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Research Progress of Active Peptides Regulating Tumor Cells Metabolic Pathways
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Abstract: Bioactive peptides have a variety of biological functions. They can influence malignant tumor
specifically, interact with signal transduction molecule about growth and metastasis, and inhibit the growth of
tumour cells or accelerate the apoptosis. In order to provide a reference for researching the more purposeful
anti-tumor bioactive peptides, this paper will overview the research progress of active peptides regulating
tumor cells metabolic pathways from STAT3 signal pathway, TRAIL death receptor pathway, PKM2 aerobic
glycoysis and NF-kB signal pathway.
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