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Tab 1 Reaction of T lymphocyte induced by SEC in patients with glioma( »=6)
Reaction of T lymphocyte T T
Grou T ; cp4'/cp8
P D3 cpd* cps
Before treatment 55.545.0 25.443.6 28.742.8 0.85
After treatment 1d 61.245.2 38.244.0 27.943.0 1.37
2d 61.7+5.4 42.11+4.2 30.1£3.1 1.40
3d 69.8+6.0 49.144.5 29.442.9 1.60
44 68.245.8 40.545.0 36.843.1 1.10
o5d 64.345.9 42.6+4.8 32.1£3.8 1.32
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Fig 1 cytotoxicity effect in vitro in different concentration of SEC
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Study on superantigen SEC against glioma
WANG Fan, HUANG Qiang'» ZHOU Li-Ying”

( Dept of Radiation Oncology, the First Affiliated Hospital, Anhui Medical University, Hefei

ABSTRACT AIM To probe into antitumor effect
of lymphocyte activated by superantigen SEC against
glioma.- METHODS Lymphocyte subset was anal-
ysed with APAAP method after the lymphocyte had
been activated by SEC. The cytotoxicity of lympho-
cyte against glioma in vitro was evaluated by MTT
method- With established animal model of glioma
xenografted and immunity embeded model of HuPBL-
SCID; we observed the growth of glioma- RESULTS

The lymphocyte activated was mainly composed of
cpd’ T lymphocyte- Lymphocyte activated by SEC
had killing activety against 8 glioma cells and the

group of 1 X 10° U «L ' had shown the strongest

230022)

killing power- The growth curve showed that :each of
the rate of producing A, C and B group different sup-
press effect on glioma its suppress rate was 58.5%.,
46.2% and 36.3% respectively. CONCLUSION
Lymphocyte stimulated by superantigen SEC pro-
duces killing power against glioma-
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