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Study on the effect of costunolide and dehydrocostus lactone on the
proliferation and apoptosis of mouse B16 melanoma cells
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Abstract : To investigate anti malignant melanoma activity induced by costunolide ( CL) and dehydrocostus lactone ( DL),
MTT method was used to detect the inhibitory effect of CL and DL on the proliferation of B16 cells. DAPI staining was used to
observe the morphological changes of B16 cells under fluorescence inverted microscope. Annexin V-FITC/PI double staining
was used to stain cells and then the apoptosis rates were detected by flow cytometry (FCM). Western blot was used to detect
the key protein expression. The results showed that both CL and DL significantly inhibited the proliferation of B16 cells, and
the inhibited rates were related with the concentration of CL and DL in does dependent. Under the fluorescence microscope,
the morphology of the cells was changed after the treatment with CL or DL, such as cell contraction,high chromatin aggrega-
tion, visible formation of apoptotic bodies, et al. FCM results are consistent with the above. The FCM analysis showed that the
apoptosis rate was increased after B16 cells treated with CL or DL. The apoptotic rate of B16 cells was increased as CL or DL
concentration increased. The results of Western blot showed that the expression of Cyt-C,Cleaved caspase-3, Cleaved caspase-

9 and Bax were increased in CL group compared with control group, while the expression of PI3K, AKT and Bcl-2 proteins
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were decreased. In conclusion, CL exhibited anti-melanoma activity, and it may be realized by inhibiting the activation of

PI3K/ Akt pathway, inhibiting the expression of Becl-2 protein, increasing the mitochondrial membrane permeability protein

Bax,releasing Cyt-C,and increasing the expression of caspase-9 and caspase-3.
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