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Research progress regarding PI3K/AKT signaling pathway
and apoptosis induced by ischemic brain injury
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Abstract The PI3K/AKT signaling pathway is an important intracellular pathway to regulate signal transduction. Its
composition is relatively complex, involving in cell proliferation, apoptosis, metabolism and other biological
processes. Ischemic brain injury is a complex pathological process, in which apoptosis plays an important
role. The PI3K/AKT signaling pathway are crucial in many human diseases including ischemic brain injury,
neurodegenerative diseases, and tumors for cell survival. Therefore, the study of this pathway and its role in
ischemic brain injury is of great significance to further explore the treatment of the disease.
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Figure 1 The relationship between PI3K/AKT signaling pathway and apoptosis
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