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Abstract
Our previous study had found

tamoxifen induces apoptosis of the glioma
cells and increased the expression and
activity of the c-Jun-N-terminal kinase 1
(JNK1). The activity of the JNK1 is related
to the apoptosis of the glioma cells. In this
project, we investigate the change of the
downstream of the JNK1 signaling pathway
and related factors (ATF-2, c-Jun, JunD,
bel-2, bax, p53, caspase 9) in the glioma
cells after tamoxifen treatment. Also we
study the change of the expression of these
proteins whenever the JNK1 is suppressed
by antisense oligonucleotide of JNK1. We
found that tamoxifen increased the
phosphorylation of c-Jun and Jun D, the
expression of bax and p53, decreased the
expression of bcl-2, enhanced the activity of
caspase 9 in the glioma cells, however, it
had no effect on ATF-2. Inhibition of JNK1
by antisense oligonucleotide suppressed the
effects of tamoxifen on the proteins
mentioned above except ATF-2. The results
suggested that JNK1 signaling pathway
played an important role in the
tamoxifen-induced apoptosis of the glioma
cells. In additionm, this cellular apoptosis
was related to the change of the expression
of bax, p53, bcl-2, the activation of caspase
9.
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