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TIPE2 enhances the killing function of CD8" T cells against lung cancer cells by
regulating MHC class I molecules
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Abstract Objective To investigate the effect of tumor necrosis factor-a-induced protein-8-like factor 2 (TIPE2) on the killing of lung
cancer cells by CD8" T cells and the underlying molecular mechanisms. Methods Human lung cancer cell line A549 was divided into
control, LV-NC (negative control LV-NC lentivirus transfection),and LV-TIPE2 groups (LV-TIPE2 lentivirus transfection). TIPE2 expres-
sion was detected by real-time quantitative PCR and Western blotting, while major histocompatibility complex class I molecule (MHC 1 )
expression was detected by Western blotting and immunofluorescence staining. CD8" T cells were isolated from human peripheral blood
by immunomagnetic beads , and the purity of CD8" T cells was detected by flow cytometry. A549 cells infected with LV-NC and LV-TIPE2
were co-cultured with CD8" T cells and divided into CD8" T+A549,CD8" T+LV-NC-A549,and CD8" T+LV-TIPE2-A549 eroups. The
killing ability of CD8" T cells against A549 cells was evaluated by MTT assay, A549 cells apoptosis was detected by flow cytometry, and
the concentrations of interferon-y (INF-y) and tumor necrosis factor « (TNF-a) in the supernatant of the co-culture system were deter-
mined by enzyme-linked immunosorbent assay. Results Compared with the control and LV-NC groups, the relative mRNA and protein
expression of TIPE2 in A549 cells of the LV-TIPE2 group and the relative expression of MHC I molecules were significantly upregu-
lated (P < 0.05). The fluorescence intensity of MHC I molecules was also significantly enhanced and the positive rate of CD8" T cells
was >90.0%. Compared with the CD8" T+A549 and CD8" T+LV-NC-A549 groups , the same effect target ratio (10 : 1,20 : 1,30 : 1)
was observed as in the CD8" T+LV-TIPE2-A549 group. Furthermore, the killing rate of CD8" T cells on A549 cells and the apoptosis rate
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of A549 cells,and the contents of IFN-y and TNF-a in supernatant were significantly increased (P < 0.05). Conclusion TIPE2 may

enhance the killing effect of CD8" T cells on lung cancer cells by promoting the expression of MHC I molecules on the surface of lung

cancer cells.

Keywords lung cancer; tumor necrosis factor a-induced protein-8-like factor 2 ; major histocompatibility complex class I molecules
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Fig.6 Apoptosis rate of A549 cells in each co-culture system
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