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[ Abstract |
cells. Methods

Objective To investigate the effect of turmeric volatile oil on the proliferation and apoptosis of melanoma wm9
Different concentration of turmeric volatile oil were applied on melanoma wm9 cells; Detection of proliferation inhi-
bition rate by cell counting kit-8 (CCKS8) ; Morphological changes of cells were observed by inverted microscope;Caspase-3 activities
were evaluated by enzyme linked immunosorbent assay(ELISA) ;Cell cycle and apoptosis was analyzed with flow cytometry(FCM).
Results The effects of turmeric volatile on melanoma wm9 cells were different in different concentrations, when the drug concen-
tration reached at 40 mg/L, typical apoptotic cells can be seen under the inverted microscope,Caspase-3 activities were positively
correlated with drug concentration. Cell cycle of Wm9 cells were blocked in G, /M phase after exposed to turmeric volatile oil. Con-
clusion Turmeric volatile oil has capability of apoptois-inducing in Wm9 cells. Moreover, turmeric volatile oil activated the key en-

zyme of apoptosis pathway and arrested cell cycle in G, /M phase, which maybe the mechanism of turmeric volatile oil to inhibit pro-

liferation and differentiation of tumor cells.
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