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Abstract

apoptosis. Breakthrough has been made in the treatment of cancer with PARP-1 inhibitors, but the emergence of

Poly ( ADP-ribose) polymerase-1 ( PARP-1) plays a vital role in the regulation of DNA repair and

drug resistance has limited its further application in clinic. This paper reviews advances in the research on PARP-1
inhibitors combined with other drugs to overcome drug resistance, highlights and evaluates the existing drug
combination strategies and their therapeutic effects in clinical practice. It is proposed that the development of
dual-target or multi-target drugs will become a promising approach to overcome the resistance of PARP-1 inhibi-
tors and broaden their indications.
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