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The causes of choric wound infection in diabetic patients are associated with
impaired innate immunity. This is particularly involved in macrophages and neutrophils in their
phagocytosis. Hyperglycemia also leads to degenerative changes or vascular complications in poor
control patients. The wound healing process involves the dynamic process of inflammation, cell
proliferation and remodelling that are associated with actions of various cytokines and growth factors.
Macrophages play a major role in this process by producing growth factors that stimulate wound
healing. As a consequence of macrophage activation, the acute phase proteins secreted trigger cell-
mediated and humoral immunity involving T and B cells. Diabetic patients also have an impairment of
these cells. Thus, this study was designed to investigate the effect of hyperglycemia on bacterial
infection in vitro. The results showed that macrophages from diabetic patients had lower production of
interleukin-1beta than the normal controls when infected w1th Staphylococcus spp. and Burkholderia
spp. In addition, peripheral blood mononuclear cells (PBMC) from diabetic patients stimulated with
those bacteria also reduced their production of interleukin-1beta and interleukin-17. These results
suggest that the impairments are involved in both monocyte macrophages and T lymphocytes

according to the types of cytokines affected.





