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[Abstract] Dostarlimab is an anti—programmed death—1 (anti~PD-1) blocking antibody for adult patients with advanced or
recurrent solid tumors with mismatch repair deficient (dMMR) who have progressed after prior therapy and have no satisfactory
alternative treatment options. dMMR is an effective biomarker that can predict tumor response to immune checkpoint inhibitors,

and its incidence is high in endometrial cancer, gastric cancer, colorectal cancer, and other solid tumors. The mechanism of

action, pharmacokinetics, clinical efficacy and safety evaluation of Dostarlimab were reviewed in this paper.
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