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Deleted in liver cancer—1 inhibits the proliferation and invasion of

enzalutamide—-resistant prostate cancer cells via the Rho pathway

Tang Yangbin,Yang Guo,Wu Xiaohou,Quan Zhen

(Department of Urology , The First Affiliated Hospital of Chongqing Medical University)
[ Abstract] Objective : To investigate the effect of deleted in liver cancer—1(DLC—1) on the proliferation, invasion, and apoptosis of
enzalutamide—resistant prostate cancer cells and its mechanism of action. Methods : Hpumol/Lan prostate cancer Incap and C4-2 cell
lines were cultured in vitro with different concentrations of enzalutamide for more than 6 months, and enzalutamide-resistant cell lines
were constructed as Incap—R and C4-2-R. IC; was measured by CCK-8 assay to verify the successful construction of enzalutamide—
resistant cell lines. Incap—R and C4-2-R were transfected by lentivirus to achieve the knockdown and overexpression of DLC~1, and
colony formation assay, Transwell assay, and flow cytometry were used to observe the effect of DLC~1 on the proliferation, invasion, and
apoptosis of enzalutamide-resistant prostate cancer cells. Results : Compared with the control group, the overexpression group showed
that DLC~-1 significantly inhibited the proliferation and invasion of the two enzalutamide-resistant cell lines. As for mechanism of ac-
tion, Western blot showed that the expression of DLC—1 was negatively correlated with the expression of Rho protein in both
enzalutamide-resistant cell lines. The Rho inhibitor rhosin reversed the reduction in the apoptosis of Incap—R cells due to knockdown
of DLC~1. Conclusion : DLLC~1 can downregulate the expression of Rho protein in drug-resistant cell lines and inhibit their prolifera-
tion and invasion.
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