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stem cells ( hAMSCs) promote cancer metastasis remain elusive. Methods Colon cancer cells were co-cultured
with AMSCs using a Transwell model. The capacity of invasion of HCT116 cells in the indicated conditions was de—
tected by a Transwell invasive assay. The transcripts of EMT-associated genes in HCT116 treated with indicated
conditions were determined by a qRT-PCR assay. Concentration of indicated paracrine factors and cytokines of the
culture medium was ascertained by an ELISA. Results The results showed that AMSCs could promote colon canc—
er cells to a mesenchymaldike phenotype in a contact-dependent manner. Reciprocally colon cancer cells were a—
ble to induce AMSCs to produce metastasis—related factors and cytokines such as fibroblast growth factor 10
( FGF10)  vascular endothelial growth factor C ( VEGFC) tumor necrosis factor-o( TNF-o) and interleukin 10
(ILHO0) in part through a mechanism of an activation of tumor microenvironment. Intriguingly an inhibition of
contact with AMSCs led a reduced capacity of invasion of colon cancer cells in vitro. Conclusion These findings
thus suggest that the crosstalk between the microenvironment of cancer cells and paracrine factors of AMSCs has an
implication in colon cancer malignancy. This study thus uncovers a novel paracrine factors mediated-crosstalk be—
tween colon cancer cells and AMSCs in colon cancer malignancy.
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Abstract
cells ( huMSCs) were co-cultured in Transwell to observe the effect of huMSCs on the polarization of KCs. Methods

Objective  1.PS—stimulated Kupffer cells ( KCs) and human umbilical cord blood mesenchymal stem

During this study and three groups were as—

KCs + LPS + MSCs group
Among the three groups IL4 TNF-o ILH0 IL-6 were detected by ELISA while induc-
ible nitricoxide synthase ( iNOS)
vator of transcription3 6( STAT3 STAT-6) and nuclear factor«B ( NF+«B) were detected by Western bolt. After
It was found that both TNF-a and IL-6 secre—

tion increased in the control group while both IL40 and IL4 secretion increased in the experimental group. West—

the model of huMSCs in vitro co-culturing with KCs was built
signed which were KCs group( normal group) KCs cells + LPS group( control group)
( experimental group) .
arginase- ( Arg-1) phosphorylation reaction level of signal transducer and acti—
that qRT-PCT was adopted to check the previous results. Results

ern blot detection showed that the level of iNOS increased in the control group NF-—«B p65 increased in the nucle—
pSTAT3. Conclusion
ment’ s findings indicate that huMSCs can induce alternative activation of KCs and the activation pathway might be
the JAK-STAT pathways.
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us while the experimental group was high expression of Argd pSTAT-6 Our experi—

mesenchymal stem cells; Kupffer cells; polarization; signaling pathway



