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Effects of PPARa and 7 ligands on monocyte-derived macrophages
SHU M ao-qgin, HE Zuo-yun, WANG Guo- chao, FANG Yu qiang 1i Xiao-xia (Department of Cardiology, Southwest Hospital Third Military Medical Univer-
sity  Chongqing 400038, China)

Abstract: Objective To prwobe the roles of the ligands of perxisome proliferator-activated receptora (PPARx) and PPARY in the pathogenesis
of atheroma leson. Methods The effects of PPARx and 7 ligands on expressions of scavenger receptor A (SRA) gene telease of cytokines (TNF-
o and MMP-9) and the cell growth and apoptosis induced by ox-IDL were analyzed. Results (1)Both PPARx and ¥ ligands not only promoted
macwophage cells apoptosis and inhibited the cells growth but also decreased the expression of TNF-a and MMP-9 protein induced by ox-IDL; (2)
PPARY ligand not only significantly lowered macrophages SRA gene expression induced by ox-IDIL, but also increased macrophages PPARY mRNA
expression » while PPARogene expression had no effects of SRA gene expression induced by ox-LDL. Conclusion PPARxand PPARY gene transla-
tion may suppress cell growth and inflammatory reaction, and the latter may be helpful for lowering lipid contents of atheromatous plaque.
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