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FIG. 1. Apoptosis after exposure to 6-OH DA (25 uM) alone, or 6-OHDA with various
concentrations of GSSG (0.3-10 mM) and GSH (0.1-10 mM). SK-N-SH cells were exposed to 25
uM of 6-OH DA with either GSSG or GSH at the indicated concentrations for 24 hours. The
degree of apoptosis is expressed as a ratio of sample to control. Data are shown as the mean x SD
of four ¢experiments. # p<0.001, compared with no treatment, * p<0.001, compared with 6-OH DA
alone.
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FIG. 2. Apoptosis after exposure to 6-OH DA (12.5 uM or 25 pM) alone, or 6-OH DA with
various concentrations of BSO (0.01-0.1 mM). SK-N-SH cells were preincubated to the indicated
concentrations of BSO for 18 hours and treated with 6-OH DA at the indicated concentrations for
24 hours. The degree of apoptosis is expressed as a ratio of sample to control. Data are shown as
the mean + SD of four experiments. Among three groups treated by the same concentration of 6-

OH DA, differences between 6-OH DA alone and 6-OH DA with BSO were statistically
significant at 0.01 mM and 0.1 mM of BSO, respectively. # p<0.001, compared with 12.5 uM of



6-OH DA alone,
* p<0.001, compared with 25 uM of 6-OH DA alone.
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FIG. 3. Apoptosis after exposure to 6-OH DA (25 uM) alone, or 6-OH DA with various
concentrations of NAC (0.01-10 mM). SK-N-SH cells were preincubated to the indicated
concentrations of NAC for 18 hours and treated with 6-OH DA at the indicated concentrations for
24 hours. The degree of apoptosis is expressed as a ratio of sample to control. Data are shown as
the mean = 8D of four experiments. # p<0.001, compared with no treatment, * p<0.001, compared
with 6-OH DA alone.
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FIG. 4. Apoptosis after exposure to 6-OH DA (25 uM) alone, or 6-OH DA with various
concentrations of L-cystine (0.01-1 mM). SK-N-SH cells were preincubated to the indicated
concentrations of L-cystine for 18 hours and treated with 6-OH DA at the indicated

concentrations for 24 hours. The degree of apoptosis is expressed as a ratio of sample to control.
Data are shown as the mean = SD of four experiments. # p<0.001, compared with no treatment, *

p=0.0155, compared with 6-OH DA alone.
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Fig. 5. Total glutathione concentrations at 24 hours after adding 25, 50, and 100 uM of 6-OH DA.
Data are shown as the mean }SD of six experiments. Differences in glutathione concentrations
were statistically significant at 25 pM (** p<0.001) and 50 pM (* p=0.0091) of 6-OHDA,
comparcd with control.
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