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[ Abstract]  With the development of programmed death-1 (PD-1) and programmed death ligand-1
(PD-L1) inhibitors, the second generation of combined immunosuppressive agents emerge as the times require.
As a bifunctional anti-PD-L1/transforming growth factor-g ( TGF-B) fusion protein, M7824 can antagonize
PD-L1 pathway and trap TGF-B at the same time, which can effectively enhance the immune response and

reduce the occurrence of immune escape and drug resistance. The drug has achieved remarkable results in many
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preclinical studies, however, the indications, safety and efficacy still need to be confirmed by large-scale

clinical research data.
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