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Effect of immunogenicity of viral vector-mediated several kinds of genes on cholangio-

carcinoma cells
WANG Zheng-xu, HE Zhen-pingg HU Gui-fang WU Zu-ze (Department of General Surgery, Lanzhou G eneral Hospital, Lanzhou 730050 China)

Abstract: Objective  To investigate the change of immunogenicity of cholangiocarcinoma cell line QBC939 madified by human interferon-7,
1172 or B7-1 genes. Methods  The retroviral vector of 112 or IFN-Y ¢DNA, and adenoviral vector contaning B7-1 ¢DNA were constmucted and
transduced into QBC939 cell line. Cytotoxicity lymphocyte assay, tumorgenicity of tumor cell in nude mice, and mixed lymphocyte and tumor cell
ooculture were employed to study the change of immunogenicity of the cholangiocarcinoma cell line QBC939 transduced with interferon-¥, 11-2 or
B7-1 gene. Results  The cytolytic activity of cholangiocarcinoma patient s peripheral blood lymphocytes against parental cells could be enhanced
by in vito QBCI939 after modification with IFN-Y gene. The tumorgenicity of QBC939 cell transduced with II:2 gene could be reduced in nude
mice. QBC939 tranduced with B7-1 could stimulate the pwliferation of human peripheral blood T lymphocytes. Conclusion  The immunogenicity of
QBCI939 cell lines could be enhanced by human intederon-%, I-2 or B7-1 cDNA.
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