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Background/Aim: It is becoming increasingly evident that Tumor Microenvironment such as 
mesenchymal stromal cells (MSCs), Th17 cell associated with tumors significantly contribute to 
tumorigenesis such as interact with cancer cells migration and proliferation in tumor tissues.  

Methods: We applied the Transwell migration assay  from coculture with to mesenchymal stromal 
cells (MSC) successfully evaluated the migration of B16F10 cell and matrigel invasion assay has 
been used to observed the expression of invasion by DAPI stain. We measured the B16F10 cell 
survival by MTT assay; and observed the secretion of coculture with MSC and B16F10 cell by 
ELISA array. We also used MMP3 inhibitor to indentify the molecular mechanism behind B16F10 
cell migration. 

Results: In this study, we showed that MSCs increase proliferation of B16F10 murine melanoma 
cells and promoter B16F10 cell migration Our data show that B16F10 migration ability , but not 
invasion by mesenchymal stem cell can be upregulated by IL-17A , a cytokine produced by 
Th17 cells. Furthermore, throughout this process maybe upregulation of MMP3，TIMP1， PAI1，
MCP1，and inhibition of OPN1. among these angiogenesis proteins,MMP3 influence this result 
most greatly.  

Conclusion: Our data show that IL-17A can promote B16F10 migration ability via  MMP-3 
secretion by B16F10 murine melanoma cells  and  MMP-3  inhibitor can effectively reduce the 
ability. 

 


