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Construction of an Ewing’ s sarcoma specific expression vector of diphtheria toxin and

observation of the Killing effect on cultured Ewing’ s sarcoma cell line

FENG Gang, ZHAO Zhong-quan, WANG Dong-lin (Cancer Research Center; Xingiao Hospitak Third Military Medical University,
Chongqing 400037, China)

Abstract. Objective To comstruct an expression vector containing Ewing’ s sarcoma EWS-FLI-1 specific bind-
ing sequence and diphtheria toxin A chain (DTA) gene sequence to investigate the killing effect of DTA on cultured
Fwing’ s sarcoma cells so as to provide pwof for the exploration of new methods for gene therapy for cancer. Methods

Expression vector (pS2-DTA ) containing EWS-FLI-1 specific binding sequence and DTA gene sequence was con-
structed by replacing the luciferase gene in pS2 with DTA gene at the points of Neo I and Xba [ by molecular tech-
nique. After transfection of pPS2-DTA into Ewing’ s sarcoma cells and the control cells, DTA expression and its killing
effect on cells were detected. Results pS2-DTA was highly expressed in Fwing’ s sarcoma cell line, and the killing
effect of DTA was much higher than that in the control cells. Conclusion pS2-DTA has selective killing effect on
FEwing s sarcoma cells and can inhibit the growth of Ewing’ s sarcoma cells. So pS2—DTA has potential value in the
treatment of Ewing’ S sarcoma.
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Fig 4 Expression of DTA by immunohistochemistry (S-P><400)
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Fig5 Detection of cell death by TUNEL method
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