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Study of atorvastatin’s effects on phagocytosis and the expression of co-stimulatory factors of mice monocyte derived dendritic cells

Huang Guangsheng ,Lv Yongheng® ,Chen Qi sLi Hongzhan
(College of Chinese Medicine ,Southern Medical University ,Guangzhou 510315)
Abstract; Objective To investigate the effects of atorvastatin on phagocytosis and co-stimulatory factor of monocyte derived
dendritic cells(DCs). Methods

DCs were derived from monocytes of mice upon culturing with rmGM— CSF(100 ng/mL) and rmIL—4(20 ng/mL). PBS was as

Density gradient centrifugation was used to isolate peripheral blood mononuclear cell from rats.

the negative control,and in two experimental groups,antigen as ox-LDL labelled with 50 pg/ml Dil were added into the medium in-
cubating with DCs,while 100 pumol/L atorvastatin was only added to one group. Surface co-stimulatory factors CD86 and CD40 of
ox-1LDL
upregulated expression of surface co-stimulatory factors CD86 and CD40 of DCs. Atorvastatin reduced expression of surface co-
stimulatory factors CD86 and CD40 of DCs,and inhibited DCs phagocytosis of ox-LLDL. Conclusion

hibits immune activity and the function of phagocytosis of DCs, which may be a new immune regulating mechanism of statins series.

DCs were measured by flow cytometry after 48 hours. The progress of phagocytosis was observed in microscope. Results

Atorvastatin significantly in-
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