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Baicalein attenuates deoxycholate-induced injury in human esophageal epithelial cells
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[ Abstract |

1. Department of Gastroenterology, Changhai Hospital

Objective The present study was designed to investigate whether Baicalein protected against deoxycholate-induced
injury in human esophageal epithelial cells. Methods Primary cultured human esophageal epithelial cells were stimulated with deoxy-
cholate (500 pmol/L) , and treated with Baicalein (1 pwmol/L, 10 wmol/L) simultaneously. 12 hours later, the cells were collected for
analysis of inflammation and apoptosis by Western blotting and ELISA. Results Baicalein treatment reduced formation of cleaved
caspase-3 and protein expression of Bax and enhanced protein expression of Bel-2, dose-dependently, indicating that Baicalein suppressed
apoptosis induced by deoxycholate. Baicalein treatment suppressed deoxycholate-induced formation of pro-inflammatory cytokines inclu-
ding IL-8 and macrophage chemoattractant protein I (MCP-1). Baicalein treatment suppressed deoxycholate-induced upregulation of pro-
tein expression of inducible nitric oxide synthase (iNOS) and reduced intracellular nitric oxide (NO) levels. Conclusion Baicalein at-
tenuated deoxycholate-induced injury in human esophageal epithelial cells, via suppressing apoptosis, inflammation, and iNOS/NO.
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