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Antitumor Efficacy of Oridonin on Neuroblastoma. Zhang Lidi, Gao Fenghow, Jiang Bin. Department of Oncology, NO. 3 People's
Hospital Affiliated to Medical College of Shanghai Jiaotong University , Shanghai 201999, China

Abstract Objective To investigate the antitumor efficacy of oridonin on neuroblastoma in vitro and in vivo. Methods The
CCK -8 assay was used to measure the inhibitory effect of oridonin on proliferation of SHSY —5Y and SK = N - MC cells. Apoptosis was
determined by fluorescence microscope after AO/EB staining. The expression of cleaved caspase — 3 and cleaved PARP was determined by
immunoblot analysis. BALB/c¢ nude mouse xenograft models with neuroblastoma were built by SHSY —5Y cell line and the proliferation of
tumor tissues were assessed by Ki — 67 immunohistochemistry. Results Treatment with oridonin for 24h resulted in a marked decrease in
cell viability of SHSY —=5Y and SK = N — MC cells in a dose — dependent manner. After treatment with an increasing concentration of ori-
donin for 24h, the percentage of apoptotic cells observed by AO/EB staining increased. Treatment with oridonin increased the expression

of cleaved caspase —3 and PARP. The tumor volume increment and the proliferation of tumor tissues measured by Ki — 67 immunostaining

in models with oridonin were significantly less than vehicle control. Conclusion Oridonin can exert its antitumor effect by inhibiting pro-

liferation and inducing apoptosis of SHSY - 5Y and SK - N — MC cells in vitro and in vivo.
Key words Oridonin; Neuroblastoma; SHSY =5Y; SK — N - MC; Xenograft
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