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[ ABSTRACT] Aim To investigate the effects of peroxisome proliferator-activated receptor-y( PPAR7y) on cholester-
ol accumulation and CD36 expression in THP-1 macrophages. Methods Mononuclear cells were induced to differenti-
ate into THP-1 macrophages by phorbol myristate acetate (160 nmol/L) co-incubation for 24 h.  THP-1 macrophages were
co-incubated with 50 mg/L oxidize low-density lipoprotein (ox-LDL) and PPARY agonist Ciglitazone (10 pmol/L;C) and
PPARvy antagonist GW9662 (10 pmol/L;D)for 24 h, and the cells mixed with (B) and without (A) ox-LDL were as the
control groups.  Cellular total cholesterol was determined by high performance liquid chromatography analysis.  CD36
mRNA and protein levels were determined by reverse transcription-polymerase chain reaction( RT-PCR) and Western blot
respectively. Results High performance liquid chromatography analysis demonstrated the amount of cellular total cho-
lesterol were 76.28 +10.36(A), 121. 63 +13.32(B), 136.23 £14.78(C), 98.52 +11.45(D) mg per gram protein.
PPAR< antagonist GW9662 inhibited CD36 mRNA and protein synthesis.  Ciglitazone increased CD36 mRNA and protein
synthesis.  The ratios of CD36/GAPDH were 0. 78(A), 0.94(B), 1.12(C), 0.52(D) respectively. ~ Western blot re-
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sults conform to RT-PCR outcomes.

Conclusion Antagonist of PPARy may decrease cholesterol accumulation and

downregulate ox-LDL-induced CD36 expression in THP-1 macrophages.
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EFEERAE,T.2% Z A LB ILIERZ A,800 x g H L
10 min, B _F & SEAT L E B2 A, DL E 5 B R N AT,
BL100 wL B, #m N\ 8.9 mol/L A 4. 1k 47 74 7 200
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Figure 1. HPLC graph of cellular total cholesterol in THP-1 macrophages
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Figure 2. Effect of Ciglitazone, GW9662 on expression of
CD36 mRNA in THP-1 macrophages
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Figure 3. Effect of Ciglitazone, GW9662 on expression of
CD36 protein in THP-1 macrophages
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% 1. PPARy H@hF 5HmFIX EE MR AS L2 B CD36
mRNA F18 B REH M

Table 1. Effect of Ciglitazone, GW9662 on expression of
CD36 mRNA and protein in THP-1 macrophages

gy 4 CD36 mRNA CD36 %[

X} 20 0.78 £0. 05 1.00 +0. 16
ox-LDL 21 0.94 +0. 06" 1.76 0. 23"
Ciglitazone AbFR4] 1.12 +0.08" 2.12+0.19"
GW9662 AbFHZH 0.52 +0. 04" 0.71 0. 12"

a P<0.05, 5% MBLAHLL ;b 9 P <0.05,5 ox-LDL ZHAH L,

3 17 i
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JEFE R e &R, W58 RoR , 7E ox-LDL /53 1Y
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i 50% , HAE NG B4 805 W e i A% 0 X B
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Pl AL E B B IR H TG T PPARy 38l
EHREPUH 35 1 R AZ AR 31 THP-1 B 4 il B

JE RS2 i A& WLARGE . ARWFSE KB, PPARY 3%
h 7 Ciglitazone 5| THP-1 F AN A AL i 72
CD36 |- ¥ K iR [ % 25 R 2| il PPARy #5415
GW9662 532 CD36 . PPARy ik N 1 Lz JIH [ iz &5 A1
WD, HER PPARy AN [A] e 4 8005 XoF 10k 200 i A 1
M2 B B2 0 A 6], PPARy-CD36 5 5% % THP-1 E
I £ e L 1 9 5 GRS AE el R AR . A SR i — 28
HHF PPARY-CD36 3 [ AE 0 R AP i # v B
HEER,
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