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Abstract: Gastrointestinal tract is essential for the body to obtain nutrition and energy from the outside
environment. Maintenance of the gastrointestinal homeostasis is vital for health and normal physiology.
Regulated by both genetics and environment, gastrointestinal stem cells and/or progenitor cells can accumulate
gene mutations that may eventually lead to the occurrence of tumors. Here, we summarize recent research
progress in gastrointestinal homeostasis, tumorigenesis and related immune responses, elucidating key cellular
types and regulatory machineries with a special focus on signaling mechanisms of stem cells, neuroendocrine
cells and immune cells. This review aims to provide references for precise diagnosis and treatment of
gastrointestinal tumors, as well as offer clues and directions for future studies from a perspective of cell-cell
interaction and communication.
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