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Studies on the Molecular Mechanisms of Antioxidant-Protected Apoptosis in Human Cancer Cells
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In this study, subcellular fractionation analysis was performed to investigate the intracellular localization of Bax protein. We demonstrated that Bax
protein is localized primarily in the nuclear and heavy membrane fractions. The expression of Bax protein in the nuclear membrane was induced in
wild-type P53 human cancer cells (COLO 205 and Hep G2) by a wide variety of cancer chemotherapeutic agents. In order to further scrutinize the
biological function of the Bax protein in the nuclear membrane. We found that Lamin A and PARP protein degradation coincided when the Bax
protein level was elevated in the nuclear membrane of cells affected by drug stimuli. By using anti-sense oligodeoxynucleotides specific to human
Bax mRNR, we further demonstrated that inhibition of Bax expression could specifically block Lamin A but not PARP cleavage in apoptotic

cancer cells.



