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Urtica dioica Induces Cytotoxicity in Human Prostate Carcinoma

LNCaP Cells: Involvement of Oxidative Stress, Mitochondrial

Depolarization and Apoptosis
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CONCLUSION

The mechanistic implication of our data is that UD-AQ
mediated ROS production, linked to mitochondrial
dysfunction is the pivotal event that triggered the
apoptotic death of LNCaP cells which was subsequently
evidenced by DNA fragmentation and PARP cleavage
effected through the activation of caspases 3 and 9. The
current results support the hypothesis that UD-AQ may
be a very useful anticancer drug source targeted
specifically at prostate cancer. Future extensions of the
present study will be aimed at further validating this
hypothesis.
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