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Autophagy is involved in the damage of N2a cells by
oxygen-glucose deprivation
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Abstract: There is no consensus on the role of autophagy in cerebral ischemia. This article was prompted to explore
the effect of autophagy in the process of cerebral ischemia by using the oxygen-glucose deprivation model( OGD) on mouse
neuroblastoma cells (N2a) to simulate the cerebral ischemia. Autophagy related proteins expressions, cell viability and cyto-
toxicity were determined after OGD treatment. Compared with the no-treatment control group, microtubule-associated protein
1 light chain 3(LC3), Beclin 1 and lysosome-associated membrane protein-2( LAMP2) expression were upregulated in
OGD group. Cell viability was significantly decreased in OGD group. 3-methyladenine (3-MA) reduced the lactate dehydro-

genase release, compared with OGD group. Taken together, the present results indicate that autophagy is activated during

cerebral ischemia, and the activation of autophagy may have a damaging effect on the nerve cells.
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