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[ Abstract]
cells in vitro with siRNA-mediated inhibition of GLI1. Methods siRNA targeting GLI1 mRNA was
transfected into MKN28 cells, and GLI1 expression was determined by RT-PCR. MKN28 cell were

cultured in vitro and divided into GLI1 siRNA group, negative siRNA group and control group. Invasion

Objective To investigate the invasion and metastasis ability of GLI1 on MKN28

and metastasis of MKN28 cells were assessed by transwell chamber assay. Results GLI1 siRNA
significantly inhibited the expression of GLI1 in MKN28 cell line at mRNA levels.The number of invasion
and metastasis cells of MKN28 cells in GLI1 siRNA group were significantly lower than those in negative
Transfection of GLIl1 can inhibit GLI1

expression, thus suppress cell invasion and metastasis of MKN28 cells. This may provide a new therapy

siRNA group and control group(all P<0.05). Conclusion

target for gastric cancer.
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CRL-5974) 4 4 3£ [E ATCC (Manassas, VA, USA).
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