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Fig. 1. Viability of H4IIE cells exposed to Cd with or
without BSO.
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Fig. 2. The effects of submicromolar and micromolar
concentrations of Cd on the levels of proteins
associated with apoptosis.
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Fig. 5. The effects of micromolar or
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of cells exposed to BSO orH:O.
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Fig. 9. The effects of liquiritigenin on the viability of
HA4IIE cells
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