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Research progress on small-molecule protein proteolysis-targeting chimeras as
antitumor agents
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Abstract: In recent years, proteolysis targeting chimera (PROTAC), as a hew therapeutic method, has been widely studied in the field
of anti-cancer drugs. PROTAC is a bifunctional small molecule compound, which can connect target protein with E3 ubiquitin ligase to
form ternary complex, and degrade target protein through ubiquitin-protease system. Estrogen (ER), androgen (AR), anaplastic
lymphoma kinase (ALK), bromine domain protein 4 (BRD4), and cyclin dependent kinase 8 (CDK8) have been selected as target
proteins for a large number of studies. Research progress on small molecule anti-cancer drugs of PROTAC is reviewed in this paper.
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