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Effects of ginsenoside CK on the proliferation, apoptosis, epithelial-mesenchy-
mal transition and PI3K/Akt signaling pathway of MCF-7 cells
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ABSTRACT ;. AIM To explore the effects of ginsenoside CK on the proliferation, apoptosis, epithelial-mesenchy-
mal transition and PI3K/Akt signaling pathway of human breast cancer MCF-7 cells. METHODS The breast

cancer MCF-7 cells treated with different concentrations of ginsenoside CK had their cell proliferation, cell apopto-
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sis, mRNA expressions of E-cadherin, N-cadherin and vimentin, protein expressions of p-PI3K and p-Akt detected
by MTT, flow cytometry, real-time qPCR and Western blot, respectively. RESULTS Compared with the control

group, groups treated with 10 pmol/L ginsenoside CK for 72 h, and 20umol/L, 40pmol/L, 80 pwmol/L ginsen-

oside CK for 24, 48, 72 h, respectively, shared significantly increased inhibition rates of cell proliferation (P <

0.05) ; groups treated with 20, 40, 80 pwmol/L ginsenoside CK for 48 h shared obviously increased cell apoptosis
rate and E-cadherin mRNA expression (P <0.05) ; groups treated with 20, 40, 80 pmol/L ginsenoside CK for

48 h were found with markedly decreased N-cadherin, vimentin mRNA expressions, and p-PI3K, p-Akt protein ex-
pressions (P <0.05). CONCLUSION Ginsenoside CK’ s inhibition on the proliferation and epithelial-mesen-
chymal transition of MCF-7 cells, and induction of cell apoptosis may be related to the inhibition of PI3K/Akt sig-

naling pathway.
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ANZHAF CK 41 5 2.22 +0.16 2.68 £0.49 3.11 +0. 31
NS CK 41 10 2.57 +0.28 3.46 £0.40 6.14 +0. 66"
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Tab.3 Effect of ginsenoside CK on the epithelial-mesen-
chymal transition of MCF-7 cells (x =5, n =5)

il o, ESEER NAHEH WPEA
(pmol-L™1)
xR 0 0.33+0.03 0.74+0.08 0.55+0.07
NSRBI K4 20 0.40 £0.04* 0.52 +0.06* 0.49 +0. 06*
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