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‘g a !g g [ABSTRACT] Objective, To explore the effect of CREB binding protein (rCBP) gene-silencing on vascular smooth muscle cells
e (VSMCs) proliferation by RNA interference. Methods,  According to the CBP cDNA sequence,  adenovirus with green fluorescent
protein was constructed which could encode specific short hairpin RNA (shRNA) of rCBP mRNA (CBP-shRNA/Ad). Empty adenovirus
was taken as transfection control group, adenovirus with non-specific shRNA coding sequence as negative control group, and CBP-
shRNA/Ad with multiplicity of infection 12, 16, 25and 50 asintervention groups, VSMCs 2d primed by 0.1U/mL thrombin was
transfected. Then the change of CBP mRNA and protein were detected by RT-PCR and western blot; cell cycle was examined by flow
cytometry to evaluate VSMCs proliferation. The adverse effect of CBP-shRNA/Ad on VSMCs was investigated by invert microscope.
Results, CBP-shRNA/Ad could obviously inhibit CBP high-expression induced by thrombin at mMRNA and protein level (P<0.05) in
ST dose-dependence. CBP-shRNA/Ad increased cells rate in GO/G1 phase (P<0.05)and decreased cells rate in S phase(P<0.05)via reduction of
CBP content. Results of invert microscope showed cells had the good adherence ability. Conclusions, RNA interference could down

regulate rCBP expression selectively, inhibit VSMCs proliferation apparently,  without obvious adverse effect.
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