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Background & Aim

PTEN is a tumor suppressor gene, that negatively regulates the growth-promoting PI3K (phosphoinositide 3 f
~

kinase)/AKT(protein kinase B)/mTORC1(mechanistic Target of Rapamycin complex 1) cascade. Signaling
through the PISK/AKT/mTORC1 pathway modulates bone development and remodeling. Using an animal
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model with Pten insufficiency, we aimed to further identity tactors that are causal for disturbed hematopoiesis Bones 7 s . . >et P .
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Results

PTEN KD influences PI3K signaling. Osteogenesis is enhanced in Pten KD BMSCs. ‘P\TEN KD mflueonoges bone structure and bone phegotype.
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after 14 days of adipocyte differentiation.
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