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Study on the immunosuppressive mechanism of OKT3

ZHENG Jun~nian, XIE Shu—liang, SUN Xiao —qing- et al

(Department of Urology- Affiliated Hospital of Xuzhou Medical College: Xuzhou: Jiangsu 221002, China)

Abstract. Objective To investigate the immunosuppressive mechanism of OKT3. Methods Apoptosis was induced in

human peripheral blood lymphocytes (PBL) - Electron microscopy and DNA electrophoresis were used to examine apoptosis-

Flow cytometry (FCM) with TUNEL assay was used to determine apaptotic percentage and CDY5 expression- Results  Electron

microscopy and DNA electrophoresis showed characteristic features of apoptosis in OKT'3treated cells- FCM with TUNEL assay

showed the apoptotic percentage of OKT3 — treated group (39- 8%) was significantly higher than that of control group
(10. 2%3). The positive rat of CD95 expression in OKT3 — treated PBL was 48. %, significantly higher than that in control
group (34- 9% )- Conclusion The induction of apoptosis via up —regulating the CD95 expression of PBL is one of the im-

munosuppressive mechanisms of OKT3-
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