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Exogenous IL—6 promotes cisplatin resistance of ovarian cancer through STAT3 pathway
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Abstract Objective: To investigate the effect of exogenous interleukin-6(IL—6) on cisplatin resistance of ovarian cancer (OvCa).
Methods: A2780 cells were seeded in a 6 —well plate,which were divided into Control group,AG490 group,recombinant human IL—6
(thIL-6) group and rthIL -6 +AG490 group. Western blotting was used to detect the effect of thIL—6 on the protein expression of
phosphorylated signal transduction and activator of transcription 3(p—STAT3) in A2780(cisplatin—sensitive OvCa cell line ). A2780 cells
were seeded in a 96—well plate,, divided into Control group, AG490 group, Cisplatin group, AG490+Cisplatin group,rhIL.-6 group,rhIL-6+
AG490 group, thIL-6+Cisplatin group and rhIL-6+AG490+Cisplatin group. CCK8 experiment was applied to detect the effect of rhIL-6 on
the proliferation of A2780. A2780 cells were seeded in a 12—well plate and divided into Control group,AG490 group,Cisplatin group,
AG490+Cisplatin group,rhIL—6 group,rhIL.-6+AG490 group,rhIL-6+Cisplatin group and rhIL-6+AG490+Cisplatin group. Apoptosis
experiment was used to detect the effect of tThIL—6 on cisplatin resistance of A2780 cells. A total of 36 female nude mice were randomly
divided into Control group,rhIL-6 group, Cisplatin group, AG490 group, rhIL-6+Cisplatin group and rhIL-6+AG490+Cisplatin group, with
6 mice in each group. A2780 cells were injected intraperitoneally, and the mice were sacrificed by cervical dislocation four weeks after the
administration. The effect of thIL—6 on the drug resistance of OvCa intraperitoneal implanted tumors was tested. Results: Western blotting
results showed that the expression of p—STAT3 protein in the rhIL—-6 group was significantly increased compared with the Control group

(t=6.55,P<0.01).The CCK8 experiment results showed that the cell proliferation of the rhIL.—6 group was increased compared with the

EE&TH XETEAMNFESLEATH(18YFZCSY00040 ); iz HEMM R SIELTI(20JCZXJC00140); RiET EARZE LR BEE
I HE(17JCYBJC41200)
EEB N LEFE(1997-), B, A, A5 F E: ERE; EE1EE B A R, E-mail: dengweimin @tmu.edu.cn,



5531

LT, 45 AN 11-6 i STATS3 38 HAE E 1 S5 40 M XU R 25 267

Control group(t=4.148, P<0.05 ). Apoptosis experiment found that compared with Cisplatin group,rhIL-6+Cisplatin group cell apoptosis was

significantly reduced (1=20.03,P<0.001).Compared with thIL-6+Cisplatin group , thIL-6+Cisplatin+A G490 group cell apoptosis increased

significantly(1=22.16,P<0.001 ). In vivo experiments in mice found that compared with Cisplatin group, the number and weight of tumor

nodules in thIL-6+Cisplatin group increased significantly (1=2.783,P<0.05). Compared with the rhIL-6+Cisplatin group, the number and

weight of tumor nodules in the thIL-6+Cisplatin+A G490 group were significantly reduced (¢1=3.306,P<0.05 ). Conclusion: Exogenous IL-6

induces cisplatin resistance in OvCa through STAT3 pathway.
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