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Abstract

Gangliosides (BBG) were added exogenously to

Ganglioside GM3 and bovine brain

human glioblastma multiform cell line BT 325 to
observe their effects on BT325. The results
showed that GM 3 and BBG inhibited BT 325 cell
growth. The maximum of cell proliferation inhi-
bition rate of GM3 and BBG were 60. 28% and
19. 33%, GM3 and BBG were
added to medium which has different concentra-
tion of EGF. Both GM3 and BBG inhibited the
EGF-stimulated BT325 cell growth and the
effects of GM 3 is far stronger than BBG.
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Study on the Changes of Cell Cycle and
Cytoskeleton of the CNE2Z Cell Apoptosis
Induced by the Inhibitors of Protein Kinase C.
HE Zhiwei, CHEN Nanyue, LIAO Xinbo, CAI
Kangrong ( Department o Pathophysiology,
Guangdong Medical College,  Zhanjiang
524023, China).

Abstract By using DNA electrophoresis, flow
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cytometry ( FCM) analysis and laser confocal
microscopy (LCM), the change of cell cycle and
cytoskeleton of CNE-2Z cells induced by the
inhibitors of protein kinase C ( PKC) were
observed. Cells were respectively treated by
straurospine ( ST) and sphingosine (SS) at the
concentration of 1 x 107 ° mol/L and 4 x
103 mol/ L, and cocultured for 24 hours. Lad-
ders of DNA electrophoresis and hypodiploid
peaks were discovered in the two treated groups.
Compared with the control groups, the cell cycle
percentage of S in treated groups by SS was
much increased, but the percentage of Gl was
significantly decreased ( P < 0.05), and the

percentage of G2 in ST treated groups was much

Prog. Biochem. Biophys. * 249 -

increased, but both the percentage of S and G1
The welk

chromatin DNA was seen in

were much decreased ( P < 0.01).
distributed
untreated cells, but fragmentary DNA in treated
cells. The granuliform microfilament regularly
intact cell

lined along and formed the

morphology in untreated group cells. The
microflament clustered in disorder and formed
clusters in induced cells. The results showed that
the cell cycle and cytoskeleton may contribute to
the CNE-2Z cells apoptosis induced by the
inhibitors of protein kinase C.
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