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Treg depletion by monoclonal antibodies for cancer immunotherapy
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Abstract: The mechanism of blocking inhibitory signal in T cells to kill tumor cells, such as anti-PD-1/PD-
L1 monoclonal antibodies, has been approved in several different types of tumors in clinical stage. However,
the mechanism of Treg depletion by monoclonal antibodies to inhibit tumor growth is controversy, especially
in patients. In this paper, the advances of Treg depletion monoclonal antibodies targeting CTLA-4, TIGIT,
CCRS8 are summarized, and the controversies are discussed, so as to provoke new insight for further

development of efficacious and safe Treg depletion therapy to benefit tumor patients.
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