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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.

Key words

gliosides, inhibition, human glioblastoma multi-

respectively.

ganglioside GM 3, bovine brain gan-

form cell line BT 325, epidermal growth factor

(EGF)

éHﬂHﬁ”E.I gﬁ*ﬂ%‘?&a’ﬁ: CNE-2Z. _Q_H]H@}EJ-I‘: I:F‘ E{]ﬁﬂj*
f&sl Wmal B B

(17 AR B A e oy S0 24 B b, HET 524023)

HE R DNA ik o PT S aiie e (FCM) 4rFr Ao SE 5 4 W AE: (LCM) A2, KT
A C (PKC) 05 5 CNE-2Z 41 M 12 i 40 B RS B R4 4210 0. PKC i 7Y staurospoine
(ST) . sphingosine (SS), WAL MHA 1x 107 mol/L fl4x 107 mol/ L, %240 24 h. &5 $ KB4
PLAL A0 M2 A7 WL R DNA WE A5 (A0, DNA LKA B 0% 400 8 81 P12 L SS 4l AL S 1
Wk G1 Wb s (P< 0.05): ST 41 G2 W . G1 At S W FHuk (P< 0.01). X 4140 g % (5
JRGr A 5] I TR 22 S AN EURCIR, A Al i A e (TR R AN B AR R 22 L,
FORLC, HERIASE). g5 3w, SS. ST WiF 5 CNE-2Z 400k T2, 40 i WA A8 2e g i i oo, #4924

AT ) R,

KR HAWEE C. A0ERL, SRR, T, AN, A

CIUAREREUE ) (950661) .
AR P B g S, T 524023,

U R A B 0 T A
Wi 1130: 19960507, 45011 1): 1996 10- 14

HEHT 524023,





