e [4] \
K4 ) Z BH T % (KRB
¥*from¥E # L+ EHD
FHB/EES HE 479 5
FhN®E5EHEAMS Yk 18 £ 7 A 18 H
FARSORMG  FAFRAIE 4858 1 RS
¥AMRXEH  Mechanisms of apoptosis induced by etoposide (VP-16), a DNA-
damaging agent, in glioma cells
1)Ordering of ceramide formation, caspase activation, and Bax,/Bcl-2
expression during etoposide-induced apoptosis in C6 glioma cells
2)Influence of Bax or Bcl-2 overexpression on the ceramide-dependent
apoptotic pathway in glioma cells
3)p53 regulates ceramide formation by neutral sphingomyelinase
through reactive oxygen species in human glioma cells
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