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Abstract

neutrophils from whole blood was reported.

A modified method for seperating
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Neutrophils was obtained by dextran sedimenta
tion, centrifuged with lymphocytes separating
solution, special seperting medium washing and
erythrocyte depletion. The purity and viability
were proved to be both about 95% by Wright s
stain and Typan blue respectively. Both the
chemiluminescence method and cytochrom ¢
reduction method proved the high activity and
the integrity of the membrane receptor of the
neutrophils. Compared with other method, this
method is more simple and easier to handle,
which suggests that it is a efficient and economic
method for seperating neutrophils.
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Detection of DNA and Content of p21 and p53
for Gastric Precancer Lesion by Flow Cytome
try. QI Fengying, DUAN Hurjun, LIU
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China); ZUO Liarfu, LIU Jiang-hui, GUO
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Abstract Content of DNA, rasp2l and p53 in
80 case gastric precancer lesion was quantitative
detected by flow cytometry and immunofluo-
rescence techniques. and to investigate its in
clinical value as early carceration marker. The
detected results showed that raising in DNA het-
eroploid rate. Rasp21 and p53 protein expression
were found with raising of dysplasia grade in
gastric precancer lesion. The rate of canceration
of gastric precancer lesionin in DNA heteroploid
and rasp2l expression positive were notable
increased. DNA heteroploid and rasp2l protein
overexpression can be an early canceration
molecular marker.
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