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Absgract :Objective  To observe the mechanism of ¢ myc anti sense oligodeoxynucleotide mediated by ga-
lactose receptor on the proliferative inhibition of hepatocarcinoma Bel-7402 cells. Methods ¢ myc
ASODN mixed with Galactose ( Gal)- polyethyleneimine (PEI) reagent forming Ga- PEFASODN comr
plex ,then incubated with Bel-7402 cellsfor 48h ,usng Propidium lodide(Pl) dying,AnnexinV-FITC and
Pl double staining ,DNA gel electrophoresis to detected the proliferative inhibition mechanism of Gal- PEF
A SODN on Bel-7402 cells. Results  Cell cycle was determined by flow cytometry. In the control group,
Gal- PEI group and ASODN group ,cell proliferative index was found to be 35.04 %,33.95 %,32.90 %,
respectively. However ,cell proliferative index for Ga-PEFASODN group was found to be 23.65 % ,de
creased by 11.39 % compared to the control group ( P<0.01) . Necrotic cell percentage was determined u
sing AnnexinV-FITC/ Pl double staining test. The results showed cell apoptotic rate of 2.77 % ,cell nec-
rotic rate of 3.06 % and the normal cell percentage was detected as 94. 13 % in the control group ;cell ap-
optotic rate below 4 % ,cell necrotic rate below 6.8 % were detected in both ASODN group and Ga-PEI
group ; cell apoptotic rate of 6.5 %,cell necrotic rate of 15.9 % and the normal cell percentage of 76 %
were determined in Gal- PEFFA SODN group. There was no DNA ladder morphology ,on the contrary ,there
was DNA smear morphology using DNA ge electrophoressin Ga- PEFASODN group. Conclusion The
mechanism by which Gal- PEFASODN inhibits cell proliferation maybe that it can restrain the change
from G/ Gperiod to Speriod in cell cycle and induces cell necross.
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