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Abstract

assessed by MTT assay, cell apoptosis and mitochondrial membrane potential were measured by flow cytometry.

To evaluate the anti-human hepatocellular carcinoma activity of turmeric oil ( TO). Cell viability was

The protein abundance of Bax, Bcl-2, caspase-3, caspase-9 and cytochrome C was analyzed by Western blot. The
results demonstrated TO-induced apoptosis of Bel-7402 cells in a time- and dose- dependent manners. It was
characterized by loss of mitochondrial membrane potential (A¥,) and enhanced Bax/Bcl-2 ratio. The release of
cytochrome C from mitochondria and the activation of caspase-9 and -3 indicated that TO might induce apoptosis
of Bel-7402 cells via mitochondrial-mediated pathway.
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Figure 1 Turmeric oil (TO) induces Bel-7402 cell apoptosis

The Bel-7402 cells were treated with turmeric oil (20,40,80 pg/mL)
for 48 h. Apoptosis was determined by FITC-Annexin V/PI staining by
flow cytometry

“P<0.05,"*P<0.01,"**P<0.001 vs drug untreated group
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Figure 2 Turmeric oil (20,40,80 wg/mL) induces decrease in mitochondrial membrane potential (A%, ) and cytochrome C(Cyt C) release in Bel-

7402 cells after treated for 48 h

A: AW, was detected using JC-1 staining and analyzed by flow cytometric. Percentage of bottom right quadrant and top right quadrant represent AW,

decrease ; B; Western blot assay was used to examine cytosolic CytC and mitochondrial CytC expression
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Figure 3 Expression of apoptosis-related proteins in Bel-7402 cells treated with turmeric oil for 48 h by Western blot assay (x +s,n=3)
"P<0.05,""P<0.01,"" " P<0.001 vs untreated group
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