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Effect of kappa-selenocarrageenan on proliferation and apoptosis in human
esophageal squamous carcinoma Ecal09 cell line
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Abstract: Objective To study the effect of kappa-selenocarrageenan (KSC) on the proliferation and apoptosis of esophageal
squamous carcinoma cell line Ecal09 and its mechanism. Methods After treatment with KSC at different concentrations, the inhibi-
tory effect on proliferation of Ecal09 cells was measured by MTT and the apoptotic rates were analyzed with flow cytometry. Abun-
KSC could inhibit the growth of Ecal09 cells in both
dose and time dependent manners(P<C0. 05). The apoptotic rate of Ecal09 cells was significantly increased by KSC in a time-de-

pendent(24,48 and 72 h) and concentration-dependent(30,60,120 pg/mlL) manners(P<C0. 01). Abundance of NF-¢B protein was

dance of NF-kB protein of Ecal09 cells was detected by Western-blot. Results

down regulated in KSC(60,120 pg/mlL) treated Ecal09 cells(P<C0. 01). Conclusion

KSC can inhibit the proliferation and induce

apoptosis of Ecal09 cells,which is correlated with down-regulation of the abundance of NF-¢B protein.
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