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Exploration on effect and mechanism of bevacizumab on the biological be-
haviors of intestinal cancer SW480 cells based on the VEGF/VEGFR sig-
nal pathway

FAN Ye,LI Chao, WANG Zhi-bing
( Department of Gastroenterology , Nanjing First Hospital ,Nanjing Medical University , Nanjing 210006, Jiangsu , China)

[ Abstract] Objective: To explore the effect and mechanism of bevacizumab on the biological behaviors of intestinal cancer cells
based on vascular endothelial growth factor (VEGF) /vascular endothelial growth factor receptor ( VEGFR) signaling pathway. Meth-
ods:The human intestinal cancer cell line SW480 cells were selected as the subjects of this study. The SW480 cells were treated with
bevacizumab at different concentrations (0,25,50,100,200 wg/mL) ,and Cell Counting Kit-8 ( CCK8) was used to detect the cell pro-
liferation level,and Transwell migration and invasion test was applied to detect the cell migration and invasion abilities. Fluorescein iso-
thiocyanate ( Annexin V-FITC) double staining method was adopted to measure the cell apoptosis,and Western Blot was for the detec-
tion of protein expression levels of intracellular VEGF, VEGFR1 and VEGFR2. The effect of different concentrations of bevacizumab on
proliferation , migration , invasion , apoptosis and VEGF/VEGFR signaling pathway in colorectal cancer cells was compared. Results ; Bev-
acizumab inhibited the in vitro proliferation , migration and invasion of intestinal cancer cells in a concentration-dependent manner (P <
0.05) . Bevacizumab induced the in vitro apoptosis of intestinal cancer cells in a concentration-dependent manner ( P <0.05). As the
concentration of bevacizumab increased,the expression of VEGF was down-regulated while the expressions of VEGFR1 and VEGFR2
were up-regulated (P <0.05). Conclusion; Bevacizumab can inhibit the proliferation, migration and invasion and induce the cell apop-
tosis of intestinal cancer cells in vitro by regulating the VEGF/VEGFR signaling pathway.
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