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Abstract; Objective To study the the biological effects of liposome-mediated mitogen-activated protein kinase (MAPK) anti-
sense oligodeoxynucleotides(ASO) on human laryngeal cancer cell Hep-2. Methods After MAPK antisense oligodeoxynucleotide
(ASO) was transferred into the Hep-2 cells, the expression of MAPK protein was detected by Western blot, the change of MAPK
activity by y-32PATP infiltration; The proliferation inhibition,invasiveness and apoptosis was studied with MTT, Transwell cham-
ber and FCM. Results

(P<C0. 05) ;inhibited the proliferation of HEP-2 cells significantly on third day;induced apoptosis in Hep-2 cells, the apoptosis ratio

MAPK ASO reduced the expression of MAPK protein and its activity,compared with Sen, Lipo,Ran group

of Sen group was lower than Ant group(P<C0. 01) ; the invasiveness of human Hep-2 glioma cells was inhibited significantly, the cell
number under the membrane surface of Transwell chambers was lower in Ant group compared with Sen group and control group(P
<C0. 05). Conclusion

could provide a new way of gene therapy for laryngeal cancer.

Liposome-mediated MAPK ASQO cells in vitro inhibit proliferation, invasiveness, and induce apoptosis, which
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