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Table 1. ICs, values for cytotoxicity

induced by each anthocyanidin
HL-60 PBMCs

Delphinidin 10.9 uM >50 uM

Malvidin 25.4uM >50 uM

Peonidin 29.5uM >50 uM

Cyanidin 31.6 uM >50 uM
Pelargonidin 85.2 uM > 100 uM
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Table 2. 1Cy, values for cytotoxicity induced by
As(111) alone and the combination of As(111) and Del

Cells Treatment IC5
As(Ill) alone 11.2uM
HL-60
As(lll) + delphinidin 8uM 1.5 ™M
As(Ill) alone 2.4uM
NB4
As(Ill) + delphinidin 8uM 1.4 uM
As(Ill) alone 9.9 uM
PBMCs
As(Ill) + delphinidin 8uM 8.2 uM
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Fig. 2 Effects of As(lll) and Del, alone or in
combination, on cell cycle in HL-60 cells.
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cells treated with As(111) and Del,
alone or in combination.
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Fig. 4 Apoptosis induction of As(I11) and Del, alone
or in combination, in HL-60 cells.
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Fig. 5 Contribution of Del-induced reduction of GSH content to
enhanced cytotoxic effects of As(111) in combination with delphinidin
in HL-60 cells. (A) After treatment with Del, BSO, As(ll), alone or in
combination for 48 h, the alteration of GSH was investigated. *, p<0.05
and T, p<0.001 vs. control; #, p<0.05, As(lll)-alone vs. As(lll)+Del. (B)
After exposure to various concentrations of As(lll) in the presence or
absence of BSO for 48 h, cell viability of HL-60 was determined. *,
p<0.05 and 1, p<0.001, As(l11)-alone vs. AsTI+BSO (1 or 10 uM).
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