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Mouse model of pancreatic ductal adenocarcinoma:an update
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[ABSTRACT] Animal models of pancreatic cancer are important for the experiments of pancreatic cancer research. An ideal an-

imal model of pancreatic cancer provides effective tool for exploring the tumorigenesis of pancreatic cancer. This paper summari-

zes the methods for establishing mouse model of pancreatic ductal adenocarcinoma and discusses interpretd the advantages and

disadvantages of different models.
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