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Serum Amyloid A Increases Lipid Uptake by Mesangial Cells via Lectin — like Oxidized Low — density Lipoprotein Receptor 1. Hao Yiran,
Chen Yige, Li Yu,et al. Xuanwu Hospital Capital Medical University, Betjing 100053, China

Abstract Objective To reveal whether serum amyloid A (SAA) increased oxidised low — density lipoprotein ( Ox — LDL) uptake
by human mesangial cells (HMCs) and its effect on expression of lectin — like Ox — LDL receptor 1 (LOX -1). Methods Red oil “0”
and flow cytometry were used to evaluate the effect of SAA on lipid uptake by HMCs. Effect of SAA on LOX — 1 expression were calculated
by real — time polymerase chain reaction (PCR) and western blotting. Results Red oil “O” and flow cytometry revealed that SAA pro-
moted uptake of Ox — LDL by HMCs. Additinonally, increased uptake of Ox — LDL was inhibited by an anti - LOX -1 antibody through
flow cytometry. Furthermore, SAA promoted LOX -1 mRNA and protein expression of HMCs, suggesting that enhanced uptake of Ox —
LDL may be mediated by LOX -1 pathway. Conclusion SAA stimulates lipid uptake of HMC via LOX -1, therapy toward anti — SAA —
LOX -1 pathway and related lipid disorders may be potential treatments for glomerulosclerosis.
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