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[Abstract] Microsatellite instability - high (MSI-H) colorectal cancer accounts for approximately
10%-15% of all colorectal cancer patients, while in metastatic diseases the MSI-H population accounts for
only 5% of patients. Previous studies have shown that early-stage MSI-H colorectal cancer patients have a
good prognosis, but those with advanced disease have a poor prognosis and are not sensitive to
chemotherapy. The advent of PD -1 antibodies has significantly improved the prognosis and changed
treatment landscape in this population, not only achieving good outcomes in late - line therapy, but also
significantly outperforming traditional chemotherapy combined with targeted therapy in first-line therapy.
How to overcome primary and secondary drug resistance is a key issue in improving the outcome of MSI-H
metastatic colorectal cancer, and commonly used approaches include changing chemotherapy regimens,
combining with other immunotherapies, combining with anti-angiogenesis, and local treatments (surgery,
radiotherapy, or interventional therapy). It is worth noting that immunotherapy has certain lifelong or even
lethal toxicity, and the indications for neoadjuvant immunotherapy must be evaluated with caution.

Neoadjuvant immunotherapy in MSI - H advantaged population can achieve high rates of pathological
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complete remission (pCR) and clinical complete remission (cCR). Therefore, for MSI-H patients with a

strong intention to preserve anal sphincter and a strict evaluation of ¢CR after neoadjuvant immunotherapy,

the Watch-and-Wait strategy offers an opportunity to preserve sphincter function and improve long-term

survival quality in a subset of mid-to-low rectal cancers. Research on adjuvant immunotherapy in the field

of colorectal cancer is also in full swing, and the results are worth waiting for.
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