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Abstract

The application of immune checkpoint inhibitor provides a new method for tumor clinical treatment, however,a large

number of patients still struggle to benefit from immune checkpoint inhibitor therapy. Exploring new combination therapy options based

on immune checkpoint inhibitors is a hot spot in current tumor therapy. Among them, adoptive cellular immunotherapy is an important

option for the treatment of tumors in combination with immune checkpoint inhibitors. This article reviews the latest research progress of

immune checkpoint inhibitors combined with adoptive cellular immunotherapy for tumors.
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