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Fig 1 Morphelogy of apeplosis Induced by SEA In SEA-reactive T cells (LM X 100)
ASEA-reactive T cell line  B: 8 h treated again by SEA 1 ug/ml C;16 h treated agsin by SEA 1 pg/ml
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Fig 2 Analysis of apoptesis induced by SEA In SEA-reactive T cells by low cytometry
A Dose response of SEA-reactive T cells to addition of SEA for 16 h  B.Kinetics of apoptosis induced

by SEA 1 pg/ml in SEA-reactive T cells
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Fig 3 Analysis of apoptesis induced by SEA in SEA-reactive
T cells by DNA clectrophoresis with 1. 8 5 agarose gel
1. DNA Marker (A DNA/EcoRI+ Hind 0 ),
2.0h.3.16 h.4.12h, 5. 8h
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Fig 4 Functional expression of Fas, FasL Induced by SEA in SEA-reactive T cells
A :Kinetics of Fas expression induced by SEA 1 ug/ml in SEA-reactive T cells B Kinetics of FasL expression

induced by SEA 1 pg/ml in SEA-reactive T cells
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apoptosis induced by SEA (1 pg/ml) in
SEA-reactive T cells
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The role of Fas antigen in superantigen-induced apoptosis of T-cells’

Song Jianxun, Zhu Xihua, Chen Kemin (Institute of Immunology, Third Military Medical University, Chongging,400038)

Abstract

Objective: To study the role of Fas antigen-mediated killing effect in the superantigen-in-

duced T-cell apoptosis. Methods: T-cell apoptosis was induced by SEA in the SEA-reactive T-cell line estab-

lished from human peripheral blood mononuclear cells (PBMC). The features of apoptosis were observed

with optical microscope, flow cytometry (FCM) and DNA electrophoresis. The Fa/FasL ratio and cytosolic

Ca®* concentration were measured with FCM and fluorescent probe Fura-2/AM. Results; A short term SEA

reactive T-cell line was established by stimulating PBMC 106 with 1 pg/ml SEA for 3 days and expanding the
cells in rIL-2(200 U/ml). The cells were maintained in rIL-2 for 2 weeks before use. Both FCM and DNA

electrophoresis could demonstrate that apoptosis appeared obviously by second stimulation of the SEA-reac-

tive T-cells with SEA 1 pg/ml. Fas/FasL was substantially upregulated with an increase of cytosolic free

Ca®*. Conclusion; These findings suggest that Fas antigen plays an important role in the superantigen-in-

duced T-cell apoptosis and the increase of cytosolic Ca** was related to DNA fragmentation and morphological

changes of T-cell apoptosis.
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