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Oridonin Induces Apoptosis Via PI;K/AKT Pathway in Cervical Carcinoma HelLa Cell Line
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Abstract: Objective The purpose of our study was to investigate the apoptosis- inducing effect and mechanism
of action of oridonin, a diterpenoid isolated from Rabdosia rubescens, in human cervical carcinoma HelLa cell line.
Methods Morphological analysis, nuclear condensation, and fragmentation of chromatin were monitored using
Hoechst 33342 staining. Cell viability was assessed using the MTT colorimetric assay. Cell apoptosis and apoptosis-
related proteins in HelLa cell line were evaluated by flow cytometry and Western blot analysis.  Results Oridonin
suppressed the proliferation of several cervical carcinoma HelLa cell line in a dose- and time- dependent manner.
Oridonin treatment dephosphorylated and/or inactivated constitutively active AKT, and glycogen synthase kinase 3
(GSK3). In addition, oridonin treatment of cervical carcinoma HeLa cell line down- regulated the expression of the
inhibitor of apoptosis protein. Conclusion Our results showed oridonin may suppress constitutively activated targets
of phosphatidylinositol 3- kinase (AKT and GSK3) in cervical carcinoma Hela cell line, inhibiting the proliferation
and induction of caspase- dependent apoptosis.
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