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[ Abstract]
after cisplatin (DDP) treatment in a murine B16 melanoma model and to elucidate the underlying mechanisms

Obijective To observe the dynamic changes of myeloid-derived suppressor cells (MDSCs)

mediating the immuno-stimulating effect of DDP precondition. Methods C57BL/6 mice were injected with B16
cells to establish the murine melanoma model and then randomly divided into three groups. (a) Group Normal
Saline (NS): administered with NS; (b) Group DDP 2.5 mg/kg: administered with DDP 2.5 mg/kg; (c) Group DDP
5 mg/kg: administered with DDP 5 mg/kg. The percentages of MDSCs and endogenous effector cells in tumor
tissues and peripheral blood after DDP treatment were analyzed through flow cytometry. Tumor volumes were
monitored to evaluate the efficacy-enhancing effect of DDP with different doses. Results In B16 melanoma
model, DDP could significantly decrease the percentages of MDSCs in tumor tissues (P<<0.05), whereas exerting
no effect on the levels of CD3" T lymphocytes and natural killer(NK) cells (P>0.05). There were no
significances of MDSCs downregulation and efficacy-enhancing effect between the two doses of preconditioning
DDP (P>0.05). Conclusion DDP precondition could selectively decrease the percentages of MDSCs in B16
melanoma model, which may contribute to the efficacy-enhancing effect of DDP.
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