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[Abstract] Objective To explore the effect of cytokine induced killer(CIK) cells and antigen-loaded DC(DCs)
on proliferation and apoptosis in human liver cancer cell line HepG2. Methods Adherent cells from peripheral blood
of healthy volunteers were induced by GM-CSF,1L-4, TNF-q to prepare DCs, which were sensitized with HepG2 cell
lysates. Meanwhile, suspended cells were induced by CD3 monclonal antibody, IFN-y,IL-2 to prepare CIK cells. The
immunophenotype of DCs and CIK cells and the apoptosis of HepG2 cells were analyzed by flow cytometry. The IFN-
v and TNF-q levels in cell cultured supernatant were examined with ELISA. Then, the proliferation of HepG2 cells
was detected by CCK-8. Results

cells, strengthen the anti-proliferation effect of CIK on HepG2 cells and enhanced HepG2 cell apoptosis. Conclusion

Compare with DC-CIK, antigen-loaded DC increased the markers expression of CIK

(L. ERTHEIARERMNBEA  400062;2. TP L ERAMEA 4100013)

Antigen-loaded DC can enhance significantly the anti-cancer effect of CIK cells on liver cancer cell line.
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