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Impact of high-load atorvastatin on autoimmunity in patients with unstable angina”
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Abstract: Objective To explore the impact of high-load atorvastatin on T cell subsets in patients with unstable angina (UA)
after percutaneous coronary intervention (PCI). Methods One hundred and eighty patients with UA were randomly divided into
high-load atorvastatin group,ordinary-load atorvastatin group and routine group,60 cases in each group. The ratios of CD4" T cell,
CD8" T cell and the frequencies of CD4" CD25" Treg were detected in 3 groups 1 day before PCI and 1 week,1 month and 6
months after PCI by flow cytometry analysis. Results Different doses of atorvastatin reduced the ratio of CD4" T cells and in-
creased the ratio of CD8" T cells and also the frequencies of CD4" CD25" Treg after PCI for 1 week,1 month and 6 months. The
longer the time to take atorvastatin, the more obvious the effect was(P<Z0. 05). The ratios of CD4" ,CD8" T cells and the frequen-
cies of CD47 CD25" Treg after PCI for 1 month and 6 months in high-load atorvastatin showed significant difference compared with
those in ordinary-load atorvastatin group and routine group (P<C0. 05). Conclusion Atorvastatin could regulate the balance of T
cell subsets in patients with UA,and thus it may reduce the UA onset and the treatment effect of high-load atorvastatin is more sig-

nificant.
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