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Effect and mechanism of estrogen on EPCs function in diabetic rats
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[Abstract] Objective To explore the effect and mechanism of estrogen on endothelial progenitor cells(EPCs) function in
diabetic rats. Methods EPCs were isolated from bone marrow of rats and characterized by fluorescence microscopy and flow
cytometry. Rat diabetic model was established via streptozotocin induction. The bone marrow was taken to culture EPCs. EPCs of
diabetes were incubated with Estrogen 10 nmol/L for 24h. The functions and proliferation of EPCs in vitro were detected. The levels
of MnSOD and NO in EPCs and TSP-1 in supernatant were assayed. Results Compared with control group, EPCs proliferation,
adhesion and angiogenesis functions were impaired in diabetic rats. The level of MnSOD and NO in diabetic EPCs were
significantly decreased, while TSP-1 protein level in the supernatant increased. The above changes can be reversed with estrogen
incubation. Conclusion Estrogen improved the EPCs migration and tubule formation in diabetic rats. The mechanism may be
related to the reduction of oxidative stress and downregulation of TSP-1 expression in diabetic EPCs.
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