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Research progress on signaling pathways of anti-tumor effects of active components
in Cinnamomi Cortex
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Abstract: Malignant tumors have become a pressing global health issue, yet traditional cancer treatments are plagued by severe side
effects. Cinnamomi Cortex contains complex chemical components, and its anti-tumor effects involve multiple signaling pathways,
such as the mitogen-activated protein kinase (MAPK) signaling pathway, the phosphatidylinositol-3 kinase/protein kinase B (PI3K/
Akt) signaling pathway, the Wnt/B-catenin signaling pathway, the tyrosine kinase/transcription factor (JAK/STAT) signaling pathway,
as well as the glycolysis and autophagy metabolic pathways. This article summarizes the research progress on the signaling pathways
of active components in Cinnamomi Cortex for anti-tumor effects, providing a reference for studying the mechanisms of Cinnamomi
Cortex’s antitumor action.
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