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Effect of PDTC on Lipid Accumulation and Cholesterol Efflux
in THP-1 Macrophages Induced by ox-LDL

ZHAO Guojun, TANG Shilin, TINA Guoping, et al
(Institute of Cardiovascular Research ,Key Laboratory for Atherosclerology of Hunan Province,
University of South China ,Hengyang ,Hunan 421001, China)

Abstract;: Objective To investigate the effect of NF-kB inhibitor pyrrolidinedithiocarbamate (PDTC) on lipid ac-
cumulation and cholesterol efflux in THP-1 macrophages induced by ox-LDL. ~ Methods Human THP-1 macrophage was
induced using phorbol-12-myristate acetate (PMA,160 nmol/L) for 24 h. Then cells were divided into three groups: control
group ,0x-LDL group (100 pg/mL) and PDTC group (100 pg/mL ox-LDL + 50 pmol/L PDTC). Oil red O staining was
used to observe the intracellular lipid droplets. Cellular cholesterol was determined by high performance liquid chromatogra-
phy analysis. Cholesterol efflux was determined by liquid scintillation counting. ~ Results PDTC inhibited the lipid accu-
mulation in THP-1 macrophage induced by ox-LDL. Cellular total cholesterol,free cholesterol and cholesterol ester were de-
creased by application of PDTC. PDTC increased apoA- I mediated cholesterol efflux and had no significant effect on HDL-
mediated cholesterol efflux. ~ Conclusion PDTC inhibits lipid accumulation induced by ox-LDL and increases apoA- |
mediated cholesterol efflux in THP-1 macrophage.
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