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Generation and characterization of HLA-A : 2. 1 restricted and Prestein,, ,, specific

NKT cell lines
WANG Hui-ming, WANG Yi-qin, RUAN Zhi-hua, XU Wen-yue, ZOU Li-yun, ZHAO Ting-ting, WU Yu-zhang ( Insii-
tute of Immunology , College of Medicine, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To generate and characterize the Prostein-specific NKT cell lines. Methods Pro-
stein,, 5 peptide, IL-2 and IL-12 were used to stimulate peripheral blood mononuclear cells of healthy male do-
nors. ~ Cr release assay and flow cytometric analysis were applied to study the eytotoxicity and phenotypic prop-
erties of the induced cell lines. Results The ex vivo expanded cell lines contained some peptide specific
CD3*/CD56 * natural killer T cells, and possessed enhanced eytoloxicity function against Prostein, 5, bearing
target cells and also NK-sensitive K562 cells. Conclusion 1L-12 is essential for the generation of Prostein,, 5,
specific NKT cell lines, paving the way to further explore the possibility of using prostein specific NKT cells to
overcome the immune evasion of prostale cancer cells.
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