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Abstract
e AIM: To investigate the effect of oligofectamine
mediated platelet-derived growth factor-oo ( PDGF-o )
receptor antisense oligodeoxyribonucleotide ( ASODN )
transfection on retinal pigment epithelium ( RPE )
proliferation and apoptosis in vitro.

e METHODS. After PDGF-o receptor ASODN was
transfected into RPE with lipofectamine™?2000 at different
concentrations, the proliferation of RPE was detected by
MTT. Hoechst staining was used to display the apoptosis
form of RPE. Flow cytometry method was applied to
detect the change of cell cycle and apoptosis index.

e RESULTS: Compared with control group, PDGF-x
receptor ASODN group could effectively inhibit the
proliferation of RPE; the percentage of G,/G, phase cells
was enhanced and there was significance in increasing
apoptosis cells(P<0.05).

e CONCLUSION: PDGF-a receptor ASODN could induce
Gy/G,; arrest, inhibit cell

apoptosis in RPE cells.
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Lipo-ASODN YA A 2 L A8h J5 AR E 433 L3I0 48h_

24h 48h 72h G,/G, G,/M S JEIHT R
Opmol/L 0 0 0 34.8+1.4 10.6+2.1 53.5%x1.9 10.9%1.7
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