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Analysis of monocyte/ macrophage function in type 2 diabetes mellitus
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Abstract: Objective
(T2DM). Methods

subjects were detected during glucose tolerance test. Results

To study the secretion function of monocytes/macrophages in patients with type 2 diabetes mellitus
Interleukin(11.)-1,1L-6, tumor necrosis factor(TNF)-a,insulin(Ins) levels in patients with T2DM and healthy
Abnormality of secretion of 1L.-1,11.-6 , TNF-q and Ins could be dem-

onstrated in patients with T2DM, with high level in fasting blood sample and deceasing after taking glucose(P<Z0. 05). Conclusion

Secretion dysfunction of monocytes/macrophages and pancreatic -cell might be with the pathogenesis of T2DM.
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