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[ Abstract] Objective To investigate the effect of rosuvastatin on the change of Th 1/Th2 subsets in
coronary heart disease with diabetes. Methods Selected 90 patients with both coronary heart disease and
diabetes mellitus. These cases were randomly divided into placebo control group (45 cases) and rosuvastatin
calcium treatment group (45 cases ). Before treatment ,the peripheral blood mononuclear cells ( PBMC) were
extracted to test the Th1/Th2 cell ratio by flow cytometry. After taking placebo or rosuvastatin calcium (10
mg/d) for a month, PBMC were extracted to test the Th1/Th2 cell ratio by flow cytometry again.
Results (1)Plasma total cholesterol ( TC) , low-density lipoprotein cholesterol ( LDL-C ) of resuvastatin
calcium group compared with those of placebo control group and those before treatment were significantly
decreased (P < 0.05 ), high density lipoprotein cholesterol ( HDL-C) and triglyceride (TG ) were no
significant change. (2 ) Compared with placebo control group and before treatment , the Thl cell ratio was
significantly lower ( P <0.01). The Th2 cell ratio was increased , and there was significant difference ( P <
0.05). Conclusions Rosuvastatin could intervene with experimental atherosclerotic development in coronary
heart disease with diabetes , which mechanism might be that rosuvastatin could suppress the activation of Th 1
related cytokines and improve the imbalance of Th 1/Th2.
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