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[ Abstract] Microsatellite instability is one of the manifestations of genomic instability, which is expressed in many malig-
nant tumors such as colorectal cancer, breast cancer, lung cancer and lymphoma, and plays a key role in tumor occurrence,
development and prognosis. In recent years, domestic and foreign scholars have made remarkable achievements in the re-
search on microsatellite instability, especially in the field of colorectal cancer. lts guiding opinions on immunotherapy and
chemotherapy for colorectal cancer have been included in guidelines. Microsatellite instability has become an important mo-
lecular indicator for guidance of the treatment and prognosis of the disease. This paper summarizes relevant research at home
and abroad in order to provide guidance for follow-up research.
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