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Colon Cancer by PIBK-AKT-mTOR Signaling Pathway
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Abstract: Objective: To observe the effect and mechanism of Chinese herbal Forsythia suspensa extract on fluorouracil
(5—FU)resistant cell line in colon cancer by experiments in vitro. Methods: Made a 5—FU drug-resistant cell line called SW480R
in colon cancer, and applied MTT, flow cytometry and Western blotto detect the proliferation inhibition and
apoptosisinduction of different concentrations of Forsythia extract for SW480R and the expressions of phosphatidylinositide
3-kinases (PI3K), phosphorylated—protein kinase B (P—AKT), protein kinase B (AKT), phosphorylated—mammalian target of
rapamycin (P-mTOR), mammalian target of rapamycin (NTOR), phosphorylated eukaryotic translation initiation factor
4E-binding protein 1(P-4EBP1), eukaryotic translation initiation factor 4E—binding protein 1(4EBP1). Results: After long—term
induction of 5—FU, the half-immunity inhibitory concentration(ICy)of 5—FU-resistant cell line SW480R created by construction
and culture in colon cancerwas 62.68 umol/L, while the ICg of SW480 in normal colon cancer cells was 13.54 ymol/L.
Compared with that in the control group, different concentrations of Forsythia suspensa extract inhibited proliferation inhibitionof
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SW480R(P < 0.05); there was a dose—dependent manner, with its ICs dose being 13.63 u mol/L. Compared with that in the

control group, different concentrations of Forsythia suspensa extract increased the expressions of Cleaved—Caspase 3 and

Cleaved—Caspase 9 and decreasedthe expressions of prototype Caspase 3 and Caspase 9; at the same time it

significantlydown-regulatedthe expressions of PI3K, P-AKT, P-mTOR and P-4EBP1(P < 0.05). Conclusion: The application

ofForsythiasuspensa extract can significantly inhibit the growth of 5—FU resistant cell line SW480R in colon cancer in vitro and

induce the apoptosis.The mechanism of action may ultimately beachieved in that Forsythia suspensa extract inhibits the

growth of tumor by inhibiting the PI3K-AKT-mTOR signaling pathway.
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