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Effect of PI3K/Akt pathway on the pathological development of osteoporosis
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Abstract: The phosphoinositide 3-kinase and Akt (PI3K/Akt) signaling pathway is the vital pathway responsible for the regulation

of the process of cellular proliferation, differentiation, survival, migration, and metabolism. Increasing evidences highlight a pivotal

role of diverse proteins in the bone tissue in the development and progression of osteoporosis. These molecules exert an influence in

specific activation of gene expression related to PI3K/ Akt signaling, contributing to unbalance of bone formation and bone resorption

in the process of remodeling via regulation of activities of both osteoblasts and osteoclasts.
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