells were treated with 160 nmol/L phorbol-1-myristate-13-acetate (PMA) for
24 h, then 50 pg/ml acetylated low -density lipoprotein (ac -LDL) to establish foam cell model. Cytotoxicity of
Oxypaeoniflora was assessed by CCK -8. Cholesterol efflux rate of the foam cells in each treatment group was
evaluated by isotope labeling method. The expression of adipose differentiation related protein (ADFP) in the foam
cells was observed by confocal laser scanning microscopy. The expression changes of ADFP, ATP binding cassette
transporter A1 (ABCAL) and peroxisome proliferator —activated receptor alpha (PPARa) in the foam cells were
detected using Western blot. Results The THP-1 macrophage-derived foam cell model was successfully established.
At the concentration of lower than 200.0 wg/ml, Oxypaeoniflora was not cytotoxic. When the Oxypaeoniflora
concentrations were 150.0 pg/ml and 200.0 wg/ml, the cholesterol efflux rates were about (10.317 + 0.508)% and
(11.265 = 0.713)% respectively, which were increased compared with the control group (P < 0.05). Under
microscope, the fluorescence of ADFP in the Oxypaeoniflora groups was obviously decreased. Western blot indicated
that the expression of ADFP was decreased by 28%, while the expressions of PPARa and ABCAL were increased by
51% and 45% respectively. Conclusions The results state clearly Oxypaeoniflora can increase the expression of
ABCAL by up-regulation of PPARa expression and then promote the cholesterol efflux from foam cells.
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