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The Clinical Value of Glycosylated Hemoglobin and High Sensitivity C — Reactive Protein in Microangiopathy of Type 2 Diabete.
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Abstract Objective To discuss the clinical value of glycosylated hemoglobin and high sensitivity C - reactive protein in microangi-
opathy of type 2 diabete. Methods Analysator was applied to detect peripheral blood glycosylated hemoglobin and high sensitivity C - re-
active protein of the 172 patients with type 2 diabete more 10 years and 50 controls. Results Peripheral blood glycosylated hemoglobin
and high sensitivity C - reactive protein of the patients with type 2 diabete were significantly higher than the controls( P <0.05) . Peripher-
al blood glycosylated hemoglobin and high sensitivity C - reactive protein of the patients with diabetic microangiopathy were significantly
higher than the NDMA (P <0.05). Peripheral blood glycosylated hemoglobin and high sensitivity C - reactive protein of the patients with
diabetic nephropathy and diabetic retinopathy were significantly higher than those with only one symptom (P <0.05), but the difference
in peripheral blood glycosylated hemoglobin and high sensitivity C — reactive protein between diabetic nephropathy group and the diabetic
retinopathy group was not statistically significant (P >0.05). For peripheral blood glycosylated hemoglobin to diagnose DMA , the sensibil-
ity was 93.9% , the positive predictive value was 83.7% , negative predictive value was 68.0% , the reliability was 81.4% . For peripher-
al blood high sensitivity C — reactive protein to diagnose DMA , the specificity was 97.6% ,the positive predictive value was 97.6% . Con-
clusion To detect peripheral blood glycosylated hemoglobin and high sensitivity C — reactive protein was helpful for the diagnosis of type
2 diabete and diabetic microangiopathy. HbAlc, hs — CRP levels were associated with the progress of diabetic microvascular disease.
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Abstract

Objective To evaluate CEA, CA15 -3 expression in the patients with pleural effusions and to evaluate the diagnostic

value for differentiating malignant and benign pleural effusions. Methods ARCHITECT i2000SR immunoassay was applied to detect ser-

um and pleural effusions CEA, CA15 -3 concentration of the patients with malignant pleural effusions(45 cases) as well as 32 cases pa-
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