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Abstract; Gene expression plasmid pIRES/ch3C8 of B7 —2 human-mouse chimeric antibody was con-

structed , eukaryotic cell line CHO was transfected with pIRES/ch3C8 by liposome method, and prepared

B7 -2 human-mouse chimeric antibody (named ch3C8). It could recognize B7 -2 molecule on Raji,

which is a human malignant B lymphoma cell line, and induce apoptosis of Raji. In addition, the ADCC ‘
and CDC effect was effectively mediated with the Fc fragment of the ch3C8 which come from human Ig. Tt
was further showed that Raji lost oncogenicity with ch3C8 treated, which inoculated BALB/c¢ nude

mouse. ch3C8 will have a potential application value on B7 —2 related tumor biotherapy.
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