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[ ABSTRACT]
proliferator activated receptor ¥ ( PPARY) and CD36, and cellular lipid accumulation in THP- 1 macrophages.

High Density Lipoprotein;  Macrophage;  Peroxisome Proliferator Activated Receptor;  CD36;  Low
Lipid Accumulation
Aim To explore the effects of high density lipoprotein 2 (HDL,) and 3 (HDL3) on expression of peroxisome
Methods Af-
ter exposure of the cultured THP-1 macrophages to oxidized low density lipoprotein ( ox-LDL) only, and ox-LDL and HDL, or
HDL;, lipid accumulation was valued by high performance liquid chromatography combined with enzyme assay. The mRNA and
protein expression levels of PPARY and CD36 were determined by reverse transcriptiorr polymerase chain reaction ( RT-PCR) ,
Results

THP-1 macrophages, and reduced lipid accumulation of THP-1 cells.

Western blotting, respectively. HDL increased PPARY expression level and decreased expression level of CD36 in
HDL; showed more potential effects of downregulating
CD36, upregulating PPARY, and decreasing cellular lipid accumulation in THP-1 macrophages than HDL,. Conclusion The
data demonstrates that both HDL, and HDLj inhibit cellular lipid accumulation induced by ox- LDL in THP- 1 macrophages.
over the effects of HDL;3 is higher than HDL,.

ulating expression of PPAR ¥-responsive gene, CD36, a receptor for ox-LDL.

More-

The mechanism may be that HDL could inhibit cellular lipid accumulation by mod-
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Figure 1. Effect of HDL, and HDL; on lipid accumulation in THP-1 macrophages ( x 400)

%1 BEEEES 23X THr | ERE0A 2 08 EE . i 5 A8 BB IE EEES RS (« T5, n= 3. mg/g)
Table 1. Effects of HDL, and HDL; on total cholesterol, free cholesterol and cholesteryl ester in THP 1 macrophages

EER T HR4H ox-LDL 4 ox-LDL+ HDL, 41 HDL, #1 oxLDL+ HDL; £ HDL; 4

A JE [ 48.5%5.6 195.2+12.3* 172.516. 4* 100. 5 £10. 7% 121.2£7. 4% 89.7 £8.9%
Ui 2 L[] P 37.7%4.1 71.2%7.5° 68.7%5.1% 51.7£7.4% 53.0%6. 0% 52.213.6%
AL [ i 10.7£3.8 124.2£10.2° 101 £8.0® 49.2 %5 3% 69.7 8. 0% 37.7%6.6%

JiE [ 5 s/ e [ R i 22.4% 8.4%  64.0% *9.1%°

58.6% +5.3% ™" 49.7% 19.5% % 57.4% 13.4% " 42.7% %10.05®

a: P< 0.05, 5XTERZELE; b: P< 0.05, 5 oxLDL %
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HDL, 411 HDL; ZH 40 id N PPARY mRNA [ 3% ik 3

1, 1 CD36 mRNA [1) 3R 1K B #i B ik . %% 41 PPARY
5 GAPDH (¥ T A5 7K £ {8 bb e 45 R 40 7l o 2. 05,
1.54.1.91.2. 37.2.90 1 3. 59, CD36 5 GAPDH [¥J[fi
FUR P B e 25 5 3 0N 3. 45.2. 55,2, 51.1. 37,
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Figure 2. Effects of HDL, and HDL; on PPARY and CD36 mRNA expression in THP 1 macrophages
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FARIKIZEE F, T CD36 & F R IE IZE W P K, 3.51.1.47.0.50 A1 0. 39( & 3, Figure 3)

Relative density

3. BEEREER 23X THF1 ERE4HARET S4AEEMBERZ R v 1 CD36 EARENEN (n=3) a: P< 0. 05,
S5 BAME; b: P<0.05, 5@%EREA 2HME; ¢ P<0.05, SEMAEREEREAAML; d: P<0.05, SEMBMCEFEEEA+
WEEAREA 2 ML,

Figure 3. Effects of HDL, and HDL; on protein expression of PPARY and CD36 in THP-1 macrophages
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DART DL BR B A O JULBE BE 1) A B 2, WT BB 5 B R
WU PPARY 11 2% 15 A B8 1R Ak, 3k i 10 o) FE R 2 6 (A
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