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Fig.1 Phase—contrast microscopic images of apoptosis
cells (Original magnification: X200)
A: Control; B: Cells treated with 500 pumol/L deoxycholate for 4 h
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Fig.2 Flow cytometry with only PI-staining showing deoxycholate—induced cell apoptosis in Sub-Gl phase
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Fig.3 Early apoptotic cells detected by folw cytometry with Annexin—V conjugated with Pl staining
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Fig.4 Cell apoptosis detection with TUNEL assay
(Original magnification: X400)
A: Control; B: Cells treated with 500 umol/L deoxycholate for 2 h
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Fig.5 Electrophoresis for DNA ladder analysis
N: Control; Lane 1: Cells treated with 500 pmol/L deoxycholate for 4h
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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 pmol/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 p
mol/L deoxycholate
Lane 1: Control cells; Lanes 2, 3: Cells treated with 250 umol/L deoxycholate for 6 and 12 h, respectively
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