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Advances in drug development targeting tumor metabolism and the relevance
with tumor angiogenesis
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Abstract: The reprogramming of cellular metabolism is one of the hallmarks of cancer, which is featured as enhanced glycolysis,
glutamine metabolism and other biosynthetic activities. Given its crucial role in tumor development, targeting tumor cell metabolism
has become one of the hotspots in the research and development of antitumor drugs. Angiogenesis, a process related to a metabolic
shift in endothelial cells, is another hallmark of cancer and supports the metabolic activities in tumor cells. In this article, the

abnormal metabolic pathways in tumor cells and tumor endothelial cells were discussed and their relevance was further explored. The

advance in therapeutic medicine targeting the metabolic pathways above was also summarized.
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Fig.1 Related transporters and enzymes in tumor cell characteristic metabolic pathway
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Table 1 Drugs targeting tumor cell metabolism and research progress
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