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[ Abstract]

plays a very important role in the development of pancreatic cancer. However, the role of autophagy in the pathophysiol-

Pancreatic cancer is one of the most aggressive and fatal malignant tumors in the world. Autophagy

ogy and treatment of pancreatic cancer is complex, showing different functions in different cellular environments. This

makes autophagy have both protective and inhibitory effects in the occurrence and development of pancreatic cancer. In
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this paper, the pathogenesis, mechanism and treatment strategies of autophagy in pancreatic cancer were reviewed.
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[Abstract] With the continuous progress and development of medical research, the goal of cancer cure is gradu-
ally put on the agenda. For the patients with advanced cancer, radiotherapy and chemotherapy the main means of treat-
ment, cause great harm to human body with large side effects and gradually cannot meet the needs of people, so people
need a more specific and effective treatment plan. With the rapid development of molecular techniques, immunotherapy,
a new treatment, has been gradually explored. At present, PD-1/PD-L1 inhibitors have been proved to have advantages
in various tumor treatment fields, but they still have undetermined side effects, etc. Therefore, this paper reviews the mo-

lecular mechanism, signal transduction, expression regulation and other aspects of PD-1/PD-L1 to provide basis for fu-

ture clinical application.

[Key words] PD-1/PD-L1; Molecular mechanism; Signal transduction; Expression regulation; Tumor treatment;
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