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Abstract: Objective To investigate the effect of leptin on osteoblastic differentiation of aortic valve interstitial cells
(VICs) and its mechanism. Methods Porcine aortic VICs were separated and cultured by collagenase digestion method.
After being stimulated with 100 ng/ml leptin for 24 hours, VICs RNA and protein were extracted. Quantitative real-time
polymerase chain reaction (qRT-PCR) and Western blot were used to detect the expressions of osteogenic marker core
binding factor al (runt-related transcription factor-2, RUNX-2) mRNA and protein, respectively. Western blot was used to
detect the expressions of nuclear factor( NF)-kB total protein(t-NF-kB)and phosphorylated NF-kB protein( p-NF-kB) . At
the same time as leptin intervention, the VICs were intervened by SN50 ( NF-kB- specific inhibitor ), and then the
expression of RUNX-2 protein was detected again. Results RUNX-2 mRNA and protein expressions and p-NF-kB protein
expression were significantly up-regulated after leptin stimulation, but RUNX-2 protein expression was significantly down-
regulated after SN50 intervention (all P < 0.05). Conclusions Leptin can lead to the increase of osteogenic marker
RUNX-2 expression,while SN50 intervention can induce down regulation of RUNX-2 protein expression. It is that leptin can
induce VICs differentiation to osteoblast cells,and this effect is achieved by NF-kB- related signal pathway.

Key words: Leptin; Aortic valve interstitial cells; Runt-related transcription factor-2 ( Runtrelatal protein 2) ; Nuclear

factor-kB; NF-kB-sepecific inhibitor (SN50)
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