Abstract Pamiparib as a non-P-glycoprotein substrate PARP inhibitor can overcome ABCB1- m BeiCene
#5338 mediated multidrug resistance in ovarian cancer cells - -

Minjuan Deng, Kang Qin, Yang Li, Yu Jiang, Wei Jin* and Zhirong Shen*
BeiGene (Beijing) Co., Ltd. No. 30 Science Park Rd, Zhong-Guan-Cun Life Science Park, Changping District, Beijing 102206, China. *Correspondence: zhirong.shen@beigene.com or wei.jin@beigene.com
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A Tumor P-gp Expression by IHC
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The results highly suggest that Pamiparib as a non-P-gp
substrate PARP inhibitor can overcome ABCB1-mediated drug
resistance in tumors and may provide additional clinical benefits
to ovarian cancer patients.
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Figure 3. Olaparib-resistant or Paclitaxel-resistant A2780 cells are sensitive to Pamiparib. (A) A2780olaR cells are cross-resistant to Paclitaxel but still | | |
IC5, shift fold: 1.3 IC5, shift fold: 36 IC5, shift fold: 399

sensitive to Pamiparib. (B) A2780pacR cells are cross-resistant to Olaparib but not Pamiparib. (C-D) Intracellular concentration of Pamiparib is similar between
parental A2780 and resistant cells, while lower intracellular Olaparib is observed in both A27800laR (C) and A2780pacR (D) cells. - UWB1.289 vector = UWB1.289 p-gp




