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Interleukin-18 enhances specific antitumor activity of CTL induced by tumor-
antigen plused dendritic cells
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Biology, Xijing Hospital, Fourth Military Medical University, Xi’an 710032, China; 2. Xijing Hospital, Department of
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[ Abstract ] Objective:To study whether interleukin( IL )-18 can promote tumor antigen-pulsed dendritic cells ( DCs ) to
induce specific CTL against hepatocellular carcinoma( HCC ) in vitro. Methods: The recombinant adenovirus expression
plasmid AdIL-18 was transfected into DCs pulsed by HepG2 lysates ( AdIL-18-HepG2/DC ). The surface molecules of
AdIL-18-HepG2/DCs were analyzed by flow cytometry. IL-18 levels in culture supernatant of AdIL-18-HepG2/DCs were
measured by ELISA. The ability of AdIL-18-HepG2/DC to induce proliferation of autologous T lymphocytes was evaluated
by *H-TdR assay. The in vitro CTL antitumor activity induced by AdIL-18-HepG2/DC on HepG2 cell was detected by
MTT. Results: IL-18 promoted expression of CDla, CD11c, CD80, CD86 and HLA-DR on HepG2/DCs compared with
untransfected DCs. AdIL-18-HepG2/DCs secreted more IL-18 in witro compared with untransfected DCs. AdIL-18-
HepG2/DC effectively stimulated proliferation of autologous T cells ( CPM being 228 018 =1 079 ); the stimulating effect
was significantly higher than those of AdIL-18DC, HepG2/DC, AdlzcZ/DC, and DC( all P <0.05 ). CTL induced by
TAA pulsed/IL-18 modified DC had significantly higher cytotoxicity against HepG2 cells compared with that induced by
other DCs. Conclusion: AdIL-18-HepG2/DCs have enhanced ability to induce specific CTL in killing hepatocellular car-
cinoma HepG2 cell line.
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0.22 wm TlALIRE I U J5 AR Sk g R me L 28
1.3 MERmIGER
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Fig.1 IL-18 gene-transfected-TAA pulsed DCs enhanced
surface molecule expression of HepG2/DCs
** P <0.01 vs untreated DC
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Fig.2 IL-18 gene-transfected HepG2/DC increased
proliferation of autologous T lymphocytes
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AdLacZ/DC,DC or PBS,respectively
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