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IL-6 induces ovarian cancer cell resistance to tamoxifen
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Abstract Objective: To explore the effect of tamoxifen resistance caused by exogenous and endogenous IL—6 in ovarian cancer cells.
Methods: A2780 and CAOV3 cells were used as research models; we retreated with exogenous IL-6 to obtain A2780/prell.-6 cells. The
antisense 1L.—6 gene was stably transfected into CAOV3 cells, and the IL-6 mRNA and IL.-6 secretion levels of stably transfected cells were
detected by RT-PCR and ELISA. Ovarian cancer cell activity was measured by MTT assay. Results: CAOV3/asl.—-6 with different IL—6
secretion levels were stably transfected, and their IL-6 secretion levels were decreased by 63.82% and 75.69%, respectively, compared
with their untransfected cells CAOV3 (P<0.05), and its IL-6 mRNA level was consistent with its secretion level;Exogenous IL -6,
endogenous overexpression of IL—6 induced resistance to tamoxifen in A2780 cells, whereas inhibition of IL-6 expression restored the
sensitivity of CAOV3 cells to tamoxifen. Conclusion: I1.—6 can induce tamoxifen resistance in ovarian cancer cells. [L.—6 may be an
important part of anti—estrogen resistance in ovarian cancer, and it is expected to be an important factor in reversing the anti—estrogen
resistance of ovarian cancer.
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aand b.Expressions of IL-6 mRNA and protein IL-6 in CAOV3/asIL-6 cells
*#P<0.01, compared with CAOV3/pcDNA3.1+
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Fig 1 The level of IL—6 expression in asIL—6—transfected CAOV3 cell
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Fig 2 MTT assay for the effect of exogenous IL—6 on the sensitivity
of A2780 cells to tasmoxifen
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a and b.Sensitivity of A2780/ssIL—-6 or CAOV3/asIL-6 cells to tamoxifen;
#P<0.05, compared with the vector—transfected A2780 or CAOV=3 cells
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Fig 3 MTT assay for the effect of endogenous IL.—6 on the respon—

siveness of ovarian cancer cells to tamoxifen
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