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[ Abstract] Objective: To investigate the antitumor mechanism and drug resistance of poly ADP-
ribose polymerase (PARP) inhibitor to pancreatic cancer cells. Methods: Cells of human pancreatic
cancer cisplatin resistant cell line patu-8988 /DDP were divided into control group (group A), PARP
inhibition group (group B) and cisplatin combination group ( group C). Group A was cultured in
DMEM medium for 24 h, group B was cultured with 10 pmmol/L PARP inhibitor AG014699 for 24 h,
and group C was cultured with 10 pmmol/L PARP inhibitor AG014699 and 10 pg/mL cisplatin for
24 h. After 24 h of cell culture, the proliferation rates of PATU-8988/DDP cells, apoptosis rates of
PATU-8988/DDP cells and the PARP protein expression levels in PATU-8988/DDP cells in each
group were detected by MTT assay, flow cytometry, and Western blot respectively. Results: The cell
proliferation rates were compared among the three groups 24 h after cell culture, it was showed that the

cisplatin combination group < PARP inhibition group < control group and the difference was statistically

“[EEIUH ] EEHRHORZR S SRR H (18ZR1429100)
* O SHEVEE E-mail ;: zhouyuan851@ 163. com

556



53] ElHERRAE PARP 0 700 08 FR A 200 L - g AL o) B ik 245 0 A

significant when compared in pairs (P <0.05). The apoptosis rates were compared among the three
groups 24 h after cell culture, it was showed that the cisplatin combination group > PARP inhibition
group > control group and the difference was statistically significant when compared in pairs (P <
0.05). The PARP protein expression levels in the cells were compared among the three groups 24h
after cell culture, the PARP inhibition group and the cisplatin combination group were significantly
lower than the control group 24 h after cell culture and the difference was statistically significant (P <
0.05) ; but the PARP protein expression levels between the cisplatin combination group and the PARP
inhibition group were compared, there was no statistical significance (P >0.05). Conclusion: PARP
inhibitors can inhibit the proliferation and promote the apoptosis of pancreatic cancer cells as well as
can improve the sensitivity of pancreatic cancer cells to cisplatin and enhance the chemical toxicity of
cisplatin to pancreatic cancer cells. The mechanism may be related to the down-regulation of PARP
expression by PARP inhibitors.

[ Key words | pancreatic neoplasms; cell proliferation; apoptosis; gene expression; poly ADP-ribose

polymerase (PARP) inhibitor; drug resistance; mechanism
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