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Abstract: Objective To explore the effect of cytokine induced killer(CIK) cells and dendritic cells(DC)induced from peripheral
blood mononuclear cell(PBMC) in the patient with liver cancer on the proliferation and migration of human HepG2 cell line of liver
cancer. Methods The adherent PBMCs were induced by GM-CSF, TNF-¢ and IL-4 in order to produce DCs, which were sensitized
with antigen of autologous tissue of liver cancer. Meanwhile, CIK cells were obtained from the suspended PBMCs induced by IFN-vy,
IL-2 and human CD3 monoclonal antibody (hCD3mAb). The DCs, CIK cells and HepG2 cell line were cultured in a same circum-
stance with the Transwell culturing cabin, but the DCs-CIK cells were cultured at one side of the membrane of the Transwell,
HepG2 cell line at another side of the same membrane for 24 h and 48 h respectively. Subsequently the proliferation of human
HepG2 cell line cultured with DC-CIK cells of 24 h and 48 h were detected with cell count kit-8 (CCK-8) ,and the proliferation curve
was made. The scratch test was employed to analyze the proliferation and migration of the same cell line,and the expression of PC-
NA gene related closely proliferation of this cells and its coded protein were inspected with reverse transcriptase-polymerase chain
reaction(RT-PCR) and Western blot respectively. Results The detection results of CCK-8 showed that DC-CIK cells had signifi-
cantly killing effect on HepG2 cell line compared with the control cells, difference showing statistical significance(P<C0. 01). The
results of the scratch test,gene and protein detection indicated that DC-CIK cells can significantly inhibit the proliferation and mi-
gration of human HepG2 cell line and down-regulated the expression of PCNA in the gene and protein levels. Conclusion DC-CIK
cells can obviously down-regulate the expression of PCNA gene of human HepG2 cell line, noticeably inhibit its proliferation and
migration and play a role in killing tumor.
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