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Roles of HIF-1 in pancreatic cancer
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Abstract:

Pancreatic cancer is one of the common substantial malignant tumors with poor prognosis and

short survival, and is always in a highly hypoxic microenvironment. Hypoxia-inducible factor-1 (HIF-1) is a

heterodimeric transcription factor and an important regulatory protein after cellular hypoxia, which can

mediate important biological processes in tumor development. HIF-1 can also affect pancreatic cancer

progression through multiple pathways. In this work, we reviewed the mechanisms by which HIF-1 regulates

the development of pancreatic cancer at different levels, with a view to providing new ideas and theoretical

basis for the treatment of pancreatic cancer.
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