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Recent Advances in Epigenetic Antitumor Drugs Based on Proteolysis Targeting Chimeras LV Qian-qian ,LIANG Jia-jie ,JI
Hong " ( School of Pharmaceutical Sciences , Guangzhou Medical University , Guangzhou 511436, China)

Abstract ; Proteolysis targeting chimeras ( PROTACs) are heteromorphic bifunctional molecules designed to selectively degrade
target proteins through the natural ubiquitin-proteasome system.This novel strategy of chemically induced protein degradation has
offered exciting avenues for drug discovery, with applications across various targets, including nuclear receptors, kinases, and
transcription factors. Epigenetic proteins play an important role in tumor initiation, progression, metastasis, and invasion, making
them promisingtargets for the development of anti-tumor drugs.Given that conventional small molecule inhibitors directed at epige-
netic targets may lead to off-target effects and drug resistance, PROTACs technology provides a promising solution to these chal-
lenges. Therefore , it holds significant promise for advancing the field of epigenetic anti-tumor therapy. Herein, this discussion will
delve into the principles and advantages of PROTACs, providing comprehensive overview of the recent research progress of epige-
netic protein degradation using PROTACs technology,and offer insights into the future prospects of epigenetic targeted anti-tumor
drugs based on PROTACs technology.
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