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Deoxycholate induces apoptosis in cultured normal human esophageal mucosal epithelial cells
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Abstract:
epithelial cells in vitro and investigate the molecular mechanism. Methods Cultured normal human esophageal mucosal
epithelial cells were treated with deoxycholate, and the cell apoptosis were evaluated with TUNEL, DNA ladder, flow cytometry
with Pl-staining, Annexin V-FITC conjugated with PI staining, and Western blotting. Results Flow cytometry, TUNEL and
DNA ladder demonstrated that deoxycholate could induce apoptosis in normal human esophageal mucosal epithelial cells in a

Objective To study the effect of deoxycholate in inducing apoptosis of human normal esophageal mucosal

dose- and time-dependent manner. A percentage of 21.3% of the cell population treated with deoxycholate at 500 wmol/L for
30 min exhibited detectable caspase-3 activity shown by flow cytometry, which was significantly higher than the control level
(1.5%, P<0.01). Western blotting suggested that deoxycholate down-regulated Bcl-2 protein expression and up-regulated Bax
expression, but Fas was negative in the cells before and after deoxycholate treatment. Conclusions Deoxycholate could induce
apoptosis in cultured human esophageal mucosal epithelial cells. Aaspase-3 activation, Bcl-2 protein down-regulation and Bax
up-regulation are involved in deoxycholate-induced apoptosis, which does not involve Fas-L/Fas.
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Fig.1 Phase-contrast microscopic images of apoptosis

cells (Original magnification: x200)
A: Control; B: Cells treated with 500 wmol/L deoxycholate for 4 h
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Fig.2 Flow cytometry with only PI-staining showing deoxycholate-induced cell apoptosis in Sub-G1 phase
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Fig.4 Cell apoptosis detection with TUNEL assay
(Original magnification: x400)
A: Control; B: Cells treated with 500 wmol/L deoxycholate for 2 h
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Fig.5 Electrophoresis for DNA ladder analysis
N: Control; Lane 1: Cells treated with 500 wmol/L deoxycholate for 4 h
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Fig.6 Flow cytometry of cells with anti-active caspase-3
antibodies
A shows that the untreated cells are primarily negative for active
caspase-3 (only 1.5% are positive); B shows that about 21.3% of the cell
population treated with 500 wmol/L deoxycholate for 30 min are positive

for active caspase-3.
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Fig.7 Western blot analysis Bcl-2 and Bax expression in
normal esophageal epithelial cells treated with 250 pmol/L
deoxycholate
Lane 1: Control cells; Lanes 2, 3: Cells treated with 250 wmol/L
deoxycholate for 6 and 12 h, respectively
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