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Baicalein Regulates Colony Formation of Triple-negative Breast Cancer Cells by
Inhibiting YAP Entry into Nucleus
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[ Abstract] Objective: This study aims to observe the effect of baicalein on the clonal formation of triple
negative breast cancer MDA-MB-231 and MDA-MB-468 cells, and to explore the mediation role of Yes- related
protein (YAP) in it. Method: MDA-MB-231 and MDA-MB-468 cells were treated with baicalein. Thiazole
blue (MTT) colorimetric method was used to detect cell proliferation ability. Plate cloning experiments was used
to detect the colony forming ability. Immunofluorescence method was used to detect the nuclear distribution of
YAP, and Western blot test was used to detect the protein expression levels of YAP large tumor suppressor factor
1 (LATS1), YAP, phosphorylated Yes- related protein(p-YAP) and phosphorylated YAP large tumor suppressor
factor 1 (p-LATS1). Result: Compared with the blank group, baicalein (40, 80, 160 wmol-L™") significantly
inhibited the proliferation ability of MDA-MB-468 and MDA-MB-231 cells (P<0.05, P<0.01) , and the
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inhibitory effect was dose-dependent. The half inhibit concentration (IC,,) of baicalein against MDA-MB-468
and MDA-MB-231 cells were (80.3+7.2) , (70.4+6.5) pmol-L", respectively. Compared with blank group,
baicalein (5, 10, 20 pmol-L") had no significant effect on the proliferation of MDA-MB-468 and MDA-MB-
231 cells, and the difference was not statistically significant. Compared with the blank group, baicalein (5, 10,
20 wmol-L") significantly dose-dependently reduced the cell colony formation rates of MDA-MB-468 and
MDA-MB-231 cells (P<0.05, P<0.01), and baicalein (10, 20 pmol-L") significantly inhibited the nuclear
expression of YAP in MDA-MB-468 and MDA-MB-231 cells in a dose-dependent manner (P<0.01). Also,
baicalin (5, 10, 20 pwmol-L™") significantly up-regulated p-YAP and p-LATS1 protein expressions in MDA-MB-
468 cells in a dose-dependent manner (P<0.05, P<0.01). Baicalein (10, 20 wmol-L") significantly up-
regulated p-YAP and p-LATS1 protein expressions in MDA-MB-231 cells in a dose-dependent manner (P<0.01).

Conclusion: Baicalein can inhibit colony formation of triple negative breast cancer MDA-MB-468 and MDA-

MB-231 cells by mediating the reduction of YAP entry into the nucleus.
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Fig. 1 Effect of baicalein on cplpny forming ability of MDA-MB-468 and MDA-MB-231 cells( crystal violet staining)
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Fig. 2 Electrophoresis of baicalein on expression of p-YAP and

p-LATS1 proteins in MDA-MB-468 and MDA-MB-231 cells
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Table 2 Effect of baicalein on expression of p-YAP and p-LATS1 proteins in MDA-MB-468 and MDA-MB-231 cells (k+s,n=3)

e MDA-MB-468 MDA-MB-231
2157
/pmol- L' p-YAP/YAP/GAPDH p-LATS1/LATS1/GAPDH p-YAP/YAP/GAPDH p-LATS1/LATS1/GAPDH
2 1.84+0.79 2.28+0.56 2.38+0.77 1.68+0.59
WA R 5 3.83+1.06" 2.67+0.68" 3.87+0.71 2.24+0.57
10 4.01£1.27? 4.78+0.87? 5.06+1.242 4.25+0.79?
20 7.74£1.542 8.77+1.34% 8.85+1.59% 8.38+1.292)

W52 {4 Y P<0.05,2P<0.01.
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3 EEZEI MDA-MB-468 F1 MDA-MB-231 40 fifl YAP 4% 3R 3% B 8% i (S 2 951, x200)
Fig. 3 Effect of baicalein on nucleus of YAP in MDA-MB-468 and MDA-MB-231 cells (immunofluorescence, x200)
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