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Rictor/ mTORC?2 signaling promotes proliferation and tumorigenicity of Kras mutant cancer cells
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[ Abstract] Objective To explore the expression profile of Rictor/mTORC2 in Kras mutant tumor cells and its effect on cell
proliferation and tumorigenicity. Methods The frequency of Kras and Rictor gene variations was investigated by using pan-cancer data
from public databases. The co-expression relationship between Kras and Rictor gene variations and their respective gene expressions
was analyzed using Pearson correlation analysis. Multiple cancer cell models with Kras mutation were used to down-regulate the
expression of Rictor gene through antisense RNA sequence, and the effects of Rictor/mTORC2 signaling pathway on the proliferation
and tumorigenicity of Kras mutant tumor cells were investigated through CCK8 and clonal formation assays, respectively. Results The
variation frequencies of Kras and Rictor genes exceeded 90% and 30%, respectively, most commonly occurring in pancreatic cancer,
lung cancer, colon cancer and breast cancer. Rictor gene detection results in a series of cell lines carrying Kras gene mutation and wild-
type Kras gene were obtained. Pearson correlation coefficient showed that Kras and Rictor gene variations were positively correlated ( both
P < 0.05), and mRNA expression levels showed a common trend. Down-regulating Rictor gene expression could significantly inhibit
the proliferation and tumorigenic ability of Kras mutant cancer cells ( both P < 0.05) . Conclusion The Rictor/mTORC?2 signaling
pathway is obviously activated in Kras mutant cancer cells, and can promote the proliferation and tumorigenicity of Kras mutant cancer
cells.

[ Key words ]  Kras; Rictor; Kras mutant cancer cell; Proliferation; Tumorigenicity
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Figure 1

Kras and Rictor gene mutations are commonly present in cancer
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Figure 2 The co-occurrence trend of Kras and Rictor gene mutations
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