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Abstract: Abnormal expression of GDNF ( glial cell line-derived neurotrophic factor) and its receptor( RET) are

associated with the emergence and development of tumors in the digestive system. GDNF and RET are associated

with peripheral nerve invasion with a dose-dependent manner in pancreatic cancer, while RET(—) cancer cells lose

the ability to invade and destroy nerves. RET mutations promote the proliferation, migration and survival of colon

cancer cells, and are associated with poor prognosis of colon cancer patients. GDNF can promote the angiogenesis of

liver cancer tissues independently of vasogenic growth factor, providing sufficient nutrition for the growth and inva-

sion of tumor cells. Methylation of the GFR 3 promoter was found in gastric cancer, and the degree of methylation

was negatively related to postoperative survival of patients.
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