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Inhibitory Effect of Caudatin on Growth of Ovarian Cancer and Its Mechanism.
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Abstract

Gong Jianming, Lin Qi. The First Affiliated Hospital of

Objective To study the inhibitory effect of Caudatin on growth of ovarian cancer and its mechanism. Methods The

cell experiment was divided into two groups. Caudatin group was treated with 30 umol/L Caudatin for 24 h, while control group normal sa-
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line. Cell viability was detected by the CCK -8 assay and apoptosis was measured by ELISA. DNMT1, Axin, Bel =2 and cyelinD1 pro-
teins expression in SKOV3 cells were detected by Western blot. SKOV3 cells were injected into nude mice to establish engrafted ovarian
tumor model. The growth of transplanted tumor was measured, and the expression of apoptosis related genes was detected by real — time
PCR. Results Compared with control group, Caudatin ould suppress the proliferation of SKOV3 cells and increase the apoptosis in a
concentration — dependent way. Caudatin could also reduce the protein expression of DNMT1, Bel =2 and cyclinD1, but increase Axin.
The experiment on tumor growth in the in vivo mice model revealed that Caudatin inhibited the growth of transplanted tumor and the mRNA
expression of DNMT1, Bel —2 and cyclinD1, while increased the Axin mRNA expression level. Conclusion Caudatin can restrain the
proliferation and induce apoptosis of ovarian cancer. Its mechanism may be related to regulate DNMT1/B — catenin signaling pathway.
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