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Effects of celecoxib combined with tea polyphenols on the proliferation and apoptosis of breast cancer cell
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Abstract Objective: To investigate the effects of celecoxib combined with tea polyphenols on the proliferation and apoptosis of triple—
negative breast cancer cell MDA -MB -231. Methods: MTT assay was adopted to detect the effects of celecoxib, tea polyphenols and
celecoxib combined with tea polyphenols on the proliferation of breast cancer cell MDA -MB -231. Hoechst33258 staining was used to
observe the morphologic changes. Cell apoptosis was detected by AnnexinV —FITC/PI double staining. Results: MTT assay showed that
celecoxib (10 wmol/L) and tea polyphenols (6.25,12.5,25,50,100 pwg/mL) alone and in combination inhibited the proliferation of MDA-MB-
231 cells. The inhibition rate of the combination groups was higher than single drug groups and the difference was statistically significant
(P<0.05). Hoechst33258 staining showed that the number of apoptotic cells in combination groups composed by celecoxib (10 wmol/L) and
tea polyphenols (50,100 pg/mlL) significantly increased compared with single drug groups and the typical morphological characteristics of
apoptotis could be observed. Flow cytometry was further evidence that the apoptosis rate significantly increased by celecoxib and tea
polyphenols combined. Conclusion: Celecoxib in combination with tea polyphenols can significantly inhibit the proliferation and induce
apoptosis of triple-negative breast cancer cell MDA-MB-231.
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Tab 1 The effects of celecoxib combined with tea polyphenols on
the inhibition rate of breast cancer cell MDA-MB-231

(Xxs,n=3)
.~ A /%
24h 48h

B 0o FR 2 0 0
FER AT 10 pmol/L 2.08£0.10%  5.78+0.36*
KLH 6.25 pg/ml 1.66£0.51*  4.49+0.67*
12.5 pg/ml 7.2550.69%  7.48+0.23*
25 pg/ml 11.26£1.11%  12.36+1.13%
50 pg/mlL 23.17£0.39%  50.87+0.85*
100 pg/mlL 55.73£0.51%  74.82+0.24*

TR LT 10 pmol/L+6.25 pg/mL 9.450.47+54  10.320.13%24
10 pmol/L+12.5 pg/mL 11.97+0.44%24 13.87:0.08+ 44
10 pmol/L+25 pg/mL.  15.3040.10%24 20.20+0.30%54
10 pmol/L+50 pg/ml.  25.67+0.82%24 60.36+0.37%54
10 pmol/L+100 pg/mL 67.86+3.51%24 79.73£0.26%54
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Fig 1 The effects of celecoxib combined with tea polyphenols on the apoptosis rate of breast cancer cell MDA-MB-231
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