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Research of Regulatory T Cells in the Pathogenesis of Type 1 Diabetic Rats Injected with Streptozotocin. Gao Yongliang, Lu Mijia, Yang
Hongzhong ,et al. Center of Safety Evaluation, Zhejiang Academy of Medical Sciences, Zhejiang 310013, China

Abstract Objective To research the changes of regulatory T cells in type 1 diabetic rats (using streptozotocin for modeling) and
their relationship with the pathogenesis of type 1 diabetic rats. Methods Type 1 diabetic rat models were constructed by injection of
streptozotocin ( STZ) into healthy SD rats. The model (n =12) and healthy (n =12) rats were randomly divided into two groups as model
and healthy groups. When all the signs of type 1 diabetes met the requirements, half of the rats of both groups were sacrificed to get the
thymus, spleen and peripheral. All samples we got were dealt with flow cytometry to see their levels of CD4 * CD25 * Foxp3 *. All the re-

maining rats were sacrificed to get their spleens. The CD4 * CD25" T cells were isolated to detect the immunosuppressive function. Re-

sults No difference was found among the three groups about the levels and function of regulatory T cells (P >0.05). Conclusion The

pathogenesis of type 1 diabetic rats (using streptozotocin for modeling) has little relationship with regulatory T cells.
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