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VSMCs were treated with different concentrations of ILd8 (3 10 30 100 ng/ml) and at different times TNF-
o IL-6 IL-6 TNF-o IL-6 Expression of IL-8 mRNA level; ELISA method to analyze the protein level expres—
sion of TNF-a 1L-6 IL-8; block p38 and AKT signal pathways with specific inhibitors and analyze the activation
of these two signal pathways by Western blot and its effect on the expression of TNF-o« IL-6 and IL-8 proteins. Re—
sults 11.48 at different concentrations could increase the expression of TNF-o IL-6 IL-8 mRNA in VSMC
showing a dose-dependent effect. 1148 (30 ng/ml) increased mRNA and protein levels of the three cytokines in a
time-dependent manner. Western blot results showed that IL.48 can activate p38 and AKT; analysis of specific
blockers found that IL-18 regulates the expression of TNF-o IL-6 and IL-8 in part dependent on the activation of
p38 and AKT signal pathways. Conclusion 11.48 partly relies on the activation of p38 and AKT signaling path—
ways to increase the expression of TNF-o¢ 1L-6 and IL-8 in VSMC.
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VEGFDb involves in resveratrol promoting nerve

regeneration in rats with facial nerve injury
Yang Liangxin' Feng Linfei’ Li Fang' et al
(' College of Stomatology Anhui Medical University Hefei 230032;>Dept of Oral and Maxillofacial Surgery
The First Affiliated Hospital Anhui Medical University Hefei 230032)

Abstract Objective To explore the role and mechanism of resveratrol ( Res) in facial nerve injury model. Meth—
ods Male SD rats were randomly divided into sham operation group ( Sham group) and facial nerve injury group
( Crush group) and facial nerve injury model was established by clamping injury of right facial nerve trunk in rats
of the Crush group. The rats in the Crush group were randomly divided into three groups: the control group ( Crush
+ Vehicle group) the resveratrol group ( Crush + Res group) and the inhibitor group ( Crush + Res + Axitinib
group) . Western blot and QPCR were used to compare the expression levels of vascular endothelial growth factor b
( VEGFb) and its receptors 1 and 2 ( VEGFR1 VEGFR2) in facial nerve of different groups. Immunohistochemis—
try was used to evaluate facial nerve regeneration. Results Compared with the Crush + Vehicle group the expres—
sion of VEGFb VEGFR1 and VEGFR2 in the Crush + Res group was increased and nerve regeneration was promo—
ted. The expression of VEGFb VEGFR1 and VEGFR2 in Crush + Res + Axitinib group was inhibited compared
with that in Crush + Res group. Conclusion Res can enhance the expression of VEGFb VEGFR1 and VEGFR2
after facial nerve injury and promote nerve regeneration.
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