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The role of aquaporin-4 on cell migration of human colon cancer cell
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[Abstract] Objective:To investigate the role of aquaporin-4 (AQP4) on migration and proliferation of human colon cancer cell.
Methods: AQP4 expression was determined by Western blot after vascular endothelial growth factor (VEGF) or AQP4-siRNA treat-
ment in human colon cancer cell line LoVo,and the cell migration and proliferation were tested by cell scratch assay and CCK-8 pro-
liferation assay. Results: VEGF up-regulated AQP4 expression of LoVo cell in a time- or concentration-dependent manner,and in-
creased cell migration. When AQP4 was knocked down by AQP4-siRNA,cell migration decreased significantly. Compared with the
VEGF-treated cell,the migration of combined AQP4-siRNA and VEGF treated cell decreased. AQP4-siRNA or VEGF had no signifi-
cant effect on cell proliferation. Conclusion: AQP4 may promote the migration of human colon cancer cell. This provide evidence for
a novel role of AQP4 in tumor growth and spread of human colon cancer.
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lin 1:1 000)4°CEEARATRL, 1XTBST PRiE , 2= 4% PRIFF
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Figure 2 The effects of AQP4 and VEGF on LoVo cell migration and proliferation
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Figure 3  Screening of most efficient inferring site of AQP4-
siRNA
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