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Preliminary Studies on Machanism of Inhibition of
Gangliosides on BT325 Line Growth. LI ArHua,
YANG DiarEr, CHEN Hong, HUANG Ru Bin
( Department of Biochemistry, Capital University
of Medical Sciences, Beijing 100054, China).

Abstract

radicassay of ' FEGF on plasma membrance EGF

Radioligand binding assay and competitive

: 25 Lo
receptor and radio-receptor assay when “FEGF was

incubated with human glioblastoma multiforme cells
were carried out. The results showed that there is a
high affinity binding site on BT325 cells plasma
membrance, exogenous GM3 could not alter the
affinity ( K y) of EGF binding with cellsurface recep-
tors, but decrease the receptor number. GM3 could
significantly prolong the endocytosis process of EGF-
EGFR complex. The concentration of EGF in culture
medium was unchanged by GM3 and BBG, but that
of EGF in cytoplasm was increased by GM3. It sug-
gested that GM 3 might inhibit the secretion of EGF.
Key words

BT 325, ganglioside GM3, bovine brain gangliosides,

human glioblastoma multiforme cell line

EGF, inhibition, mechanism
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Abstract Using flow cytometry (FCM) to measure
IgG binding to red blood cells ( RBC) exposed to

H>0; and their autofluorescence directly, in order to

Shantou

Biology,

study the effect of H202 on the antigenicity and the
production of fluorescent product of LPO of RBC.
The results showed that the changes of both anti
genicity and autofluorescence were dependent on the
H,03 concentration and the time of RBCs exposed to
H;03, and the change of antiginicity was more sus
ceptible to H,0; than that of autofluorescence. At 107
fold lower H0; concentration than that made
autofluorescence significantly increase, IgG bond to
RBC. Furthermore, it was found that the changes of
antigenicity and autofluorescence were related to for-
ward scatter (FSC).
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