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pamycindoaded nanoparticles produces sustained inhibition of vas—

Effect of lipoic acid amine on intimal hyperplasia of

injured vessels and its mechanism
Wang Yang Bao Dejun Cheng Chuandong et al
( Dept of Neurosurgery The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To study the effect of adipoic acid-plus ( LAP) on intimal hyperplasia ( IH) after rat carot—
id artery injury and the relevant mechanism. Methods 48 healthy adult male SD rats were randomly divided into 4
groups ( 12 in each group) : sham group injured + vehicle group injured + low-dosage LAP ( 100 mg/kg)

group and injured + high-dosage LAP ( 150 mg/kg) group. Rat carotid artery endarterium injury model was crea—
ted by balloon compression. LAP or an equal volume of vehicle was orally administered at 6 h after injury and then
once daily for the next 2 days. The level of oxidative stress of damaged blood vessels was determined by chemical
fluorescence method. Western blot and immunofluorescence were applied to evaluate Cathepsin B/D and Caspase-3
protein levels. Endothelial cells ( ECs) apoptosis was assessed by TUNEL staining. HE staining was to observe TH
and the degree of vascular stenosis induced in 3 weeks. Results The results showed that the levels of oxidative
stress Cathepsin B/D  Caspase3 and the rate of ECs apoptosis increased markedly ( P <0.05 P <0.01) which
were further confirmed by double immunofluorescence staining and reversed by LAP treatments induced by 72 hours
(P<0.05 P<0.01) . In addition The results of HE staining showed that the TH was visible in the injured seg—
mental vessels and the vessel lumen was narrowed ( P <0.01) and LAP treatment markedly suppressed IH and
alleviated vascular stenosis ( P <0.05) . It was noteworthy that the findings of the present study suggested that
high-dose LAP intervention might have not exerted more significant effects than low-dose LAP. Conclusion  1.AP
can impart a protective effect on ameliorating IH and is mediated by its anti-apoptosis effect which suppresses the
apoptosis pathway triggering by intralysosomal cathepsins.
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