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Abstract: Objective To investigate the effect of lowering insulin-like growth factor 1 receptor (IGFIR) expression on
invasion and migration abilities of gastric cancer cells and its mechanism. Methods The gastric cancer GC9811-P cells
were cultured in vitro,and logarithmic phase cells were used for the transfection of GC9811-P cells by RNA interference
technique. The cells in interfering group were transferred by small interference RNA targeting IGIR (IGF1-siRNA ). The
cells in negative group were transferred by siRNA-NC. No any treatment was given for the cells in the control group.
Transwell test was used to detect cell invasion and migration abilities. Western Blot method was used to detect the relative
expression levels of IGF1R, serine/threonine protein kinase ( AKT ) , phosphorylated AKT ( p-AKT ) , phosphoinositide3-
kinase ( PI3K) andphosphorylated PI3K ( p-PI3K) proteins in transferred cells. Results The relative expression level of
IGFIR protein in cells in interfering group was significantly lower than those in cells of negative group and control group
(all P <0.05). The number of cells of invasion and migration in interfering group was significantly lower than those in cells
of negative group and control group (all P <0.05). There were no significant differences in the expression levels of AKT
and PI3K proteins among three groups(all P >0.05). The relative expression levels of p-AKT and p-PI3K proteins in cells
of interfering group were significant lower than those in cells of negative group and control group (all P <0.05).
Conclusion Silencing IGF1R expression can decrease the invasion and migration abilities of gastric cancer cells,and the
mechanism may be through the classic PI3K/AKT signaling pathway.
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