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[ Abstract]

tumor metastasis is still the main cause of death. In the process of metastasis cascade, tumor cells will

Xu Jiwen', Yang Li',

In recent years, people have made some progress in the field of tumor treatment, but

dynamically regulate metabolism to meet the energy needs of different metastasis stages. Therefore, targeting
the metabolic characteristics in the process of tumor metastasis may provide an opportunity to prevent and
treat tumor. This paper will firstly introduce the latest progress related to metabolism in the process of tumor
metastasis, and then focus on the significance of several nutrients closely related to tumor metabolism in the
process of tumor invasion and metastasis, to help relevant personnel understand the latest research progress
and look forward to the possibility of treatment strategies targeting metabolic pathways.
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