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Effect of gefitinib on proliferation and apoptosis of human colon carcinoma Caco-2 cells
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Abstract; Objective To study the effect of gefitinib on proliferation and apoptosis of human colon carcinoma Caco-
2 cells. Methods  Caco-2 cells were treated with 2.5—30 pmol/L gefitinib for 24— 72 h. Cell proliferation, apoptosis,
mitochondrial membrane potential, and expression of mitogen activated protein kinase (MAPK) and apoptosis related
proteins were evaluated by MTS, flow cytometry, immunofluorescence and Western blot, respectively. Results — Gefitinib

inhibited proliferation (P<0.01), induced apoptosis, and decreased mitochondrial membrane potential (P<0.05) of Caco-2 cells in

a concentration and time-dependent manner. Gefitinib up-regulated expression of p-p38, p-JNK and cleaved PARP and down-

regulated expression of p-ERK and caspase-3 in a dose-dependent manner (P <0.01). Conclusion  Gefitinib could promote
apoptosis of Caco-2 cells via regulation of MAPK phosphorylation and caspase-3 expression and reduction of mitochondrial
membrane potential.
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