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Effects of [ —asarone and Borneol on Autophagy-related Protein LC3 and Mitochondrial Function in
PC12 Cells with Injury Induced by AR«

XUE Zhongfeng'?, HE Yuping', FANG Yongqi' (1. The First Clinical Medical College, Guangzhou University of
Chinese Medicine, Guangzhou 510405 Guangdong, China; 2. Sanya Traditional Chinese Medicine Hospital, Sanya
572000 Hainan, China)
Abstract: Objective To observe effects of B—asarone and borneol on autophagy-related protein light chain 3
(LC3) , calcium concentration and mitochondrial membrane potential (MMP) in PC12 cells with injury induced by
amyloid B-protein (AR, ). Methods PC12 cells were cultured in vitro and pretreated by B-asarone and borneol.
Autophagy was induced by AR, at the final concentration of 1.25 pwmol+L™. Cell morphology was observed under an
inverted microscope. Cell viability was detected by methyl thiazolyl tetrazolium (MTT) assay. LC3 expression, intracellular
calcium concentration and MMP were measured by flow cytometry. Ultrastructural morphology of PC12 cells was
observed by transmission electron microscope. Results [-asarone, borneol and their combination increased cell
viability and LC3 expression (P < 0.05 ), decreased intracellular calcium concentration(P < 0.05), increased MMP
(P <0.05), reduced autophagosome, and protected mitochondrial morphology. Conclusion B-asarone, borneol and
their combination have protective effect on cell injury induced by AR, ,.

Keywords: P-asarone; Borneol; Autophagy-related protein light chain 3; Autophagy; Alzheimer's disease; Amyloid

B-protein; Mitochondria
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Figure 1  Changes of cell morphology in different groups ( x 150)
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Table 1 The effects of B —asarone and borneol on cell viability
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Table 2 The effects of B —asarone and borneol on LC3 expression
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Figure 2 Changes of cell ultrastructure in different groups ( x

30000)
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