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[ Abstract ] Cyclic guanosine monophosphate (¢cGMP)-dependent protein kinase [[ (PKG [ ) is a mem-
brane-bound enzyme with specific serine/threonine protein kinase activity,which inhibits the proliferation and
migration of osteosarcoma cells and induces apoptosis by blocking the epidermal growth factor /epidermal
growth factor receptor (EGF/EGFR) pathway. It inhibits the expression of EGFR downstream key proteins,
blocks the PISK/AKT/mTOR and MAPK/ERK signaling pathways, hinders the formation of tumor blood
vessels,and plays an important role in the development of osteosarcoma. Therefore, PKG ]| is a potential tar-
get for the treatment of osteosarcoma. This paper reviews the research progress of PKG | blocking EGF/EG-
FR pathway in the pathogenesis of osteosarcoma,and aims to provide new ideas for the targeted combination
therapy of osteosarcoma.
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