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Abstract Microscopic quasrtelastic laser light
scattering technique and image processing and

analysis technology were used to study thalassemia
erythrocytes. The mean hydrodynamic radius and
average diffusion coefficient of hemoglobin polymers
in the intact red cells, the membrane motion
frequency, cross area, regular form factor, longest
axis, shortest axis and mean gray were measured for
thalassemia erythrocytes and normal red cells. It is
found that, compared with normal red cells, the

mean hydrodynamic radius and its variance of

thalassemia erythrocytes are larger, the membrane
motion frequency is slower and the cross area of the
cell is smaller. This suggests that thalassemia
erythrocytes have large hemoglobin polymers and

worse deformability.
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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
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