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ABSTRACT: The mechanism of Parkinson's disease (PD) has not been clarified. Recent studies found that activation of
mitochondrion-dependent programmed cell death (PCD) pathways is indispensable to the demise of dopaminergic neurons in PD. The
co-existence of different morphological forms of cell death attributed to the activation of the common upstream pathways was detected in
PD. PCD, not only refer to mitochondrial caspase-dependent apoptosis, but also caspase-independent apoptosis, such as cell necrosis. The
extension of concept provides more therapeutic targets in neural-protective treatment for PD, contributing to the prevention of the
development of the neurodegenerative diseases. Now, more and more attention has been focused on anti-apoptosis therapy for
neurodegenerative diseases, PD included. Many studies has demonstrated that inhibitor of caspase prevent the activation of caspase, and
neurodegenerative disorders. Bax, located in the upstream of caspase, the executor of apoptosis, is set as the therapeutic target. More
obvious neuro-protection may be achieved by the application of Bax-inhibiting Peptide (BIP), which inhibits the activation and
translocation of Bax. This article reviews recent research progress on PD and PCD.
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