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Expression of RasGRF1 in colorectal cancer cells and its effect on
the cancer cell biological behavior*
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(1. School of Medicine, Jiangsu University, Zhenjiang, Jiangsu 212013, China; 2. Department of Clinical
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Changzhou, Jiangsu 213004, China)

Abstract: Objective To determine the expression of RasGRF1 in colorectal cancer cells and to investigate
its effect on the cancer cell biological behavior. Methods The mRNA expressions of RasGRF1 in different
colorectal cancer cell lines including DiFi, SNU175, HT-29 and HCT-15 were detected by quantitative real-time
polymerase chain reaction (QRT-PCR). Human colorectal cancer cells were cultured in vitro and randomly divided
into si-RasGRF1-NC group, si-RasGRF1 group and NG group. The expression level of RasGRF1 mRNA in different
groups was detected by qRT-PCR. The cell survival was detected by CCK-8 assay and cell apoptosis was detected by
Annexin V/PITC. The protein expression levels of molecules associated with PI3K/Akt pathway were detected by
Western blotting. Results The mRNA expression level of RasGRF1 was highest in the DiFi cells (P <0.05), which

were selected for subsequent experiments. The OD value in the si-RasGRF1 group was lower than that in the NG
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group and the si-RasGRF1-NC group (P <0.05). The apoptosis rate in the si-RasGRF1 group was higher than that in
the NG group and the si-RasGRF1-NC group (P <0.05). Compared with the NG group and the si-RasGRF1-NC
group, the protein expression levels of p-PI3K/PI3K and p-Akt/Akt were lower, while the protein expression level of

Caspase-3 was higher in the si-RasGRF1 group (P < 0.05). Conclusions The expression of RasGRF1 is abnormally

high in colorectal cancer cells, and the inhibition of the expression of RasGRF1 could suppress the proliferation of

DiFi cells and induce apoptosis, possibly by restricting the activation of PI3K/Akt pathway in DiFi cells.
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