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Effect of liposomal transfection of cyclin D1 antisense oligodeoxynucleotide on AS49

cell proliferation and apoptosis

JIANG Li, MIN Jia-xin, LI Xue-chang, YAO Ke ( Department of Thoracie Surgery, Xingiao Hospital, Third Military Medical Uni-

versity , Chongging 400037, China)

Abstract; Objective To explore the effect of lippsomal transfection of eyelin D1 antisense oligodeoxynu-

cleotide ( ASON) on A549 cell proliferation and apoptosis. Methods By liposomal transfection technique, cy-

clin D1 ASON was co-cultured with A549 cells.

The cell growth curve was determined by MTT assay. The pro-
tein and mRNA of eyclin D1 were measured by FACS and RT-PCR. Results

In the cyclin DI ASON liposom-

al transfection group, the proliferation of A549 cells was significantly inhibited as compared to that in eyelin D1

ASON group (P <0.01).

significantly lower than that in the control group (32% vs 83% |,

The expression of cyclin D1 in the evelin D1 ASON liposomal transfection group was

P <0.01), and the DNA ladder and apoptosis

body was displayed. Conclusion Liposomal transfection of cyclin D1 ASON can inhibit in vitro the prolifera-

tion of lung cancer cells, which might provide a new targel for gene therapy.
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