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The effects of fluvastatin on dendritic cells and regulatory T cells in experimental atherosclerosis rat model
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[Abstract] Objective To establish experimental atherosclerosis (AS) rat model, and to investigate the effects of fluvastatin
on dendritic cells(DCs) and regulatory T cells in the model. Methods Thirty male Wistar rats were divided into 3 groups:control
group(fed with normal diet) , high-fat diet group(fed with AS feed) ,fluvastatin group(fed AS diet plus fluvastatin 0.1 g » kg ' -
d ). For all the 3 groups.the samples of aorta were obtained after 20 weeks. The flow cytometry was used to detect the immune-
phenotypic expression of DCs (CD11lc, HLA-DR) and CD4" CD25" FoxP3" regulatory T cells. Results (1) The numbers of
CDllc" and CD11lc” HLA-DR + double positive cells were significantly increased in the high-fat and fluvastatin group compared
with the control group(P<C0. 01),while fluvastatin treatment reduced the CD11c¢™ and CD11c™ HLA-DR-+ expression of DCs sig-
nificantly (P<Z0. 01). (2)the numbers of CD4" CD25" and CD4 " CD25" FoxP3™ regulatory T cells were higher significantly in fluv-
astatin group than the high-fat group(P<Z0. 01). No CD4" CD25" and CD4" CD25" FoxP3" regulatory T cells was detected in con-
trol group. (3)Correlation analysis between CD11lc” HLA-DR+DCs and CD4 " CD25" FoxP3 " Treg showed that,there was a nega-
tive correlation in high-fat diet group and fluvastain group. Conclusion Fluvastatin could regulate immune-phenotypic expression of
DCs(CD11lc, HLA-DR) and numbers of CD4" CD25" FoxP3" regulatory T cells, which shows a new immune regulating mechanism
of statins for its anti-atherosclerotic effect.
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