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Tumor Stromal Cells Secreting Fibroblast Growth Factor 10 Promote the Metastatic Capacity of Colon — cancer Cell. Liu Shudan,Chen
Dongmei,Ma Huiming ,et al. Human Stem Cell Institute of Ningxia ,Ningxia Medical University, Ningxia 750004 ,China

Abstract Objective To investigate the function of colon tumor stromal cells secreting fibroblast growth factor 10 (FGF10) on the
metastatic capacity of colon — cancer cell. Methods  The tumor stromal cells were isolated from the human colon tumor tissue and co —
cultured with colon — cancer cell line HCT116 or SW480 in a transwell culture system. Human recombinant FGF10 treated HCT116 or
SW480 culture system was set as one of control groups. The tumor associated factors (TAFs) secreted by colon tumor stromal cells were
analyzed by ELISA. The gene expression of metastatic capacity associated factors in HCT116 cell were determined by real — time PCR.
The expression of E — cadherin and vimentin proteins in colon cancer cell lines were detected by Western blot. The invasion capacity of
HCT116 or SW480 cells in the co — culture system was detected by a transwell invasive assay. Results Compared with the blank control
group, the FGF10 level in the tumor stromal cells culture medium was higher (P <0.05). The gene expression levels of Twist, Snail,
Slug, ZEB1 were increased both in HCT116 cellsand in SW480 cells, which were cocultured withthe tumor stromal cells (P <0.05). Al-
so the protein levels of Vimentin were increased in both groups, but the expression level of E — cadherin was lower in co — culture system
(P <0.05). All of the above results were coincide with the presence of human recombination FGF10 treated culture systems. Conclusion
Our results showed that, as an inducer of an EMT phenotype in colon cancer cell, FGF10 might play a role in promoting colon cancer me-

tastasis.
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Abstract Objective To discuss the role of neural stem cells(NSCs) intracerebral transplantation in the modulation of T lympho-

cyte subpopulations in the brain and blood after intracerebral hemorrhage in rats. Methods NSCs were injected intracerebrally at 3 hours

after collagenase induced ICH in sprague dawley rat models. All experimental results were tested at 3 days after ICH. Flow cytometry was
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