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Based on PI3K/AKT/mTOR Signaling Pathway
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Abstract : The phosphatidylinositol 3 — kinase ( PI3K)/protein kinase B ( PKB/AKT)/mammalian rapamycin target protein ( mTOR)
signaling pathway plays a crucial role in the formation,development,and treatment of knee osteoarthritis (KOA) , It plays an important
role in cartilage proliferation and apoptosis, subchondral bone remodeling, and synovitis. Inhibiting PI3K/AKT/mTOR signaling can pro-
mote autophagy, alleviate joint inflammation, and restore joint homeostasis ; Activating PI3K/AKT/mTOR signaling can promote chondro-
cyte proliferation and differentiation, and reduce apoptosis. Based on the PI3K/AKT/mTOR signaling pathway analysis of traditional
Chinese medicine, this study focuses on the promotion of chondrocyte proliferation,reduction of apoptosis , inhibition of inflammatory re-
sponse , enhancement of chondrocyte autophagy, restoration of joint homeostasis, and reduction of joint injury. The aim is to provide ideas
for the clinical treatment and basic research of KOA.
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VR AN 5 (4) 252 T7 25 o 2%, HoAr sk
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PrRISE R o i B AN R KOA RO, W Aff o
255 T PBK/AKT/mTOR {5 5 3 X A [A] ik 1
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