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Research Progress on P13K/AKT/mTOR Signaling Pathway

in Intervertebral Disc Degeneration
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Abstract Phosphatidylinositol 3-kinase/protein kinase B/mechanistic target of rapamycin (P13K/AKT/
mTOR) signaling pathway, one of the important signaling pathways of intervertebral disc degeneration (IDD), is
closely related to the function and metabolism of nucleus cells, playing an vital role in the incidence and
development of IDD. The article stated P13K/AKT/mTOR signaling pathway in IDD and the relevant TCM effects
by summarizing the relevant mechanism of P13K/AKT/mTOR signaling pathway in IDD, and research progress of
TCM with the pathway as the targets, so as to illustrate the mechanism of TCM intervention on IDD via P13K/
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AKT/mTOR signaling pathway, which could provide new thinking and ideas for TCM therapy of IDD.
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