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The effect of PI3K/Akt/GSK-3p signaling pathway on the injury of neurons after hypoxia-ischemia in vitro’
ZHAO Jing ,LI Qiang , HE Ling
(Department of Neonatology sthe A f filiated Hospital of North Sichuan Medical
College, Nanchong ,Sichuan 637000, China)

[Abstract] Objective To investigate the regulation mechanisms among PI3K/Akt/GSK-3B signaling
pathway in cultured cortical neurons after hypoxia-ischemia (HI),and explore the neurites injury reparation
after intervening this signaling pathway. Methods The cerebral cortical neurons from newborn Sprague-Daw-
ley (SD) rats were cultured in vitro and established oxygen-glucose deprivation (OGD) model which imitated
HI environment. Cells were divided randomly into 4 groups:the control group.the OGD group,the 1.Y294002
intervention group and the SB415286 intervention group. Western blot was used to detect the protein expres-
sion of serine/threonine protein kinase (Akt) ,phospho-serine/threonine protein kinase (p-Akt) ,glycogen syn-
thase kinase-38 (GSK-3B) ;phospho glycogen synthase kinase-38 (p-GSK-383) in neurons. Cells were immunos-
tained with anti-neuron specific class [[[ g-tubulin (TUJ1) to observe the injury of neurites. Results As com-
pared with the control group,the expression of p-Akt and p-GSK-38 was significantly decreased after OGD (P
<C0.05). As compared with the OGD group, the expression of p-Akt and p-GSK-38 was significantly decreased
in the .Y294002 intervention group (P<C0.05),and the neurites injury was obviously aggravated. As com-
pared with the OGD group,the p-GSK-38 expression was significantly increased in the SB415286 intervention
group (P<C0.05),and the immunofluorescence also showed a significant reduction in neurites injury. Conclu-
sion PI3K/Akt/GSK-38 signaling pathway is involved in the regulation of neurites injury after OGD.
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