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Effects of Rosiglitazone on hypersensitivity C-reactive protein in type 2 diabetic patients”
ZHOU Bei, TAO Shao-ping s HANG Yu
(Department of Endocrinology, The Second A f filiated Hospital of Wannan Medical College, Wuhu, Anhui 241000, China)

Abstract: Objective To study the effects of Rosiglitazone on hypersensitivity C-reactive protein(hsCRP) in type 2 diabetic pa-
tients. Methods The 68 cases of type 2 diabetic patients were divided into two groups (36 cases with macrovascular complication
and 32 cases without macrovascular complication ) and 30 healthy subjects served as the control group. The serum hsCRP was de-
termined by immunoturbidimetry. The changes were observed before and after Rosiglitazone treatment. Results The level of hsCRP
in diabetic macroangiopathic group was significantly higher than non-macroangiopathic group and the control group. After Rosiglita-
zone treatment ,the levels of hsCRP.FBG.HbAlc reduced remarkably. Conclusion Rosiglitazone can decrease inflammation and
improve the prognosis of patients with macroangiopathy.
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