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Research progress on the resistance mechanism of Podophyllotoxin and its derivatives

CHEN Xin', LU Xiaomei', LIU Yuyu” (1. Key Laboratory Dongguan Children’ s Hospital Affiliated to Guangdong
Medical University, Dongguan 523325, China; 2. School of Marine and Tropical Medicine, Guangdong Medical
University, Zhanjiang 524023, China)

Abstract: Podophyllotoxin is a natural product-derived drug with a long history of medicinal use, has led to the discovery
of various derivatives in drug development. Despite their widespread clinical application, particularly in anti-tumor therapy,
as tumor cells gradually develop resistance to podophyllotoxin and its derivatives during chemotherapy. Therefore, as tumor
cells gradually develop resistance to podophyllotoxin and its derivatives during clinical chemotherapy, this review discuss the
mechanisms of resistance to podophyllotoxin and its derivatives, providing references for predicting and avoiding resistance,
and improving the clinical efficacy of podophyllotoxin and its derivatives.
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