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Role of combined berberine and doxorubicin in human prostate cancer cells

LI Jian-chang, LIN Shan-hong, ZENG Wen-feng, QIN Xing-zhang, LIN Xing-hua, ZHAO Yu-wan" (Department of
Urology, Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Objective
Methods

To investigate the effect of combined berberine and doxorubicin on prostate cancer cells.

Human prostate cancer cell lines were treated with berberine and doxorubicin. The proliferation, apoptosis,

apoptotic-related protein expression, caspase-3/7 and caspase-8 activity, and mitochondrial membrane potential were

detected by MTT, flow cytometry, Western blot, chemiluminescence, and JC-1 fluorescent method, respectively. Results

Combined berberine and doxorubicin suppressed cell proliferation, promoted apoptosis, increased Bax expression and

caspase-3/7 and caspase-8 activity, and decreased Bcl2 expression and mitochondrial membrane potential. Conclusion

Combined berberine and doxorubicin can effectively kill prostate cancer cells.
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